R 
w em 


= 


Vol. 139, No.7 July 1982 "Vay c 


(Соч 102761 ч OL ares 1 aha A 
THE AMERICAN JOURNAL 


OF PSYCHIATRY 


In this issue 


How to Write a Psychiatric 
Consultation 


By Thomas R. Garrick 
and Nada L. Stotland 





OFICIAL JOURNAL OF THE 
AMÅRICAN PSYCHIATRIC ASSOCIATION 


. SK&F Introduces 
_B.LD. Lithium Theraps 





5 New ‘Eskalith CR’ 


0 mg Controlled Release Tablets, wh 
. release lithium without an initial rapid surge in blood level 
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en administered every 12 hours, gradually 
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Therapy in manic-depressive illness with new *Eskalith CR’ 450 mg Controlled Release Tablets offers the 
. convenience of b.i.d. administration. And increased patient convenience can mean increased pat 
. compliance—-an important factor in successful long-term lithium therapy. 


escribing Flexibility 


skalith' line of lithium products— 300 mg Capsules, 300 mg Tablets and new ‘Eskalith CR’ 
50 mg Controlled Release Tablets—offers you a dosage form and strength for every patient's needs. 


ore prescribing, see complete prescribing information in SK&F literature. 
following is a brief summary. 





he WARNING 
| Lithium toxicity is closely related to serum lithium levels, and can occur at doses 
‘close to therapeutic levels. Facilities for prompt and accurate serum lithium 
determinations should be available before initiating therapy (see DOSAGE AND 
ADMINISTRATION in complete prescribing information). 





: Indications: Treatment of manic episodes of manic-depressive illness. Maintenance 
therapy prevents or diminishes the intensity of subsequent episodes іп manic- 
depressive patients with a history.of mania. 


Warnings: Lithium should generally not be given to patients with significant renal or 
cular disease, severe debilitation or dehydration, sodium depletion, or to 


d witli diminution of renal concentrating 
| ; ly managed to avoid dehydration with resulting 
oxicity. Morphologic changes with glomerular and interstitial 
phron atrophy have been reported. When renal function is assessed, 
or sudden changes in function indicate the need for reevaluation of 


atch. for diarrhea, vomiting, tremor, mild ataxia, 
ess as signs of lithium toxicity, and to discontinue 
cian should they occur. Patients teceiving combined 
ium and an antipsychotic should be monitored closely for early 
rologic and treatment discontinued promptly if such signs 
1 requiring alertness (с.р. , operating vehicles 


um may prolong the effects of neuromuscular blocking agents. Such agents 
19 be given with caution to patients receiving lithium. 7 
ithium may cause fetal developmental anomalies, especially involving the 
"ardiovascular system. If lithium is used during pregnancy, or if a patient becomes 
regnant while taking it, she should be apprised of the potential hazard to the fetus. 
Except in rare and unusual circumstances, nursing should not be undertaken while a 
tient is on lithium therapy, since lithium is excreted in human milk. 
Not recommended for children under 12. 
recautions: Lithium tolerance is greater during the acute manic phase and decreases 
fl Manic symptoms subside. 
ethacin and other nonsteroidal anti-inflammatory drugs 
а lithium levels; therefore, increased monitoring of 
mended, 
odium depletion. Normal diet (including salt) and 
ml.) must be maintained, at least during initial 
wing or diarrhea can decrease tolerance; in such 
uid and salt* 


Sweating, diarrhea, and concomitant infection with elevated temperatures 
require temporary reduction or cessation of dosage. à 

Where hypothyroidism exists, thyroid fanction should be monitored during 1 
stabilization and maintenance; where hypothyroidism occurs during stabiliza 
maintenance, supplemental thyroid treatment may be used. Т 
Adverse Reactions: Mild to moderate toxic reactions тау о 

levels from 1.5 to 2.5 mEq./I., and moderate to severe reactior 

2.5 mEq./l. Fine hand tremor, polyuria, and mild thirst may i 

therapy and persist. Transient and mild nausez and general 

appear during initial therapy. These effects usually subsi 

or temporary reduction or cessation of dosage. 1 

Diarrhea, vomiting, drowsiness, muscular weakres: 

early signs of toxicity and may occur at levels below 2 

ataxia, giddiness, tinnitus, blurred vision, and a large ош 


confusion, stupor, coma, tongue movements, tics, tinnitus, hallucinations, poo: 
memory, slowed intellectual functioning, startled response; Car#ovascular 
arrhythmia, hypotension, peripheral circulatory collapse, bradycardia; y 
Gastrointestinal —anorexia, nausea, vomiting; diarrhea, gastritis salivary gland 
swelling, abdominal pain, excessive salivation, flatulence, indigestion; 
Genitourinary —albuminuria, oliguria, polyuri: glycosuria, decreased creatinine | 
clearance; Dermatologic —drying and thinning of hair, alopecia. anesthesia of s 
chronic folliculitis, xerosis cutis, psoriasis or its exacerbation, Eching, angioed 
Autonomic—blurred vision, dry mouth; Thyroid Abnormalities —euthyroid goi S 
and/or hypothyroidism (including myxedema) with lower Тз and Ta. 1?! uptake ma 
be elevated; rare cases of hyperthyroidism; EEG Changes — diffas: slowing, widenin 
of the frequency spectrum, potentiation and disorganization of В. kground rhythm: 
EKG Changes —Reversible flattening, isoelectricity ог inversice of T- waves; 
Miscellaneous —fatigue, lethargy, transient scocomata, dehydratien, weight loss 
tendency to sleep, transient EEG and EKG changes, leukocytosis, headache, diffuse 
nontoxic goiter with or without hypothyroidism, transient ayperglycemia, generaliz 
pruritus with or without rash, cutaneous ulcers, albuminuria, wersening of organic. 
brain syndromes, excessive weight gain, edematous swelling of ankles or wrists 
thirst or polyuria, sometimes resembling. diabetes insipidus, тес taste; : 
dysgeusia/taste distortion,.salty taste, swollen lips, tightness in-zaest, impotence: 
sexual dysfunction,-sWollen and/or painful joints, fever, polyart'ralgia, hypert 
dental caries: A. a syndrome resembling Raynaud ive been. ed. 
БШ colored tablets is bottles of 100. 300. 
. 309 mg. scored gray tablets in bottles 
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group, family, and milieu modalities with 
adjunctive occupational, remedial, and 
recreational therapies. Treatment is based 
upon the concepts of therapeutic 
community, reality therapy, Christian 
theology, and ego and behavorial 
psychology. Our size and staff ratio allow us 
to do all this, and more, on a refreshingly 
personal level. That's the reality of 

our dream. 


* Copies available upon request. 
For information and referral, contact: 


Richard W. Burnett, 

MSSW, ACSW, LSCSW 

Clinical Coordinator 

St. Francis Boys’ Homes 

РО. Box 1348 

Salina, Kansas 67401 

Life is full of broken dreams. That’s reality. Please call collect 913-825-0541 

The St. Francis Boys Homes аге not inthe The Kansas programs are accredited as 
business of merely repairing broken dreams, ^ psychiatric facilities for children and 
or of making dreams come true. adolescents by The Joint Commission on 
We are in the business of remodeling— Accreditation of Hospitals. 

reshaping, if you will, the broken dreams of 

boys into workable form—models that serve 

as guidelines for day-to-day living. 





One reality cf the St. Francis program is 
that follow-up studies show a success rate in 
the upper quartile* for the rehabilitation of 
boys with conduct disorders in grades seven 
through twelve. That's our clientele. 


This is how we work. 

The St. Francis program in Kansas and New 
. York offers year-round, twenty-four hour 
supervised treatment utilizing individual, 
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. The Journal does not publish tables or figures that 
appeared in another English-language publication. 
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Annual Meeting Papers 


meeting papers. Authors may submit their pape 
annual meeting, but such papers cannot be pul 
after the meeting. All papers must be accompanied. by a E 
statement that they are in final form. These papers are 

subject to the same peer review as other papers and must. 

conform to the requirements for one of the types of articles d 
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important information on a topic of general interest to’ 
psychiatry. Authors who have ideas for such articles are 
advised to check with the Editor to ensure that a similar 
work is not in preparation. Special Articles may not exceed 
7.500 words (по more than 25 double-spaced pages—includ- 
ing a précis of no more than 100 words, tables, figures, and 
100 references). All Special Articles, including those written 
by invitation, are given the same peer review as other 
articles. . 
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length. Regular Articles contain no more than 3,800 words, 
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than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal фаре equals 150 
words.) Articles that exceed 3,800 words @ill be returned 
unreviewed to the authors. 

Single case reports should be Ше as Clinical and 
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Title Page 

The number of words, tables, and figures in the paper and 
the telephone number of the corresponding author should be 
typed in the upper right corner. 

Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors’ first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at а 
meeting. please give the name of the meeting, the place, and 
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Research design and statistics. The following info 
regarding research design should be included: | 
stated hypothesis, 2) the names of the stati ; 
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tant nonsignificant results must include t 
gree(s) of freedom, and probability. Fo ехатрі 
analysis of variance indicated that those who 
coffee had significantly higher course grades 
did not abstain (F=4.32, df=3, 17. p< 05). 
evaluate the appropriateness of the analysis |. 
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appeared in other English-language publications. T. 
figures that duplicate 1) material contained in text or 2) eac 
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data and should not be used as lists or charts. Value: 
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he physician, the expected benelits from the treatment exceed the possible risks to mother 
fetus. Animal reproduction studies and Clinical experience to date have not demonstrated 
у teratogenic effect 
in the animal reproduction studies with Navane, there was some decrease in conception rate 
d litter size, and an increase in resorption rate in rats and rabbits, changes which have been 
ilarly reported with other psychotropic agents. After repeated oral administration of Navane 
to 15 mg/kg/day}, rabbits (316 50 mg/kg/day). and monkeys (1 to 3 mg'kg'day) before 
ting gestation, no teratogenic effects were seen. (See Precautions ) 
sage in Chilaren — The use of Navane in children under 12 years of age is not recommended 
е safely and efficacy in the pediatric age group have not been established 
As istrue with many CNS drugs, Navane may impair the mental and/or physical abilities 
éd for the performance of potentially hazardous tasks such as driving a car or operating 
achinery, especially during the first few days of therapy. Therefore. the patient should be 
Cautioned accordingly 
As iti the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
ibout ‘the possible additive effects (which may include hypotension) with CNS depressants 
id with alcohol 
Precautions: An antiemetic effect was observed in animal studies with Navane. since this 
lect may also occur ih тап, it is possible that Navane may mask signs of overdosage of toxic 
ugs and may obscure conditions such as intestinal obstruction and brain tumor 
in consideration of the known capability of Navane and certain other psychotropic drugs to 
'ecigitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or thosein a state of alcoho: withdrawal since i! may lower the convulsive threshold 
Although Navane potentiates the actions of the barbiturates. the dosage of the anticonvulsant 
"therapy should not be reduced when Navane ts administered concurrently, 
Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
ghe with other CNS depressants other than anticonvulsant drugs 

ight exhibiting rather weak anticholinergic properties, Navane shouid be used with 
in patients who are known or suspected to have glaucoma, or who might be exposed to 
ton heal, or who are receiving atropine or related drugs 
Use with caution in patients with cardiovascular disease 
Also, careful observation Should be made for pigmentary retinopathy, and fenticular pigmen- 
ation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods) Blood dyscrasias (agranulocytosis. pancytopenia, throm- 
bocytopenic purpura), and liver damage (jaundice, biliary stasis} have been reported with 
lated drugs. 
, Undue exposure to sunlight shoutd be avoided. Photosensitive reactions nave been re- 
ported in patients on Navane 
Neéuroleptic.drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescnption of these 
ugs i$ contemplated.in a patient with a previously detected breast cancer Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia. and impotence have been re- 
> ported, the clinical significance of elevated serum prolactin levels is unknown for most o. 
An increase in mammary neoplasms has been found in rodents after chronic adminis! 
i neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date. 
however, have shown an association between chronic. administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive à 







































dhiramuscular Administration — As with all intramuscular preparations, Navane intramuscular 
should be injected well within the body of a relatively large muscle The preferred sites are the 
üpperouter quadrant of the buttock (e. gluteus maximus) and the mid-lateral thigh 
The deltoid area should be used only if well developed, such as in certain adults and cider 
children, and then only with caution to avoid radial nerve injury. Intramuscular injections should 
ПО! be made into the lower and mid-thirds of the upper arm. AS with all intramuscular mjections, 
piration is necessary to help avoid inadvertent injection into a blood vessel 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with 
Navane (thíofhixene). However, since Navane has certain chemical and pharmacologic 
Similarities to the phenothiazines, all. of the known side effects and toxicity associated with 
phenothiazine therapy should be borne in mind when Navane is used. 
Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncope. In the 
hypotension occurs, epinephrine should not be used as a pressor agent since a 
adoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
“been observed in some patients receiving Navane. These changes are usually reversible and 
frequently disdbpear on continued Navane therapy The incidence of these changes is lower 
: thar that observed with some phenothiazines. The clinical significance ol these changes is not 
known 

CNS effects: Drowsiness, usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines. but less than that of certain aliphatic phenothiazines. Restlessness. 
agitatigt insomnia have been noted with Navane (ihiothixene), Seizures and paradoxical 
exacerbation of psychotic symptoms have ocourted with Navane infrequently. 

Hyperrefiexia has been reported in infants delivered нот mothers having received structur- 
ally related drugs 

Ir addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid at nalities 

Extrapyramidal symptoms, such as pseudo-parkinsonism. akathisia, and dystonia have 
been reported. Management of these extrapyramidal Symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
andor administering an ora-antiparkinson agent 











vmptoms. are persistent.and in some. patients appear to ‘be irreversible. The 

id by rhythmical involuntary movements of the tongue, (асе, moutit or 

“protrusion of tongue, puffing of cheeks, puckering of mouth, chewing movements) 
hese may be ive veer by ae dyskinesia Т sof a К 













epatic pial Elev vations “ot serum transaminase and alkaline phosphatase. 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other anti- 

psychotic drugs have been associated with agranulocytosis, eosinophils ia, hemolytic anemia, 
thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane, Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (n Poeno personne!) 
have been reported wth certain phenothiazines: 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea һауе oc- 
curred in a small percentage of females receiving Мауапе, If persistent, this may necessitate a 
reduction in dosage or the discontinuation of therapy, Phenothiazines have heen associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, апа 
giycosuria. 

Autonomic effects: Dry mouth. blurred vision, nasal congestion, constipation, increased 
sweating, increased salivation. and impotence have occurred infrequently with Navane 
therapy Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus, 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. д 

Although not reported with Navane, evidence indicates there is a. relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported: in patients. who have received 
certain phenothiazine derivatives. In some cases the cause of death was apparently. ‘cardiac 
arrest or asphyxia due to failure of the cough reflex. In others; the cause could: be 
determined nor could it be established that death was due to phenothiazine s 
Dosage and Administration: Dosage о! Navane should be individually adjusted. dej 
the chronicity and severity of the condition. In general, small doses should be used ini 
gradually increased to the optimal effective level, based on patient response. = 

Some patients have been successfully maintained on once-a-day Navane therapy 

Usage in children under 12 years of age is not recommended because safe conditions tor its 
use have not been established 

махале Intramuscular Solution: Navane For Injection — Where more: тарив control and treat- 
mant of acute behavior is desirable. the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature of the patient's symptomatology,: whether acute or chronic, 

tenders oral administration impractical or even impossible. 

For treatment of acute Syiniptomatology or in. patients unable or unwilling to take oral 
medication, the usua dose з 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most] patients are controlled 
on a total daily dosage of 16 10 20 mg. The maximum recommended dosage is 30 mg/day. An 
oral form shouid supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom: 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following parà- 
graphs 

Navane Capsules. Navane Concentrate — in milder conditions, an initial dose of 2 mg three 
times daily cated. a subsequent increase to 15 mg/day total daily dose is often effective. 

in more severe conditions, an inilial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response 
Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia. hypotension. disturbances о! gait, or coma 

Treatment: Essentially is symptomatic and supportive, For Navane oral, early gastric lavage 
¿s helpful. For Navare ога! and Intramuscular, keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phagia and respiratory difficulty in severe overdosage. ff hypotension occurs, the standard 
measures for managing circulatory shock should be used (IV. fluids and/or vasoconstrictors.} 

If a vasoconstrictor is needed, levarterenol and phenylephrine are the most suilable drugs. 
Other pressor agents, including epinephrine. are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure 

i! CNS depression is present and specitic therapy is indicated, recommended stimulants 
include amphetamine. dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may Cause convulsions {e.g picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dai symptoms may be treated with antiparkinson drugs 

There аге no data on the use of peritoneal or hemodialysis. but they are known to be of litte 
value in phenothiazine intoxication 
How : Navaae (thiothixene) is available as capsules containing 1 mg; 2 mg, 5 mg. and 
10 mg of thiothixene in bottles of 100, 1.000. and unit-dose pack of 100(10x 10's), Navane is also 
avaiabie as capsules containing 20 mg of thiothixene in bottles of 100. 500, and unit-dose pack 
of 100 (10 x 10's) 

Navane (thiothixene hydrochloride) Concentrate is available in 120. ml (4 oz.) bottles with an 
accompanying dropper calibrated at 2 mg. 3mg, 4mg, 5 mg, 6mg; Вто, and 10 mg, and in 30 
mt (1 oz.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg. 4 mg. and 5 mg 
Each mi contains thicthixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
US P 7.0% viv (small loss unavoidable) 

Navane (thiothixene hydrochloride) Intramuscular solution is available in a 2 ml amber glass 

vial in packages of 15 vials. Each mt contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv, benzyl alcohol 0.9% wiv and propyl gallate 0.02% w.v. 

Navane (Ihiothixene hydrochloride) Intramuscular For Injection is available in amber glass 
vials in packages of 10 vials. When reconstituted with 2 2 ml of Sterile Water for Injection, each 
mi contains thiothixene hydrochloride: equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For Injection may be stored for 48 
hours at гооп? lemperatane betore > discarding 
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For additional information on Nevibie, n consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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Malpractice Costs Can Be Reduced! 


For years we have been administering professional liability programs at rates lower than most. Here's a few of our programs: 
American Psychological Assoc. 
National Assoc. of Social Workers 
American Chemical Society 
American Assoc. of Marriage & Family Therapists 
Now we are offering you the same advantages of professional handling and excellent stability for your coverage 


Coverage Features 


«no а duc le ‘plan’ of insurance for-qualified applicants agains: claims arising out of pro * Coverage applies anywhere in the world as long as & suit is brought i 
fessional services including coverage for the insured's liability arising out of acts of employees * No charge for insulin shock therapy. hypnctism or accepted ph 
others f 0 whom vou are legally hable. * Loss of Income Coverage provides payment for loss of income 





urrence policy” providing protection адаты! acts occurring during the policy 
hough the claim is submitted after the policy expires 


when appearing in court in the defense of a chair coveted by the policy The policy pay $ 
per day subject to maximum of $2,500 per ete { 





сочетаче of additional partners during the policy term if all Psychiatrists and 


urologi is are ms ured a inception of the policy., Separate hits are pro: 








Linns ed Їзаўыму 
Each Clam. Aggregate Psyctuairy | Neurologe” ECT. 
site xo 300.0% 


$i 000 дой 3,000,000 $220.00 





Professional Employee Coverage 
ied for each professional named or the policy. 


An A+ rated company licensed i every state. 


no additional. charge 


ою. 





* Neuroloqu a procenorés-add 1067. « 


*Nentolagical procedures add ИЙ}: of the Neurology tate shown 
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` For Information write or сай: 
E e Program Administrator: 
° AMERICAN PROFESSIONAL AGENCY, INC. 
95 Broadway. Amityville, New York 11701 
(516) 691-6400 
National Union Fire Insurance Company of Pittsburgh, Pa. 
nber Company of American International Group 



















Both of the components of 


and amitriptyline—exert their respective а 


nervous. sysiem. 

The current consensus is that a major site ‹ 

activity of Librium (chlordiazepoxide HCI) is the 
limbic system. Possibly by increasing GABA activity 
through recognition of a specific neuronal binding 
site, or by other mechanisms, Librium achieves its 
characteristic anxiolytic action.' However, further 
research is needed to establish its exact mode 

or modes —of action. 

Amitriptyline is commonly thought to exert its anti 
depressant effect by inhibiting neuronal reuptake of 
norepinephrine and serotonin, thus prolonging the 
sojourn of these neurotransmitters in synaptic clefts.* 
Differing urinary levels of MHPG—a metabolite 
believed fo reflect levels of norepinephrine utilization 
in the brain—-have been thought of as possibly 
useful in predicting the treatment efficacy of the dif- 
ferent tricyclic antidepressants. ? 

However, another theory contends that amitriptyline 
and other antidepressants all eventually reduce the 
sensitivity of the cyclic AMP-generating system to 
norepinephrine, and that this delayed postsynaptic 
action, as distinct from the acute presynaptic 
inhibition of neurotransmitter reuptake, may be 
what accounts for the delayed therapeutic effect 
frequently observed with tricyclic antidepressants in 
clinical practice.* A recent finding that long-term, 
but not short-term, administration of tricyclic anti- 


ALLIED ACTION 
AT THE SYNAPSE 


If 


depressants decreases the number of certain 
serotonin and beta-adrenergic receptors in the 
brains of laboratory animals adds further support 
to the concept that changes in neuroreceptor 
sensitivity are responsible for the delayed thera- 
peutic action of certain antidepressants.* 

While none of this has been firmly established, 
speculation as to why Limbitrol relieves a broader 
range of clinical symptoms of anxious depression 
faster than amitriptyline alone naturally leads to 
questions of biochemical and pharmacologic co 
incidence. Do the two drugs have a common 
biochemical site or pharmacologic mode of action? 
The inhibition of GABA uptake by amitriptyline,* 
which presumably increases the availability of 
synaptic GABA at GABA receptors, and the super- 
sensitivity of GABA receptors to benzodiazepines®’ 
may result in a synergistic potentiation of GABA 
functions. However, the relevance of these phar- 
macological effects to antidepressant effects is not 
known at this time. 





ing LIN nbihrol | are very cie * ine g 
sponse in anxious depressed patients occurred › jud icious Use епо 
ег than when a Imit ptylin e was Jione ч C cnr IOSIS. ( iS 
2) there were fewer treatment failt TE of alternat reatments. " r^ Te o best all ternative? 
Withi n the first week of therapy, Limbitrol relieved nbitro juse it kinah alleviates symptoms 
insomnia, feelings of guilt and worthlessness, of а nx ous depression—withcut a phenothiazine. 
agitation, anxiety, anorexia and other symptoms And in contrast to the phenothiazines, the 
of anxious дергеѕѕіоп.° And significantly fewer incidence of tardive dyskinesic or other extra- 
Limbitrol-treated patients dropped out of therapy pyramidal side effects with Limbitrol or its 
than did patients treated with amitriptyline alone— components is rare. 
largely because the Limbitrol-treated pa tients - 
were better able to tolerate side effects. (As ^^ References: 
with ү CNS-acti it tients takir 1. Schallek W, Horst WD, Schlosser W: Adv Pharmacol Chemother 
edid | js e ng s, agis PET S taki ng 16.45-87, 1979 2. Hollister LE: Clinicat Pharmacology of Psy 
Limbitrol should be cautioned against chotherapeutic Drugs. New York, Edinburgh & Loncon, Churchil 
driving or operating hazardous ma- Livingstone, 1978, рр 77-85. 3. Vetulani J et ai Naunyn 
hinery. Simultan j ion of Schmiedebergs Arch Pharmacol 283: 109, 1976. 4. Peroutka S 
е si T ape ideis lt z Snyder SH: Science 210: 88-90, Oct 1980. 5. Harris M ef al 
alcohol should also be avoided.) Br J Pharmacol 47. 229, 1979. 6. Polc P, Haefey W: Arch Pharm 
ni ; imbitrol c i 294: 121, 1976 7. Mao CC ef at: Biol Psychiatry 12: 359, 1977 
And because Limbitrol combines a С Р 
benzodiazepine— not ап antipsy- 8. Feighner JP ef al. Psychopharmacology 81: 217-225, 1979 
chatin ith ite anti x 9. Ananth J: Psychosomafics 5: 389-396, 1980. 10. The Таз} 
chotic—with its antidepressant Force on Late Neurological Effects of Antipsychotic Drugs: Tardive 
component, it is far more appro- Dyskinesia: Summary of a Task Force Report of the American Psy 
priate—and specific —than phe- chiatric Association Am J Psychiatry 137 1163-1172, 1980 
nothiazine/antidepressant com- ; 
binations for the symptomatic Please see next page for a summary of product information. 


relief of nonpsychotic anxious 


depression. Phenothiazines 
have long been implicated in ® 


COMPLEMENTARY 
RESPONSE IN THE 
PATIENT 


in moderate depression and anxiety 


Limbitrole 


Tablets 5-12.5 each containing 5 mg chlordiozepoxide and 12.5 mg amitiptylir 
(as the hydrochloride salt) 

Tablets 10-25 each containing 10 mg chlordiazepoxide and 25 mg amitriptyline 
(as the hydrochloride salt) 





Before prescribing, pl 
а summary of which 
їса!оАа: Relief of 


7 antidepressants. Do r 
within 14 days following: 
Crises, severe convulsions and 


ase following myocardial 
Warnings: Use with great care in patients with history of urinary retention or 
gle-ciosure glaucoma. Severe constipation may occur in patients taking 
_ “Weyclic antidepressants and enticholinergic-type drugs. Closely supervise 
_ Cardiovascular patients. (Arrhythmias, sinus tachycardia and prolongation of 
-:&onduction time reported with use of tricyclic antidepressants, especially high 
doses. Myocardial infarction-and stroke reported with use of this class of 
drugs.) Caution patients about possible combined effects with alcohol and 
other CNS depressants and against hazardous occupations requiring complete 
- mental alertness (e.g.. operating machinery, driving) 
Usage in Pregnancy: Use of minor tranquilizers Suring the first 
trimester shouid gimost always be avoided because of increased 
о risk of congenital malformations os suggested in several studies. 
- Consider possibility of pregnancy when instituting therapy; advise 
patients fo. discuss therapy if they intend to or do become pregnant. 
-Since physical and psychological dependence to chlordiazepoxide have been 
reported rarely, use caution in administering Limbifrol to oddiction-prone 
individuals or those who might increase dosage; withdrawal symptoms 
following discontinuation of either component alone have been reported 
jousea, headache and malaise for amitriptyline; symptoms [including 
convulsions] similar to those of barbiturate withdrawal for chlordiozepoxide). 
Precautions: Use with caution in patients with a history of seizures, in 
hyperthyroid patients or those on thyroid medication, and in patients with 
paired renal or hepatic function. Because of the possibility of suicide in 
depressed patients, do not permit easy access to lorge quantities in these 
patients. Periodic liver function tests and blood counts are recommended 
during prolonged treatment. Amitriptyline component may block action of 
anethidine or similar antihvpertensives. Concomitant use with other 
рүспокоре drugs has по! been evaluated: sedative effects may be odditive 
-Discontinue several days before surgery. Limit concomitant administration of 
_ ECT fo essential treatment. See Warnings for precautions about pregnancy. 
Limbitrol should not be taken during the nursing period. Not recommended 
‚їп children under 12. In the elderly and debilitated, limit to smallest effective 
dosage to preclude ataxia, oversedation, confusion or anticholinergic effects 
Adverse Reactions: Most frequently reported are those associated with either 
: component alone: drowsiness, dry mouth, constipation, blurred vision, 
Ziness and bloating. Less frequently occurring reactions include vivid 
ams, impotence, tremor, confusion and nasal congestion. Many depressive 
symptoms including anorexia, fatigue, weakness, restlessness and lethargy 
have been reported as side effects of both Limbitro! and amitriptyline 
; Granulocytopenia, jaundice опа hepatic dysfunction have been observed 
rarely. 
~The following list includes adverse reactions not reported with Limbitrol but 
requiring consideration because they have been reported with one or both 
Components or closely related drugs: 
Cardiovascular: Hypotension, hypertension, tachycardia, palpitations, myo- 
cardial infarction, arrhythmias, heart block, stroke 
Psychiatric: Euphoria, apprehension, poor concentration, delusions, halluci- 
nations, hypomania апа increased or decreased libido. 


hilia, purpura,. thrombocytopenia. 
testinal: Nausea; epigastric distress, vomiting, anorexia, stomatitis, 
йе, diarrhea, black tongue. 
ular swelling and gynecomastia in the male, breast 
actorrhea and minor menstrual irregularities in the female 
and lowering of blood sugar levels 
weight gain or loss, increased perspiration, urinary 
Y M e, clopecia, parotid swelling. 


оС one marrow cepression including agranulocytosis, 
Ш 
s 


i age of three to four tablets daily in divided doses, 
lets of decredsed to two tablets daily as required. Limbitrot 
three to four tablets daily in divided doses, for 
‘ate higher doses. Р 
m-coated tablets; each containing 10 mg chlor- 
itriptyline Cas the hydrochloride salt) and blue, 
ng 5 mg chlordiazepoxide and 12:5 m 
ide satt) bottles of 100 апа 500; Tel-E-Dose* 
of 4 teverse-numbered boxes of 25, 
10; Prescription Paks of 50. 


ROCHE PRODUCTS INC. 
Manati, Puerto Rico 00701 


Statements 


American Th 


An invaluable 
reference for all who | 

work with the — 
mentally disabled... 


Major statements and standards on patients’ righ 
issued by courts, legislatures, and national огвапі- 
zations are brought together for the first time in this 
40-page booklet published by АРА” Hospital & 
Community Psychiatry Service. Included are 0 
American Hospital Association's patient's bill of- 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients rights, and the section on patients rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. | RN 


Order your copy now! 
just complete and mail this form. 


Please send me 


copy(ies) of Rights of the Mentally Dis- 


abled: Statements and Standards at $5 per сору ($3.50 per |] 


copy for orders of 5 ог more). All orders of $35 or less must be 
prepaid. ; 


[1 My check or money order is enclosed. (Payable to 
American Psychiatric Association) Sum 


C] Please bill me. (For orders over $35 опі 
include, shipping and handling charges. 


Address 





City State Fip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1700 18th Street, N.W. 
Washington, D.C. 20009 





ially revised edition was prepared by the 
Committee of the Council of Biology 
- guide for authors, editors, redactors, 


by international and U.S. organizations con- 
Science or information services. 
+ + + * * 


г CONTENTS 


‚ Indexing 
8. General Style Conventions 
9. Style in Special Fields 
> 1:10. Abbreviations and Symbols 
“ost. Word Usage 
Annotated Bibliography 
E dex (25 pages) 


77 . * . 


book i is a prime source of answers to all those 
ple questions that consume hours of an editor's 
z Technical Communication 
1} ISBN: 0-914340-02-6 

$16.00, including postage and handling 

‘of 10 or more copies, delivered to one address, 
;, discounted 10 96 
ORDERS MUST BE PREPAID TO: 


UNCIL OF BIOLOGY EDITORS 
Rockville Pike, Bethesda, MD 20014 


ividual. AO for the kind of lonis expe- 
otes understanding and anchors important 
к interactive format that stimulates 


г audiocassettes of faculty presentations 
ith a summary of each audiotape pre- 
jate illustrations; and case study indicat- 
[ assigning diagnosis. 
with specially designed worksheets 
tice your own diagnostic skills. 
Section: made up of 60 multiple-choice 


e Your'test answers wi be scored by our computer center. 
Your: score, along with a master answer sheet and a cer- 
:tificate indicatihg earned CME credit, will be returned. 

Eam 16 hours d Category 1 СМЕ credit 

ign accredited for continuing medical education, the American 

Psychiatric tion designates this CME activity as meeting the criteria for 

up to 10 credit hours in Category 1 of the Physician's Recognition Award of 

the. AMA and of the СМЕ requirements ofethe*APA, provided it is used and com- 

pleted as designed. 


| This program:is supported in part Pe, an educational 
| | R rie 


ready to meet the changin nee 

each new generation throug 

creative, and individualiz 

in nine centers across the nation. _ 
NEW PROGRAMS: ae 

e Massachusetts Autistic Program. 

e Georgia Evaluation and. Stabilization Unit 
e Arizona Satellite Home ^. 

e Connecticut Adaptive Education Program 


e Pennsylvania and California Apartment 
Living Programs 
e Pennsylvania Holiday Hill Nursing Home 
e New Jersey branch to open 
e Texas Evaluation and Stabilization Unit planned 
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nce, a valid indicator of his motivation to come t grips 
Start therapy with 250 mg or 500 mg onc сеа | 


possible only after sobriety. 
possible with ANTABUSE. 
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“| New York, N.Y. 10017 


e Brief Summary of Prescribin, 
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] alcohol intoxication 
The physician 


drinking while taking the drug. He 
ised form, l'e., in sauces, vinegars. 
ugt y matures, and even ahershave lotions and back rubs. He should al 
3 ay sccurwithalcahol up to 14 days after inge 


f Senna in ead and neck, tobias headache. 

opious vomiting; sweating. thirst, chest pain, palpi- 

tation, dyspnea, hyperventilation, tachycardia, hypotension, syncope, marked 

uneasiness, weakness, vertigo, blurred vision, and confusion. in severe reactions 

there may be respiratory depression, cardiovascular collapse, arrhythmias, 

тпуосага infarction. acule congestive heart failure, unconsciou $5. COntvul- 

signs, and death. 

í Bi intensity of 1he reaction varies with each individual, but is generally propor- 

{tothe amounts of ANTABUSE and alcohol ingested 

DRUG INTERACTIONS: Disulfitam appears to decrease the rate at whi 
р 



























са toxicity о! drogs given concomitantly, 


NG PHENYTOIN AND.ITS CONGENERS, SINCE THE CONCOMITANT ADMINIS- 
ATION OF THESE TWO DRUGS CAN LEAD TO PHENYTOIN INTOXICATION 

be necessary to adjust the dosage of oral anticoagulants upon begin- 

topping disulfiram, since disulfiram may prolong prothromb: 

ts taking soniazid when disulfiram is given should be observed lor the 

ince of unsteady gator marked changes in mental status and the disul- 

ni discontinued if such signs appear 

‘Tals. simultaneous ingestion of disulfiram and nitrite in the diet for 78 weeks 

has been reported to cause tumors. The relevance of this finding to humans is nat 

known at this time. 

“CONCOMITANT CONDITIONS: Because of the possibility of an accidental ANTA- 

BUSE-alcohol reaction; ANTABUSE (disulfiram) should be used « xifeme 

i in.patients with any of the faliowing conditions: diabetes melitus, hypothy- 

8pllepsy, cerebral damage, chronic and acute nephatis, hepatic cirrhosis 

of insuffigiericy. 

USAGE IN PREGNANCY. The safe use of this drug in pregnancy has not been es- 
bli Therefore. ANTABUSE should be used during pregnancy only when, in 

abot thé physician, the probable benefits outweigh the possible risks 

PRECAUTIONS 

Pa ents with a history of tubber contact dermatitis should be evaluated for 

5 hypetsensitivit ly to thiuram Gerivatives before receiving ANTABUSE (бее Contra- 

3netications ). 

got suggested thatevery patient under treatment carry an identi 

ung that he is receiving ANTABUSE and describing the sym 

о Occuras d result of the ANTABUSE-aicohot reaction. In addi 

should indicate the physician or institution to be contacted in emergency (Cards 

may be obtained from Ayerst Laboratories upon request.) 
Baseline and followup transaminase tests (10-14 days) are s sie 

epatic dystunction that may result with ANTABUSE therapy. in ad 
& Blood count and a sequential multiple analysis-12 (SMA- 12 

5 months. 

ents taking ANTABUSE Tablets shouid not be exposed to ethy! 


omde огивмарогб. 
d ADVERSE REACTIONS 
Gee Cantreindications, Warnings. and Precautions.) 
Optic NEURITIS. PERIPHERAL NEURITIS AND POLYNEURITIS MAY OCCUR 
FOLLOWING ADMINISTRATION OF ANTABUSE 

Occasional skin eruptions аге, as a rule, readily controlled by concomitant 
administration ofan antihistamine drug. 
umber ol patients, a transient o kii fatigabit ly impo- 

or garlic- 

y These 
herapy or 

























































been noted, attributable in most cases to high 
wih metronidazole or isoniazid), or to Ihe unmasking 
ying: ychoses і in patients stressed by the withdrawal of alcohol 
:holestatié hepatitis has been reported, but its retahónship to 
ANTABUSE ат) has not been unequ ly established 
e DOSAGE AND ADMINISTRATION 
AN ТАВОДЕ should rever 5e administered until the patient has abstamed from 
alcohol for atiesst 12 hours. 
кы DOSAG EDULE: In the first phase of treatment, a maximum of 500 
i Бе for one to two weeks. 
tenance dose is 250 mg daily 
500 mg daily. 
nterrupted administration of ANTABUSE 
оиб be continued until the patient is fully recovered socially and a basis for 
armanent self-control is established 
мо SUPPLIED 





ANTABUSE -- No. 809. E .inbot- 
tles of 100. No. 810-- Each t всогес 50 isu! an bottles of 
50 and 1.000 7831182 
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lished MMPI configural patterns and 
terpretive facts. Ш Scores of the 
and MacAndrew scales and, upon 
for over 100 additional research 


RPSI Provides a 

Ш Rapid processing ... reports processed generally within 24 
hours. Ш Patient anonymity assured through the use of a sim 
coding system. E A monthly statement of all business 
transactions is provided for easier record-keeping. (No coupi 
necessary) W MMPI TESTBOOK also available in Spanish. 
Revised norms for adolescents between the ages of 14 ard 1 
New from RPSI Ш Clinical Notes on the MMPI, a new топос ар 
series from distinguished authors designed to extract кот 
published literature the most relevant findings for clinical and 
research applications. 
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С are less likely to иа sudden k зе р & 
‘troublesome anticholinergic effects?” Бхтару пй | 
hich depend upon individual sensitivity and can occur. 

euroleptics, can becontrolled with antiparkinson medicatio no 
- dosage reduction ш e 














ed improvement often occurs in 2-3 hours; initial response may he T 
130-60 minutes. Careful observation of patient response is essentia 





| LDOL can be given as often as every hour at any usual IM site, 


y causing local irritation. Patients typically require 1 to 4 injections of 5 mg. 
-minute intervals. 





° * HALDOL offers the widest dosage range to meet wide individual variations. f 
in » patients ‘needs. 


: y switchover from IM HALDOL to oral forms on a 1:1 basis smooths de. 
| sition to maintenance therapy. 
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toblets/concentrate/injectlon 


* 
į А н КС ; : Eg: à ы Д Д 
ácture posed by professional models. " Transient and orthostatic hypotension rarely occur. * Marked sedation is rare; some instances of drowsiness have been reported. 
ersistent extrapyramidal symptomstnay require discontinuation of the drug. Please turn page for brief summary of prescribirg information. 
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t strengths aid in dosage adjustment 
ases of therapy, including 
naintenance - 


HALDOL® concentrate 


tasteless, odorless and colorless; 
~asily added to food, juices or 
` water for ease of dosage - 
justment and better patient 














HALDOL® (haloperidol) 
sterile injection + Pre-filled Syringe 
for rapid control (often within hours) 
‘in acutely guod patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 mg 
ropylparaben per ml, and lactic acid 
for pH adjuszment to 5.01.6. 





Briet Summary of Prescribing Information 
Contraindications: Severe, toxic CNS. depression or comatose states from any cause 
sensitivity to the drug, Parkinson's disease 
amings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
nt has not been established; use only if benefit clearly justifies potential hazards. intants 
should not be nursed during drug treatment, 
Combined Use With Lithium: Patients receiving lithium plus haloperido! should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 





































Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required; epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical: further: lowering of blood pressure may occur); (2) receiving anticonvulsant 
“medication since HALDOL may lower the convulsive threshold; (3) with known allergies or а 
t: history of allergic reactions to-drugs, (4) receiving anticoagulants, since ап isolated instance of 

interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, it required, may have to be continued after HALDOL is discontinued 
“because of different excretion rates; if both are discontinued simultaneously. extrapyramidal 
. symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
<t antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 

“mania in cyclic disorders, there may be a rapid mood swing to depression Severe neurotox- 
icity may occur іт patients with thyrotoxicosis receiving antipsychotic medication, including 
-HALDOL: Neuroleptic. drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
'breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
iion: of these drugs i& contemplated in a patient with a previously detected breast cancer 
Although disturbances such as calactorrhea, amenorrhea, gynecomastia, and impotence have 
< been reported ¢he clinical significance of elevated serum prolactin levels 15 unknown for most 

patients. An increase in mammery neoplasms has been found in rodents after chronic admin- 

istration of neurolepti с Naither clinical studies nor epidemiologic studies conducted to 

date, however, h ociation between chronic administration of these drugs and 
ilable evidence is considered too limited to be conclusive at 
ihis time. s contain FD&C Yellow No. 5 (tartrazine) which may cause 
- allergic-tyfe reactions (inciudfig bronchial asthma) in certain susceptible individuals. espe- 


cially у those who have aspirin hypersensitivity. 
е Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
: dal) reactions have been reported frequently, often during the first few days of treatment Gen- 


erally they involved Parkinson-lke symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia. 
akathisia, hyperretlexia. opisthotonos. oculogyric crises) have been reported far less fre- 
quently. but were often more severe. Severe extrapyramidal reactions nave been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
ngatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may Nave to be discontinued in such cases 


* Withdrawal Emergent Neurological Signs: Abrupt. discontinuation of short-term antipsychotic 






ceptability. 2 mg per ml MAN 
: haloperidol (as us ene). HALDOL 
E MALOPERIDOL : 
CONCENTRATE i 2 
2 mg. per ml. HALDOI? tablets 


s, colorless concentrate, 
Il dosage adjustments * 


See Brief Summary of Prescribing Informatio л 


contraindications, warnings, precautions and adverse reactions. 



















(haloperidol) ^. 
in 6 different strengths, for 
convenience in individualizing 
dosage. n 
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therapy is generally uneventful. However, some patients on maintenance treatment experieric 
transient dyskinetic signs after abrupt withdrawal. In. Certain cases these are indistinguishab 
from "Persistent Tardive Dyskinesia"" except for duration. It is'unknown whether gradual wit! 
drawal will reduce the occurrence of these signs, but until further evidence: is availab 
HALDOL should be gradually withdrawn я 


Persistent Tardive Dyskinesia: Although rarely reported with HALDOL, tardive dyskinesia me 
appear during or after long-term therapy. The risk-appears.to be greater in elderly patients с 
high-dose therapy, especially females. Symptoms.are persistent and sometimes appear irr 
versible; there is no known effective treatment and all antipsychotic. agents should be disco 
tinued. The syndrome may be masked by reinstitution of drug, increasing dosage, or switchir 
to a different antipsychotic agent du ® 


Other CNS Effects: Insomnia. restiessness, anxiety, euphona, agitation, drowsiness, depre 
sion, lethargy. headache, confusion, vertigo, grand mal seizures, and exacerbation of ps 
chotic symptoms including hallucinations, апо catatonic-like behavioral states which may t 
responsive to drug withdrawal and/or treatment with anticholinergic drugs 


Body as a Whole: ^s with other neuroleptic drugs. hyperpyrexia, that is rarely associated wi 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycarc 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and le 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lymph 
monocytosis; agranulocytosis rarely reported and only in association with other medicatic 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reaction 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. End 
crine Disorders: Lactation. breast engorgement, mastalgia, menstrual irregularities. gynec 
mastia, impotence. increased libido, hyperglycemia and hypoglycemia. Gastrointestin 
Effects: Anorexia, constipation, diarrhea. hypersalivation; dyspepsia, nausea and vomitir 
Autonomic Reactions: Dry mouth, blurred vision, urinary retention and diaphoresis. Res} 
ratory Effects: Laryngospasm, bronchospasm and increased depth: of respiration. Othe 
Cases of sudden and unexpected death have been reported in association with the admin 
tration of HALDOL The nature of the evidence: makes it impossible to determine definitive 
what role, if any, HALDOL played in the outcome of the reported cases. The possibility tF 
HALDOL caused death cannot, of course, be excluded; but it is to be kept in mind that sudd 
and unexpected death may occur in psychotic patients when they go untreated or when th 
are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read. before HALDOL haloperidol 

administered or prescribed. 

The injectable form is intended only for acutely agitated psychotic patients with moderate 

severe to very severe symptoms. Controlled trials to establish the safety and effectiveness 

intramuscular administration in children have not been conducted 28812 à 
2:25/ 


HALDOL tabiets and concentrate (120 тї) are manufactured" by McNeil Pharmaceutical C 
Dorado. РВ 00646. 


References: 1. Donion PT, Hopkin J. Tupin JP: Overview: Efficacy and safety of the rar 
neuroleptization method with injectable haloperidol. Am J Psychiatry 136(3):273-278, 191 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Eng 
Med 305(19): 1128-1130, 1981. 3. Andersgn WH, Kuehnle JC: Strategies for the treatment 
acute psychosis. ЈАМА 229(14):1884-1889, 1974. 
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A mind depressed 
does not need 
a heart in distress 





The fewer,less severe 
cardiotoxic reactions 


the better 
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maprotiline HCl 





The antidepressant 
with rarely encountered 
cardiovascular problems 


In patients treated with Ludiomil, cardiovascular 
complications such as hypotension, tachycardia, 
arrhythmia, heart block, and syncope have been 
reported at less than 196. 


“Tetracyclics should be considered in the depressed 
patient who is particularly predisposed to the cardio- 
toxic properties of TCA [tricyclic antidepressants] ' 
Bilgi C, Campbell R. University of Alberta, Canada 


Low incidence of postural 
hypotension/arrhyth mia 


“А single daily dose of 75 mg Ludiomil should have an 
advantage over the existing tricyclics, since the 
incidence of postural hypotension or arrhythmia is 
extremely low and the efficacy rate is high (75 percent).”’ 


Hattab JR. International Symposium, Verdala, Malta 


No significant changes 
in blood pressure 


“No significant changes occurred in left ventricular 
systolic, brachial artery systolic, or brachial artery 
mean pressures...” * 


Reale A, Motolese M. International Symposium, St Moritz 

Note: Ludiomil is not recommended for use during the acute phase of myocardial 
infarction. Extreme caution should be used when this drug is given to patients with а 
history of myocardial infarction, or patients with a history or presence of cardiovascu- 
lar disease because of the possibility of conduction defects, arrhythmias, myocardial 
infarction, strokes, and tachycardia. 


Before prescribing, please see the Prescribing Information on the following page. 
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Safety with optimal 
effectiveness 


Ludiomil" 
maprotiline hydrochloride 





Tablets 


DESCRIPTION 

Ludiomil.* maprotiiine hydrochloride, is an antidepressant for 
oral administration which belongs to a new chemical series. 
dibenzo-bicyclo-octadienes. Its molecular weight is 315.5. and 
its empirical formula is C4,H,,Cl №. Its tetracyclic structure 
mav be represented as follows: CH 


Сн,-Сн,-Сн,-№ 





Ludiomil is a white, odorless, stable. crystalline powder 
which is slightly soluble in water. It melts at 236-246'C. 


CLINICAL PHARMACOLOGY 


The mechanism of action of Ludiomil is not precisely known. It 
does not act primarily by stimulation of the central nervous 
system and is not a monoamine oxidase inhibitor. The postu- 
lated mechanism of Ludiomil is that it acts primarily by poten- 
tiation of central adrenergic synapses by blocking reuptake of 
Norepinephrine at nerve endings. This pharmacologic action is 
thought to be responsible for the drug’s antidepressant and 
anxiolytic effects. 

The mean time to peak is 12 hours. The half-life of elimina- 
tion averages 51 hours? 

Steady-state levels measured prior to the morning dose on a 
one-dosage regimen are summarized as follows:' 


Average Minimum 95% Confidence 


Concentration Limits 
Regimen ng/ml ng/ml 
50 mg x 3 daily 238 181—295 
INDICATIONS AND USAGE 


Ludiomil is indicated for the treatment of depressive illness in 
patients with depressive neurosis (dysthymic disorder) and 
manic-depressive illness, depressed type (major depressive 
disorder). Ludiomil is also effective for the relief of anxiety as- 
sociated with depression. 


CONTRAINDICATIONS 


Ludiomil is contraindicated in patients hypersensitive to 
Ludiomit and in patients with known or suspected seizure dis- 
orders. It should not be given concomitantly with monoamine 
oxidase (МАО) inh:bitors. A minimum of 14 days should be al- 
lowed to elapse after discontinuation of МАО inhibitors before 
treatment with Ludiomil is initiated. Effects should be mont- 
tored with gradual increase in dosage until optimum response 
is achieved. The drug is not recommended for use during the 
acute phase of myocardial infarction. 


‘WARNINGS 


Extreme caution should be used when this drug is given to: 

—-patients with a history of myocardial infarction; 

—patients with a history or presence of cardiovascular disease 
ecause of the possibility of conduction defects, arrhythmias, 
yocardial infarction, strokes and tachycardia. 


PRECAUTIONS 


General: The possibility of suicide in seriously depressed pa- 
tients is inherent in their illness and may persist until signif- 
icant remission occurs. Therefore. patients must be carefully 
supervised during all phases of treatment with Ludiomil, and 
prescriptions should be written for the smallest number of tab- 
lets consistent wit? good patient management. 

As with tricyclic antidepressant drugs, seizures have been 
reported in patients treated with Ludiomil. These have oc- 
curred in patients both with and without a past history of a 
seizure disorder. it must be noted, however, that a cause- 
and-effect relationship has not been established. 

Hypomanic or manic episodes have been known to occur in 


some patients taking tricyclic antidepressant drugs, particu- 
larly in patients with cyclic disorders. Such occurrences have 
also been noted, rarely, with Ludiomil. 

Prior-to elective surgery, Ludiomil should be discontinued for 
as long as clinically feasible, since little is knowr about the in- 
teraction between Ludiomil and genera! anesthetics 

Ludiomil should be administered with caution in patients 
with increased intraocular pressure, history of urinary reten- 
tion. or history of narrow-angle glaucoma because of the 
drug's anticholinergic properties. 

Information for Patients: Warn patients to exercise caution 
about potentially hazardous tasks. or operating automobiles 
or machinery since the drug may impair mental and/or physi“ 
cal abilities 

Ludiomil may enhance the response to alcohol. barbitu- 
tates, and other CNS depressants, requiring appropriate 
caution of administration. 

Laboratory Tests: Although not observed with Ludiomil, the 
drug should be discontinued if there is evidence of pathologic 
neutrophil depression. Leukocyte and differential counts 
should be performed in patients who develop fever and sore 
throat during therapy. 

Drug interactions: Close supervision and careful adjustment 
of dosage are required when administering Ludiomil concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects. 

Concurrent administration of Ludiomil with electroshock 
therapy should be avoided because of the lack of experience 
in this area 

Caution should be exercised when administering Ludiomil 
to hyperthyroid patients or those on thyroid medication be- 
cause of the possibility of enhanced potential for 
cardiovascular toxicity of Ludiemil. 

Ludiomil should be used witn caution in patients receiving 
guanethidine or similar agents since it may block the pharma- 
cologic effects of these drugs. 

(See "Information for Patients") 

Carcinogenesis, Mutagenesis. Impairment of Fertility: Car- 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. Мо drug- or dose-related occur- 
rence of carcinogenesis was evident in rats receiving daily 
oral doses up to 60 mg/kg of Ludiomil for eighteen months or 
in dogs receiving daily oral doses up to 30 mg/kg of Ludiomil 
for one year. In addition, no evidence of mutagenic activity 
was found in offspring of female mice mated with males 
treated with up to 60 times the maximum daily human dose. 
Pregnancy Category B: Reproduction studies have been per- 
formed in female laboratory radbits, mice. and rats at doses 
up to 1.3, 7, and 9 times the maximum daily human dose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomil. There are, however, no 
adequate and well-controlled studies in pregnant women. Be- 
cause animal reproduction studies are not always predictive of 
human response, this drug should be used during pregnancy 
only if clearly needed. 

Labor and Delivery: Although the effect of Ludiomil on labor 
and delivery is unknown, caution should be exercised as with 
any drug with CNS depressant action. 

Nursing Mothers: It is not known whether this drug is ex- 
creted in human milk. Because many drugs are excreted in 
human milk, caution should be exercised when Ludiomil is 
administered to a nursing woman. 

Pediatric Use: Safety and effectiveness in children below the 
age of 18 have not been established. 


ADVERSE REACTIONS 


The folfowing adverse reactions have been noted with 
Ludiomil aad are generally similar to those observed with 
tricyclic antidepressants. 

Cardiovascular: Rare occurrences of hypotension, hyperten- 

sion, tachycardia, palpitation, arrhythmia. heart block, and 

syncope have been reported with Ludiomil. 

Psychiatric: Nervousness (6%), anxiety (3%), insomnia 

(2%), and agitation (2%); rarely, confusional states (especially 

in the elderly). hallucinations, disorientation, delusions, rest- 

lessness, nightmares, hypomania, mania. exacerbation of 
psychosis, decrease in memory, and feelings of unreality. 

Neurological: Drowsiness (16%). dizziness (8%), tremor 

(3%), and. rarely, numbness, tingling, motor hyperactivity, 

akathisia, seizures, EEG alterations, and tinnitus. 

Anticholinergic: Dry mouth (22%), constipation (6%), and 

blurred vision (4%): rarely, accommodation disturbances, 

mydriasis, urinary retention, end delayed micturition. 

Allergic: Rare instances of skin rash, petechiae, itching, 

photosensitization, edema, and drug fever. 

Gastrointestinal: Nausea (2%) and, rarely, vomiting, epigas- 

tric distress, diarrhea, bitter taste, abdominal cramps and 

dysphagia 

Endocrine: Rare instances of increased or decreased libido, 

impotence, and elevation or depression of bicod sugar levels. 

Other: Weakness and fatigue (4%) and headache (4%); rarely, 

altered liver function, jaundice, weight oss or gain, excessive 

perspiration, flushing, urinary frequency, increased salivation, 
and nasal congestion. 

Note: Although the following adverse reactions have not been 

reported with Ludiomil, its pharmacologic similarity to tricy- 

clic antidepressants requires that each reaction be considered 
when administering Ludiomil. 

— Bone marrow depression, including agranulocytosis, 
eosinophilia, purpura, and thrombocytopenia, myocardial 
infarction, stroke, peripheral neuropathy, sublingual 
adenitis, black tongue, stomatitis. paralytic ileus, 
gynecomastia in the male, breast enlargement and galac- 
torrhea in the female, and testicular swelling. 


OVERDOSAGE * 
Animal Orai LD,.: The oral LD,, of Ludiomil is 600-750 mg/kg 


* 


in mice, 760-900 mg’kg in rats, > 1000 mg/kg in rabbits, 

> 300 mg/kg in cats. and > 30 mg/kg ia dogs mn 

Signs and Symptoms: Data dealing with overdosage in. , 

humans are limited with only a few cases on record. Symp- 

toms are drowsiness, tachycardia, ataxia, vomiting, cyanosis. 
hypotension, shock. restlessness. agitation, hyperpyrexia, 
muscle rigidity, athetoid movements, mydriasis, cardiac ar- 

shythmias, impaired cardiac condition, їп severe cases, 1055 

of consciousness and generalized convulsions may occur 

Since congestive heart failure has been seen with overdosages 

ot tricyclic antidepressants, it should be considered with К 

Ludiomil overdosage. 

Treatment: There is no specific antidote. induced emesis ant 

gastric lavage are recommended. It may be helpful to leave 

the tube in the stomach with irrigation and continual aspira- 
tion of stomach contents possibly promoting more rapid 
elimination of the drug from the body. The room should be 
darkened. allowing only minimal external stimulation to re- 
duce the tendency to convulsions. 

1. The intravenous administration of 1 10 3 mg of physostig- 
mine has been reported to reverse the signs and ~ 
symptoms of overdosage with tricyclic antidepressants 
Repeat doses at intervals of 30 to 60 mmutes may be 
necessary 

2. Hyperirritability and convulsions mav be treated with care- 
fully titrated parenteral barbiturates. Barbiturates should 
not be employed, however, if drugs that inhibit monoamine 
oxidase have also been taken by the patient in overdosage 
or in recent therapy. Similarly, barbiturates may induce 
respiratory depression, particularly in children. It is there- 
fore advisable to have equipment available for artificial 
ventilation and resuscitation when barbiturates are em- 
ployed. Paraldehyde may be used effectively in some chil- 
dren to counteract muscular hypertonus and convulsions 
with less likelihood of causing respiratory depression. 

3. Shock (circulatory collapse) should be treated with sup- 
portive measures such as intravenous fluids, oxygen. and 
corticosteroids. 

4. Hyperpyrexia should be controlled by whatever means 
available, including ice packs if necessary. 

5. Signs of congestive heart failuee may be satisfactorily 
treated by rapid digitalization. 

6. Dialysis is of little value because of the low plasma con- 
centration of this drug. 


DOSAGE AND ADMINISTRATION 


A single daily dose is an alternative to divided daily doses. 
Therapeutic effects are sometimes seen within 3 to 7 days, al- 
though as long as 2 to 3 weeks are usually necessary. 
Initial Adult Dosage: An initial dose of 75 mg daily is usually 
suggested for outpatients with mild-to-moderate depression. , 
However, in some patients a lower initial dose may be used." 
The dosage may be increased incrementally as required and 
tolerated. Most patients respond to a dose of 150 mg daily, 
but daily dosage as high as 225 mg may be required in some 
cases 

More severely depressed. hospitalized patients should be 
given an initial daily dose of 100 mg to 150 mg which may be 
gradually increased as required and tolerated. Most hospital- 
ized patients with moderate-to-severe depression respond to a 
daily dosage of 150 mg to 225 mg, although dosages as high 
as 300 mg may be required in some cases. Daily dosage of 
300 mg should not be exceeded. 
Elderly Patients: in general, lower dosages are recommended 
for patients over 60 years of age. Doses of 50 mg to 75 mg 
daily are satistactory for elderly patients who do not tolerate 
higher amounts. 
Maintenance: Dosage during prolonged maintenance therapy 
should be kept at the lowest effective level. Dosage may be 
reduced to levels of 75 mg to 150 mg daily during such peri- 
ods, with subsequent adjustment depending on therapeutic 


response. * 
HOW SUPPLIED 
Tablets 25 ing—oval, dark orange, coated {imprinted 
CIBA 110) 
Bottle of 100 — NDC 0083-0110-30 


Bottle of 1000 — NDC 0083-0110-49 
Tablets 50 mg—round, dark orange, coated {imprinted 
CIBA 26) 

Bottle of 100 — NDC 0083-0026-30 

Bottle of 1000 — NDC 0083-0026-49 


Dispense in tight container (USP). 


1. Alkalay D, et al. Bioavailability and kinetics of maprotiline. 
Clin Pharmacol Ther 1980; 27 (5): 697-703. 

2: Riess W, et al. The pharmacokinetic properties of 
maprotiline (Ludiomii*) in man. J int Med Res 1975; 
3 (2): 16-41. 
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_ ASSESSMENT STRATEGIES 
-IN BEHAVIORAL MEDICINE 


EDITED BY FRANCIS J. KEEFE, Ph.D., AND 
JAMES A. BLUMENTHAL, Ph.D. 


"This book reviews current methods of assessment and 
considers their application as well as the application 
óf traditional psychological test instruments to be- 
havioral medicine. The book discusses such assess- 
ment strategies as: * identification of high risk indi- 
viduals * specification of presenting problems * mea- 
surement of problems * individualization of treatment 
strategies * evaluation of the potential for mainte- 
nance and generalization of behavior changes. 

These strategies were developed to meet a broad spec- 
trum of clinical needs, and the book emphasizes the 
importance of careful assessment procedures as pre- 
requisite for successful treatment. 





Chapters treat assessment techniques for cardiovascu- 
lar, central nervous system, behavioral and sexual dis- 
orders; chronic pain and illness, and disorders of spe- 
cial populations. 

1982, about 496 pp., about $29.00 ISBN: 0-8089-1422-1 
Order Code: 792261 — 


Send payment with order and save postage and handling. 
Prices are in U.S. dollars and are subject to change without notice. 


* 


E + 
A Subsidiary of Harcourt Brace Jovanovich, Publishers 
New York * London * Toronto * Sydney * San Francisco 


111 HFTH AVENUE, NEW YORK, N.Y. 10003 





| FOR MEDICAL PRACTITIONERS. 
-EDITED BY DONALD 5. KORNIELD, M.D. 


АМО 
JERRY B. FINKEL, М.р. 


А textbook of psychiatric management for ‘medital 5 
practitioners, this book. focuses on common. practice i 
problems and provides practical diagnostic and treat- — 
ment approaches to them. Its treatment of such impor- 
tant clinical concerns as family and marital problems, . 
alcoholism, the geriatric patient, sleep disorders, death 
and dying, the problem medica} patient, female patients, 
office psychotherapy, and the psychiatric referral ex- 
ceeds that provided by standard psychiatric textbooks. 
1982, 496 pp., $39.50 ISBN: 0-8089-1420-0 
Order Code: 792373 


APPLIED TECHNIQUES IN 
BEHAVIORAL MEDICINE | 
EDITED BY CHARLES J. GOLDEN, Ph.D., 
SANDRA 5. ALCAPARRAS, M.S.W., 
FRED D. STRIDER, Ph.D., AND 
BENJAMIN GRABER, M.D. 


This book examines the clinical aspects of téchniques E 
utilized in the fields of behavioral medicine гла med- 
ical psychology. In addition to presenting a valuable | 
review of the literature, the book covers the ways in 
which these techniques are chosen, the relevant assess- . 
ment methods, and the steps treatment should follow. | 
The book works from the basic approach and theoret- 
ical foundation laid by behavioral medicine and ad- 
dresses itself to the clinician faced оп a aap to-day Cue 
basis with the patient in need. e 


The book provides detailed coverage of precise. ap- 
proaches not previously described in the literature and 
presents the theoretical base where it facilitates u 
derstanding. The contributors, experienced clinician: 
from across the U.S., discuss topics of relevance to 
commonly seen clinical problems, as well as the tech- 
niques involved in treating them. A sampling of the 
topics covered includes: * Ethics in Behavioral Medi- 
cine * Diagnosis and Treatment of Sleepwalking * . 
Biofeedback * Modifying the Type A Behavior Pattern — 
* Sex Therapy * Psychological Aspects of the Clinical 
Management of Diabetes * Psychosomatic Disorders 
in Children * Death and Hospice. 

1981, 464 pp., $29.50 ISBN: 0-8089-1404-9 

Order Code: 791622 


BIOLOGICAL TREATMENTS 


IN PSYCHIATRY 

LOTHAR B. KALINOWSKY, M.D., 
HANNS HIPPIUS, M.D., AND 
HELMFRIED E. KLEIN, M.D. 


This comprehensive volume on the entire field of bio- 
logical treatments in psychiatry grew out. of a book on 
Shock Treatments published in 1946 by Kalinowsky 
and Hoch. The professional experience of the current 
authors makes it an international representation of the 
subject matter. Most of the chapters have been rewrit- 
ten to reflect the current world-wide impertance,and use 
of such treatments as electric convulsive therapy and 
psychosurgery. Although some methods remain limited 





- to their country of origin, all—even those that were later 


abandoned—add to the knowledge of biological psychi- 
atry, including those therapeutic attempts based on cer- 
tain hypotheses that did not lead to practical results. In 
retaining all the treatment efforts presented in the 1946 
edition, the volume serves as а reference book on all 
work done in biological treatments. 

1982, 448 рр., $49.50 ISBN: 0-8089-1423-5 К 


"Order Code: 792231 





A28 — 


© 1982 Warner-Lambert Company 





E 
E 
3 
4 
| 


During. 


Feeling nothing... 
but better. 


With CENTRAX" (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are гаге* Anxiety relief occurs smoothly, so that 
patients generally don’t feel anything—except less anxious. 


Centrax° 


(prazepam) уиден 
The way anxiety relief 
should feel. 


*As with all CNS-acting agents, patients should be cautioned against driving, dr inking, 
or engaging in hazardous activities requiring mental alertness. All benzodiazepines should be 
prescribed carefully and patients assessed periodically to discourage improper usage. 


PARKE-DAVIS 


Please see following page for brief summary of prescribing information. 










N entrax iprazeparm) is not recommended in psychotic states 
ose psychiatrie disorders in which anxiety i5 not a prominent 


ts (aking Centrax should be cautioned against engaging in haz- 
GCupstons requiring mental alertness, such as operating dar- 
оце Machinery including motor vehicles. 
| Because Centrax has a central nervous system depressant effect. pa- 
(епі should be advised against the simultaneous use of other CNS 
‘essant drugs, eluding phenothiazines, narcotics, bar 
: Hors, and other antidepressants. The effects of alcohol may also be m- 
;Oreased wih prazepam 
i Physical and Psy cholo Depende Withdrawal symptoms similar 
;haracter to those noted with barbiturates and alcohol have occurred 
ng abrupt discontinuance of benzodiaz 
clude convulsions, tremor, abdo 
weating. Addiction-prone individu 
cs, should be under car 













drawal symptoms have also been reported following abrupt d 
ice of benzodiazepines taken continuously at therapeutic levels for 
eral months 





been suggested in є 
lefivative, has notibeen studied adequately to deterr 
, loc, may be ass: ted with an increased risk of fetal abno: 
ause use of these drugs is rarely a matter of urgency, their use c 
period should almost always be avoided. The possibility 
ап ot chitdbearing potential may be pregnant at the time of 
hefapy should be considered. Patients should be advised that 
есоте pregnant during therapy or intend to become pregnant, th 
‘communicate with their physicians about the desirability 
ig the drug. Iryview of their molecular size, prazepam and its metabo- 
are probably excretec in human milk. Therefore. this drug shoutd not 
given to nursing: mothers, 
$e patients in whom a degree of depression accompanies the anxi- 
idal tendencies may be present and protective measures may be 
ed. The least amount of drug that s feasible should be available to 
ient at any one time. 
nts taking Centrax (prazepam) tor prolonged periods should have 
od Counts and liver function tests periodically Th ual precautions in 
patients with impaired renal or hepatic functions should also he 
туей Hepatomegaly and cholestasis were observed in chronic toog- 
es in rats-and dogs. 
‘elderly or debilitated patents, the initia! dose should be small. and in- 
ants should be made gradually, in accordance with the respons 
10 preclude ataxia or excessive sedahon 
ie Use: Safety and effectiveness in patients below the age of 18 
not béen established 
VERSE REACTIONS: The side effects most frequently reported dunng 
; Dlacebo-controlled trials employing a typical 30-mg divided 
ly dosage and the percent incidence in the prazepam group 
ie (11.696), dizziness (8.7%), weakness (7.7%). drowsiness (6 8%) 
Wheadedness (6.8%). and ataxia (5.0%). Less frequently reported were 
3, Confusion, tremor vivid dreams, slurred speech. palp 








































































зе drugs 
t Asin the management of overdosage with any drug. it 
nein mind that multiple agents may have been take 
мота should be induced if it has not occurred sponta ly imme- 
diate gastric lavage is also recommended. General supportive care. n- 
«cluding frequentmonitoring of vital s; and ciose observation > 
patient, is indicated. Hypotension, though unlikely, may be control ath 
Levophed* (levarterenol b tartrate), or Aramine? (metaraminol bitartrate) 
DOSAGE ADMINISTRATION: Centrax (prazepam) is administered 
ivided doses. The usual daily dose is 30 mg. The dose shou 
adiusted gradually within the range of 20 mg to 60 mg daily in accordance 
With the response of the patient. In elderly or debilitated patients 15 advis- 
tale treatment.at e divided daily dose of 10 mg to 15 m 
Precautions). : 
Cen 











5. The optimum dosage will usually range 


m mg. 
DRUG INTERACTIONS: if Centrax (prazepam) is to be combined with 
other drugs onthe central nervous system, careful consideration 
should be hi armacology of the ag to be employed. The 
pines may be potentiated by barbiturates, nar- 

nes; Monoamine oxidase inhibitors, or other antidepres- 
sants. : : i 
if Centrax (ргагерат) is used to treat anxiety associated with somatic 
disease states; careful att n must be paid to possible drug interaction 
: with concomitant medi ey: 

HOW SUPPLIED: Centrax5 mg-- Each capsule contains 5 mg prazepam. 

Available in bottles of 100 (N 0071-0552-241. and 500 (N 0071-0552-30). 

Centrax 10 mg--Each capsule contains 10 mg prazepam. Available m bot 
tes. of 100 (N 0071-0553-24), and 600 (N 0071-0553-30). 
ALSO SUPPLIED AS: Centrax Tablets (orazepam tablets, USP) 10 mg 


(N 0071-0276-40). 05526011 


PARKE-DAVIS 


Division of Warner-Lambert Company 
Morris Plains, NJ 07950. PD-14-JA-0784-P-1 (4-82) 
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light blue, scored tablets in ciotties of 100 (N 0071-0276-24) and unit dose der 


The second edition of - 







| A MANUAL OF 
PSYCHIATRIC PEER REVIEW 







This publication upholds APA’s posi 
that the psychiatric profession itself can - 
best oversee standards for mental health 
care. | 














The manual outlines the appointment апа 
function of the Peer Review Committee, 
model screening criteria, and special prob- 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review as it re-- 
lates to child psychiatry. | 













Changes in the second edition include 
update of diagnostic criteria, using DSM. 
categories; guidelines for the use of e 
troconvulsive therapy; psychopharmac 
logic screening; long-term inpatient tre 
ment; and inpatient treatment of adoles- 
cents. 


PO —---- MÀ ÀÀ)ÀM—À MÀ € À t à m i 


ORDER YOUR COPY NOW . 





Please send me copy(s) of A MANU. 
OF PSYCHIATRIC PEER REVIEW, 2nd 
tion, spiralbound. Publication #Р116-1. 
$11.00 each. 


— —— Check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 


— — bill me (orders over $35 only). All in- 


voices will include shipping and han- 
dling charges. 


NAME 





ADDRESS 














CITY — — . STATE. - 


ZIP 


Send this coupon to: Publication Sales, Ameri- 
can Psychiatric Association, 1700 18th Street 
N.W; Washington, D.C. 20009. 
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Tortured minds and shackled limbs—common 
conditions from an era past. The era before the 
introduction of ‘Thorazine’, an event that was to 
revolutionize psychiatric care. 

Back in 1954, ‘Thorazine’ was notable for its 
effective control of the manifestations of psychosis, 
for increasing patient accessibility to psycho- — 
therapy, for helping restore large numbers of 
patients to productive lives in the community. 
Today, 28 years later, it still is. 


SESS 


à Tablets: 
50 and 100 mg. 
of the НС! 


ESPIN 
a p i. 


а Ni. 


mazine. 


: The original chlorpro 
From SK&F, pioneers in psychopharmacology. 


Please see next page for a brief summary of prescribing information. 


SIKGF 


a SmithKline company 

















Before pres€ribing, see complete prescribing information in SK&F literature ог PDR. 
The following is a brief summary. . 
Indications: For the management of manifestations of psychotic disorders. To control the 
manifestations of the manic type of manic-depressive illness. For the treatment of severe 
behavioral problems in children marked by combativeness and/or explosive hyper- 
excitable behavior (out of proportion to immediate provocations), and in the short-term 
treatment of hyperactive children who show excessive motor activity with. accompanying 
conduct disorders consisting of some or all of the following symptoms: impulsivity, difficulty 
sustaining attention, aggressivity, mood lability and poor frustration tolerance. 









ased on a review of this drug by the National Academy of Sciences — National 
Research Council and/or other information, FDA has classified the other indication 
as follows: 

Possibly effective: For control of excessive anxiety, tension and agitation as seen in 
neuroses. 

Final classification of the less-than-effective indication requires further investigation 





Contraindications: Comatose states, presence of large amounts of C.N.S. depressants, 
or bone marrow depression. 


Warnings: The possibility of extrapyramidal reactions from chlorpromazine may confuse 
the diagnosis of Reye's syndrome or other encephalopathy. Therefore, avoid use in 
children or adolescents with suspected Reye's syndrome. 


Avoid using in patients hypersensitive (e.g., blood dyscrasias, jaundice) to any pheno- 
thiazine. Caution patients about activities requiring alertness (e.g., operating vehicles or 
machinery) especially during the first few days’ therapy. Avoid concomitant use with 
alcohol. May counteract antihypertensive effect of guanethidine and related compounds 


Use in pregnancy only when essential. There are reported instances of jaundice, prolonged 
extrapyramidal signs or hyperreflexia in newborns whose mothers had received chlor- 
promazine. Chlorpromazine is excreted in the breast milk of nursing mothers 


Precautions: Use cautiously in persons with cardiovascular, liver or chronic respiratory 
disease, or with acute respiratory infections. Patients with a history of hepatic encephalop- 
athy due to cirrhosis have increased sensitivity to the C.N.S. effects of chlorpromazine. 
Due to cough reflex suppression, aspiration of vomitus is possible. May prolong or intensify 
the action of C.N.S. depressants, organophosphorus insecticides, heat, atropine and 
related drugs. (Reduce dosage of concomitant C.N.S. depressants.) Anticonvulsant action 
of barbiturates is not intensified. Antiemetic effect may mask signs of overdosage of other 
drugs or obscure diagnosis and treatment of conditions such as intestinal obstruction, 
brain tumor and Reyes syndrome (see Warnings). When used concomitantly, may 
obscure vomiting as a sign of toxicity of a cancer chemotherapeutic agent. Discontinue 
high-dose, long-term therapy gradually. Patients with a history of long-term therapy with 
"Thorazine' and/or other neuroleptics should be evaluated periodically for possible adjust- 
ment or discontinuance of drug therapy. Use cautiously in patients with glaucoma. Neuro- 
leptic drugs cause elevated prolactin levels that persist during chronic administration 
Since approximately one-third of human breast cancers are prolactin-dependent in vitro, 
this elevation is of potential importance if neuroleptic drug administration is contemplated 
in a patient with a previously detected breast cancer. Neither clinical nor epidemiologic 
studies to date, however, have shown an association between the chronic administration 
of neuroleptic drugs and mammary tumorigenesis. Chlorpromazine diminishes the effect 
of oral anticoagulants. It may lower the convulsive threshold; dosage adjustments of anti- 
convulsants may be necessary. Concomitant administration with propranolol results in 
increased plasma levels of both drugs. Patients should not receive Thorazine' 48 hours 
before or 24 hours after myelography with the contrast medium metrizamide 


"Thorazine' tablets have recently been reformulated to remove FD&C Yellow #5 (tartrazine) 
Reformulated lots can be identified by the wording "Modified Formula" on the immediate 
container labels. However, until the transition process is complete, some lots of ‘Thorazine’ 
tablets containing FD&C Yellow #5 (tartrazine) will still be in stock. FD&C Yellow #5 
(tartrazine) may cause allergic-type reactions (including bronchial asthma) in certain 
susceptible individuals. Although the overall incidence of FD&C Yellow #5 (tartrazine) 
sensitivity in the general population is low, it is frequently seen in patients who also have 
aspirin sensitivity. For specific information, contact Smith Kline &French Laboratories 
(outside Pa., call toll-free: 1-800-523-4835, ext. 4262; in Pa., call collect: 215-751-4262) 


Adverse Reactions: Drowsiness, cholestatic jaundice, agranulocytosis, eosinophilia, 
leukopenia, hemolytic anemia, aplastic anemia, thrombocytopenic purpura and pancyto- 
penia; postural hypotension, tachycardia, fainting, dizziness and occasionally a shock-like 
condition; reversal of epinephrine effects; EKG changes have been reported, but relation- 
ship to myocardial damage is not confirmed; neuromuscular (extrapyramidal) reactions 
pseudo-parkinsonism, motor restlessness, dystonias, persistent tardive dyskinesia; psy- 
chotic symptoms, catatonic-like states, cerebral edema; convulsive seizures; abnormality 
of the cerebrospinal fluid proteins; urticarial reactions and photosensitivity, exfoliative der- 
matitis, contact dermatitis; lactation and breast engorgement (in females on large doses), 
false positive pregnancy tests, amenorrhea, gynecomastia; hyperglycemia, hypoglycemia, 
glycosuria; dry mouth, nasal congestion, constipation, adynamic ileus, urinary retention, 
miosis, mydriasis; after prolonged substantial doses, skin pigmentation, epithelial kera- 
topathy, lenticular and corneal deposits and pigmentary retinopathy, visual impairment; 
mild fever (after large I.M. dosage); hyperpyrexia; increased appetite and weight; a systemic 
lupus erythematosus-like syndrome; peripheral edema 

NOTE: Sudden death in patients taking phenothiazines (apparently due to cardiac arrest 
or asphyxia due to failure of cough reflex) has been reported, but no causal relationship 
has been established. 


Supplied:*Tablets, 10 mg., 25 mg., 50 mg., 100 mg. and 200 mg., in bottles of 100; 
Single Unit Packages of 100 (intended for institutional use only). Spansule* capsules, 
30 mg., 75 mg., 150 mg., 200 mg. and 300 mg., in bottles of 50; in Single Unit Packages 
of 100 (intended for institutional use only). Injection, 25 mg./ml.; Syrup, 10 mg./5 ml.; 
Suppositories, 25 mg. and 100 mg.; Concentrate (intended for institutional use only), 
30 mg./ml. and 100 mg./ml. 


Smith Kline &French Laboratories 
Philadelphia, Pa. 


€ SmithKline Corporation, 1982 











She's not 50 or 60. She's 
only 8. And this is her third 
operation. The open heart 
surgery will help her lead a 
normal life. Each year, 
25,000 children are born with 
heart defects which can 
disable them for life. 

The American Heart 
Association is fighting to re- 
duce early death and dis- 
ability from heart disease and 
stroke with research, profes- 
sional and public educa- 
tion, and community service 
programs. 

But more needs to be 
done. 

You can help us save 
young lives by sending your 
dollars today to your local 
Heart Association, listed in 
your telephone directory. 


$. American Heart 


Association 


WERE FIGHTING FOR YOUR LIFE 
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The Physician's Sleep Glossary 
Some common sleep laboratory terms 


poly-som-no-graph. An instrument which 
‘simultaneously records by electrodes physiologi- 
al variables during sleep—for example, brain 
activity (EEG), eye movements (EOG), muscle 
tonus (EMG) and other electrophysiological varia- 
| bles. These readings indicate precisely when 
.. patients fall asleep, how many wake periods they 
. experience, the quality of sleep and the duration 
of sleep. 


| sleep la-ten-cy. The period of time measured 
from "lights out;' or bedtime, to the commence- 
- ment or onset of sleep. 


-wake time af-ter sleep on-set. Intervals of 
time spent awake between onset of sleep and the 
end of the sleep period. The polysomnograph reg- 
isters the length and frequency of the intervals. 


to-tal sleep time. The amount of time actually 
spent in sleeping. This is estimated by subtract- 
ing wake times from the period encompassed by 
the onset and the termination of sleep.' 


REM/NREM. 1. REM, or rapid eye movement, 
sleep is "active"—characterized by increased 
metabolic rates, elevated temperature and 

 arousal-type EEG patterns. 2. NREM, or non- 

| rapid eye movement, sleep represents "quiet" 

‚ Sleep stages. There are four distinct stages of 
-NREM sleep.? 


e-bound in-som-enia. A statistically significant 
worsening of sleep compared to baseline on the 
ts immediately following discontinuation of 
medication. 


In numerous Seen ab 
investigations patients 
sooner, slept longer ánd wi 
less during the nigat?! 


Dalmane: 


flurazepam HCl/Roche 


Compared with temaze} al 
other hypnotics, onset o 
more rapid* with 


Dalmane* 


Fewer middle-of-thz-nig 
enings? with 


Dalmane* 


More total sleep time: 
12 to 14 of therapy* an 
ued efficacy for up to 28 
with 


Dalmane: 


Rebound insomnia is 
upon discontinuation 


Dalmane: 


Low incicence of mor ng 
over" with | 


Dalmane: 


The efficacy of Dalmane 
been studied in 
trials with more th. 


therapy, whiehi is ае) 
periodic blood. kidne 


formed. Cont 
patients who 


summary of »roduct informa- 
ng page. 





5 Indications: active in all types of insomnia. 
characterized by difficulty in falling asleep, frequent 
nocturnal awakenings and/or early morning awak- 
ening, in patients with recurring insomnia or poor 
its; in acute or chronic medical situa- 
tions requiring restiul sleep. Objective sléep labora- 
tory data have shown effectiveness for at least 28 
consecutive nights of administration. Since insom- 
s often transient and intermittent, prolonged 
administration is generally not necessary or recom. 
mended. Repeated therapy should only be under: 
taken with appropriate patient evaluation. 
Contraindications: Known hypersensitivity to flur- 
azepam HCl; pregnancy, Benzodiazepines may 
cause fetal damage when administered during preg- 
nancy. Several studies suggest an increased risk of 
congenital malformations associated with benzodi- 
azepine use during the first trimester. Warn patients 
of the potential risks to the fetus should the possi- 
“bility of becoming pregnant exist while receiving 
flura: ^. Instruct patient to discontinue drug 
‚рог to becoming pregnant. Consider the possibil- 
ity of pregnancy prior to instituting therapy. 
` Warnings: Caution patients about possible com- 
“bined effects with alcohol and other CNS depres- 
sants: An additive effect may occur if alcohol is 
consumed the day following use for nighttime seda- 
tion. This potential may exist for several days fol- 
: lowing discontinuation. Caution against hazardous 
"Occupations requiring complete mental alertness 
leig., operating machinery, driving). Potential 
impairment of performance of such activities may 
occur the day following ingestion. Not recom- 
у mended for use in persons under 15 years of age. 
Though physica! and psychological dependence 
have not been reported on recommended doses, 
‘abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on 
, medication for a prolonged period of time. Use 
caution in administering to addiction-prone individ- 
als or those who might increase dosage. 


Precautions: іп elderly and debilitated patients, it 
is recommended that the dosage be limited to 15 mg 
sto reduce risk of oversedation, dizziness, confu- 
sion and/or ataxia. Consider potential additive 
effects with other hypnotics or CNS depressants. 
Employ usual precautions in severely depressed 
patients, or in those with latent depression or suici- 
dal tendencies, or in those with impaired renal or 
hepatic function. 


; Adverse Reactions: Dizziness, drowsiness, light- 
*-headedness, staggering, ataxia and falling have 
"occurred, particularly in elderly or debilitated 
: patients. Severe sedation, lethargy. disorientation 
гапа coma, probably indicative of drug intolerance 
. һауе been reported. Also reported 
"artburn, upset stomach, nausea, vom- 
ing, diarrhea, constipation, Gl pain, nervousness, 
kativeness, apprehension, irritability, weakness. 
palpitations, chest pains, body and joint pains and 
GU complaints. There have also been rare occur- 
tences of leukopenia, granulocytopenia, sweating. 
= flushes, difficulty in focusing, blurred vision, burn- 
ing eyes, faintness, hypotension, shortness of 
“breath, pruritüs, skin rash, dry mouth, bitter taste, 
cessive salivation, anorexia, euphoria, depres- 
lurred speech, confusion, restlessness, hallu- 
cinations; and elevated SGOT, SGPT. total and direct 
bilinibins, and alkaline phosphatase; and paradoxi- 
al reactions, e.g.. excitement, stimulation and 
hyperactivity. 
Dosage: Indivi ualize for maximum beneficial 


suf- 








MATERIALS 


Available free of charge ... 


Annotated bibliographies: 
€ Coping with cancer 
€ Cancer treatment 
eNutrition 
e Patient education programs 


Clearinghouse services for 
health organizations: 


e Data base searches 
e information packages 
e Referrals 


For information and 
bibliographies write: 


Cancer Information Clearinghouse 
Office of Cancer Communications 
National Cancer Institute 
Building 31, Room 10A18 
Bethesda, Maryland 20205 


or call: 


(301) 496-4070 (organizational 
users) 
(301) 496-5583 (public inquiries) | 


National Cancer Institute _ uu 
Office of Cancer Communications. 











ОЕ MENTAL DISORDERS (THIRD EDITION) 


е rd edition of the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
Ora s QAM IM, February 1900), is di first major n of the Andrew E. Skodol, MD 
iatric nomenclature in ears. Now, its long-awaited companion iri i 
‚(һе DSM-III Case Book, binis the diagnostic concepts of Р ыо NH йын ЧЕ 
Il to life, through 214 case vignettes of real patients, representing ud t 
ide range of psychopathology seen in clinical practice. The 
I Case Book can facilitate the learning of the new concepts A" 
minology in DSM-IIL, be helpful in peparing for eXaminaiidng; TABLE OF CONTENTS includes 
ed to test knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders in Adults : 
n most treatment settings, and stimulate discussions about treatment Chapter 2: Mental Disorders in Children and Adolesce 
: mmendations. Chapter 3: Cases for Multiaxial Evaluation ] 
Chapter 4: Diagnostic Dilemmas 
Chapter 5: Cases for Testing 
Chapter 6: Historical Cases 
Appendix: DSM-III Decision Trees 
Index of Diagnoses and Technical Terms 
DSM-III Classification 


se history: 
cludes.a comprehensive description of the clinical picture 


-ORDER FORM — 


copies of DSM-III Case Book (casebound), Publication #P050-5. $29.95 

—— ——- copies of DSM-III Case Book (paperback), Publication #P051-3. $16.00 

————— copies DSM-III (casebound), Publication #P041-6. $29.95 

—— — copies DSM-III (paperback), Publication #P042-4. $23.95 
copies Quick Reference to the Diagnostic Criteria, Publication #P043-2. $12.00 

— —— DSM-III Sets (casebound and Quick Reference to the Diagnostic Criteria), Publication #Р044-0. $36.95. 
DSM-III Classification Axes 1 and II—Categories and Codes (Single sheet reference chart). Publication 
#P402-0. Single copies: $1.50; Units of 50 copies: $20.00. 


B Ik discounts: 10-24 copies, 10% discount per publication number; 25-99 copies, 15% discount per publication number; 
00 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-III Set. 


ENCLOSED IS A TOTAL PAYMENT OF § L 


i »rders amounting 10 $35.00 or less must be accompanied by payment. Non-prepaid orders (over $35.09) will bein- 
hipping/handling charges included.) | Б : 














CITY/STATE/ZIP 








MAIL ТО: Publication Sales; American Р: 
Prices effective May Т. 1981 and subject to change 








If you could design an 
есіме antipsychotic which 
an lower the incidence of. 
patient treatment problems... 


“it would be 
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2 Not a phenothiazine or high-potency neuroleptic: 
2 A mid-potency antipsychotic which can lower the 
incidence of patient treatment problems to help 

encourage compliance. 


Effective: 
2 Clinically shown to be as therapeutically effective as 
Stelazine® (trifluoperazine).' 


88 ow Incidence of Sedation: 


J Unlike the low-potency phenothiazines, МОВАМ may 
provide an activating effect?—which may be of benefit 
to withdrawn or apathetic patients. 


Moderate Incidence of 
“Extrapyramidal Reactions: 


2 High-potency neuroleptics—of the piperazine group 
and Haldol” (haloperidol)—are associated with a high 
incidence of extrapyramidal reactions? | 

J Extrapyramidal reactions may occur with MOBAN in 
susceptible individuals. | 


some patients may experience initial drowsiness and should be advised against activities 
əquiring mental alertness until their response to the drug has been established. 





Low inddeom of ende 


molindone НСІ can offer a lower incidence of patient 
roblems which can help to encourage patient compliance. 


excessive weight 
аап 
yepatotoxic changes 
jphthalmological 

.. changes 

- persistent tardive 
 dyskinesia** 

-skin pigmentation 

_ thyroid function changes 

tolerance development 


MODERATE 

incidence 

extrapyram dal 
reactions 


LOW 

incidence 

adverse drug 
interactions 

endocrine 
disturbances 

hematological 
changes 

hypotension 

lactation 

nonpersistent symptoms 
of tardive dyskinesia 

sedation 


"Reports of the irreversible variety of tardive dyskinesia have not been received, 
but this cannot be used to predict that MOBAN cannot cause an irreversible 


ets: A range of strengths to simplify titration for the outpatient. 
le in 100, 50, 29 10 and 5 mg tablets. 


nended Scand: 


0- 75 mg/day, increased to 100 mg/day in 3—4 days. 


depending on individual patient response. 
/day i in patients with severe symptomatology. 
ilita 





Not a phenothiazine. 
о Not a high-potency neuroleptic. 
effective mid-potency antipsychotic which can 
wer the incidence of patient treatment problems 
te help encourage compliance. 


: DESCR! RIPTION MOBAN (molindone hydrochloride) is a dihydroindolone compound which 
is not structurally related to the phenothiazines, the butyrophenones or the thioxanthenes 


::MOBAN is 3-ethyl-6, 7-dihydro-2-methyl-5-(morpholinomethyl) indo!-4 (5H)-one hydro- 
г chloride. It is a white crystalline powder. freely soluble in water and alcoho! and has a 
molecular weight of 312.67. 


MOLINDONE HYDROCHLORIDE 


ACTIONS MOBAN (molindone hydrochloride) has a pharmacological profile in laboratory 
5 which predominantly resembles that of major tranquilizers causing reduction of 
sp! faneous locomotion and aggressiveness, suppression of a conditioned response and 
taganism of the bizarre stereotyped behavior and hyperactivity induced by amphetamines 
in, МОВАМ antagonizes the depression caused by the tranquilizing agent 
ilrabenazine, 
in human clinical studies tranquilization is achieved in the absence of muscle relaxing or 
р pordinating effects. Based on EEG studies, MOBAN exerts its effect on the ascending 
reticular activating system. 
< Human metabolic studies show МОВАМ (molindone hydrochloride) to be rapidly absorbed 
and metabolized when given orally. Unmetabolized drug reached a peak blood tevel at 1.5 
hours. Pharmacological effect from a single oral dose persists for 24-36 hours. There are 
36 recognized metabolites with less than 2-3% unmetabolized MOBAN being excreted in 
urine and feces. 
INDICATIONS МОВАМ (motindone hydrochloride) is indicated in the management of the 
manifestations of schizophrenia. 
NTRAINDICATIONS МОВАМ (molindone hydrochloride) is contraindicated in severe 
nervous system depression ( (alcoho!, barbiturates. narcotics, etc.) or comatose 
les, and 4 ат with known hypersensitivity to the drug 
WARNING Usage in Pregnancy: Studies in pregnant patients have not been carried out 
reden studies have been performed in the following animals 
Pregnant Rats oral dose— 
erse effect 20 mg/kg/day—10 days 
0 adverse effect 40 mg/kg/day— 10 days 


20 mg/kg/day-—10 days 
40 mg/kg/day— 10 days 


slight increase resorptions 
ight increase resorptions 


"Pregnant Rabbits oral dose— 

no adverse effect 5 mg/kg/day—12 days 
no adverse effect 10 mg/kg/day—12 days 
no adverse effect 20 mg/kg/day— 12 days 


Animal reproductive studies have not demonstrated a teratogenic potential. The anticipated 
benefits must be weighed against the unknown risks to the fetus if used in pregnant patients 
sing Mothers: Data are not available on the content of МОВАМ (molindone hydrochlo- 
ride) in the milk of nursing mothers 
Usage in Children: Use of МОВАМ (molindone hydrochioride) in children below the age 
of twelve years is not recommended because safe and effective conditions for its usage have 
not been established 
МОВАМ has not been shown effective in the management of behavioral complications in 
[s with mental retardation 
$ Some patients receiving MOBAN (molindone hydrochioride) may note 
ess initially and they should be advised against activities requiring mental alertness 
heir response to the drug has been established 
teased activily has been noted in patients receiving МОВАМ. Caution should be exercised 
creased activity may be harmful 
OBAN does not lower the seizure threshold in experimental animals to the degree noted 
with more sedating antipsychotic drugs. However. in humans convulsive seizures have been 
reported in a fewinstances. 
The physician should be aware that this tablet preparation contains calcium sulfate as ап 
excipientand that calcium ions may interfere with the absorption of preparations containing 
phenytoin sodium and tetracyclines 
: МОВАМ has an antiemetic effect in animals. A similar effect may occur in humans and may 
obscure signs of intestinal obstruction or brain tumor. 
Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic adminis- 
г tration. Tissue culture experiments indicate that approximately one-third of human breast 
cancers are prolactin dependent in vitro, a factor of potential importance if the prescription 
E. these drugs is contemplated ina patient with a previously detected breast cancer. Although 
disturbanceg such as galactorrhea, amenorrhea, gynecomastia, and impotence have been 
reported, the clinical significance of elevated.serum prolactin levels is unknown for most 
patients. An increase in.mammary neoplasms has been found in rodents after chronic 
. administration of neuroleptic drugs. 
Neither clinical studies nor epidemiologic studies conducted to date, however, have shown 
an association between chronic administration of these drugs and mammary tumorigenesis; 
the available evidence is considered too limited to be conclusive at this time. 
ADVERSE REACTION: $ EFFECTS The most frequently occurring effect is initia! 
ик that genera i continued usage of the drug or lowering of the 
ose : 
Noted less frequently were depression, hyperactivity nd euphoria 
Neurological—Extrapyramidat Reactions Extrapyramidal. 
occur in susceptible individuals and are usually reversible y 
- Akathisia Motor restlessness may occur early. Е 
;Parkinson Syndrome Akinesia, characterized by rigidity, immobility and redu 
a Y movements and tremor, have been observed. Occurrence is less freq 
akathisia 


of a synthetic an 
dus. and/or red ind 


ent OF 
persistent) upon ther neurolepti 
tardive dyskinesia in association with MOBAN the 
irreversible variely have not been received, but this 
cannot cause an irreversible dyskinetic. syndrome. 
The syndrome is known to have a vari os latency for development and the duration 
latency cannot be determined reliably: It is thus wise to assume that any neu 
has the capacity to induce the е and act accordingly зії. 50 
collected to settle the issue definitively fara specific drug product. In theca 
known to produce the irreversible syndrome, the following has been obse 
Tardive dyskinesia associated with other agents has appeared in-some patients on long 
term therapy and has aiso appeared after drug therapy has beer’ discontir he ris 
appears to be greater in elderly patients on high-dose therapy, especía 
symptoms are persistent and in some patients appear to be irreversible. The syni 
characterized by rhythmical involuntary movements of the tongue; face. mouth or 
protrusion of tongue. puffing of cheeks, puckering of mouth, chewing movements). 
may be involuntary movements of extremities. à 
There is no known effective treatment of tardive dyskinesia: antiparkinsonism ag 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic ag 
be discontinued if these symptoms appear. Should it be necessary to reinstitute treatm 
or increase the dosage of the agent, or switch toa different antipsychotic agent, thesyndi 
may be masked. it has been reported that fine vermicular movements.of the tongue 
an eariy sign of the syndrome and if the medication is stopped at that time the syndrom: 
тау not develop 
Autonomic Nervous System Occasionally biurring of vision, tachycardia, nausea; df. 
mouth and sativation have been reported. Urinary retention and constipation may occu 
[ошау if anticholinergic drugs аге used to treat extrapyramidal symptoms. 
ematological There have been rare reports of leucopenia and leucocytosis. If such’. 
reactions occur, treatment with МОВАМ may continue if clinical symptoms are absent. 
Aiterations of blood glucose, liver function tests, B.U.N., and red blood cells have not been. 
considered clinically significant. E 
Metabolic and Endocrine Effects Alteration of thyroid function has not been significant. 
Amenorrhea has been reported infrequently. Resumption of menses in previously amet 
theic women has been reported. initially heavy menses may occur. Galactorrhea and gyne 
comastia have been reported infrequently. Increase in libido has teen noted in som 
patients. impotence has not been reported. Although both weight gain and weight loss have. 
pe in the direction of normal or ideal weight, excessive weight gain has not occurred witi 
АМ 
Cardiovascular Rare. transient, non-specific T wave changes have been reported on E.K G 
Association with a clinica! syndrome has not been established. Rarely has sign 
hypotension been reported 
Ophthalmological Lens opacities and pigmentary retinopathy have not been report ( 
where patients have received MOBAN (molindone hydrochloride). In some patients, phe 
nothiazine induced lenticular opacities have resolved following discontinuation. of the. 
phenothiazine while continuing therapy with MOBAN 
Skin Early, non-specific skin rash. probably of allergic origin, has occasionally bee! 
reported. Skin pigmentation has not been seen with MOBAN usage alone. 
MOBAN (molindone hydrochloride) has certain Sander similarities to other anti- 
psychotic agents Because adverse reactions are often extensions of the pharmacological. 
activity of a drug. ali of the known ро! effects associated with other antipsy 
cholic drugs should be kept in mind when МОВАМ is used. Upon abrupt withdrawal afte 
protonged high ir an abstinence syndrome has not been noted 
DOSAGE AND ADMINISTRATION initia! and maintenance doses of МОВАМ (molindo 
hydrochloride) should be individualized А 
initial Dosage Schedule The usual starting dosage is 50-75 mg/day. 
—ncrease to 100 mg/day ín 3 or 4 days 
—-Based on severity of symptomatology. dosage may be titrated up or down dependin 
on individual patient response у 
—An increase to 225 mg/day may be ie in patients with severe symplomatol 
Elderly and debilitated patients should be started on lower dosage. .- 
Maintenance Dosage Schedule 
1. Mild —5 mg-15 mg three or four times a day 
2 Модегаїе- 10 mg-25 mg three or four times a day 
3. Severe —225 mg/day may be required 
DRUG INTERACTIONS Potentiation of drugs administered concurrently with МОВАМ 
(molindone hydrochloride) has not been reported. Additionally, animal studies have по 
shown increased toxicity when MOBAN is given concurrently with representative members. 
of three classes of drugs (1e., barbiturates, chioral hydrate and antiparkinson drugs}. 
MANAGEMENT OF OVERDOSAGE Symptomatic, supportive therapy should be the rule 
Gastric lavage is indicated for the reduction of absorption of MOBAN (molindone hydro 
chloride) which is free Ц soluble in water 
Since the adsorption сі МОВАМ (molindone hydrochloride) by activated charcoal has по 
been determined, the use of this antidote must be considered of theoretical value... : 
Emesis in a comatose patient is contraindicated. Additionally, while the emetic effect of 
apomorphine isbiocked by МОВАМ in animais, this blocking effect has not ‘Deen determined 
in humans 
A significant increase in the rate of removal of unmetabolized MOBAN from the body by 
forced diuresis, peritoneal or renal dialysis would not be expected. (Only. 2% of a sin 
ingested dose of МОВАМ is excreted unmetabolized in the urine.) However, poor response 
of the patient may just fy use of these procedures. 
While the use of laxatives of enemas might be based on general pri inciples, the amol 
unmetabolized МОВАМ in feces is less than 1%. Extrapyramidal symptoms have responded 
to the use of diphenhydramine (Benadtyl*) and the synthetic anticholi inergic antiparkinso 
agents (i.e. Artane? Cogentin' Akineton"). 
HOW SUPPLIED As tablets in bottles with potencies and colors as follows: 
100's and 1000's: 1005: 
5 mg orange 50mg blues. 
10 mg lavender : PO mg tan. 
25 mg light green ; ; 
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4 Task Force Report 14, ELECTROCONVULSIVE THERAPY, provides a | 
rational perspective on a subject surrounded by controversy. It opens e 

Б> with the results of a survey of APA members regarding the use of ECT. . 1 


The efficacy of ECT for affective disorders, schizophrenia, and for a 
other mental illnesses is discussed, as are the adverse effects of ECT. | 
Chapters on methods of administration and the physiolcgical action 1 
of ECT follow. The report then examines the social, ethical, and 
legal aspects of ECT as well as the training and education whic 
it requires. Possible future research in this area is also dis- f 
cussed. A vital concluding section presents the Tesk Force's” 
recommendations regarding the use of ECT. This report is 
essential reading for all psychiatrists concerned about 
electroconvulsive therapy. (1978) | 


Task Force Report 18, | | 







TARDIVE DYSKINESIA, а study 
done by an АРА Task Force of well- 
known psycho-pharmacologists, is a well 
documented and in-depth review of 
what is presently known about the 
most pervasive side effect of cur- 
rently available antipsychotic 
drugs—tardive dyskinesia. The 3 
Task Force, after comprehen- 1 
sively reviewing available 1 
data, concluded that "the 
currently available anti- 
psychotic agents virtually 
all carry some risk of 
inducing early or late neuro- 





Task Force Report 19, 

* BIOFEEDBACK, reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
cation of biofeedback techniques 
in psychiatry, and a chapter on the 
nature of alpha feedback training. This logical toxic effects," although most 
report should be read by everyone who is "can be managed with antiparkinsonian 
interested in biofeedback therapy. (1981) agents or by thoughtful and conservative use 

of the available neuroleptics. . .” (1980) 
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Please send me copies TFR 14, ELECTROCONVULSIVE 
THERAPY, Publication 7214-1, $10.00 


— — —  — copies TFR 18, TARDIVE DYSKINESIA, 
Publication #218-4, $11.00 


copies TFR 19, BIOFEEDBACK, 
Publication #219-2, $11.00 
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| Enclosed is a total payment of $ | 
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< toward urinary retention or hypersensitivity to 


<- doxepin: 


Warnings Adapin has not been evaluated for 
-safety in pregnancy. No evidence of harm to 
he animal fetus has been shown in reproduc- 
ive Studies. There are no data concerning 
secretion in human milk, nor on effect in nurs- 
ng infants. 
< Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
utious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 
In patients who may use alcohol exces- 
Sively, potentiation may increase the danger 


inherent in any suicide attempt or overdosage. 


- Precautions Drowsiness may occur and 
tients should be cautioned against driving 
a motor vehicle or operating hazardous ma- 
hinery. Since suicide is an inherent risk in 
depressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquiliz- 
ing activity, the possibility of activating or 
unmasking latent psychotic symptoms should 
be kept in mind. 
This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type re- 
ns (including bronchial asthma) in certain 
Sceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
equently seen in patients who also have 
pirin hypersensitivity. 


Adverse Reactions Dry mouth, blurred 
vision.and constipation have been reported. 
‘Drowsiness has also been observed. 
Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 

; intestinal reactions, secretory effects such as 
‘sweating, tachycardia and hypotension. 
Weakness, dizziness, fatigue, weight gain, 
edema, paresthesias, flushing, chills, tinnitus, 
photophobia, decreased libido, rash and pruri- 
tus may also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 

.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 

50 mg may be taken at bedtime without loss 
effectiveness. Usual optimum daily dos- 
age is 75 mg to 150 mg per day not to exceed 

300 mg per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 
Ном Supplied Each capsule contains doxe- 

. pin as the hydrochloride. 10, 25, 50, 75 and 

100 mg capsules in bottles of 100 and 1000. 

t: For complete prescribing information, 
ease see package insert or PDR. 


Aces 
'on file, Medical Department, 
а it Pharmaceutical Division. 
SF, Thrash ML, Hackett E, 
etof response to doxepin treat- 
chiatry 40:265-269, 1979. 
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Order your copy of the fifth edition ‹ 
A PSYCHIATRIC GLOSSARY n w 


The Glossary has been revised an 
updated by a Subcommittee of APA's 
Joint Commission on Public Afairs. It 
contains current terminology in psy- 
chiatry and incorporates the revised 
nomenclature of DSM Ш. 


A useful, easy-to-use source of infor- 
mation for 


—physicians and lawyers 


—social workers, psychologists, and 
nurses 


—writers and editors 


—teachers and students 


Numerous new entries, a series of 
tables, and a list of abbreviations us 

in the mental health field are included 
Why not order one or more copies of 
A PSYCHIATRIC GLOSSARY now?? © 


Please send me ____ copies of a PSYCHIATRIC GLOSSARY... 
5th edition, paperback. Publication #P005-X. 
$5.95 


17 check or money order enclosed. All orders totalling $35. or. less 
MUST be prepaid. 


© bill me (orders over $35 ONLY). All invoices will include shipin 
and handling charges. 


: Washington. р. С. 20009 
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eterminations of therapeutic blood levels. of ай 
antipsychotics and benzodiazepines. Detection of ti levels of 
phencyclidine (PCP). Diagnosis of depression thr@@@h urinary | _ 
MHPG, Dexamethasone Suppression Testing and TRH= testing. = 
For more information on NPL, please call toll free 1-800926 1-9492. 


С. 
У VAY 


800-251-9492. 
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|. PREVENTING MENTAL ILLN 
Efforts and Attitudes 


A new publication of The Joint Information Service of the American. a 
sychiatric Association and the Mental Health Association ue 
aymond M. Glasscote; Eleanor Kohn, Allan Beigel, Merrill F. Raber, | 
Vancy Roeske, Bonnie A. Cox, James R. Raybin, Bernard L. Bloom 


ere has long been interest in preventing mental illness, but no great emphasis on 
_ financing necessary research and pilot programs. Dramatic discoveries of nutritional, 

-~ toxic, and infective causes of certain psychoses were made long ago and led to the 
prevention, but prevention of schizophrenia, mania, sociopathy, and biological de- 
pression, among other major disorders, requires further knowledge. 


3 In recent years faith has grown that programs supporting those experiencing heavy. 
tress and privation will provide benefits increasing the likelihood that they will remai 
ictional, productive, and well. This volume provides a balanced, fairminded, an 
istic explication of present possibilities and reasonable expectations. It explores 
ariety of viewpoints and describes in significant detail a variety of prevention- 
motivated programs for a variety of vulnerable people and provides such outcome in- 
formation as is presently available. bs 


1980. 138 pp., Casebound. 


ail to: Publication Sales Department, American Psychiatric Association, 
1700 18th Street, N. W., Washington, D.C. 20009. 


lease send me... copies of Preventing Mental Illness for which remittance — 
f$... is enclosed. | 
Iblication #Р503-5. $10.00 


All domestic orders amounting to $35.00 or less must be accompanied by payment; all | 

: ign orders, regardless of dollar amount, must be accompanied by payment in | 
S. funds. Orders over $35.00 will be invoiced with shipping and handling changes 
luded. 
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The National Boy Scouts Alumn 
family is helping do just that. 
Enroll Today. 


By joining, you will enceurage 3 
people to follow high ideal 
Scouting has always taught. 


Now that's a Good Turn. 


Please fill out this form and return it with your membership fee. 


nal Boy Scout 
Family 


to be back in Scouting! 
nroll me as a National Boy 
umnus. I understand 
ip entitles me to the 
Hetin, Jhe Annual 
nembership card, and a 


wall certificate. I'm enclosing my 


check for: 


Name 





G 1-уг. membership $10 


О 3-yr. membership $30 and you (үү, 
receive a FREE Norman Rockwell И 


print 


Address 








State 





Please make checks payable to Boy Scout: 
America. Your membership fee is tax deducti 


Irving, Texas 75062-1296 









































^. will inhibit this process. 











LOCKING avem. 
- THE SURFACE 


may reveal the cause 
of his cardiovascular disease 


А great deal of current cardiovasculor research is 
focused on arterial wall dynamics and the role of 
elevated blood lipids in atherosclerosis. While progress 
is slow, it is being made. 

Recent in vitro experiments, for example, indicate 
there may be an altemative pathway of cholesterol 
disposal. When a subject lacks one of the genes 
required to produce low density lipoprotein receptors, 
cholesterol has been shown to accumulate in arterial 
lesions. This back-up, the in vitro work suggests, is 
removed and stockpiled by scavenger cells, especially 
macrophages. Lipoprotein molecules, chemically al- 
tered to increase the negative electrostatic charge, 
appear to bind to the macrophages, building up as 
long as the supply lasts because there is no automatic 
shutoff mechanism. When plasma protein levels drop, 
however, the. swollen macrophages discard the lipids, 
apparently into the bloodstream. Investigators have 
uncovered a substance, malondialdehyde, which they. 
believe.alters the electrostatic charge so cholesterol 
can bind to the macrophage. 

"Hopefully, further research will lead to a dug that 





















Reference: Leff DN: Med World News:2113):47-56, June 30, 1980. 
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„and the cause of his 
excessive anxiety 
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With many cardiac patients, a few dis- 
creet questions may uncover a good deal 
of just-below-the-surface anxiety. Usually, 
this excessive anxiety yields to frequent 
explanation and reassurances. When these 
measures fail, however, the specific anti- 
anxiety action of Valium (diazepam/Roche’ 
cah be especially helpful. 

Valium works promptly. Within hours of 
the first dose, patients begin to feel calmer 
and more relaxed. Within days, they tend 
to become significantly less appre- 
hensive as symptoms are relieved. As с 
result, they are better able to cope with 
their problems and cooperate in their re- 
habilitative programs. 

And a particular advantage of Valium— 
its used with most primary medications, 
including cardiac glycosides . . . diuretics 
and vasodilators. Valium rarely has adverse 
circulatory or respiratory effects. Although 
drowsiness, fatigue and ataxia are some- 
times encountered, these and more serious 
side effects are seldom a problem. Patients 
should be cautioned against driving or 
drinking alcohol while on Valium. Periodic 
reassessment of the need for antianxiety 
medication is also recommended. 
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VALIUM (diazepam/Roche) | 
Before prescribing, please consult complete product 
information, a summary of which follows: 

*. -Indications: Management of anxiety disorders, or short-term 
relief of sy*nptoms of anxiety. Anxiety or tension associated with 
the stress of everyday life usually does not require treatment ° 
with an anxiolytic. Symptomatic relief of acute agitation, tremor, 
delirium tremens and hallucinosis due to acute alcohol with- 
drawal; adjunctively in skeletal muscle spasm due to reflex 
spasm to local pathology; spasticity caused by upper motor 

+ neuron disorders; athetosis; stiff-man syndrome; convulsive 
disorders (not for sole therapy). 
The effectiveness of Valium (diazepam/Roche) in long-term use, 
that is, more than 4 months, has not been assessed by 
systematic clinical studies. The physician should periodically 
reassess the usefulness of the drug for the individual patient 
Contraindicated: Known hypersensitivity to the drug 
Children under 6 months of age. Acute narrow angle glaucoma; 
may be used in patients with open angle glaucoma who are 
receiving appropriate therapy. 
Warnings: Not of value in psychotic patients. Caution against 
hazardous occupations requiring complete mental alertness 
When used adjunctively in convulsive disorders. possibility of 
increase in frequency and/or severity of grand mal seizures may 
require increased dosage of standard anticonvulsant medica- 
tion; abrupt withdrawal may be associated with temporary 
increase in frequency and/or severity of seizures. Advise 
against simultaneous ingestion of alcohol and other CNS 
depressants. Withdrawal symptoms similar to those with 
barbiturates and alcohol have been observed with abrupt 
discontinuation, usually limited to extended use and excessive 
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doses. Infrequently, milder withdrawal symptoms have been his troubles may 


reported following abrupt discontinuation of benzodiazepines 





after continuous use, generally at higher therapeutic levels, for h b n . 
at least several months. After extended therapy, gradually taper ave egu 
dosage. Keep addiction-prone individuals under carefu! sur- H 
veillance because of their predisposition to habituation and in 1882 
ву NN Lp Use of mi І ai 
age in Pregnancy: Use of minor tranquilizers 1 
during first trimester should almost always be in 1782 eee 


avoided because of increased risk of congenital ре 
malformations as suggested in several studies. in 1682 
Consider possibility of pregnancy when instituting е9 
therapy; advise patients to discuss therapy if they Н 9 
intend to or do become pregnant. or in ++» о 
Precautions: |f combined with other psychotropics or anticon- 
vulsants, consider carefully pharmacology of agents employed; 
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inhibitors and other antidepressants may potentiate its action Dimes is working to untangle 
Usual precautions indicated in patients severely depressed, or the legacy of inherited disease. 
with latent depression, or with suicidal tendencies. Observe Duri the last d d 

usual precautions in impaired renal or hepatic function. Limit uring The las decade, 

dosage to smallest effective amount in elderly and debilitated the March of Dimes helped 

to preclude ataxia or oversedation i ; ; 

The clearance of Valium and certain other benzodiazepines can Increase genetic services 

be delayed in association with Tagamet (cimetidine) administra- almost ten-fold. 


tion. The clinical significance of this is unclear 


Side Effects: Drowsiness, confusion, diplopia, hypotension And this decade can be even 
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Isolated reports of neutropenia, jaundice: periodic blood counts suffered by this newborn. And 
аш liver Rincon tests USED during long-term therapy a new program of screening for 
osage: Individualize for maximum beneficial effect. Adults: i ici illi 
Anxiety disorders, symptoms of anxiety, 2 to 10 mg b.i.d. to thyroid deficiency will, in the 
Q.i.d.; alcoholism, 10 mg t.i.d. or q.i.d. in first 24 hours, then 1980's, save several hundred 
5 mg t.i.d. or q.i.d. as needed; adjunctively in skeletal muscle babies a year from mental 
spasm, 2 to 10 mg t.i.d. or q.i.d.; adjunctively in convulsive retardation 
ei UA to 10 mg b.i.d. to q.i.d. Geriatric or debilitated | 
patients: 2 to 2% mg, 1 or 2 times daily initially, increasing as 
needed and tolerated. (See Precautions.) Children: 1 to 27 mg i rape from n PE 
t.i.d. or qj..d. initially, increasing as needed and tolerated (not past. ^ promise for the future 
for use under 6 months). from the March of Dimes. 
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Contraindications: Severe central nervous system depression 
Comatose states from any cause. hypertensive or hypotensive 
heart disease of extreme degree 

Warnings: Administer cautiously to patients who have prev 
ously exhibited a hypersensitivity reaction (e.g.. blood dyscra 
jaundice) to phenothiazines. Phenothiazines are capable of poter 
tiating central nervous system depressants (e... anesthetics 
Opiates, alcohol, etc.) as well as atropine and phosphorus 
insecticides: carefully consider benefit versus risk in less severe 
disorders. During pregnancy, administer only when the potentia 
benefils:exceed the possible risks to mother and fetus 


Precautions: There have been infrequent reports of leukopenia 
and/or agranulocytosis and convulsive seizures. In epileptic 
patients, anticonvulsant medication should also be maintained 
Pigmentary retinopathy, observed primarily in patients receiving 
larger than recommended doses, is characterized by diminutior 
of visual acuity, brownish coloring of vision, and impairment of 
night vision; the possibility of its occurrence may be reduced by 
remaining within recommended dosage limits. Administer 
Cautiously to patients participating in activities requiring complete 
mental alertness (e.g.. driving), and increase dosage gradually 
Orthostatic hypotension is more common in females than in 
males. Do not use epinephrine in treating drug-induced hypo 
lension-since phenothiazines may induce a reversed epinephrine 
effect on occasion 


Neuroleptic drugs elevate prolactin levels: the elevation persists 
during chronic administration. Ti$sue culture experiments indi- 
cate that approximately one-third of human breast cancers are 
prolactin dependent in vitro, a factor of potential importance if the 
prescription of these drugs is contemplated in a patient with a 
previously detected breast cancer Although disturbances such as 
galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported. the clinical significance of elevated serufn prolac 
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tin levels is unknown for most patients. Daily doses in excess of 
300 mg should be used only in severe neuropsychiatric 
conditions 

Adverse Reactions: Central Nervous System - Drowsiness 
specially with large doses, early in treatment; infrequently, pseu- 
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Cardiovascular Effects - Changes in terminal portion of electro- 
cardiogram, including prolongation of Q-T interval, lowering and 
inversion of T-wave, and appearance of a wave tentatively identi- 
lied as a bifid Tor a U wave have been observed with phenothia- 
zines, including Mellaril (thioridazine); these appear to be 
reversible and due to altered repolarization, not myocardial 
damage. While there is no evidence of a causal relationship 
between these changes and significant disturbance 0! cardiac 
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striatal system— minimal 
extrapyramidal stimulation 
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temperature-control mechanisms 
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seizure threshold 
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activity 


Although extrapyramidal effects are 
characteristic of antipsychotic agents in 
general, with Mellaril (thioridazine) 
extrapyramidal stimulation is minimal. 
Adding an antiparkinsonism agent— 
which can cause its own side effects— 
can usually be avoided. Neuroleptic 
drugs elevate prolactin levels; the 
elevation persists during chronic 
administration. 
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How to Write a Psychiatric Consultation 


BY THOMAS R. GARRICK, M.D., AND NADA L. STOTLAND, M.D. 





The written psychiatric consultation is the distillation, the 
official permanent record, and the one universal element of 
the consultation process. Both the document arid process 
present a good and growing opportunity for service and 
teaching. The authors offer a conceptual and practical 
scheme to help potential consultants make decisions about 
the content, style, and wording of their written communica- 
tions. Each of the components of the consultation docu- 
ment, including headings, openings, history, examination, 
. and formulations, is considered in terms of its effects on the 
liaison with the consultee and the care of the patient. (Am 1 
Psychiatry 139:849-855, 1982) 





P sychiatrists have recently been under intense 
pressure both to prove themselves as members of 
a medical discipline distinct from nonmedical psycho- 
therapists and to collaborate with other medical spe- 
cialties in planning training and health care programs 
and caring for patients. The growth of consultation- 
liaison psychiatry as a subspecialty is evidence of 
these forces, and a consulting psychiatrist is in an ideal 
position to respond to these needs. The art and science 
of writing consultations, however, have not been 
adequatelv addressed in the training of most psychia- 
trists or in the literature. A written psychiatric consul- 
tation on a general hospital inpatient is a unique 
medical document. Like the usual medical record, it 
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records the history, examination, and the physician's 
impression of the patient (1). But unlike zhe usual 
record, it is not written only to supplement the physi- 
cian's memory or to provide a legal record. - includes 
a therapeutic plan yet does not constitute official 
orders for nursing and house staff to carry out. It 
involves not just tlie patient's coacerns but also—and 
especially—the questions asked by the primary physi- 
cian about the patient's diagnosis and care. It is an 
official doctor-to-doctor communication. 

The content and form of the written psychiatric 
consultation must serve the function of ans vering the 
expressed questions of the primary рһуѕісігл. There is 
some question in the literature as to who is the 
consultee—the patient, the doctor, or the ste T (2). The 
consultation process benefits both the patient and the 


medical staff. It is an ideal vehicle for imparting useful 


psychiatric knowledge because the interest of the 


. consultee has been awakened by the immeziate need 
‘to address some obstacle in the care of the patient. 


The consultation process involves both verbal and 
written communication. This paper concerns the docu- 
ment, which is 1) formally addressed to th= patient's 
primary physician, 2) available to the patient by law, 3) 
designed to be used by the entire treatrrent team, 
which variously may include nurses, socia. workers, 
and specialty therapists and their studen:s, and 4) 
available to others such as insurance companies and 
hospital review committees. While there is consider- 
able literature on the consultation process as a whole 
(3), little has been published on the subjzct of the 
consultation document. From our experierze on the 
psychiatric consultation-liaison service in an urban 
university hospital, we have developed am apprecia- 
tion of the complex and profound issues involved in 
writing consultations and a suggested outline. 

This paper is organized into sections corresponding 
to the suggested sections for a wr:tten consu ation and 
other medical documents: title, date, identifying state- 
ment, history, examination, formulations, and recom- 
mendations. We considered but rejected тсе idea of 
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discussihg a wide variety of consultation styles., In- 
stead, we offer a scheme as well as the rationale 
underlying each suggestion. Certain issues come up 
again and again in the consideration of the written 
consultation, including the consultation audience, con- 
fidentiality, the indivisibility of mind and body, psy- 
chiatry as a bona fide, useful, and scientific specialty, 
the use of technical language, and the importance. of 
the consultant-consultee and doctor-patient collabora- 
tive relationships. M:ndful of these issues, we offer the 
following scheme, which contains the elements the 
consultant can use to facilitate his or her effective 
communication in the written consultation document. 
We attempt to capture a balance between an exten- 
sively detailed format and a skeletal outine. 


TITLE 


The written consultation should be given a title even 
when a printed general consultation form is used. The 
consultation is addressed to a staff bombarded by 
many sources of information, all vying for their atten- 
tion. The title facilitates the location of specific desired 
and/or needed information among the usual welter of 
progress and nursing notes, laboratory reports, and 
other consultations. The title should include some 
form of the word *'psychiatry,"' the rank or position of 
the author (resident, attending, intern), and the appro- 
priate descriptive term (‘‘consultation,’’ “поќе,” 
"preliminary note,” ‘“‘workup,’’ and/or ‘‘follow-up’’). 
Often there are several stages of written communica- 
tion. The consultant may receive the consultation 
request, discuss it with the referring physician, review 
the chart, and then find that the patient is away from 
the ward or is sedated or otherwise indisposed. A 
titled preliminary note informs the service that the 
consultant is involved, interested, and available and 
has some preliminary data about the case. Similarly 
titled written notes zre an integral part of the consul- 
tant's follow-up visits (contacts made) with the pa- 
tient, the family, and the service. 


DATE, TIME, AND SOURCES 


Next to the title o? each note are the date and time 
the note was written and a list of the sources of 
information used by the consultant. This serves three 
purposes: it conforms to the medical style; it informs 
the consultee of the old and new chart review and 
interviews performed by the consultant; and it records 
the data base for the consultant's conclusions and 
identifies resource persons, family, and other medical 
staff. Recording the length and number of visits under- 
scores the time and effort expended, even when the 
written note is short. (This may also be relevant to 
billing and insurance transactions. We hope that these 
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small notations will foster the current move to consid- 
eration of reimbursement for time and effort.) 


IDENTIFYING STATEMENT 


The opening sentences of the note set the tone of the 
consultation. The psychiatrist must 1) distill all of the 
data about the patient into a succinctly worded sum- 
mary of the patient's presenting condition and 2) 
clarify the often vague explicit and implicit demands of 
the referring service, thereby formulating a question 
that a consultant can reasonably address. The follow- 
ing is a consideration of each of these elements. 

One of the functions of a consultant is to bring a 
fresh perspective to a clinical question. А medical or 
surgical service may work with a patient for days or 
weeks, accumulating observational and laboratory 
data, performing procedures, and relating to the pa- 
tient and family, who have both somatic and emotional 
needs. Data and demands accumulate; responsibility 
for the psychological observations and care of the 
patient is fragmented. The request for consultation 
arises from a psychiatric complication in the patient's 
hospital course. There are situations in which the 
primary physician has objectively noted signs and 
symptoms consistent with a specific psychiatric disor- 
der such as depressed mood, vegetative signs, anes- 
thesia inconsistent with nerve distributions, or cogni- 
tive deficits and simply calls in an expert on the 
subject. 

More commonly, however, the request for consulta- 
tion is a covert expression of the physician’s frustra- 
tion, guilt, and annoyance at his or her inability to 
diagnose (4), treat, and discharge the patient from the 
hospital. For example, the physician may be con- 
cerned that the patient does not comply with medical 
orders, behaves bizarrely and/or unpleasantly, persists 
in having symptoms after thorough studies have re- 
vealed no abnormalities, or is terminally ill. Behind the 
stated reasons for the consultation (5) is the desire that 
the psychiatrist will resolve the situation by arbitrat- 
ing, counseling, or granting absolution for the patient. 
There is also the understandable fear that the consul- 
tant will judge, analyze, and increase the burden of the 
treating physician. The psychiatrist aims instead at 
removing impediments and increasing the mutual un- 
derstanding and working relationship between primary 
doctor and patient so that they can together progress 
with the diagnostic and therapeutic tasks. 

To write the consultation after assimilating all of this 
information, the consultant begins his or her remarks 
with a focus on those facts about the patient which are 


-most relevant to the immediate problem. These in- 


clude some of the facts that the intern enters at the 
beginning of a written history and are worded in the 
familiar medical style, byt they are selected with a 
view to the formulations and recommendations to 
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follow. For example, "We are asked to see this 
socially isolated, needy 60-year-old woman with a 
history of unexplained multiple admissions for diabetic 
keto-acidosis,"' or ‘‘this 32-year-old man with a bleed- 
ing ulcer, whose mother recently died,” or ‘‘this 45- 
year-old man with headaches, whose delinquent son 
was recently incarcerated,” or ‘‘this 26-year-old wom- 
an, admitted for a hysterectomy because of pelvic 
adhesions and pain, who has a long history of surgical 
procedures in several institutions for various diag- 
noses, Without relief of symptoms... ." 

The next sentence or clause restates in a workable 
fashion the observations and diagnostic, therapeutic, 
and/or management problems that occasioned the re- 
quest for a consultation. The wording of this request as 
received by the consultant is not uncommonly as 
vague as ‘В/О [rule out] schizophrenia.” This reflects 
the psychologically unsophisticated and/or resistant 
(6, 7) state of the primary physician's thinking about 
the psychophysiological functioning of the patient and 
often engenders annoyance and sarcasm on the part of 
the consultant. There is no place, however, in the 
opening or any other part of the written consultation 
for expressing any feelings other than those due a 
professional colleague who has paid the consultant the 
respect of making a referral. It is useful to begin with a 
statement to the effect that a psychiatric evaluation 
has been requested and then to detail what seem to the 
psychiatrist to be the events or behaviors that precip- 
itated the referral. Whether these observations, not 
interpretations, are offered explicitly in the referral or 
not, they are the formulation of the psychiatrist's 
approach to the consultee-consultant contract. Exam- 
ples are, ‘‘Psychiatric evaluation is now requested 
because of a change in the patient's mood, alertness, 
and cognition occurring over the last week,” or ‘Тһе 
patient's daily crying spells since admission are of 
concern to the service.” 

At this point, the question of whether to use psychi- 
atric technical language may arise (8—10). (The consul- 
tant's facility with biomedical language is generally not 
problematic and may even be beneficial. A broad 
range of styles may be useful, depending on the 
circumstances, for example, the psychiatric sophisti- 
cation of the consultees, the need for descriptive 
accuracy, the tendency to view psychiatric labels as 
pejorative, the potential for education, and clinical 
emergencies. Psychiatry, like other medical disci- 
plines, has evolved a specialized terminology that 
reflects continuing efforts at descriptive and theoreti- 
cal precision. The consultant's task is to strike a 
balance between oversimplification and technical ob- 
fuscation. In general, as in all writing, the aim is to be 
as clear, direct, and concise as possible. Technical 
terms should be used when necessary. A nonjudgmen- 
tal definition of the term can be unobtrusively insert- 
ed. The consultee is seeking an expert opinion as well 
as one that he or shg can understand and apply. 
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It is important to consider for whom (6) іле Consul 
tation is written. The consultation formally 2xists as a 
doctor-to-doctor communication. It is seldom a per- 
sonal letter, especially when written in a hospital 
record. The request for consultation itself may have 
been instigated by someone other than the attending 
physician—by someone else involved in the zare of the 
patient, such as a nurse, another consukant, or a 
relative, who awaits the impressions of the rsychiatric 
expert (11). The issue of responsibility and confidenti- 
ality in the consultation process has been thoughtfully 
considered by Kimball (12) and others (13). In any 
event, the written consultation is meant to bz read, for 
clinical and educational purposes, by many people and 
is available, for currently unavoidable reasons, to 
many others, who may read it for insurance or review 
purposes, out of idle curiosity, or even out of mali- 
ciousness. 

The ultimate clause or sentence is the consultant's 
formulation of the problem to which the rest of the 
document will be addressed. The consulant might 
note (to pursue some of the examples we have used), 
“For the purpose of differentiating an organic brain 
syndrome from a depression” and ''Psychiztric evalu- 
ation is now requested to delineate the etiolcgy, patho- 
genesis, and treatment options and recommendation of 
this possible depression.” The consultee's apprecia- 
tion for the clear reformulation of the patieat's prob- 
lem generally outweighs any passing anroyance at 
being paraphrased. The overriding necessity is to ask a 
question that is answerable, if only by z carefully 
explained, ‘‘I don't know.” As we have already men- 
tioned, the consultee’s optimism. and anxiety may be 
all-embracing and overwhelming. Dealing with these 
feelings tactfully and focusing requests zre central 
goals both of ongoing psychiatric liaison ard commu- 
nications concerning an individual consultation. These 
issues are not part of this paper. The restatement and 
formulation of the consultee’s request, once accepted, 
acknowledges the contract between consultee and 
consultant. 


HISTORY 


The psychiatric consultant’s written history of the 
patient's present illness is a chronologically organized 
presentation of the interrelated life events—medical, 
social, and interpersonal—that bear directly on the 
current problem. The technique of psvchia'ric history 
taking and writing has been considered in dzpth in the 
literature relevant to the training of psychiatrists. 
Several considerations deserve specific actention in 
the writing of a consultation. 

We have addressed the issue of confidentiality in an 
earlier section of this article. In writing the Fistory, the 
consultant must decide which of the sensitive commu- 
nications of the patient or others are essential pieces of 
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information for the treatment team so that they may 
pursue a more successful interaction with the patient. 
The issue is a complex one and is best handled in 
active collaboration with the informant in terms of 
what the consultan: will and will not communicate to 
the consultee and/cr others. This discussion may not 
absolve the psychiatrist from fulfilling his or her 
clinical responsibilities to the consultee, which may 
include divulging previous medical history about abor- 
tions, antisocial behaviors, and psychiatric illness. 
VIP patients and those personally as well as profes- 
sionally known to primary or consulting physicians 
present delicate problems. The overriding consider- 
ation will be the welfare of the patient. 

Another issue is that of weighing completeness 
against immediate clinical relevance. Physicians are 
trained to be highly invested in thorough documenta- 
tion. While this tradition is reasonable and often 
important, the consultee frequently perceives exten- 
sive consultations as peripheral to the patient's care. A 
long, detailed repor: may simply leave the focus of the 
psychiatric evaluation to the chance scanning of the 
consultee. 

Another special quality of the psychiatric consulta- 
tion history is that it aims both to teach other medical 
professionals about psychosomatic aspects of illness 
in general and to foster understanding of a particular 
patient (14, 15). A formal psychiatric review of sys- 
tems can serve these simultaneous ends. This review 
includes current medical conditions; ongoing pharma- 
cotherapy and other forms of therapy; recent stresses 
and anniversaries of previous losses; the state of 
social, family, and work satisfaction; and characteris- 
tic patterns of response to stress and their relationship 
to past medical or psychiatric illnesses. It is frequently 
important to cite negative as well as positive findings. 
Viewing the patient's present behaviors in the context 
of his or her psychosocial history, stressful life events, 
characteristic defenses, and behavioral styles helps 
the primary physician translate frustration into pur- 
poseful therapeutic activity (16). This understanding 
improves the doctor-patient relationship and may pro- 
vide such a solid underpinning for the psychiatrist's 
formulations and recommendations that their presen- 
tation seems almost superfluous. The following vi- 
gnette illustrates this point. 


A 32-year-old woman was hospitalized for treatment of 
several vaguely described complaints of pain. She expressed 
massive hostility and anxiety to the whole staff and invoked 
in thenfa similar reaction. She had a highly developed ability 
to play on people's vulnerabilities and insecurities. She 
accused the staff of abandonment and malpractice and 
asserted that she was considering filing a lawsuit. The staff's 
enraged, helpless, and avoidant responses only fed into this 
vicious cycle. The consultant's history was an explication of 
the patient's lifetime of isolation, depression, and poor 
communication. Without further direction from the psychia- 
trist, the staff's annoyance turned to pity, their stance 
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softened, and the working relationship improved so dramati- 
cally that an overlooked pneumonia and pleuritis were 
diagnosed and successfully treated. 


MENTAL STATUS EXAMINATION 


The mental status examination tends to be ignored. 
Its skillful documentation by a psychiatric consultant 
underscores its necessity as a component of a medical 
workup (17). It educates the consultees in its perform- 
ance and provides a baseline for future diagnosis and 
care of the patient, as well as the vital data base for 
correct management. It demonstrates that psychia- 
trists, like other medical specialists, base their conclu- 
sions on an orderly series of evaluations. Moreover, 
serial mental status examinations can often chart im- 
portant signs along the course of an illness. Although 
other schemas are available, we find it useful to 
include the following aspects of the patient: appear- 
ance, verbal behavior, state of attention*and cooper- 
ation, motor behavior, affect, thought flow and con- 
tent, sensorium, intellectual capacity and function, 
insight, and judgment. Listing these categories serves 
to remind the consultant and educate the consultee 
about how to organize their thinking about a patient's 
mental status. The use and straightforward explana- 
tion of technical terms in this context also furthers 
these functions. Normal findings at the time of one 
examination may prove to be either an improvement 
оп, or a deterioration of, the patient's usual function- 
ing. In any case, they provide a vital baseline against 
which any changes in these findings can be identified. 

In this context, it may be necessary to spell out the 
examinations that were performed and the details of 
the results. For example, in an 82-year-old patient with 
“altered mental status," we noted, ‘‘oriented to per- 
son, place, and time; unable to remember three objects 
at 5 minutes; could spell cat and hand forwards but not 
hand backwards; and a face-hand test positive, indi- 
cating diffuse cortical dysfunction." Many of the im- 
portant elements of clinically valid mental status ex- 
aminations have been discussed by Kahn and Miller 
(18). The examination's clinical validity is complicated 
by its exquisite sensitivity to the interviewer's tone 
and style and the patient's attitudes, expectations, and 
fears about both psychiatry and his or her cognitive 
functioning. The evaluation also identifies the pa- 
tient's physical and emotional comfort, ability to at- 
tend to and cooperate with an interviewer called in by 
someone else, and the overall and immediate circum- 
stances (including physiologic energy level and drug 
effects) of the patient. For example, a regressed, 
backward, severely disabled patient showed a dramat- 
ic improvement in mental status after being bathed, 
shaved, nicely dressed, and taken away from the ward 
for examination. Thus it is important for the consultant 
both to record the state of the patient at the time of the 
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interview and to explicitly educate the consultee about 
its clinical influence. 

When therapy, including pharmacotherapy, is to be 
instituted, a carefully documented mental status ex- 
amination will inform physicians who see the patient in 
the future of the indications that led to the therapeutic 
decision. А patient successfully in treatment for a 
major psychiatric illness may appear so normal that 
the successful and necessary therapy might be prema- 
turely and abruptly withdrawn. 

This view of the mental status examination as a 
useful tool rather than a required exercise, and as a 
system for assessing the patient's functioning at a 
particular moment in time (similar to any other medi- 
cal examination) rather than a fixed quality, makes for 
more reasoned, explicit, and accurate diagnostic for- 
mulations in general. For example, a consultant sum- 
moned by a gastroenterologist reviewed the chart of a 
38-year-old woman admitted for treatment of irritable 
bowel syndrome. Review of the old chart revealed 8 
psychiatric consultations in the past 8 years, each with 
a different diagnosis. These labels ranged from ‘‘hys- 
terical character" and ''obsessional character" to 
"schizophrenia." After careful review of the past 
mental status examinations to determine the criteria 
for each diagnosis, the consultant was able to explain 
to the treating service staff that the patient could most 
usefully be understood as having a borderline charac- 
ter disorder and as manifesting widely varying symp- 
toms at various points in her unstable existence. А 
discussion of other issues in diagnosis follows. 


FORMULATIONS 


The formulations pose the most delicate problems in 
writing the consultation. The choice of the term ‘‘for- 
mulations’’ rather than the more traditional medical 
"diagnosis" or even ‘‘differential diagnosis” high- 
lights the issue. Offering a neat diagnostic label may 
provide a tidy ending not only to the document but 
also to careful consideration of the patient and to the 
human interaction of patient and medical care team. 
The situation is similar to that in other medical special- 
ties, when a human being with a constellation of 
complaints and findings becomes ‘‘a diabetic" or “а 
missed abortion.” Psychiatric labels are poorly under- 
stood and anxiety provoking and frequently put dis- 
tance between consultant, consultee, and patient. 
However, diagnostic labels follow a medical tradition, 
help in structuring a set of observations or a differen- 
tial diagnosis, and are sometimes required by insur- 
ance companieg and regulatory agencies. In these 
cases the consultant can use a DSM-III formulation 
and number and explain it in the written consultation. 
(This is an opportunity to acquaint the consultee with 
DSM-III as a reference and as a demonstration of psy- 
chiatry's move toward greater diagnostic accuracy.) 
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' Sometimes a final diagnosis cannot be made at the 
time of consultation because certain data are lacking. 
This situation needs to be specifically identified to the 
consultee. For example, additional criteria for schizo- 
phrenic and affective disorders may require further 
observation of the illness over a specified -ime span. 
The psychiatrist is frequently zonsulted to decide 
whether the patient's pain is organic or functional and 
can only conclude (19) after carefal examination that it 
is neither—or both. The patient may have started out 
with an injury, but weeks or months of pain, spasm, 
anxiety, reactions in friends, relatives, and lawyers, 
and accommodations in life style obscure the clinical 
picture by the time the patiem: is admilted for а 
workup. 

The consultant's ability to appropriately say ''I 
don't know” is evidence of professional maturity. It is 
a good example for physicians in general, and in cases 
such as those we have describec, it serves two other 
functions. First, it helps the consultee to deal with the 
reality that all symptoms in such a patient require 
careful consideration. ''Organic ° patients may have 
"functional" complaints, and ‘ depressed" patients 
may have appendicitis or cancer; and often, as in 
pseudodementia, one directly relates to the other. 
Second, the psychiatrist may offer welcome empathy 
to the primary physician’s feelings of frustration, guilt, 
and annoyance by explicitly stating that these prob- 
lems are frustrating, guilt provoking, and annoying. 
Occasionally the consultant may find i: useful to 
explain how the patient's unexpzessed affects tend to 
provoke similar feelings in the ceretakers (15). “If the 
patient makes you feel helpless, he may be feeling 
helpless.”’ 

A discussion of the dynamics of the patient as an 
individual in the medical care situation is the most 
clinically useful summary of the consultant’s findings. 
In the case of the patient with borderline character 
disorder described earlier, the psychiatrist wrote, 


The patient desperately wants encouragement and sup- 
port from others, but is unable to express her needs 
directly and successfully. At times she is driven to make 
human contact by dramatic complaints and seductive 
behavior; at other times she witl draws inte rigidly con- 
trolled and controlling ritualistic behavior. Waen she fails 
and feels disliked, she may becorre so upset that she falls 
apart completely and is unable to function. 


Given this understanding (16), the primary service 
staff's behavior changed from avoidance tc approach, 
and the patient’s behavior, wh:le erratic, no longer 
was such an obstacle to her care. 


RECOMMENDATIONS 


The recommendations (or suggestions or treatment) 
section is sometimes the only aad often the first one 


854 HOW TO WRITE A PSYCHIATRIC CONSULTATION 


LI 


that the*consultee actually reads. In this section he or 
she hopes to find the answer to the problem, the 
fulfillment or embodiment of the implicit and explicit 
contracts between consultant and consultee. Like the 
. contract, its tone is confident, informative, and re- 
spectful of the professionalism of the recipient. Its 
content is scientific, reasonable, and practical. The 
recommendations constitute a comprehensive ap- 
proach to the clinical problem and a careful delineation 
of immediate and long-term management. For com- 
pleteness, important components of the approach that 
have already been performed may be listed and 
checked off. The consultant may also indicate for 
which of those remaining to be performed he or she is 
assuming responsibility and when and how the consul- 
tee will be apprised of results. 

Following is а suggested conceptual scheme for 
organizing the recommendations. 

First is the further workup to clarify the diagnosis, 
precipitating events, and/or resources. It may include 
laboratory tests for the diagnosis of abnormalities 
whether they are primary, such as serum alcohol level, 
or contributory, such as hematocrit. Workup also may 
require more history or history from other sources, 
such as old medical records, school files, employers, 
friends, and relatives. For example, a diagnosis of 
sleep apnea is often strongly suspected on the basis of 
the bed partner's report of loud snoring, apneic peri- 
ods, and gross physical restlessness. The psychiatric 
consultant may also point out the need for consultation 
by other specialists. 

The second category of recommendations is man- 
agement by consultee. It may include pharmacologic, 
social, psychotherapeutic, situational, or legal man- 
agement. The consultant may suggest the manipula- 
tion of drugs that are administered for the patient’s 
primary conditions but produce side effects, such as 
impotence and drowsiness, that are relevant to the 
consultation problem. He or she may recommend 
administration or withdrawal of psychotropic medica- 
tion. Specific detailed regimens should be suggested in 
the latter case, along with therapeutic and side effects 
to be anticipated. This is an effective way to communi- 
cate the medical relevance of psychiatry. 

Examples of legal management recommendations 
include ways of explaining a procedure to a patient to 
obtain and document informed consent and ways of 
determining legal mental competence. It is important 
to help the consultee differentiate medical/psychiatric 
questions from medicolegal ones. This may involve 
calling and quoting the hospital’s lawyer or suggesting 
that the consultee do so. Management of social and 
financial concerns is often crucial in designing an 
encompassing treatment plan. Recommendations for 
involving social workers, visiting nurses, public aid 
workers, and the chaplain or for assisting the patient in 
obtaining special equipment, such as wheelchairs, 
home dialysis equipment, or other special care de- 
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vices, are often pivotal in ensuring successful after- 
care. Such suggestions serve to guide the primary 
physician's attention toward holistic care (20) rather . 
than just symptom relief. 

The lines between situational, psychological, and 
psychotherapeutic interventions are sometimes diffi- 
cult to draw (21). There is a conceptual continuum. At 
one end is structuring, ordering the environment and 
Schedule of the disoriented patient with an organic 
brain syndrome, arranging for an interpreter for a 
frightened non-English-speaking patient, or obtaining 
permission for supporting relatives to remain with and 
care for the patient. In the middle of the continuum are 
recommendations for dealing with problems occa- 
sioned by the patient's character structure and re- 
sponse to the medical setting. A classic example is 
limit setting. An outline of the rationale and regimen 
for dealing with an abusive, constantly demanding, or 
engaging but draining patient and its implementation 
have a dramatically soothing effezt on the service staff. 
The consultant thus channels (22) frustrated feelings 
provoked by the patient into constructive behavior by 
the patient and staff, such as setting up a schedule of 
frequent but structured patient contacts or instructions 
about how, when, and why to call in hospital guards or 
the police. 

Next along the spectrum are recommendations for a 
general approach to the patient based on an under- 
standing of character structure. For those patients 
who are acutely sensitive to power issues, the consul- 
tant may suggest that the primary physician explain 
and phrase all orders in terms of choices. With other 
patients, who are overwhelmed by ambivalences, the 
caretakers may make a contract to offer straightfor- 
ward recommendations. The consultant may stress the 
need to reinforce the patient's desirable behaviors, 
downplaying preoccupations with symptoms and help- 
lessness and underscoring attempts to assume respon- 
sibility. The consultant can use personal knowledge of 
the primary physician's personality style by taking 
this, too, into account in framing this kind of recom- 
mendation. 

The other end of the spectrum is the recommenda- 
tion for formal psychotherapy. The consultant may 
recommend that the consultee encourage the patient to 
follow through on suggested psychotherapy or may 
suggest that a member of the primary medical team 
begin or continue a limited psychotherapeutic process. 
An experienced and sophisticated nonpsychiatric 
medical professional may wish and be able to do 
limited psychotherapy. Others on the medical team 
may use psychotherapeutic techniques for a patient 
who needs support and ventilation. These interven- 
tions may be on a one-to-one basis or may involve the 
patient's family. The psychiatric expert/consultant 
may offer advice as to the frequency. length, and 
duration of these sessions, 

The third main category of recommendations is 
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management by the consultant or care by a specialist 
in psychiatry. This category is largely self-explana- 
„tory. It includes recommendations for inpatient psy- 
chiatric hospitalization and outpatient psychothera- 
pies and behavioral, psychodynamic, hypnotic, and/or 
somatic psychiatric therapy (ECT, pharmacotherapy, 
biofeedback). If a referral to another psychiatrist is 
advised, the precise mechanism must be specified. 
When the consultant will continue to evaluate the 
patient, this needs to be agreed upon and specified. If 
no psychiatric follow-up is indicated at the time, this 
may be stated, along with an invitation to contact the 
consultant or a suitable substitute when necessary. 
The consultation then ends with an expression of 
appreciation for the referral and the legible or retyped 
signature and phone number of the consultant. Making 
his or her availability manifest is tangible evidence of 
the physician's professional responsibility. 


THE LIMITED OR NONCOMPREHENSIVE 
CONSULTATION 


Situations arise in which the usual complete psychi- 
atric evaluation is not requested and/or indicated. 
These consultations are termed "limited." The medi- 
cal or psychiatric picture may be emergent. The situa- 
tion in which the time available for workup is limited 
by the patient's condition, treatments, or imminent 
discharge is often a loaded situation and worthy of 
fuller discussion elsewhere. It inay be immediately 
clear that the patient needs inpatient psychiatric care. 
The treating service may have a specific limited re- 
quest for advice or information, e.g., ‘Will treatment 
with steroids pose a danger to this patient, who has a 
history of a schizophrenic break in the distant past?" 
In these cases, the consultant has a right and duty first 
to decide as an independent physician whether a 
limited consultation is appropriate and then to clearly 
and accurately title the written document for medical 
and legal clarity. Otherwise, the conceptual frame- 
work for deciding content, tone, and style is the same 
as that for a comprehensive consultation. 


CONCLUSIONS 


We hzve tried in this detailed dissection of the 
anatomy of the consultation document to share our 
growing awareness of the profundity and complexity 
of the issues involved in writing a consultation. These 
issues are often extensions of those faced by a liaison 
psychiatrist verbally managing a consultation. Al- 
though the array of delicate and demanding questions 
may seem formidable, our aim is not to overwhelm but 
rather to impress the reader with the range of choices 
and possibilities for having a constructive impact in 
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the written record as distinct from other liaison intef- 
actions. A psychiatric consultation is a rare opportuni- 
ty not only to help a patient and doctor in distress but 
also to communicate effective, lasting, im licit, and 
explicit messages about psychiatric theory and prac- 
tice and about psychiatrists as experts, colleagues, and 
individuals. 
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Effect of Length of Inpatient Treatment for Chronic 


Schizophrenia 


BY CAROL L.M. CATON, PH.D. 





Brief hospitalization policies have accompanied the dein- 
stitutionalization movement, yet length of inpatient stay in 
facilities under state and local administration remains quite 
varied. A l-year study of 119 chronic schizophrenic patients 
hospitalized in New York City between 1977 and 1979 
revealed that length of inpatient stay bore no relationship to 
subsequent hospitalization, treatment compliance, or clini- 
cal or social functioning in the community. Rather, a 
patient’s postdischarge experiences with treatment and sig- 
nificant others in the community were critical in determining 
subsequent use of inpctient services. This finding points to 
the need for wider application of briefer hospitalization 
policies for the discharzeable chronic schizophrenic patient. 
(Am J Psychiatry 139:§56-861, 1982) 





Ithough the deinstitutionalization movement has 

altered patterns of treatment for schizophrenia 
(1), the need for the psychiatric inpatient setting has 
not been eliminated (2). Treatment of new as well as 
former patients now usually consists of brief inpatient 
care (days or weeks) followed by outpatient aftercare, 
in contrast to the long-term inpatient treatment charac- 
teristic of the era of the asylum. Accompanying great- 
er reliance on community-based care has been a high 
rate of readmission to the hospital (3). Experimental 
studies of brief hospitalization (4—6) conducted during 
the postdeinstitutionalization era have reported rehos- 
pitalization rates of about 60% over 2 years, even 
when community treatment has been well controlled. 
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Moreover, well-designed investigations of the drug 
treatment of schizophrenia (7) have revealed that 
episodes of relapse requiring hospitalization occur 
despite continuous use of antipsychotic medicztion. 
An important innovation in the management of ch-onic 
mental illness has been the community-based 24-hour 
crisis team. Stein and Test (8) have demonstratec that 
such an approach can markedly reduce use of the 
inpatient setting when the patient's clinical picture is 
not clouded by substance abuse or dangerous or 
destructive behavior. While their model program was 
highly successful: in a medium-sized midwestern uni- 
versity town, it has riot been generalized to large, 
public systems of care in urban metropolitan areas 
mandated to serve patients with different ethnic, social 
class, and clinical characteristics (9). Thus, episodes 
of rehospitalization are a fact of life for the ch-onic 
schizophrenic patient managed in typical mental 
health delivery systems across the nation. 

While rehospitalizations have characterized the 
course of chronic schizophrenia, there is no consensus 
on the optimal duration of inpatient stay for each 
episode. Indeed, to my knowledge outcome of length 
of rehospitalization for chronic schizophrenia has not 
been systematically investigated. Studies of the effects 
of length of inpatient stay on subsequent outcome (4— 
6, 10-12) have dealt with mixed diagnostic groups at 
various stages of illness. Definitions of brief and 
standard lengths of stay have varied from one inresti- 
gation to another, making comparison of findings 
difficult. However, numerous reports (4—6, 10-12) 
have touted the benefits of brief hospitalization For 
example, Herz and associates' controlled trial (4) of 
brief (11 days) versus standard (60 days) hospitaliza- 
tion for patients with families found that brief hosbital- 
ization was associated with lower dollar cost and 
improved social functioning. Patients treated with 
brief hospitalization did not have a higher race of 
readmission to the hospital. 
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Despite convincing findings from well-designed 
studies, there continues to be considerable variation in 
the length of inpatient stay for chronic schizophrenic 
patients treated in facilities under different administra- 
tive auspices. Brief hospitalization has become part of 
routine psychiatric care in general hospitals with high 
per diem costs, a trend reinforced by the policies of 
insurance carriers and third-party payers. However, 
length of stay in state mental institutions has continued 
to be greater. It is unclear whether a longer stay is 
either necessary or of benefit to the chronically ill 
patient. The issue of length of stay is particularly 
relevant in an era when mental health program plan- 
ners are eager to shift resources from institutional 
settings to community programs. 

The investigation reported here examined facility 
differences in mean length of inpatient stay in a 1-year 
socioepidemiological study of chronic schizophrenic 
patients in New York City. This observation was the 
springboard for an exploration of the effects of length 
of inpatient stay on outcome. Length of stay was 
investigated in relation to sociodemographic charac- 
teristics of the study subjects, their clinical condition 
and prognosis at discharge, and the adequacy of 
discharge planning. Effects of length of stay on out- 
come in terms of rehospitalization, symptoms, social 
functioning, and treatment compliance during 1 post- 
discharge year were studied. The following questions 
were explored: Are different groups of chronic schizo- 
phrenic patients treated at facilities with differing 
lengths of inpatient stay?. What is the effect of length of 
stay on readiness for discharge and placement deci- 
sions? How important is length of stay in determining 
clinical and social functioning and hospital use after 
discharge? The findings have implications for the 
planning of community care for the chronic patient and 
the organization of services for this group. 


METHOD 
The Sample 


One hundred and thirty-four chronic patients with a 
hospital diagnosis of schizophrenia and a history of at 
least two previous hospitalizations were selected for 
the study. The index hospitalization episode was just 
one in a series that had taken place since onset of 
illness. Data on the postdischarge course were avail- 
able for 119 (89%) of the 134 patients. There was a 
deliberate attempt to select the high-risk chronic pa- 
tients by requiring at least two previous hospitaliza- 
tions. 

The study subjects ranged in age froni 18 to 55 years 
(mean of 34 years): Patients were excluded from the 
study if they were mentally retarded, blind, deaf, 
mute, or nonambulatory. The sample was primarily 
American black (60.596) and Hispanic (2096). More 
than 2076 of the patients had migrated to New York 
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City from Hispanic countries and the West Indies. 
About half of the patients in the sample were men and 
half were women. In addition, patients were almost 
exclusively in social classes IV апа V. according to the 
Hollingshead Index of Social Position (13). 


Procedure 


Patients were asked to participate in the study while 
in the hospital and were studied for 1 year in the 
community. Data on hospital treatment, social and 
prognostic characteristics, clinical and social readi- 
ness for release, and discharge planning were gathered 
before the patient's release from the hospital. Key 
dependent and independent variables were monitored 
at quarterly intervals throughout the year by inter- 
viewers trained in the use of behavioral and environ- 
mental rating scales. Formal reliability studies preced- 
ed data collection. | 

‘Outcome was defined in a multidimensional manner 
and included clinical and sociai functioning as well as 
rehospitalization. Dimensions of outcome were moni- 
tored at quarterly intervals during the year. All rehos- 
pitalization episodes were carefully and precisely re- 
corded. Dates of admission and subsequent discharge 
from specific facilities were obtained from the patient, 
significant others including landlords of single-room- 
occupancy hotels, and staff of psychiatric treatment 
programs. All rehospitalization data were then verified 
with hospital records. 

Independent variables included sociodemographic, 
prognostic, clinical, treatment, and environmental fac- 
tors. Social background data were obtained during an 
interview with the patient bezcre his or her release 
from the hospital. Because tne subjects were poor 
historians, it was not feasible to administer a research 
instrument to measure premorbid social adjustment. 
Work history and marital history were substituted as 
indicators of adjustment potential. As part of the 
discharge planning interview, staff involved in caring 
for the patient in the hospital were queried on their 
expectations that the patient would be able to remain 
out of the hospital. Each patient was rated on progno- 
sis (1=good, 4=guarded). 

One day before discharge, patients were inter- 
viewed with the Psychiatric Evaluation Form (14), a 
research instrument to assess levels of psychopatholo- 
gy. This instrument is a 20-minute semistructured 
interview that bears a close correspondence to the 
traditional psychiatric evaluation. It uses a 6-point 
scale to rate the frequency and intensity of psycho- 
pathology during the 2-week period before the inter- 
view (1=попе, 6=severe). Symptoms include antiso- 
cial and suicidal behavior. A ca-egory was devised for 
the so-called positive symptoms of schizophrenia and 
included the following items from the Psychiatric 
Evaluation Form: hallucinations, delusions, paranoia, 
disorientation, agitation, speech disorganization, bi- 
zarre affect or behavior, and grandiosity. A Global 
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Assessrhent Scale (15) rating of functional status was 
based on the Psychiatric Evaluation Form interview 
(0=ітраігей, 100=healthy). 

In the week before a patient's discharge from the 
hospital, staff involved in discharge planning were 
interviewed to probe a patient's readiness for release, 
plans for community treatment, prognosis for remain- 
ing in the community, and the adequacy of the commu- 
nity environment. А new research instrument called 
the Discharge Planning Schedule was developed to 
study the process of discharge planning. It contains 4- 
point ratings on the adequacy of discharge planning in 
Six specific areas: drug, aftercare, and rehabilitative 
treatment and the patient's living arrangement, daily 
activities, and economic support. Staff were queried 
about the patient's needs and about efforts to arrange 
for and implement community treatment programs. 
The research staff rated the adequacy of discharge 
planning. A detailed description of the Discharge 
Planning Schedule—including its use, reliability, and 
validity—has been presented elsewhere (16). The anal- 
ysis reported here examined a global assessment of the 
adequacy of discharge planning for the living arrange- 
ment and aftercare treatment (1=adequate, 2-fair, 
3=poor, 4=grossly inadequate). 

Following a patient’s discharge, treatment compli- 
ance and features of the natural social environment 
were monitored at quarterly intervals over the study 
year. A patient selt-report rating of adherence to 
antipsychotic drug and psychosocial treatments was 
obtained. A year-long measure of treatment adherence 
was derived by computing the mean of the four 3-point 
ratings for each subject (1=regularly, 2=intermittent- 
ly, 3=not at all). Adherence to drug and aftercare 
treatments was measured separately. Because the 
concordance of the two measures was high (r=.56), 
only one measure—adherence to aftercare treat- 
ment—was used in this analysis. | 

Environmental variables were assessed with the 
Community Care Schedule (17), a companion instru- 
ment to the Discharge Planning Schedule. It contains 
4-point rating scales that characterize the patient's 
living environment in the community (1-adequate, 
4—grossly inadequate). Trained interviewers assessed 
the adequacy of the physical environment (overcrowd- 
ing, adequacy of housing) and the socioemotional 
environment (social support, interpersonal stress). 
Support was defined as the level of understanding and 
help that significant others may provide for the patient 
and the frequency cf contacts. Stress in the living 
arrangement involved the frequency and intensity of 
interpersonal conflicts in the patient's home. Year- 
long measures were created by weighting each assess- 
ment by the time spent in the community for each 3- 
month period, summing the weighted measures across 
the year, and dividing by total time in the community. 
А formal reliability study of the Community Care 
Schedule was conducted with 20 patients randomly 
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assigned to 2 raters. Intraclass correlation coefficients 
ranged from .60 to .98, with the majority of scores 
falling between .75 and .90. 


Hospital and Community Treatment 


For the index hospitalization episode under study, 
half of the patients were chosen from three administra- 
tively separate inpatient units of the state hospital 
serving northern Manhattan, and half were chosen 
from three acute-care inpatient facilities within each 
catchment area (Harlem, Morningside, and Washing- 
ton Heights). There were marked differences in mean 
length of inpatient stay in the facilities from which the 
patients were selected (see table 1). The mean length 
of stay in acute facilities was 21 days, compared with 
70 days in the state units. ; 

The type of treatment offered in acute-care and state 
hospitals can best be described as eclectic. It is 
notable that there was no therapeutic community to be 
found among the study facilities. The common goal of 
inpatient care was to stabilize the patient*with neuro- 
leptic medication while initiating discharge planning 
for community services in preparation for the patient’s 
early release from the hospital. Hospitals differed in 
use of neuroleptic medication. Two of the state hospi- 
tal units used lower daily doses of antipsychotic drugs, 
as measured in chlorpromazine equivalents, than did 
the brief-stay units (means of 763+758 and 815+642 
versus 1114+748 to 1602+ 1484; F=2.67, p<.05). 

All patients were referred to outpatient programs in 
their catchment areas after discharge from the hospi- 
tal. As is typical of many comprehensive mental health 
programs, the system of community care in northern 
Manhattan is based in each hospital’s psychiatric 
service. Clinic-based aftercare treatment, tailored to 
individual needs, included medication maintenance, 
group and individual therapy, and day hospital care. 
No attempt was made to control or manipulate the 
subjects’ inpatient or community treatment. Rather, a 
goal of the study was to examine the effect of naturally 
occurring patterns of care. 


Analysis 


Analysis of variance was used to study the relation- 
ship between mean length of inpatient stay and soci- 
odemographic characteristics of study subjects. The 
same approach was used to study the relationship of 
treatment unit to the patients’ clinical and prognostic 
status at discharge and the adequacy of discharge 
planning. A stagewise multiple regression technique 
was then used to examine the effect of length of 
inpatient stay on the number of rehospitalization epi- 
sodes during the study period, the level of psychotic 
symptoms in the community, socia] functioning, and 
compliance with community treatment during the 
study period. Other independent variables were select- 
ed for entry into the regression analyses after their 
intercorrelations were explored. , 
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TABLE 1. Mean Length of inpatient Stay for 119 Chronic Schizo- 
phrenic Patients Treated in 3 Brief-Stay (Acute-Care) and 3 Long-Stay 
(State) Facilities 





Mean Length of 








Hospital Number of Subjects Stay (days) 
: Brief-stay 

1 21 15 

2 19 17 

3 18 33 
Long-stay 

4 20 51 

5 22 84 

6 19 75 
FINDINGS 


Are Different Groups of Patients Treated at 
Facilities with Differing Lengths of Inpatient Stay? 


The study group was homogeneous in terms of 
hospital diagnosis, prior hospitalization, and social 
class. Analysis of variance of mean length of stay by 
sociodemographic variables revealed no significant 
differences in age, marital status, race, social class, or 
employment history. There were expected racial dif- 
ferences in study facilities serving the various catch- 
ment areas in northern Manhattan. Although sex 
breakdown in the sample was about even, there was a 
tendency for more women to have received treatment 
in the acute-care facilities, while more men were 
treated at the state hospital. There were no major 
differences by treatment unit in the number of patients 
with antisocial behavior or belligerence. While there 
were treatment unit differences in the number of 
patients with suicidal behavior, suicidal patients were 
not concentrated at long-stay units. 


What is the Effect of Length of Stay on Readiness 
for Discharge? 


It has been contended that patients treated with 
brief hospitalization are often subject to premature 
release before their symptoms of psychosis have sub- 
sided. А patient's clinical readiness for release from 
hospital was assessed on the day before discharge with 
the Psychiatric Evaluation Form. The Global Assess- 
ment Scale score was also investigated at this time. In 
addition, the staff's prognosis for the patient's level of 
adjustment in the community was studied. 

A measure of severity of illness at hospital admis- 
sion was not available. It is possible that differences 
existed among patients treated at the various units. 
Table 2 presents data from an analysis of variance of 
discharge symptom ratings by treatment unit. There 
were no significant differences in positive symptoms, 
level of functioning as assessed by the Global Assess- 
ment Scale, or staff-rated prognosis at discharge 
among patients treated on the six units. Patients 
treated on brief-stay units were not discharged with 
any greater level of clinical impairment than were 
patients treated at the state hospital. In addition, there 
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was,no relationship between length of stay anti social 
functioning at discharge when sex differences among 
the units were controlled. 

One of the important studies of brief hospitalization 
focused only on patients with families. Herz and 
associates (4) were careful not to generalize findings 
from their study to patients in all types of living 
arrangements; they suggested that a longer stay may 
be required to work out adequate discharge plans 
when a patient does not have à family with whom to 
live. Patients in the present study returned to a variety 
of community living arrangements, includ:ng family, 
single-room-occupancy hotels, and their own apart- 
ments. Analysis of variance revealed no significant 
relationships between length of stay and type of living 
arrangements in the community. Analysis of variance 
also revealed no significant relationships between rat- 
ing of adequacy of discharge planning for the living 
arrangement, by type of living arrangement (see table 
3); this finding indicates that longer hospital stay was 
not required to conduct adequate discharge planning 
for patients in nonfamily settings. 


How Important Is Length of Stay in Determining 
Functioning and Hospital Use After Discharge? 


Fifty-eight percent of the patients were rehospital- 
ized within 1 year, and 60% of these were rehospital- 
ized more than once. The rehospitalization rate was 
comparable to that found in ал untreated group (18). 
Sixty-one percent of the study patients had at least one 
positive symptom (a score of 3 or more on a scale of 1, 
no symptoms, to 6, severe symptoms) some time 
during the follow-up year. At any single assessment, 
however, the proportion of patients with one positive 
symptom ranged from 33.6% to 46.4%. Social func- 
tioning tended to be poor, as evidenced by the fact that 
only 27% of the subjects worked at any time during the 
follow-up year. Fourteen (12% worked full-time for 
pay, but only 1 person did sc on a continuous basis 
during the period of investigation. Seventeen percent 
of the patients complied with aftercare during the 
study year. 

To study the effects of length of stay or outcome, a 
series of stagewise multiple regression aralyses were 
conducted; length of stay was entered as an indepen- 
dent variable into a model in which social and prognos- 
tic variables and discharge assessments were con- 
trolled. The effect of community treatment and the 
community environment were also studied. Partial 
correlations showed no significant relationship be- 
tween length of inpatient stay and any mejor Outcome 
variables (number of rehospitalization episodes, level 
of positive symptoms, social functioning, or aftercare 
compliance). 

Use of the psychiatric inpatient setting was much 
more dependent on the nature of aftercare treatment 
and the features of the patient's community environ- 
ment (the postrelease experience) then on length of 
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TABLE 2.* Discharge Assessments of 119 Chronic Schizophrenic Patients in 6 Hospitals? 














Global Assessment Scale Score? Positive Symptoms. Staff Prognosis 
Hospital Number of Subjects Mean SD Number of Subjects Mean SD Number of Subjects Mean SD 
Brief-stay 
1 20 53.1 8.3 19 1.24 ‚28 2 2.32 93 
2 18 48.1 9.2 18 1.41 .49 19 2.68 95 
3 18 51.5 9.3 18 1.36 .51 18 2.94 .80 
Long-stay 
4 20 48.4 9.5 20 1.32 41 2 2.95 .83 
5 2 49.3 9.9 22 1.23 31 271 2.76 .89 
6 19 52.2 9.4 19 1.20 .37 19 2.37 .68 





ап some cases sample size was less than 119 due to missing data on one of the variables studied. 


*0- impaired, 100 healthy; F=.97, n.s. 
*ó-none, 6=severe; F=.86, n.s. 
31z good, 4=guarded; F=1.4:, n.s. 


TABLE 3. Analysis of Variance of Length of Stay and Living Arrange- 
ment in the Community and of Rating of Adequacy of Discharge 
Planning for the Living Arrangement for 119 Chronic Schizophrenic 
Patients 





Rating of 
Adequacy of Discharge 


Length of Stay Planning £or the 








Living (days)? Living Arrangement? 
Arrangement N Mean SD N Mean SD 
Nuclear family 22 33 29 22 1.71 64 
Parents 15 52 70 16 1.81 74 
Sibling or relative 10 29 24 13 1.69 71 
Friend 6 32 21 8 1.75 98 
Single-room- 

occupancy hotel 26 68 62 23 2.08 72 
Alone in own 

apartment 30 42 80 29 1.97 .83 


This analysis was based on 109 patients; F=1.18, n.s. 
This analysis was based on 111 patients; F=1.27, n.s. 


TABLE 4. Stagewise Multiple Regression Analysis Exploring the 
Effect of Predictor Variables on the Number of Rehospitalizations of 
119 Chronic Schizophrenic Patients During One Year 








Independent Variable r? Change (%) г? F Ratio 
Discharge prognosis* 4.4 .044 .94 
Adequacy of discharge 

planning for. aftercare 9.8 .142 11.54* 
Hospital 4.9 .191 5.23¢ 
Aftercare compliance? 4.1 .232 5,52¢ 
Social supporti 4.8 279 6.33° 
Interpersonal stress? 4.6 .326 6.48* 





aShort-term prognosis for the study year as rated by hospital staff. 
*p«.01. 
©р<.05. 
*Year-long assessments weigated by time spent in the community. 


inpatient stay. Table 4 shows a stagewise multiple 
regression analysis with number of rehospitalizations 
in the postdischarge year as the dependent variable. 
To summarize procedures and findings from this anal- 
ysis, a preliminary correlational study identified im- 
portant variables for the regression analysis. There 
were no significant relationships between number of 
rehospitalizations and sociodemographic characteris- 


tics of study subjects, their clinical condition at dis- 
charge, or length of inpatient study. When discharge 
prognosis, adequacy of discharge planning, and type 
of hospital were controlled, aftercare compliance, 
social support, and interpersonal stress in the social 
environment accounted for 13.5% of the variance in 
number of rehospitalizations. Together, the environ- 
mental factors, i.e., social support and interpersonal 
stress, accounted for 9.4% of the variance. Approxi- 
mately 33% of the variance was accounted for by the 
model developed in this analysis. The findings empha- 
size the key role of the patient’s social environment in 
length of time spent in the community; this factor was 
identified in previous studies on this topic (19, 20). 


DISCUSSION 


The findings in this study underscore the merits of 
brief hospitalization that have emerged from con- 
trolled studies of this intervention. Brief inpatient stay 
did not result in a higher rehospitalization rate, a 
higher level of symptoms at discharge or in:the com- 
munity, more impaired social functioning, or greater 
noncompliance with community treatment. Defini- 
tions of brief and standard length of stay have varied 
from one investigation to another; it should be noted 
that the mean length of stay of 21 days for brief 
treatment in this study is the same as that found in the 
study conducted by Caffey and associates (6) and 
twice that defined by Herz and associates (4). Howev- 
er, the longer stay of 70 days is roughly comparable to 
standard treatment in Herz and associates' study. 

While it is difficult to conclude that 21 days of brief 
treatment are more or less effective than 11 days, the 
data reported here suggest that a length of stay of 70 


. days has no advantages over a briefer inpatient stay. 


State hospitals with traditionally longer inpatient stays 
could begin to reduce days in the hospital without risk 
to the patient's clinical and social adjustment in the 
postrelease period. Briefer inpatient treatment would 
enable state hospital systems to accelerate the transfer 
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of resources from institutional care to the development 
of community treatment programs. 


Clinical wisdom and experience dictate that psychi- 


atric hospitalization will be necessary at various times 
throughout the life course of the chronic schizophrenic 
patient. Adequate clinical management can keep re- 
hospitalization episodes at a minimum. Toward this 
end, the multiple regression analysis of predictors of 
rehospitalization showed quite vividly that treatment 
and environmental influences in the community setting 
are more critical factors in determining outcome for 
the chronic schizophrenic patient than is length of 
inpatient stay. The community setting is ‘“where the 
action is‘’ in determining use of the psychiatric inpa- 
tient facility over time. 


Study of the effect of length of inpatient stay on goal 


achievement for patients with different levels of chro- 
nicity and various diagnostic, clinical, and social char- 
acteristics should continue. However, there is a need 
for research on new treatments for'the chronic mental 
patient in the community setting. Careful monitoring 
of treatment and of environmental variables and varia- 
bles characterizing mental health delivery by case 
managers at periodic intervals might prevent a sub- 
stantial number of readmissions to the hosptial for 
chronic schizophrenia. The patient's social life and 
natural community environment are very important in 
understanding both the course of the illness and use of 
mental health services. Early intervention is warrant- 
ed in the family and other living settings to reduce 
stress, mobilize social supports, and administer essen- 
tial psychopharmacologic treatment at home before a 
rehospitalization becomes necessary. 
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Comparison of the Effects of Cognitive Therapy and 


Pharmacotherapy on Hopelessness and Self-Concept 
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AND STEVEN D. HOLLON, PH.D. 





The authors examined the effects of cognitive therapy and 
imipramine on hopelessness and self-concept in 35 unipolar 
nonpsychotic depressed outpatients who were treated with 
either modality over approximately 11 weeks. Compared 
with imipramine, cognitive therapy resulted in significantly 
greater improvements in hopelessness and more generalized 
gains in self-concept. Thus, cognitive therapy may offer a 
particular advantage in reducing hopelessness and improv- 
ing low self-concept in depression. (Am J Psychiatry 139: 
862-866, 1982) 





urrent treatments for depressive disorders may be 

broadly classified into pharmacotherapy and psy- 
chotherapy. To date, outcome studies comparing the 
two forms of intervention have reported varying re- 
sults. In three earlier studies (1-3), pharmacotherapy 
was superior to psychosocial treatment in reducing 
depressive symptoms. On the other hand, the psycho- 
therapy studied often improved social adjustment and 
interpersonal relations. 


More recent comparative studies have contrasted. 


more structured and highly specified psychotherapies 
with pharmacotherapy. We found (4) cognitive thera- 
py to be more efficacious than imipramine in reducing 
depressive symptoms. McLean and Hakstian (5) came 
to similar conclusions in their comparison of behavior- 
al-cognitive therapy and amitriptyline. Weissman and 
associates (6) found interpersonal therapy and amitrip- 
tyline nearly equivalent in a direct comparison of these 
two treatments. Onlv one recent report (7) has evaluat- 
ed whether there is a difference in how the two 
treatments affect particular depressive symptoms. 
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In this report we examine the impact of imipramine 
and cognitive therapy on hopelessness and self-con- 
cept. Since cognitive therapy is designed to reduce 
negative views of self and future, this therapy should 
be more effective than imipramine in improving self- 
concept and reducing hopelessness (8). On the other 
hand, antidepressant chemotherapy, which presum- 
ably acts at the level of the limbic system, can be 
expected to be more effective in improving vegetative 
symptoms such as sleep and appetite disturbances. If 
cognitive therapy reduces cognitive distortions more 
than does pharmacotherapy, then indirect support for 
the cognitive theory of depression may be inferred 


(9). 


METHOD 


The subjects were 35 depressed outpatients who 
completed a mean of approximately 11 weeks of 
outpatient treatment with either cognitive therapy 
alone (N=18) or imipramine hydrochloride (N=17) 
(self-concept data were not available for 3 patients 
who received imipramine). All patients met the follow- 
ing inclusion criteria: 1) Beck Depression Inventory 
(10) score of 20 or higher, 2) Hamilton Rating Scale for 
Depression score of 14 or higher, 3) definite primary 
depressive syndrome diagnosis according to the 
Feighner criteria (11), 4) absence of other major psy- 
chopathology (e.g., schizoaffective, schizophrenia, bi- 
polar illness), absence of hallucinations or delusions, 
and absence of a medical history contraindicating 
imipramine or a prior poor response to this agent. All 
patients would have been diagnosed as having depres- 
sive neurosis according to DSM-II. On retrospective 
inspection of our data, virtually all of the subjects 
would have qualified for a DSM-III diagnosis of non- 
psychotic unipolar major depressive disorder. 

Subjects were randomly assigned to either individ- 
ual cognitive therapy or imipramine. Imipramine treat- 
ment was accompanied by weekly 15—20-min nonspe- 
cific supportive sessions with the clinician. Clinical 
and self-ratings to assess depressive symptoms and 
self-ratings to assess hopelessness were completed 
weekly. Self-concept self-ratings were completed ev- 
ery 2 weeks. In addition, all ratings were completed 1 
week before active treatment began. Details of subject 
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selection and treatment methods are available else- 


"where (4, 12). 


We reported results of the outcome and follow-up of 
depressive symptoms in earlier publications (4, 12). 
Briefly, before treatment the treatment groups had 
equivalent levels of depression as measured by the 
Beck Depression Inventory (t=—1.23, df=33, p<.23) 
and Hamilton Rating Scale for Depression (t=—.80, 
df=33, p<.43). By the end of treatment, both treat- 
ment groups showed significant decreases in depres- 
sion, as measured by self-rating (Beck scale) and 
clinician-completed rating (Hamilton scale). The group 
treated with cognitive therapy showed significantly 
greater improvement on these measures than the phar- 
macotherapy group. At 1-уеаг follow-up, those who 
had been in cognitive therapy showed significantly 
fewer depressive symptoms on the self-report (Beck 
scale). Although fewer symptoms were also found on 
the Hamilton scale at 1-year follow-up, statistical 
significance was not achieved. 

In this paper we report on measures of cognition 
(hopelessness and self-concept) during the active 
treatment phase. View of the future was assessed with 
the Hopelessness Scale, a 20-item, true-false self- 
report that measures pessimistic views of the future. 
Total scores range from 0 to 20, with higher scores 
indicating greater hopelessness. The Hopelessness 
Scale was originally devised from a test of attitudes 
about the future (L. Heimberg, ‘‘Development and 
Construct Validation of an Inventory for the Measure- 
ment of Future Time Perspective," master's thesis, 
Vanderbilt University, 1961) and from items supplied 
by clinicians as representative of comments by hope- 
less patients. The Hopelessness Scale has a high 
internal consistency (r—.93) in diverse patient samples 
(13). It correlates with other clinical and self-ratings of 
hopelessness and is sensitive to changes in depressive 
symptoms. 

The Miskimins Self-Goal-Other II (14, 15), a mea- 
sure of self-concept, is a self-rating that contains 12 
trait items that consist of adjective pairs such as 
"happy-sad'' and ‘роса looking-ugly.’’ Subjects indi- 
cate on a 9-point continuum where they currently 
place themselves on each dimension (self), where they 
would ideally like to be (goal), and how they think 
others see them (other). Discrepancies between view 
of the self and goal are calculated by computing the 
difference between self and goal scores for each item 
and adding the differences for all items. Similar calcu- 
lations are carried out to compute the discrepancy 
between view of the self and the view believed to be 
held by others. Items 1-4 rate self-concept generally, 
5-8 evaluate social aspects, and 9-12 cover emotional 
areas. Therefore, the differences between self and goal 
scores on the first 4 items were combined to create a 
self-goal general total, and the differences between self 
and other scores were combined to create a self-other 
general total. Tota|s were similarly computed for items 
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5-8, to create self-goal and self-other social scale 
scores, and the totals of differences on items 9—12 
were considered self-goal and self-other emotional 
scale scores. 

The general subscale contains the descriptive items . 
of ‘‘smart-dumb,”’ “воой person-bad person," ‘‘good 
looking-ugly,’’ and ‘‘can do many jobs-can't do many 
jobs." The social subscale contains the following 
items: ‘‘friendly-not friendly," “like to be with peo- 
ple-like to be alone," “һауе good manners-have bad 
manners," and “саге about people's feelings-don’t 
care about people's feelings.” The emoticnal subscale 
contains the affect-related items of ‘‘happy-sad,”’ ''re- 
laxed and comfortable-tense and upset,” feel sure of 
myself-not sure of myself," and ''alert and lively-dull 
and slow." 

The Miskimins Self-Goal-Other II is a shorter, sim- 
plified version of the original measure, the reliability 
and validity of which are well established (15). The 
two forms are highly related (subscale correlations 
range from .43 to .78, all of which are significant at the 
p<.05 level). The test-retest reliability of the Miski- 
mins Self-Goal-Other II has been reported (14) to be 
highly significant. 

The direction and extent of change in scores on the 
Hopelessness Scale and the Miskimins scale were 
evaluated with repeated measures analyses of covari- 
ance and two-tailed paired t tests. Missing data were 
filled in with endpoint analysis (3), in which the last 
preceding score for a subject is used to fill in for a 
missing score. For subjects who terminated treatment 
early, the last score was carried through the remaining 
weeks. 


RESULTS 


We compared symptom improvement on the Hamil- 
ton Rating Scale for Depression with improvement in 
hopelessness and self-concept. Individual change 
scores were computed by subtracting the posttreat- 
ment from the pretreatment value for each subject on 
the Hopelessness Scale, the total self-goal ratings on 
the Miskimins scale, the Miskimins self-goal general 
subscale, and the Hamilton scale. Ther: the change 
scores on the Hamilton scale were correlated with the 
change scores on the three other measures for each 
treatment group. Changes on the Hopelessness Scale 
were positively correlated with Hamilton scale 
changes for both the cognitive therapy group (r=.50, 
df=16, p<.03) and the pharmacotherapy group (r=.65, 
df=15, p<.005). However, changes on the Miskimins 
self-concept scales were not significant.y correlated 
with Hamilton scale changes for either treatment con- 
dition. Thus, hopelessness and overall depressive 
symptomatology were positivelv related, whereas self- 
concept appeared to have tapped a different dimen- 
sion. 


864 EFFECTS OF COGNITIVE THERAPY AND PHARMACOTHERAPY 


FIGURE 4. Mean Hopelessness Scale Scores of Depressed Patients 
Treated with Cognitive Therapy or Imipramine ` 
0---.-o Cognitive therapy (N=18) 
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Hopelessness 


Figure 1 shows the relationship between hopeless- 
ness and length of treatment for both groups; the two 
treatment groups did not differ in pretreatment hope- 
lessness ratings (t—.198, df=33, p<.85). However, 
beginning at week 2 and continuing throughout treat- 
ment, cognitive therapy was consistently associated 
with lower hopelessness scores. 

We conducted two analyses of covariance. A re- 
peated measures analysis of covariance with pretreat- 
ment hopelessness scores as covariates yielded a 
significant main effect for the number of weeks of 
treatment, reflecting the decrease in hopelessness 
scores during treatment (F=5.35, df=9, 297, p<.001). 
Although not statistically significant, the group effect 
was suggestive of a difference between treatment 
groups in hopelessness scores (F—2.61, df=1, 32, 
p«.12). This supports the observation that consistent- 
ly lower mean hopelessness scores were obtained by 
the cognitive therapy group. 

A second analysis of covariance was conducted to 
assess changes in hopelessness with each treatment 
condition during the first weeks of therapy, when the 
maximum changes in overall depressive symptoms 
occurred. Treatment was grouped into two periods: 
weeks 1-5 (early) and 6-10 (late). A significant main 
effect for treatment group was found (F=4.29, df=1, 
65, p<.05), indicating that the cognitive therapy group 
obtained significantly lower hopelessness scores than 
the imipramine group. In addition, a significant main 
effect for treatment period was found, reflecting the 
lower hopelessness scores during the second half of 
treatment for both treatment groups (F=4.36, df=1, 
65, p<.05). No significant interaction was found. 


Am J Psychiatry 139:7, July 1982 


Self-Concept p 

Table 1 presents the pretreatment and posttreatment, 
scores on the Miskimins self-concept subscales. Self- 
goal and self-other discrepancies on the general sub- 
scale improved significantly during treatment, as evi- 
denced by significant effects for weeks of treatment in 
analyses of covariance (self-goal: F=2.28, df=9, 270, 
p<.02; self-other: F=3.94, df=9, 270, p<.01). Paired t 
tests comparing pre- and posttreatment scores showed 
significant decreases on these subscales for cognitive 
therapy but not for imipramine. Corrected means 
(derived from analysis of covariance) оп the self-goal 
ratings of the general subscale for the cognitive thera- 
py group were below those for the imipramine group at 
all points during weeks 2-10. Thus, cognitive therapy 
appears to have an advantage over imipramine in 
reducing self-goal and self-other discrepancies in gen- 
eral aspects of self-concept. ` 

Self-goal discrepancies on the social subscale 
showed a trend toward a significant decrease with 
cognitive therapy by paired t test (t=1.76, df=17, 
p<.10). Further, the analysis of covariance tended to 
favor cognitive therapy (F=3.32, df=1, 29, p<.08). 
The corrected mean scores of the group receiving 
cognitive therapy were lower for all weeks (1-10) than 
those of the group receiving imipramine. The treat- 
ment effect for the self-other discrepancy on the social 
subscale was not statistically significant (F—0.15, 
df=1, 29, p<.71). Thus, compared with imipramine, 
cognitive therapy may lead to greater reduction in self- 
goal, but not self-other, social discrepancies. 

Analyses of covariance on the self-goal and self- 
other ratings on the emotional subscale showed signifi- 
cant effects for weeks of treatment (self-goal: 
Е=14.13, df=9, 270, p<.001; self-other: F=3.47, 
df=9, 270, p<.001), with scores decreasing as treat- 
ment continued. Both treatment groups had significant 
decreases in their scores on the self-goal rating on the 
emotional subscale (cognitive therapy: t=3.87, df=17, 
p<.001; imipramine: t=3.71, df=13, p<.003), whereas 
the self-other rating on the emotional subscale signifi- 
cantly decreased for the imipramine group only 
(t=4.80, df=13, p<.001). An examination of the cor- 
rected means on this subscale across treatment weeks 
revealed that at all points between weeks 2 and 10 the 
patients receiving imipramine scored lower than those 
in cognitive therapy. Thus, drug treatment may be 
better than cognitive therapy at reducing the discrep- 
ancy between patients’ ratings of themselves and their 
ratings of how they think others see them in emotional 
areas. 


DISCUSSION 


Both cognitive therapy and pharmacotherapy were 
associated with significant reductions in hopelessness 


à 
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TABLE 1. Scores on the Miskimins Self-Concept Scale of Depressed Patients Treated with Cognitive Therapy or Imipramine • 





Cognitive Therapy Group (N=18)* 


Imipramine Group (Is=14)> 








Pretreatment Score 


Posttreatment Score 


Pretreatment Score Posttreatment Score 











Miskimirs Subscale* Mean SD Mean SD Mean SD Mean SD 
General 
Self-gcal 10.89 5.16 8.28 4.14 10.14 5.93 3.71 4.81 
Self-other 5.39 3.11 2.94 2.94 4.59 4.05 3.36 1.98 
Social ' . 
Self-goal 7.36 4.83 5.83 3.96 8.68 6.61 9.07 5.14 
Self-other 3.92 2.41 3.17 3.01 4.64 2.53 4.07 3.00 
Emotional 
Self-goal 22.83 5.02 15.87 7.44 22.21 7.87 14.21 7.05 
Self-other ‘7.28 4.03 5.42 4.69 9.64 4.09 4.46 2.62 





- Significant differences between pre- and posttreatment scores on the self-goal (t=2.72, df=17, p<.02) and self-other (t=3.69, df=17, p<.02) ratings on the 


general subscale and on the self-goal rating on the emotional subscale (t=3.87, df=17, p«.001). 
‘Significant differences between pre- and posttreatment scores on the self-goal (t=3.71, df=13, p<. 003) and self-other (1=4.80, df= 13, p<.001) ratings on the 


emotional subscale. 


*Subscale scores are differences between how the subjects rated themselves and how they would like to be (self-goal) and between how they rated themselves 


and how they thought others saw them (self:other). 


and some improvements in self-concept. These find- 
ings are consistent with our previous reports (4, 12) of 
significant'reductions in depressive symptoms as mea- 
sured by both self-report and clinician ratings with 
both treatment conditions. 

Although changes i in hopelessness were significantly 
related to changes in overall depressive symptomatol- 
ogy, changes in self-concept were not. Thus, self- 
concept may tap more trait characteristics than does 
hopelessness. 

Cognitive therapy exceeded imipramine in its im- 
pact on both hopelessness and self-concept. The major 


‘difference between treatments in effect on hopeless- 


ness occurred within the first 5 weeks of treatment. 
This difference cannot be attributed to differences 
between the two groups in overall depression symp- 
toms, since the groups were equivalently depressed 


according to both the Hamilton and Beck scales at that 


point. A report presented by Blackburn and Bishop at 


‘the First World Congress on Behavior Therapy in 


Jerusalem, July 1980, corroborated these findings; 
they found that cognitive therapy produced a greater 
reduction in hopelessness than did pharmacotherapy 
in depressed outpatients. These findings offer indirect 


support for the cognitive theory of depression (16, 17). 


The difference in effects of the two treatments оп 
hopelessness may have important clinical implica- 
tions. Hopelessness and suicidal intent are highly 
correlated (18, 19). If cognitive therapy produces a 
greater reduction in hopelessness than does antide- 
pressant drug treatment, an important reduction in 
suicidal intent may also ensue. Clinical lore suggests 
that patients who are beginning to respond to chemo- 
therapy are at an increased risk of suicide. Some 
' clinicians have suggested that pharmacotherapy may 
increase energy levels and lessen functional impair- 
ment, whereas hopelessness and suicidal ideation are 
less rapidly ameliorated, thereby enabling the patient 
to act on his or her self-destructive intent. Perhaps 
cognitive change techniques that reduce hopelessness 


may be combined with chemotherapy to decrease the 
risk of suicide during initial phases of trzatment. 

In this study cognitive therapy was associated with 
more generalized improvements in self-concept than 
was pharmacotherapy. Althcugh drug treatment im- 
proved emotional well-being, it did no: significantly 
improve general and social aspects of self-concept. On 
the other hand, cognitive therapy was associated with 
significant or trend improvements in one or both 
discrepancies on all three (sozial, emotional, and gen- 
eral) dimensions of self-concept. Thus, cognitive ther- 
apy appears to have a broader impact on self-concept 
than does pharmacotherapy. 

Apparently, cognitive therapy more profoundly re- 
duces both negative views of the self (self-concept) 
and negative views of the future (hopelessness) than 
pharmacotherapy. Negatively distorted views of the 
self and the future (along with a similarly biased 
perspective on the world) constitute salient aspects of 
depression that may be causally related to many of the 
other symptomatic manifestations of depression, ac- 
cording to cognitive theory (9, 19). ` 

The therapeutic methods derived from cognitive 
theory do appear to specifically correct negative 
views. On the other hand, less profound but significant 
improvements in negative views of the future and self 
also occurred with pharmacotherapy. These changes 
may be secondary consequences of a restored bio- 
chemical equilibrium within the central nervous sys- 
tem. As the neurochemical basis for dysphoria is 
corrected, a partial correction of this negatively biased 
thinking may ensue. Additional studies are needed {о 
further evaluate these initial findings. $ 
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Federal Employees! Experience as a Guide to the Cost of 
Insuring Psychiatric Services in the Various States 


BY JOHN KRIZAY, M.A. 





The two largest plans in the Federal Employees Health 
Benefits Program—Blue Cross and Blue Shield and Aetna— 
have reported benefit payments and the number of people 
who have used psychiatric services on a state-by-state basis 
for two decades. The author translates this experience into 
per capita utilization rates in constant dollar terms and 
compares the benefit costs of the two'plans over a 4-year 
period (1976—1979). Within each state, utilization rates did 
not change much over the 4 years, and the rank ordering 
among states by rate of utilization was quite similar for both 
plans. The author believes that the consistency noted can be: 
useful in estimating costs of psychiatric coverage at the 
state level. (Am J Psychiatry 139:866-871, 1982) 





р recent years, efforts to assure adequate coverage 
Lof psychiatric services in health insurance plans 
have focused on the myriad proposals for. national 
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health insurance under consideration in the U.S. Con- 
gress. But, like Sisyphus' stone, national health insur- 
ance again failed to make it up the final grade and onze 
more finds itself at the bottom of the list of national 
priorities. i 

There is, as a result, renewed interest in improving 
mental health coverage in private health insuranze 
plans and in introducing mental health coverage in 
those private group plans from which it has heretofore 
been excluded. А major obstacle to these efforts is the 
paucity of data on which estimates of the cost of 
psychiatric coverage can be based. Aggregate national 
data provide some clues, but most private group health 
plans insure populations confined to geographic enzi- 
ties that fall within a few states or within one state. 
(For studies showing long-term consistency in federal 
employees' use of psychiatric services on a nationwide 
basis, see references 1 and 2.) The known data on 
experience with psychiatric coverage indicate that 
aggregàte national experience can be very misleading 
when applied to the state or local level because 
utilization of psychiatric services varies greatly from 
one geographic area to another. Moreover, state gov- 
ernments and insurance commissioners of certain 
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states have, on occasion, intervened in disputes in- 
volving insuring the treatment of mental illness, with 


, the result that the burden of representing the interests 


of better mental health coverage has fallen, in large 
measure, on the state psychiatric societies. For all 
these reasons, data regarding utilization patterns in the 
various states should be of use. 

The Federal Employees Health Benefits Program is 
one of the very few group health programs that record 
use of psychiatric services in any substantial detail. It 
is alsó the largest group health program in existence in 
the United States; it has provided psychiatric coverage 
to employees in every state in the nation for approxi- 
mately two decades. Included in the information re- 
corded by the two largest carriers participating in this 
program (Blue Cross and Blue Shield and Aetna) are 
state-by-state data reflecting benefit payments, the 
number of people who use psychiatric services, and 
enrollment levels. These two carriers cover more than 
half of all employees of the federal government and 
their dependents. 

During the years included in this study (1976—1979), 
the Federal Employees Plan of Blue Cross and Blue 
Shield offered full coverage for 365 days of inpatient 
treatment and 80% coverage of a wide range of outpa- 
tient services subject to a $100 per person deductible. 
A $50,000 lifetime ceiling was applied to all benefits for 
treatment of mental and nervous disorders. Aetna, on 
the other hand, restricted outpatient services to $1,000 
per person annually and offered inpatient coverage on 
the same basis as for all other illnesses (i.e., 100% of 
the first $2,000 plus 8096 of inpatient expenses in 
excess of $2,000) with a $1,000 per individual and 
$2,000 per family ‘‘stop loss?” on copayments for all 
covered services. The experience under these different 
levels of psychiatric coverage, presented on a state- 
by-state basis, provides a useful guideline in estimat- 
ing potential benefit costs of providing mental health 
coverage under different sets of limitations. Because 
charges in excess of limits are usually not reported as 
claims, however, the experience with insurance claims 
may be an understatement of actual utilization in some 
instances. 

Tables 1 and 2 present cost and utilization data 
under these two plans for the years 1976 through 1979. 
Included in table 1 is a count of the number of federal 
employees in each state and the share of the total state 
population that federal employees represent. Multiply- 
ing these numbers by 3 (an average of 2 dependents for 
each employee), one arrives at an approximation of 
the number of people (and percent of the population) 
eligible for coverage under the Federal Employees 
Health Benefits Program. (The number of people 
eligible for coverage does not equal the number of 
federal employees times 3 in table 1 because the 
federal government uses other carriers besides Blue 
Cross and Blue Shield and Aetna.) The last column of 
table 1, labeled “Rank Order of Benefits," reflects a 
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ranking from the highest per capita benefit payments 
for psychiatric services to the lowest in :979. 

Table 2 translates all benefit costs for 1276-1979 into 
August 1981 prices and presents the mezn per capita 
benefit payments for the 4-year period z3 well as the. 
high-low range for these 4 years. The “АП Medical" 
component of the Consumer Price Index was used in 
converting benefit costs to a constant price basis. 
Thus, in this presentation, changes due only to infla- 
tion are eliminated so that changes in real rates of 
utilization are readily discernible. Costs „еге convert- 
ed to a 1981 base so that the figures would be more up- 
to-date. Except as otherwise referenced, material used 


-in this study consists of previously unpvolished infor- 


mation obtained from Aetna of Hartforc. Conn., and 
Blue Cross and Blue Shield's Federal Employees 
Program, Washington, D.C. 


GENERAL APPLICATION OF DATA 


Federal employees are nct represertative of the 
entire population in all characteristizs; therefore, 
experience under the Federal Employees Health 
Benefits Program cannot be projected onto other pop- 


. ulations with complete certainty. For instance, in 


sparsely populated rural states, federal employees will 
tend to be concentrated in cities; in industrial states 
the population may be predominantly ''blue-collar" 
but federal employees may b2 predomi-antly ‘‘white- 
collar." How much such variations affect the use of 
psychiatric services is not known. In general, the 
federal employee population is similar -o the popula- 
tion as a whole in terms of age, sex, and racial 
composition but tends to have a somewhat higher level 
of education and a higher median incom: (although the 
income range among federal employecs is narrower 
than one finds in the populétion as a whole). These 
differences in characteristics are believed to correlate 
highly with a higher-than-average propensity to use 
psychiatric services—a factor that should, to some 
degree, offset any understatement of v-ilization rates 
that results from coverage limitations. 


DISTRIBUTION OF FEDERAL EMPLOYEES AMONG 
STATES 


Federal employees are distributed arcund the nation 
fairly evenly in proportion to the population as a 
whole, with the exception of the District of Columbia- 
Maryland-Virginia area, where they make up about 5% 
of the total population, and of Alaska and Hawaii, 
where they make up approximately 3% and 4%, re- 
spectively. In Utah and New Mexicc, also, federal 
employees make up a slightly larger shzre of the total 
population than in other states. In most states federal 
employees constitute roughly 1% to 1.2% of the popu- 
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TABLE 1. 1979 Data on Federal Employees’ Enrollment in and Utilization of Psychiatric Services Through Blue Cross and Blue Shield (BC/BS) 
and Aetna, by State 





Percent of People 








Federal Employees Number of Covered Who Benefits per Rank Order of 
А in State People Covered Received Benefits Covered Person Benefits 

State Na % BC/BS Aetna BC/BS Aetna BC/BS Aetna BC/BS Aetna 
Alabama 59.9 1.6 117,873 20,728 1.4 1.5 $17.26 $10.57 20 36 
Alaska 15.3 3.7 12,962 12,855 1.7 1.2 10.26 6.15 43 46 
Arizona 34.5 1.5 51,900 19,266 1.6 1.4 16.40 11.83 24 31 
Arkansas 18.4 0.9 29,818 10,380 1. 1.5 13.46 8.67 32 41 
California 290.1 1.3 256,349 155,015 1.9 1.8 34.83 16.67 4 . 15 
Colorado 5 47.9 1.8 78,119 12,936 1.8 23 30.65 17.77 6 11 
Connecticut 21.0 0.7 17,339 3,492 2.6 2.1 45.39 24,96 2 2 
Delaware 5.0 0.9 11,436 938 1.5 0.7 16.72 22.20 22 4 
District of Columbia, 

Maryland, Virginia 483.0 4.8 1,092,059 141,564 2.7 2.6 47.42 24.86 і 3 
Florida 79.3 0.9 125,426 49,532 1.6 1.7 17.78 15.22 18 20 
Georgia 75.9 1.5 144,329 27,674 1,7 2.0 28.08 20.16 7 5 
Hawaii 25.0 2.8 2,113 3,883 1.8 2.0 17.07 13.88 21 24 
Idaho 10.5 1.2 8,148 5,703 1.2 1.1 7.08 4,78 47 48 
Illinois 101.7 0.9 178,470 29,707 1.1 1.1 20.08 13.82 14 25 
Indiana 40.2 0.7 74,302 10,846 1.0 1.0 11.62 9.35 38 40 
Iowa 19.0 0.7 37,454 5,950 1.0 1.9 10.74 11.85 40 30 
Kansas 22.6 1.0 39,654 6,042 2.6 2.9 39.60 29.73 3 1 
Kentucky 34.3 1.0 61,422 9,157 1.2 1.5 13.68 11.36 31 33 
Louisiana 31.4 0.8 53,616 14,313 1.2 1.4 13.03 16.10 35 16 
Maine 9.2 0.8 22,851 3,563 1.3 1.0 10.29 6.27 42 45 
Maryland^ 
Massachusetts 57.8 1.0 154,705 7,564 2.0 2.3 32.26 19.05 5 8 
Michigan 53.4 0.6 87,457 9,462 1.3 1.4 16,35 11.91 25 29 
Minnesota 29.4 0.7 29,226 8,052 1.6 1.3 18.38 15.27 16 19 
Mississippi 26.8 1.1 42,955 8,365 1.1 1.2 10.19 9.88 44 37 
Missouri 65.0 1.3 110,694 19,122 1.4 1.4 23.89 15.60 10 18 
Montana 12.4 1.6 11,456 7,148 1.2 1.2 10.84 5.51 39 47 
Nebraska 15.4 1.0 24,710 5,412 1.2 1.3 12.89 17.76 37 12 
Nevada 9.2 1.4 6,423 9,758 1.7 0.9 14.87 7.58 30 43 
New Hampshire and 

Vermont 19.1 1.4 26,578 5,890 1.3 1.4 8.26 12.14 46 27 
New Jersey 68.6 0.9 119,607 14,767 1.6 1.4 22.60 18.04 12 10 
New Mexico 26.5 2.2 40,506 14,069 1.2 1.5 16.29 12.12 26 28 
New York 166.2 0.9 210,948 25,647 1.3 1.6 22.96 18.69 11 9 
North Carolina 41.8 0.8 62,324 12,630 1.3 1.9 13.04 10.91 34 35 
North Dakota 8.3 1.3 16,101 1,335 1.0 1.0 13.36 7.59 33 42 
Ohio 89.4 0.8 157,620 21,855 1.3 1.6 20.16 16.02 15 17 
Oklahoma 46.8 1.9 86,372 32,198 1.5 1.9 16.25 19.06 27 7 
Oregon 26.8 1.1 23,876 15,195 1.1 1.3 12.17 11.82 28 32 
Pennsylvania 128.0 1.1 202,849 21,602 1.6 1.4 25.74 17.66 9 13 
Rhode Island 9.4 1.0 27,388 667 0.9 1.5 16.64 4.54 23 49 
South Carolina 31.4 1.1 69,524 9,079 1.1 1.9 10.49 15.00 41 21 
South Dakota 9.9 1.4 13,811 3,493 0.6 0.9 4.80 7.21 50 44 
Tennessee 68.0 1.6 60,439 11,879 1.9 1.7 18.03 14.31 17 23 
Texas 148.0 1.1 306,740 62,551 1.5 1.8 22.56 19.71 13 6 
Utah 34.6 2.6 68,060 5,439 1.3 1.5 15.02 13.11 29 26 
Vermont* 

Virginia? 

Washington 58.9 1.6 31,587 30,122 1.9 1.4 17.32 9.82 19 39 
West Virginia 15.7 0.8 27,256 5,249 0.9 1.1 9.00 11.23 45 34 
Wisconsin 26.2 0.6 33,224 6,371 1.6 1.6 12.92 16.80 36 14 
Wyoming 6.4 1.5 9,229 2,576 0.9 1.6 5.42 9.84 49 38 
Overseas 129.1 25,739 17,549 0.4 0.1 6.09 3.26 48 50 
Total 2,852.0 1.3 4,503,818 940,960 1.8 17 $27.55 $16.39 





*Expressed n thousands. 
*See data for District of Columbia, Maryland, and Virginia. 
*See data for New Hampshire and Vermont. 


lation of the state (see table 1). The total number of of federal employees. In many states, the two plans 
employees and dependents eligible for coverage under (Blue Cross and Blue Shield and Aetna) enroll the 
the Federal Employees Health Benefits Program in overwhelming majority of those eligible; in some 
each state would be approximately 3 times the number states (e.g., Hawaii), their combined enrollment con- 
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TABLE 2. 1976—1979 Data on Federal Employees’ Utilization of Psychiatric Services Through Blue Cross and Blue Shield (BC'BS «and Aetna, 


y State, Converted to 1981 Prices 





Mean Benefit per 


Range of Benzfits per Covered Person 











Covered Person BC/BS Aetna 
State BC/BS Aetna Low High Low High 
Alabama $25.44 $18.25 $21.46 — $27.7 $13.14 $24.29 
Alaska 13.51 10.74 11.49 16.66 7.62 15.69 
Arizona 21.97 15.76 20.40 23.44 12.97 17.53 
Arkansas 11.82 13.48 9.38 16.74 1.78 16.45 
California 37.94 22.25 34.17 43.32 21.73 24.12 
Colorado 27.34 24.40 33.04 33.31 21.20 30.21 
Connecticut 56.29 51.48 $2.54 59.35 21.04 73.00 
Delaware? 18.87 16.21 12.85 22.67 8.43 30.09 
District o? Columbia, Maryland, Virginia 58.52 34.80 57.22 59.32 20.15 42.80 
Florida 22.00 20.74 21.19 22.40 19.55 23.56 
Georgia 30.73 24.60 28.70 34.93 :9.32 31.53 
Hawaii? 28.00 15.38 16.63 41.39 8.10 20.45 
Idaho 9.89 6.67 8.81 12.18 3.88 11.12 
Illinois 23.14 17.73 19.81 25.37 3.49 20.32 
Indiana 14.63 15.45 13.95 15.10 1.63 22.61 
Iowa? 15.34 16.86 13.18 18.33 2.88 23.59 
Kansas 44.81 33.05 38.88 50.29 33.94 36.98 
Kentucky? 21.81 18.14 17.0 ` 25.68 .4.13 26.52 
Louisiana* e 18.07 19.93 16.21 30.68 17.67 21.56 
Maine* 10.97 20.17 7.52 13.41 7.80 37.98 
Maryland: 
Massachusetts 37.83 20.93 34.30 39.56 17.25 23.69 
Michigan 19.85 15.38 18.51 20.75 14.37 17.90 
Minnesota? 17.45 19.47 7.52 22.86 16.17 24.65 
Mississippi 12.57 15.81 12.21 12.98 12.2 20.86 
Missouri 29.54 20.03 26.96 1231 18.05 24.14 
Montana 9.73 6.71 6.71 13 48 4.97 7.86 
Nebraska 17.36 18.25 16.03 18.39 15.68 22.09 
Nevada 16.72 9.39 12.76 20.89 8.12 10.86 
New Hampshire and Vermont? 13.26 14.42 10.27 17.28 7.17 19.47 
New Jerseys 26.13 17.45 14.02 28.11 14.50 22.43 
New Mexico* 23.70 15.96 20.26 25.39 13.17 21.90 
New York 30.99 20.47 27.18 36.83 16.04 23.25 
North Carolina 16.60 15,33 15.73 17.35 11.89 19.43 
North Dakota> 15.94 21.50 12.26 18.59 9.44 45.10 
Ohio 24.17 20.76 21.99 35.95 19.44 22.51 
Oklahoma 20.94 22.59 18.08 33.82 18.37 27.18 
Oregon 15.06 12.34 14.84 15.24 10.59 14.70 
Pennsylvania 30.73 19.30 27.61 33.73 17.16 21.96 
Rhode Island* 22.04 11.17 20.49 23.86 5.65 18.77 
South Carolina* 11.78 16.93 : 9.87 13.05 11.47 22.23 
South Dakota 5.02 12.20 4.09 5.97 8.97 14.80 
Tennessee 22.36 21.90 20.79 22.03 18.09 26.73 
Texas — 31.24 26.06 28.06 31.25 21.92 29.66 
Utah? 19.78 15.89 18.66 21.83 10.90 18.35 
Vermont 
Virginia? 
Washington 18.37 11.05 16.00 19.48 9.70 12.29 
West Virginia* 11.06 12.38 10.20 12.28 8.20 18.32 
Wisconsin 14.10 22.04 12,33 16.07 17.82 25.47 
Wyoming* 8.17 13.57 5.79 11.49 5.98 21.34 
Overseas 6.31 6.88 5.28 7.57 4.15 11.27 
Total $33.56. $21.68 $33.05 $34.26 319.90 $24.53 





Benefit costs in these states were consistent in 3 of the 4 years. Revised figures dropping off the ‘‘unusual"’ year are available from the author on request, 
*No consistent pattern was found (the high range is probably the safest predictor). 


*See data for District of Columbia, Maryland, and Virginia. 
3See data for New Hampshire and Vermont. 


*Pattern was consistent in only 2 of the 4 years (the mean is probably a good long-term predictor). 


stitutes a minority of all those eligible. Each state has 
to be examined in this respect to determine how 
representative of the federal employee population the 
experience of these two plans may be. 


CONSISTENCY OF THE DATA 


For the most part, the benefit cost ^f psychiatric 
coverage, on a nationwide basis, has been quite stable 


r 
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over the 4 years covered in tables 1 and 2 (1976—1979). 
Nationally, annual benefit costs per covered person 
under Blue Cross and Blue Shield varied less than 75 
from the mean annual benefit cost, after correcting for 


. inflation. Aetna's exoerience produced a wider varia- 


tion over the whole 4-year period, but over the last 3 
years the variation was less than $1.50 from the mean 
benefit per covered person. This may be explained by 
the fact that 1976 was something of a transition year 
for Aetna after a major cutback in outpatient coverage. 
The data may include some payment of claims in- 
curred earlier under liberal coverage limitations. 
State-by-state experience has also been surprisingly 
consistent over the 4 years. Levels of benefit pay- 
ments among states vary enormously, but, curiously 
enough, these variations have also remained fairly 
constant over this 4-year period, even though the 
insurance coverage does not differ from state to state. 
States with high utilization rates (see table 1) have had 
high rates over the entire 4-year period, and those with 
low utilization rates have had low rates over the same 
period. There have been very few exceptions to this 
pattern. Moreover, the high utilization rates under 
Blue Cross and Blue Shield tend to be in the same 
states that have high rates under Aetna, and the same 
is true for those with Iow rates. The correlation of rank 
orderings, both in terms of year-to-year rankings in the 
same plan and in terms of same-year rankings of the 
two plans, is very high. This indicates that, for what- 
ever reason, these wide variations in benefit costs per 
covered person (i.e., the benefit rate in the state with 
the highest costs is roughly 10 times that in the state 
with the lowest cost under both the Blues and Aetna) 
are ingrained and not likely to change in the short run. 
The degree of consistency in utilization rates over 
the years is also indicated by the relative narrowness 
of the range between the high and low benefit payment 
years (see table 2). There are some notable exceptions: 
Maine, North Dakota, Rhode Island, and South Caro- 
lina under the Aetna plan and Hawaii under both 
plans. In each of these instances, the variation from 
the mean is too great to suggest a consistent, predict- 
able benefit payment level. In these states enrollment 
is much smaller than in most states; therefore, a few 
major inpatient cases can cause enormous changes in 
benefit payments frem year to year. Other states 
(those with footnote ‘‘a’’ in table 2) recorded benefit 
payment rates in a narrow range in 3 of the 4 years, 
and a few recorded very similar rates in only 2 of the 4 
years but varied considerably from the mean in the 
other 2 (these have footnote “е” in table 2). However, 
even if one were to apply the high end of the range in 


estimating benefit costs, the costs would not be over- 


whelming in any of these cases. In other words, the 
experience suggests that even by the most conserva- 
tive estimate, in no state would the virtually unlimited 
psychiatric coverage provided by Blue Cross and Blue 
Shield during this period result in an insurance cost of 


* 
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more than $1.00 per week per covered person, and іп . 
36 of the 50 states the cost wouid be less than half 
that amount in 1981 prices. . 


NUMBER OF PEOPLE WHO USE PSYCHIATRIC 
SERVICES 


There is also an important consistency from state to 
state in the percentage of total enrollees who received 
psychiatric benefits under these plans (see table 1). 
Generally, the figure is around 1.5% of total enroll- 
ment (employees plus dependents), and it does not 
seem to matter whether the person using the service is 
enrolled in Blue Cross and Blue Shield or the more 
restrictive Aetna plan. In only a very few instances 
does one find the percentage of beneficiaries varying 
by more than a few tenths of a percentage point 
between Blue Cross and Blue Shield and Aetna. Also, 
in only a few states does the percentage of beneficia- 
ries exceed 2% of total enrollment (Connetticut, Kan- 
sas, Massachusetts, and the District of Columbia- 
Maryland-Virginia area under both plans; Colorado 
under Aetna only). This is a far lower percentage than 
Regier and associates' estimate of the share of the total 
national population receiving some form of profession- 
al treatment from mental health professionals in any 
one year (about 4%) (3). Although the figures are not 
entirely comparable, the differences in computational 
methods cannot explain the entire difference. Clearly, 
availability of insurance financing does not entice an 
excessive number of people to seek psychiatric treat- 
ment. 


COMPARISONS BETWEEN BLUE CROSS AND BLUE 
SHIELD AND AETNA 


In many states the differences in benefit payments 
between Blue Cross and Blue Shield and Aetna are not 
so great as one might expect for 1976—1979, given that 
Aetna offered much more limited coverage. In fact, in 
13 states the mean benefit payment over the 4 years 
was higher under Aetna than under the Blues (see 
table 2). Nationally, on average, restricting outpatient 
coverage as Aetna has done reduced the level of 
benefit costs by about 254 per week per covered 
person. Since federal employees have an annual op- 
portunitv to switch plans, one would expect a migra- 
tion of people who use psychiatric services to Blue 
Cross and Blue Shield, with a consequent widening of 
the difference in benefit costs. This has not happened. 


USING THE DATA 


Although possibly not totally representative of the 
population at large, these data are drawn from actual 
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experience in the various states with a level of psychi- 
ytric coverage that has been consistent for many 
years. The enrolled population has had time and 
opportunity to consider the coverage and take advan- 
tage of it or even abuse it, as many predicted would 
occur. The facts, however, indicate that the rate of 
utilization in most states has not changed very much. 
The consistency of the utilization patterns over the 
years argues that the data can be used reliably to 
approximate the cost of adding to or enhancing psychi- 
atric coverage in larger group plans in which the 
insured population is largely confined to one state. For 
smaller groups, where a single, costly case can have a 
drastic impact in any one time period, the upper end of 
the experience range could serve as a basis for estimat- 
ing initial benefit costs. Likewise, in those states in 
which utilization rates have varied widely, the high 
end of the benefit cost range would be a ‘‘safe’’ first 
approximation of insurance costs. In any case, the 
data indicate that the cost of insuring treatment of 
mental illnéss is more modest than usually imagined, 
even in the virtually open-ended Blue Cross and Blue 
Shield coverage that was available to federal employ- 
ees during the years covered by this study. That the 
Blues have now succeeded in curtailing their excellent 
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mental health coverage (to a maximum of 50 physician 
visits of all kinds and 60 hospital days per year) is less 
a reflection of a burdensome cost of such coverage 
than of the fact that less than 296 of che insured 
population use such services. The Blues, yielding to . 
federal budget requirements, clearly opted to apply 
cuts to less popular services, thereby preserving. or 
enhancing those more widely used services which 
attract subscribers. In this regard they followed Aet- 
na's lead of 5 years before. In most local group 
programs, however, where there is no choice of plans 
and no competition among carriers to attract enrollees, 
cost considerations should play a bigger role in deter- 
mining the extent of coverage. In this regard, the data 
presented here, revealing longstanding utilization pat- 
terns in the various states, should be reassuring. 
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Forced Silence: A Neglected Dimension of Trauma 


BY ERIC D. LISTER. M.D. 





The author describes oae specific facet of the psychological 


trauma attendant upon physical violence—the implications 
of the victim's forced silence about the event. This prohibi- 
tion of communication, enforced by some implicit or explicit 
threat, constitutes a secondary trauma of enormous import 
and has been ignored in the literature. Exploration of this 
concept can sensitize therapists and point the way toward 
empathetic and effective intervention. (Am 1 Psychiatry 
139:872-876, 1982) 





sychiatry as a profession is confronted constantly 

with one manifestation or another of man's pro- 
pensity for violence. Today Freud's theory of libido 
and the contributions of ethnology (1, 2) and psycho- 
biology (3) constitute the cornerstones of our under- 
standing. 

In the last two decades, clinical inquiry in three 
important areas has pointed to the importance of 
attending not only to the inner meanings of violence 
but to actual traumatic events as well. This work has 
come from the fields of child abuse (4), rape (5, 6), and 

**war neurosis” (7-9). 

Iam interested in focusing on a particular concomi- 
tant to many episodes of trauma—the command that 
the victim remain silent about the episode. When one 
is physically vulnerable, fearing further violence or 
death, this forced silence necessarily shapes subse- 
quent reaction to the trauma. It constitutes a second- 
ary trauma of enormous importance. What happens, 
for instance, if the initial trauma takes place at an age 
when character structure is only beginning to congeal? 
It has been recognized for some time that physically 
abused children often find themselves, later in life, the 
objects of further violence. 

In describing ‘‘moral masochism” as a “Бій for the 
affection of a hating love object," Berliner (10, p. 41) 
made clear that parental hostility is crucial to the 
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development of a masochistic stance. Kohut expanded 
on this point from a different theoretical perspective 
(11, p. 27). For those hurt in adulthood it is necessary 
to appreciate the vastly complex interrelationships 
among preexisting personality variables, the anteced- 
ents of the traumatic event, and the nature of the 
trauma. | 

I am presenting the following case histories to focus 
attention not only on the power and consequences of 
trauma but also on the labyrinthine ways in which 
these issues surface. The unfolding of each patient's 
secret is a nodal point in therapy, underlining the 
power of forced silence. 


CASE REPORTS 


Case 1. Ms. A, a 19-year-old nursing assistant, came to 
therapy with complaints of depression, self-destructive ten- 
dencies, and a desire to ‘‘get her life together." Her symp- 
toms included depression, difficulty forming and sustaining 
relationships, and occasional feelings of derealization, de- 
personalization, and confusion in her thinking. 

Ms. A described her parents’ relationship as ‘‘horrible’’; 
they abused alcohol, alternately snubbed and bickered with 
her, and treated each other with disdain. The youngest of 
five siblings, Ms. À remembered feeling ignored and unwant- 
ed since childhood. Her parents set few limits on her 
behavior and, when they did intervene, were inconsis:ent 
and punitive. І 

For 3 years before beginning treatment Ms. А had been 
cutting her arms. This happened when she felt tense or bad— 
as though she felt she deserved punishment—and when she 
was particularly angry at her parents. Her lacerations were 
hidden by clothing, never resulted in hospitalization, and 
were never commented on by her parents. At one time of 
particular stress, 6 months after beginning treatment, Ms. A 
burned her face and was hospitalized for a week. Her 


‘therapist confronted her parents with the seriousness of this 


act. Ms. A later acknowledged that this message finally got 
their attention. They watched her closely for a week but then 
appeared to forget the episode. 

During her first year in therapy Ms. A was able to move 
away from home and reported improvements at work and 
with friends. Her dysphoria continued, although at times she 
was able to acknowledge and even enjoy her beginning 
successes. Adjunctive antidepressant therapy proved to be 
of modest but substantive benefit. 

At one point early in the second year of therapy she 
mentioned her dread of an impending physical examination. 
When this issue was pursued she became reticent and 
unusually anxious. I asked if she had ever been hurt, 
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physically, by another person. Ms. A looked startled and 

answered in the affirmative. When I suggested to her that it 
` might be important to share her memories of these experi- 
ences, she agreed but had enormous difficulty proceeding. 
She explained her reluctance in terms of a fear of rejection, a 
desire not to face the pain of her memories, a feeling that she 
would be disappointed in my reply. However, she also 
seemed to have a real desire to talk about what had hap- 
pened. The only other time she had explicitly mentioned any 
of these traumatic events had been with a therapist she had 
seen while she was in high school. Ms. A had, in one session; 
alluded'to having been beaten up while she was оп a date. 
Her therapist failed to pursue the issue, and Ms. A terminat- 
ed therapy within the next month. 

To open this area of history in the context of Ms. A's 
consistent distress and ambivalence about exploring the 
matter tcok a great deal of patience and persistence, but 
after some time the following content emerged: when she 
was about age 7, despite her mother's warning not to go into 
the neigkbors’ house alone, Ms. A did so. The man who 
lived there was alone and had invited her in. He forced her to 
remove her clothes, fondled her, and threatened to harrn her 
if she ever told anyone what had happened. She was forced 
to repeat this episode with him once and was similarly 
threatened at that time. She never dared say anything about 
these two encounters. 

Then, on four separate occasions in high school, she had 
been beaten up by boys whom she dated. On one of these 
occasions she was raped. She never mentioned any of these 
events but, when physically bruised, had hoped for some 
notice, some response from her parents. There was none. 

Since then she had been frightened of men and uncomfort- 
able with her own sexuality. She feared that being intimate 
would in some nebulous but unavoidable way lead to physi- 
cal injury. Only after talking, bit by bit, about having been 
threatened and having been silent, was she able to explore 
the violent events of her past and their continued impact. 
From this time forward, her capacity to tolerate affect and to 
allow herself trust, sexuality, and autonomy increased as 
never before. 


Case 2. Ms. B was a 25-year-old married mother of two 
children when she began twice-weekly psychotherapy. She 
had been referred for depression and suicidal ideation. One 
week before therapy began, a friend had committed suicide. 
He had apparently been quite troubled, but Ms. B felt 
directly responsible for his suicide. 

She was intelligent and talented in areas as diverse as 
athletics, music, and language. Raised in an upper-class 
family, she had been ‘‘shown off’ since her earliest years. 
However, beginning in adolescence she had been telling 
elaborate and fabricated stories and was caught only rarely. 
After completing college she met and married her husband, 
then moved away from her parents’ home. 

Ms. B's father worked in the upper echelons of corporate 
administration. Her mother, whom she described as a con- 
trolling woman with serious psychosomatic symptoms, was 
active in public life. Ms. B had one older brother, who was 
born with a congenital deformity. 

The first 6-8 months of therapy successfully addressed 
issues of loss, guilt, and responsibility. However, on several 
occasions, without apparent warning, she disappeared from 
home, to return after having been physically injured by men 
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whom she met. Although Ms. B was vague anc rehictant;to 
discuss these events, it emerged that since her early teens 
she had been going out with older men, often being physical- 
ly or sexually abused by them. Her parents did nothing to 
structure her involvement with men and never commented 
on marks of physical violence. Ms. B reported feeling that · 
“this is what people do” and that her pain was in some way 
deserved: . 

These episodes gradually became less frequent, and Ms. 
B's relationship with her mother came more into focus. И 
emerged that her mother had been both jealous and hostile 
toward her since her earliest years and that her mother's 
behavior was never questioned or controlled by her father. 
This history came slowly and felt ‘‘treasonous** to Ms. B but 
seemed to gradually free her to lixe herself, make friends, 
and pride herself on a different relationship with her own 
children. 

Increasingly, as the second year cf therapy ended, Ms. B 
felt that she did indeed deserve a life free of violence and 
suffering. When, after 10 months devoid of self-destructive 
behavior, she once again—in response to vague panicky 
feelings—‘‘arranged’’ to be beaten by strange men, therapy 
was obliged to delve deeper. In this context and to under- 
stand more explicitly what would happen at times when she 
was hurt, I urged her to share details in therapy. She 
resisted, fearing that if she began to talk about what had 
happened she would lose control. She talked about how she 
had ‘‘always’’ shut from consciousness as much as she could 
of the feeling of pain, waiting for the episode to end, then 
forgetting in order to go on. 

, Responding to her use of the word ''always," I asked how 
early there had been events to require such an extreme form 
of self-protection. She winced with this question as.though 
she had been struck. For several weeks we talked about and 
around the terror that she felt, the content of which she 
would not share. At one point I asked her wether threats 
had ever accompanied the as yet undescribed зашта and if 
that was what kept her from speaking. She acknowledged 
that she had repeatedly been threatened with death and that 
she could still feel the power and presence of that threat. — 

Only after we talked at length ebout the threat did she 
begin to fully realize that she was no longer vulnerable, that 
it might be safe to talk. Gradually she related a history of 
physical abuse by her mother beginning before she was 4 
years old. She had been teased, burned "with à lighter, 
beaten, and cut with kitchen knives. This would happen at 
liorne while her father was at work arid was always accompa- 
nied by the threat that any report to her father would result 
in death. Ms. B could remember hiding from her mother but 
never successfully. As this historv emerged, Mis. B required 
hospitalization to establish some feeling of safety and con- 
tainment. Only after finally revealing the details of these 
punishments, so long kept lockec away, could she begin to 
deal with them as events of the past. 


DISCUSSION 


For these patients, the consequences oz having been 
traumatized cannot be described, let alone under- 
stood, outside the context of their prolonged silence 
after the event. In silence, the pain and subliminal 
memories of pain festered. Neither working through 
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nor its first stage, abreaction, had any chance to shape 
a less psychologically compromising resolution. We 
can weigh the power of the threat by the subsequent 
silence of the victim. 

Both patients articulated clearly and spontaneously 
that the threat first prevented them from locking for 
help and then remained a live and vital force, continu- 
ing to inhibit them long after the trauma had passed. 
However, they were not able to describe this inhibi- 
tion until after the barrier of silence had been broken. 
To fully understand the trauma, we must know why 
those threats had such power. | 

Each patient spoke poignantly and clearlv of her 
fear. If a victim locks for help, or goes further and 
recounts the trauma, there is a sense that a "promise" 
has been broken, that retaliation becomes possible or 
likely or even inevitable. This is so because the 
victim's past acquiescence to the assailant's threat— 
even if during the entire negotiation the threat had 
been conveyed only by implication or innuendo—has 
bound the two together. One has ''promised," been 
spared further pain, and almost inevitably feels a sense 
of subsequent obligation, a wish for there to be no 
more pain. 

This bond of fear has the potential of creating, from 
what had been a single event, a theme of involvement 
over time and a secret, lasting relationship with the 
internalized image of the perpetrator. If we postulate a 
real or psychological relationship over time between 
victim and victimizer, the resolution reached by each 
of these patients becomes more understandable. 
Threat, the child’s vulnerability, the fear of repetition, 
and a pattern of self-protective compliance form fertile 
ground for learning a masochistic stance. There is yet 
a second-level at which the scene is set for such a 
resolution. This involves the child’s wish for her 
parents (or the uninvolved parent) to know, to intuit 
what has happened. The parents’ failure to elicit some 
report of the trauma was perceived as an act of 
hostility by both of my patients. 


The Silent Bond 


As we explore the ways in which threat complicates 
and compounds trauma, the psychological relationship 
between victim and victimizer emerges repeatedly as 


the fulcrum from which the threat takes its power. We ` 


have not only a situation where fear and masochistic 
defenses are particularly fostered but an ongoing rela- 
tionship kept alive by threat, terror, and compliance. 

-The bond between victim and victimizer is often a 
very clóse one, even before the traumatic event. As in 
case 2, the pattern of trauma may begin at an age when 
some degree of psychic fusion with the perpetrator is 
developmentally normal. In other cases, where vic- 
tims are older or do not have a prior relationship with 
their assailants, ‘‘the trauma forces an emotional re- 
gression to earlier issues and ways of.dealing with 
them" (unpublished manuscript by Paul L. Russell). 
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Part of this regression occurs in the realm of object 
relations and involves archaic feelings directed toward 
the persecutor—often feelings cf intense attachment. , 
Anna Freud (12) and others have described similar 
phenomena as ''identification with the aggressor.” 

To break the bond in this context requires the victim 
to undergo a separation which may feel like the loss of 
a primary object tie. This is the case whether one 
solely describes traumatic events or goes further, 
allowing conscious hatred of the object to surface. For 
Ms. B, working through involved the loss 'of her 
mother—not only her real, abusive mother but also the 
wished for, fantasy mother. 

The cost of working through does not stop here. The 
desire of the child to help his or her sick parent has 
been described by Searles (13) as a powerful and 
universal motivator. By tolerating abuse, by remaining 
in physical or psychological bondage, by honoring the 
command of.silence, one remains close enough to 
attempt—by love, manipulation, or magic—to “сше” 
the parent. . 


Implications for Therapy 


What happens if the victim seeks psychotherapy? 
To speak about what has happened and to share this 
information with another person are both emotionally 
laden acts with multiple corisequences. Framing into 
words involves a departure from initial defenses, 
which may have altered the memory of the event 
itself—through suppression, repression, dissociation, 
or even psychotic disorganization. Coming to therapy 
solidifies a conscious sense of what has happened, of 
the reality of these events, of their pain and impor- 
tance. | 

Although victims often look for opportunities to 
**open up," their stance toward the act of unburdening 
can be enormously ambivalent. It is important for us to 
remember and even state explicitly that it is the 
continued impact of trauma on a patient's life which 
convinces us of a need for conscious psychological 
work. 

Not only do these victims of trauma question thera- 
pists about the necessity of talking, they often ask, 
directly or indirectly, if it is safe. They are asking if 
affects can be tolerated and how the therapist will 
respond. When defenses are put aside, pain emerges, 
as does an increased sense of need, fear, and vulnera- 
bility. If information is elicited without sensitivity or is 
responded to without empathy and thoughtfulness, the 
very act of abreaction can be experienced as yet 
another attack.  . 

When violent episodes have remained unspoken for 
years, the process of working through cannot begin 
straightforwardly. Any explicit rendering of details is 
likely to be preceded by subtle and perhaps uncon- 
scious clues, particularly if the trauma itself has been 
repressed. The therapist inevitably becomes cast into 
the role of a caring parent who notices these clues or 
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an abandoning parent who fails to notice them. Often 
the clue involves a literal repetition, as in both the 
.Cáses I have presented. These repetitions must be 
understood as unconscious attempts to dramatize 
what cannot be spoken or even to master what was 
initially overwhelming, and not purely as manifesta- 
tions of masochism. 

It is crucial to understand why these patients often 
have so much difficulty unburdening themselves in a 
direct and spontaneous way. The first reason is the 
feelings of shame or guilt so common among the 
victims of trauma (4—6). ‘‘It is as if the only way to 
make some sense of an otherwise meaningless, horri- 
fying assault is to cast it in terms of shame and guilt" 
(unpublished manuscript by Russell). Second is the 
defense of magical thinking (‘‘If I don’t speak of it, 
perhaps it never was”). Third is the fear that the 
therapist’s response may prove disappointing and 
compound the sense of abuse. Fourth is a fear that the 
therapist will frankly reject the patient or will question 
the content-of the patient's report in such а way that 
the patient must either leave the therapist or abandon 
his or her own notion of what really happened. If the 
transference is idealizing or dependent, the patient 
may sense such revelations as an enormous risk. 

There is another major difference in the process of 
abreaction when trauma has been complicated by 
threat: the affect experienced when a patient finally 
speaks. In every case, as these memories are shared 
for the first time, patients experience genuine terror. It 
is-as though that same feeling of vulnerability—intact 
and alive from the time of original trauma—is reexperi- 
enced. In none of the cases with which I am familiar 
could this terror be understood solely as a dyadic 
transference phenomenon. The terror,is as though 
patient and therapist convene in the presence of yet 
another person. This third image is the victimizer, who 
long ago demanded silence and whose command is 
now being broken. The numbing intensity of these 
occasions, when patients feel as though they are 
risking their lives to tell their stories, suggests that as 
long as there has been any desire to unburden, con- 
fess, or heal, there has also been the shadow of this 
third person. Psychologically, the relationship with 
this person has continued since the time of the threat. 

In therapy these victims needed to be helped to 
understand why they had been silent, that it was in fact 
no cause for shame. This educative function of therapy 
served to help each patient forgive herself and move 
on. However, in the final analysis, the spell of the 
threat was broken only by defiance. 

Telling one's story allows an understanding of the 
_ impact of the threat. This process taps the strength of a 
different relationship, the therapeutic one. It begins 
with abreaction and moves through understanding and 
reworking to finally allow the internalized image of the 
victimizer to be put aside. Аз a result, psychological 
freedom becomes more possible. 
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In both of these cases a period >f producrivertherapy 
proved to be only a beginning. With growiag trust and 
continued exploration, ‘‘clues’’ were finally read in a 
way that catalyzed the unfolding of hidcen lines of 
inquiry. Certainly, success did not hinge on perfect . 
responses to single bits of information. However, 
therapists can be expected to respond to patterns of 
such clues over time and can also be expected to avoid 
those responses which predictab_y curtail further com- 
munication. These responses are technical errors or 
countertransference phenomena and include 1) a focus 
on intrapsychic processes at the expense of attention 
to external realities, 2) subtle insinuaticns that "if 
something happened, perhaps you set it up,” 3) frank- 
ly overlooking material that relaies i> violence, 
threats, or fear of violence, and 4) refusal -o entertain 
the possibility that what we are being told nay literally 
have happened. The frequency of these and similar 
phenomena reflect how painfu. it can te for us to 
confront and empathetically experience the extrem- 
ities of man's capacity for sadism or helpless suffering. 

In each of the cases I have presented, therapy was 
irrevocably changed once threat and trauma had been 
shared. We moved more powerfuliy, amd with less 
resistance, toward resolution. Althougk previously 
these two women had progressed and matured in many 
spheres, in a sense they had been “frozen” with the 
notion that their traumatic relationships—<ept alive by 
the bond of silence—were in seme ways normal. More 
often than we would like to think, threats accompany 
trauma and are taken at face value by vici ms. In these 
circumstances years can pass before the initial trauma 
is ever mentioned. And even zhen, communications 
can be veiled or indirect. To understanc these cases 
and to apply what we have learned aboat trauma in 
general, we must realize the power of the threat and 
the tenacity of the victim's psyzhologica! relationship 
with the victimizer. With these issues л focus our 
capacity to respond astutely, empathetically, and ef- 
fectively becomes vastly enhanced. 
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Assessment of Reliability in Multicenter Collaborative Research 


with a Videotape Approach 


BY NANCY C. ANDREASEN, M.D., PH.D., PATRICIA MCDONALD-SCOTT, M.A., WILLIAM M. GROVE, M.A., 
MARTIN B. KELLER, M.D., ROBERT W. SHAPIRO, M.D., AND ROBERT M.A. HIRSCHFELD, M.D. 





The authors, as part cf the ongoing NIMH Collaborative 
Study on the Psychobiology of Depression, used an analysis 
of variance design and videotaped interviews to explore the 
effects of sources of variance on the reliability of the 
measures being used by the NIMH study. In spite of 
substantial differences among interviewers in background or 
orientation, the authors found that diagnoses and symptom 
ratings were made with a high level of reliability. These 
results suggest that the use of structured interviews and 
diagnostic criteria, when combined with a careful and 
systematic training program, can lead to good levels of 
diagnostic reliability. (Am J Psychiatry 139:876—882, 1982) 





Е within а single center using a number of 
interviewers can, by itself, produce serious prob- 
lems in reliability. In multicenter collaborative re- 
search, conducted at a national or international level, 
these problems tend to be compounded, and reliability 
becomes an increasingly complex issue requiring sys- 
tematic and sophisticated methods of assessment. The 
National Institute of Mental Health (NIMH) Collabo- 
rative Study on the Psychobiology of Depression (1), 
an ongoing multifaceted study of affective disorders 
involving five different centers and a large number of 
interviewers from various types of training back- 
grounds, has employed a methodology for studying 
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and dealing with at least some of these problems in 
reliability. This paper describes one method employed 
to study reliability, the examination of intercenter and 
interrater reliability through the exchange of video- 
taped interviews. 


SOURCES OF VARIANCE AFFECTING RELIABILITY 


Traditional psychometric theory has identified sev- 
eral sources of variance that may affect the reliability 
of ratings (2). The term ‘‘subject variance” refers to 
variability within subjects, and ‘‘occasion variance"' 
refers to variability as a result of sampling at different 
times. For example, in a test-retest design, the pa- 
tient’s condition or perception of his condition may 
change markedly if the testing intervals are separated 
by a large time period. In most reliability studies, 
subject and occasion variances represent valid mea- 
surement variance. Depending on the design of the 
study, these variances may place a ceiling on the levels 
of reliability that can be estimated. In other types of 
studies they are themselves the variables that are 
being investigated, as in follow-up studies. 

On the other hand, three additional sources of 
variance have been noted that tend to impair research 
investigations but can be controlled or corrected 
through careful planning. ‘‘Observation variance” oc- 
curs when observers have a different perception of the 
same phenomenon. For example, one clinician may 
interview a patient and interpret mildly disorganized 
speech as representing formal thought disorder, while 
another clinician may consider it within normal limits. 
‘Information variance" occurs when interviewers de- 
velop a different information base because they have 
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interviewed different people, have not asked the same 
questions, or have received different replies to the 
game questions. For example, an angry wife may 
describe her husband's drinking problem prominently 
so that the diagnosis appears to be alcoholism; on the 
other hand, a protective mother might minimize her 
son's drinking problem and stress a depressive syn- 
drome, so that the diagnosis would be major depres- 
sive disorder. Finally, ‘‘criterion variance" occurs 
when observers make different interpretations of a 
data base because they are using different concepts or 
criteria. For example, in a study (3) comparing a 
sample of patients from New York City and London it 
was demonstrated that psychiatrists in New York City 
tended to diagnose more schizophrenia and psychia- 
trists in London tended to diagnose more manic- 
depressive disorder because each group had different 
concepts of what those disorders represented; the 
U.S. psychiatrists operated from a broad concept of 
schizophrenia, while the British used a narrower con- 
cept. . 

Observation and information variance may be mini- 
mized or corrected by developing careful definitions of 
symptoms and concepts and by using structured inter- 
views. Criterion variance is controlled through the use 
of predefined diagnostic criteria or the use of comput- 
erized systems for making diagnoses. The Schedule 
for Affective Disorders and Schizophrenia (SADS) (4) 
and the Research Diagnostic Criteria (RDC) (2) were 
originady developed in the NIMH collaborative de- 
pression study in order to help control these sources of 
variance. 

In addition, multicenter studies that use large num- 
bers of interviewers, such as the collaborative depres- 
sion study, are also potentially subject to other 
sources of variability that may be related to those 
already discussed. These include geographic variabili- 
ty, variability in the experience or training of raters, 
variability in the models by which patients are ap- 
proached, and variability in the threshold for perceiv- 
ing psychopathology. Although many of these sources 
of variability are more specific forms of observation, 
information, or criterion variance, they present special 
problems in complex multicenter studies and require 
special techniques for assessment and evaluation. 

"Geographical variability" may represent a differ- 
ence in prevalence, or it may reflect such factors as 
observation or criterion variance. Quite early in the 
collaborative depression study, familial illness rates 
were noted to be lower in Iowa than in the other 
centers (5). This raised considerable concern about the 
possibility that interviews and diagnoses were not 
being obtained in a consistent and reliable manner. In 
spite of the u$e of structured interviews and prede- 
fined diagnostic criteria, it seemed necessary to deter- 
mine whether the Iowa interviewers were operating 
from hidden biases that raised their threshold for 
seeing psychopathology and making diagnoses, there- 
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by leading to an apparent lower prevalence of depres- 
sive illness in Iowa. Because of this finding, a careful 
assessment of intercenter reliability was imperative. 
On the other hand, if such studies indicated that the 
interviews were being conducted reliably in Iowa and , 
that Iowa raters did not differ substantially from those 
in other centers, one could conclude that the lower 
rate of illness in Iowa represented a fact o7 some sort. 
It may be that a rural area such as Iowa has a 
genuinely lower lifetime prevalence of psychiatric 
illness than an urban, area such as New York or 
Boston; on the other hand, it may be that subjects in 
Iowa tend to be more stoic or less introspective than 
are subjects in urban centers and therefore less in- 
clined to perceive or complain about psychiatric symp- 
toms that might lead.them to be given some diagnosis. 

Another type of variability that could diminish reli- 
ability in the collaborative depression study is '*model 
variance,” a form of observation variance. Interview- 
ers within the collaborative depression study come 
from a variety of training backgrounds, including 
medicine, psychology, and social work. Because they 
come from different disciplines and training back- 
grounds, they may approach patients and subjects 
with different conceptual models. For example, inter- 
viewers with a medical background may tend to per- 
ceive disorders categorically end within the frame- 
work of an illness concept, perhaps leading them to 
conceptualize depressive illness more narrowly and to 
evaluate symptoms more critically. In spite of the use 
of structured interviews, psychiatrists accustomed to 
making clinical judgments may be more likely to rely 
on their overall impression in rating symptoms, while 
interviewers working from a background in psycholo- 
gy or social work may be more likely to depend 
directly upon patient self-report. Raters from the latter 
background may also have a broader, more dimension- 
al, and more socially or psycho_ogically oriented mod- 
el of affective disorders. 

Raters in the collaborative depression study also 
have varying amounts of experience in working with 
psychiatric patients, thereby raising the possibility 
that "experience variance" may also be a factor 
contributing to poor reliability. Interviewers who have 
had many years of contact with psychiatric patients 
may judge and perceive the »atients differently, in 
spite of the use of structured interviews and diagnostic 
criteria. The quality of the experience mzy have some 
effect as well. For example, an interviewer who has 
had considerable clinical experience, involving not 
only diagnosis but also treatment and follow*up, may 
develop attitudes or sets as to what constitutes a 
clinically important symptom. For example. an experi- 
enced clinician may conclude that a transient, brief, or 
infrequent sleep disturbance is clinicallv unimportant, 
although an individual without clinical ex»erience may 
be likely to rate such a report as positive. 

A related source of variance might be called 
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"thréshold variance." This may cause variability ei- 
ther in the rating of symptoms or in making diagnoses. 
It may result when observers approach patients or 
subjects with a different threshold for attributing psy- 
. chopathology. For example, one interviewer may be 
inclined to see a patient who has depressive symptoms 
severe enough to warrant hospitalization as quite ill, 
while another interviewer might perceive such a pa- 
tient as less severely 31 in contrast to the broad range 
of psychiatric patients. Such perceptions are, of 
course, likely to be influenced by other sources of 
variance, such as models used, experience, and per- 
haps geographical biases. Threshold variance can be 
assessed by determining whether raters from different 
centers or from different training backgrounds come 
up with consistently higher or lower ratings on SADS 
items when they are interviewing the same patients. 
Threshold variance, experience variance, model 
variance, and geographical variance are all specific 
subtypes of the traditional concepts of observation or 
criterion variance. In this investigation, we report the 
results of our study wherein we used an analysis of 
variance design in order to explore the effects of these 
sources of variance on the reliability of our diagnoses 
and ratings of depressive symptomatology. 


METHOD 


Patients were selected for our reliability study so 
that a diversity of conditions and symptoms were 
represented, including some diagnoses not evaluated 
in the collaborative depression study (such as schizo- 
phrenia), in order to maximize subject variance and to 
permit a rigorous examination of rater variance. We 
used a videotape design, similar to designs developed 
by Katz during the pilot phase of the collaborative 
depression study or for the International Pilot Study of 
Schizophrenia (6). Each center was asked to contrib- 
ute four or five videotapes, representing such diag- 
noses as major depressive disorder, manic disorder, 
schizoaffective disorder, and schizophrenia. Subjects 
were interviewed on these videotapes with a modified 
SADS interview excerpted from part I of the SADS, 
which explores symptoms occuring during the current 
episode or past year. The interview covered those 
symptoms that are critical for making a diagnosis, such 
as mood, features associated with affective disorders, 
delusions, and hallucinations. It did not include such 
symptoms as somatic anxiety, phobias, and obses- 
sions, which are not directly involved in the diagnosis 
of the index condition for the collaborative depression 
study. In addition, each interviewer provided a one- to 
two-paragraph case summary that included informa- 
tion concerning duration, onset, and events associated 
with the onset of the episode. These videotapes were 
reviewed by five senior experienced clinicians in- 
volved in the collaborative depression study, and eight 
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videotapes were selected for use in our reliability 
study. Tapes were selected in order to maximize 
variability and to ensure an adequate representation of 
“difficult” cases. 

The eight tapes were circulated to each of the five 
centers, where they were rated by all interviewers 
involved in the conduct of the collaborative depression 
study, including principal investigators, center direc- 
tors, and cohort raters. А total of 36 raters viewed and 
rated the tapes, including 7 raters from Boston, 5 from 
Chicago, 9 from Iowa City, 9 from New York City, 
and 6 from St. Louis. Raters were instructed not to 
discuss item ratings or diagnoses before the conclusion 
of the reliability study. 

Analysis of variance was used to estimate intraclass 
correlation coefficients in the following form. 


6? subjects 
ô? subjects + ô? centers + ó? raters + ô? error 
within 
centers 


Intraclass Rs were calculated for RDC diagnoses and 
for the key phenomenological items covered in the 
condensed SADS interviews. The analysis of variance 
model was used to determine whether significant dif- 
ferences existed between any of the five centers on 
any of the diagnoses or ratings. Because the large 
number of items involved increased the risk of type 1 
error, a Bonferroni approach was used to assess 
statistical significance (7). For these analyses, an F 
ratio with a p value of less than .001 was considered 
significant for individual diagnoses or items. 

In addition, the reliability of each of the individual 
raters was also estimated in order to identify possible 
outliers and to provide feedback to each of the five 
centers on the reliability of its interviewers. For this 
analysis, raters were contrasted vith a standard crite- 
rion rating developed by calculating the average rating 
given by the 10 most experienced raters in the collàbo- 
rative depression study, 2 of whom were selected from 
each of the five centers. For these analyses, a differ- 
ence from the mean of more than 1 point on 7-point 
items was considered to be the minimum that might 
have possible clinical significance. 

Finally, in order to evaluate experience, model, and 
threshold variance, a number of blocked contrasts 
were also examined. These included comparisons be- 
tween those with medical degrees versus those with 
doctoral-level degrees in psychology versus those with 
master's-level degrees in social work versus other 
degrees, levels of experience with the SADS based on 
the number of SADS conducted, and levels of clinical 
experience as measured by years of patient contact. 
Levels of SADS experience were divided into the 
following categories: number of interviews conducted 
by interviewer totaled less than 20, 20—39, 40—69, 70— 
99, and 100 or more. The level of clinical experience 
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was blocked so that four levels were contrasted: no 
previous clinical experience, less than 4 years of 
clinical experience, 5-10 years, and more than 10 
years oi experience. These contrasts allowed two 
aspects of rater experience to be examined—experi- 
ence with structured interviews and experience in 
patient evaluation and care. 

Because very low or very high base rates for symp- 
‘toms and diagnoses may constrain reliability estimates 
(8), we have chosen to report the base rate for items in 
addition to the intraclass R. The base rate reported for 
diagnoses is based on the diagnosis given by the 
original interviewer who conducted the videotape in- 
terview. The base rate for any SADS item is the 
average of dichotomized ratings given for that item. 


RESULTS 


The data concerning diagnostic reliability appear in 
table 1. Good diagnostic reliability has been achieved 
for all major diagnoses, although the intraclass R is 
somewhat lower for manic disorder than for schizo- 
phrenia or major depressive disorder. In general, the 


subtypes of major depressive disorder are also rated. 


reliably. Incapacitating major depression and simple 

. major depression are notable exceptions. Incapacitat- 
ing depression diagnosed according to RDC is defined 
by an inability to perform activities of daily life; simple 
depression is a depression in someone who was well 
during the year before the onset of the current episode. 
The difficulty in reliably rating incapacitating depres- 
sion probably represents a threshold problem; that is, 
raters appear to be uncertain as to how incapacitated a 
patient must be in order to be given this diagnosis. The 
relatively low reliability for simple major depressive 
disorder probably reflects the fact that the videotape 
interview did not include a great deal of lifetime 
information and focused mainly on current manic, 
depressive, and schizophrenic items. This makes it 
difficult for raters to determine the presence of possi- 
ble prior disorders such as alcoholism or anxiety 
disorders. Only one center was found to differ signifi- 
cantly on any of these diagnoses: interviewers in St. 
Louis tended to rate both endogenous and retarded 
depression a little more frequently than the other four 
centers. ; 

Table 2 presents the data on item reliability for the 
key affective items in the SADS interview. Intraclass 
Rs for items with a base rate of less than 13% (one case 
in eight) are not reported. The intraclass R on all these 
items is remarkably higli, with only one item, alcohol 
abuse, falling below .7. No significant intercenter 
differences were noted on these item ratings: Table 2 
also presents data concerning the reliability of items 
covering delusions and hallücinations. The reliability 
for the items covering hallucinations is generally quite 
good. On the other hand, raters tend to have some 
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TABLE 1. Diagnostic Reliability of Interviewers fron. Five Research | 
Certters Who Viewed Videotapes of EigFt Patients 











Number of 

Patients with Intraclass 
Diagnosis Definiie Diagnosis* R. 
Schizophrenia - 1 1.00 
Manic disorder 2 .68 
Major depressive disorder 6 .84 
Primary .75 
Secondary .84 
Psychotic 51 
Incapacitating 30 
Endogenous? .76 
Agitated T] 
Retarded* 58 
Situational ‚72 
Simple .49 

Diagnosis by original interviewer; sum of patients is 9 >eczuse of diagnostic 

overlap. 


‘Interviewers at center in St. Louis rated this diagnosis significantly more 
frequently than interviewers at other centers. (p<.001). 


difficulty with the items dealing with delusions. Two 
specific types of delusions—thought broadcasting and 
somatic delusions—cause particular difficulty, and the 
intraclass R for grandiose delusions is relatively low, 
although acceptable. Raters also have difficulty in 
determining whether delusions are corsistent with 
mood, a rating that may have crucial diagmostic signifi- 
cance. The assessment of fragmentary delusions also 
tends to have rather low reliability. One might suspect 
that these problem areas of reliability reflect difficul- 
ties with either observation or criterion variance and 
that reliability could be improved through more careful 
definition and training. However, it is :mportant to 
note that these items, several o? which асе crucial for 
diagnostic distinctions between schizoph-enia, mania, 
and schizoaffective disorder, do not caus2 a decline in 
diagnostic reliability. 

Table 3 presents the reliability of data involving 
observational and mental status items, as well as the 
Global Assessment Scale. As "was also found in the 
International Pilot Study of Sch:zophrenia, raters tend 
to have more difficulty with ihese items than any 
others in the study. The SACS interview does not 
contain a format for the formal assessmeat of memory 
disturbance, and this may account for the low reliabil- 
ity of that item. The low reliability of the item dealing 
with impairment in functioning probably represents a 
threshold problem similar to that noted :n the assess- 
ment of incapacitating depression. Severe] of the items 
related to formal thought diso-der also have relatively 
low reliability. These probablv reflect a mixture of 
observation and criterion variance and point to a need 
for improved definitions and training. The reliability of 
the Global Assessment Scale, a 100-point scale used to 
assess levels of work and social functicning, is rela- 
tively good. In a previous unpublish=d reliability 
study, we noted some difference between the centers 
in Global Assessment Scale ratings. Ír our present 
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TABLE 2. ‘item Reliability by Interviewers at Five Research Centers 
Viewing Videotapes of Eight Patients on Key Items in the SADS ° 
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TABLE 3. Нет Reliability on Observational and Mental Status Items 
in SADS and Global Assessment Scale 








Base Rate — Intraclass 
Item (96) R. 
- Mania 
Elevated mood 26 .98 
Less need for sleep 25 .96 
More energetic 24 .93 
Increased activity 24 .86 
Grandiosity 20 .73 
Overt irritability while manic 23 85 
Motor hyperactivity 25 90 
Accelerated/pressured speech 21 .88 
Accelerated thinking 16 .95 
Poor judgment while manic 20 74 
Duration of manic-like behavior .82 
Alcohol abuse 13 .68 
Depression 
Depressed mood 76 79 
Quality of mood 44 79 
Depression associated with specific 
concerns 47 .82 
Self-reproach 52 .83 
Suicidal thoughts 36 .87 
Insomnia .64 
Sleeps more 26 .87 
Lack of energy/fatigue 69 .86 
Poor appetite 42 .87 
Increased appetite 16 .85 
Decreased concentration 77 79 
Loss of interest 73 .85 
Agitation 34 73 
Psychomotor retardation 49 ‚75 
Hallucinations 
None present 78 .65 
Auditory 13 .96 
Running commentary 11 .84 
Nonaffective verbal 8 .61 
Severity 13 .92 
Duration at least 1 week 8 58 
Delusions Я 
None present 51 .88 
Of reference 14 .63 
Of being controlled 14 .95 
That people can read m:nd 12 .82 
Thought broadcasting 20 34 
Persecutory 34 76 
Grandiose 20 51 
Somatic 14 44 
Characteristics : 
Severity 40 .86 
Consistent with mood 47 
Bizarre quality 75 
Multiple delusions 28 75 
Fragmentary 20 45 





Item Base Rate (%)  Intraclass R 
SADS 
Bizarre behavior 82 
Memory disturbance 10 4) 
Impairment of functioning 35 
Flight of ideas 19 JH) 
Inappropriate affect 18 .62 
Blunted affect 16 79 
Distractibility 18 58 
Formal thought disorder 
Impaired understandability 
of speech 23 70 
Loose associations 20 .57 
Illogical 12 40 
Poverty of content of speech 6 .14 
Global Assessment Scale .66 





TABLE 4. Items on Which Raters Differed by at Least One Point "rom 
Standard Rating? 





Rater Codé Amount of 





Item Center Number Difference 
Depressed mood New York City 03 T1.3 
New York City 07 -1.7 
St. Louis 12 +1.2 
Iowa City 01 +13 
Loss of interest Iowa City 07 +11 
Psychomotor 
retardation Boston 15 +1.1 
Iowa City 07 +1.1 
Reactivity of mood New York City 07 -14 
Elevated mood New York City 03 1.3 
Poor judgment New York City 03 T1. 
Distrustfulness New York City 03 +1.5 
Iowa City 02 -].1 
Iowa City 04 +1.5 
Chicago 03 +12 
Bizarre delusions New York City 12 T1 
St. Louis 19 T1.2 
Iowa City 03 —1.3 
Iowa City 07 +1.2 
Iowa City 10 T1. 
Chicago 02 +2,2 
Lowest Global As- 
sessment Scale 
rating during . 
an episode? New York City 03 —9.3 
Boston 06 +6.0 
Iowa City 01 T5.9 
Iowa City 06 —5.9 





reliability study, we found that New York City had a 
lower mean Global Assessment Scale rating, which 
was statistically significant at the .001 level (set as a 
critical fevel before the beginning of the study); never- 
theless, this represents a mean difference of 3 points 
on a 100-point scale and probably has no practical 
consequences. The Global Assessment Scale is a key 
item that may be used in order to examine thresholds 
for perceiving psychopathology. With the exception of 
the slightly lower ratings by New York City raters as a 
whole, no other significant differences were noted on a 


2 Average rating given by 10 most experienced SADS interviewers. 
*One-hundred-point scale, so differences of 5 points are clinically insignifi- 
cant. 


series of relevant comparisons, such as physicians 
versus nonphysicians or more experienced raters ver- 
sus less experienced raters. 

The data were also analyzed by comparing ratings of 
individual raters against a standard criterion, the mean 
of the 10 most experienced raters. These data were 
used to provide feedback to each of the five centers 
concerning the performance of individual raters. The 
results of this analysis appear in table 4. As the taole 
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indicates, very few items were found in which individ- 
ual raters differed significantly from the mean. These 
items tended to be scattered across the five centers 
and across the 36 raters in the study. No rater could be 
identified as an outlier, with the possible exception of 
arater in New York City who consistently appeared to 
see slightly more psychopathology than that deter- 
mined by the standard criterion ratings. This rater, 
however, does not rate index subjects in the collabora- 
tive depression study.. 

Finally, analvses were performed in order to deter- 
mine whether training, experience, or background 
exerted a significant influence on reliability or affected 
the threshold for making ratings. No significant differ- 
ences based on any of these factors were noted. 


DISCUSSION 


The study reported here focused on the use of 
videotaped interviews as a method for assessing reli- 
ability in a multicenter study involving a large number 
of raters with diverse backgrounds and experience. A 
model for identifying and defining these different 
sources of variance has been described and a method 
for analyzing them presented. 

In general, the results of our study permit one to be 
rather sanguine about the reliability with which large 
multicenter collaborative studies like the collaborative 
depression study can be conducted. The reliability of 
all key diagnoses and most phenomenological items 
was quite high. These results suggest that the use of 
structured interviews, when combined with a careful 
and systematic training program, can produce a set of 
raters who evaluate patients in a consistent and reli- 
able way. 

Although some raters in the study had considerably 
more clinical experience than others, training and 
background were not found to produce a significant 
impact on reliability. In fact, no significant differences 
were found between physicians and nonphysicians, 
between clinicians with many years of clinical experi- 
ence and clinicians with less experience, or between 
raters who had conducted many SADS interviews and 
were designated as training raters and those who had 
conducted fewer interviews. Thus it seems that experi- 
ential and background differences can be minimized if 
an acceptable baseline for training is established ini- 
tially. All raters included in this study had conducted 
at least 10 SADS interviews and observed at least 10 
more. Ezch had also been instructed in the conduct of 
the interview through the use of training videotapes 
and a preceptorship with a designated training rater at 
his or her center'of employment. 

Although no individual raters were identified as 
‘wild outliers,” several items in the study were identi- 
fied as having unacceptably low reliability. In general, 
these items tended to be those that are difficult to 
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define precisely or that involve continuous »hénome- 
na, such as formal thought disorder or levels of 
impairment. A reliability study of this nature is usefu- 
in identifying such items so that efforts may te made to 
improve their definition in the future. 

Some criticism of the design of our reliat-lity study 
must be mentioned. First of all, the number of patients 
(N=8) studied was very small. However, the cost in 
rater time for these studies was very high, and the 
principal purpose of this study was to study rater 
variability. If the patients represent a suitable sample 
of the diagnosis of interest, the large number of raters 
allows accurate estimation of variabilizy among raters. 

А second objection is that our study did not demand 
the same rating behavior from the raters as that 
demanded from raters during an actual research inter- 
view. In the collaborative depression studv, patients 
are not evaluated from videotape; they are interviewed 
“live.” Thus, in the ongoing collaborative depression 
study, the interviewers’ style may adversely affect 
reliability, although in our reliability studv their style 
could not. Therefore, reliability estimates reported 
herein may be somewhat optimis-ic. 

The answer to this objection is to do another study 
in which subjects are actually reinterviewed by a 
second rater. We have done such a study (9), and the 
reliabilities for diagnoses and items are no ‘ower than 
those reported here. The two studies thus support 
each other, and the conclusion thet rather high reliabil- 
ity for major diagnoses and critical items can be 
achieved seems warranted. 
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Psychomotor Epilepsy and Violence in a Group of Incarcerated 


Adolescent Boys 


BY DOROTHY OTNOW LEWIS, M.D., JONATHAN H. PINCUS, M.D., SHELLEY S. SHANOK, M.P.H., 


AND GILBERT H. GLASER, M.D. 





The authors report the finding of psychomotor epilepsy in 18 
of 97 incarcerated delinquent boys. Number of psychomotor 
symptoms was correlated with degree of violence in the 
members of this group. In addition, psychomotor symptoms 
were correlated more strongly with certain psychotic symp- 
toms than with soft neurological signs or intellectual defi- 
cits. The relationship of violence to ictal and interictal states 
is explored. (Am J Psychiatry 139:882-887, 1982) 





he purpose of this paper is to report a high 

prevalence of psychomotor seizures in a sàmple of 
incarcerated adolescent boys. We also explore the 
relationship of psychomotor epileptic symptoms to 
violence in this group of boys. 

In a previous study of 285 children referred to a 
court clinic (1), we found 18 (6%) who demonstrated or 
gave histories of having symptoms or signs suggestive 
of psychomotor epilepsy. Moreover, 8 (44%) of the 18 
children with symptoms were charged with offenses 
against persons, compared with only 1096 of all chil- 
dren referred to the juvenile court. An additional 6 
children of the 18 with psychomotor symptoms had 
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attacked others at home or at school but had managed 
to have the charges reduced. Thus, 14 of the 18 
children had physically assaulted others, suggesting an 
association between psychomotor epileptic symptoms 
and aggressiveness in the study sample. 

There is a continuing debate in the literature about 
whether psychomotor epilepsy and violence are asso- 
ciated with each other. Although some authors have 
called attention to an association between the two (2- 
6), others have questioned this relationship (7-11). 

Our previous findings at the court clinic, while of 
interest, were based on evaluations of psychiatrically 
referred youngsters, which may have skewed our 
findings. Moreover, that study was a retrospective 
study of records and lacked the results of uniform 
neurological assessments. We therefore welcomed the 
opportunity to study a large sample of incarcerated 
boys who were not selected in any way for psycho- 
pathology and who were available for clinical psychi- 
atric and neurological evaluations. 


METHOD 


The investigators were a child psychiatrist, a neurol- 
ogist with special competence in child neurology, and 
a research data analyst with special training in epide- 
miology and public health. A second neurologist read 
the EEGs. In most cases data from recent psychologi- 
cal and educational testing were also available. 

Because of cur interest in seriously delinquent juve- 
nile offenders, we chose to study the inmates of the 
only correctional school serving the entire state of 
Connecticut. Within this school, a secure unit had 
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recently been constructed to house especially violent 
juveniles. The major portion of the school consisted of 
open cottages in a campus setting, where the majority 
of the children were housed. The school thus con- 
tained a population of more and less violent children, 
facilitating a comparison of groups within the school 
itself. 

The boys in this study were 97 adjudicated delin- 
quents who spent some time at the correctional school 
during the 18-month period of the project and who had 
been evaluated by the clinical team. The average stay 
at the school was approximately 5 months. 


Assessment of Degrees of Violence 


Because of our interest in questions regarding vio- 
lence and neurological symptoms, particularly psycho- 
motor epileptic symptoms, we needed to devise a way 
of measuring degrees of aggressiveness. We quickly 
discovered the difficulties in deciding whether a child 
was or was not violent per se. All-or-none categoriza- 
tion simply díd not fit the available data. 

We therefore devised a scale to assess and catego- 
rize degrees of violence. All data relating to official 
offenses and unofficial aggressive acts by each child 
were collected and recorded separately from clinical 
and social data. The two clinicians and the research 
: data analyst then rated each child on a scale of 
violence from 1 (least violent) through 4 (most vio- 
lent), using only information on acts and offenses. 
Raters were asked to use the following broad criteria 
for group placement. 

A student was rated 1 if there was no evidence of his 
having committed any offense against a person or 
having committed arson. Fist fights with peers were 
not considered violent unless severe injury had been 
inflicted. There were 8 boys in this group. 

Students were rated 2 if there was some indication in 
their behavior of a potential for violence (e.g., isolated 
episodes of fire setting, isolated episodes of threaten- 
ing with unloaded weapons). There were 11 boys in 
this group. 

Boys were rated 3 if they had actually committed 
serious offenses against persons (e.g., murder, rape, 
multiple episodes of arson, armed robbery, assault). 
There were 55 in this group; all of whom had commit- 
ted more than one offense. 

Category 4 was reserved for those who had commit- 
ted extraordinarily brutal acts. There were 23 boys in 
this group. 

Categories were fairly distinct from each other; 
hence there was a strong tendency for raters to agree 
on categories. There was never a discrepancy of more 
than one point among raters. When a disagreement 
existed, the child was categorized according to the 
opinion of two of the three raters. For the purpose of 
this study, children rated 1 and 2 were together 
categorized as ''less violent''; those rated 3 or 4 were 
considered ‘тоге violent.’’ 
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Neuropsychiatric Evaluations 


The psychiatric and neurological evaluations we 
conducted have been described in detail elsewhere (1, 
6, 12). Whenever possible, a sleep EEG was per- 
formed and results of previous EEGs were obtained. 
Hospital and clinic records were reviewed, as were 
police records and the reports of probation officers and 
social workers. Certain factors were deliberately as- 
sessed by both the psychiatrist and the neurologist: 
both attempted to obtain a detailed medical history. 
including incidents of headache, dizziness, nausea. 
loss of consciousness, and actual grand mal seizures. 
Both covered the standard mental status evaluation. 
and both assessed the presence or absence of paranoid 
ideation and/or hallucinatory experiences of a visual, 
auditory, tactile, olfactory, or gustatory nature. We 
tried to be as objective as possible in assessing the 
existence of such subjective phenomena as paranoid 
ideation. Ordinary adaptive wariness, particularly dur- 
ing interviews, was not considerec paranoid. Paranoid 
symptoms were considered to exist only if children 
mistakenly believed someone was about to hurt them 
and they could provide several 2xamples of this or if 
they constantly felt the need to carry weapons such аз 
metal pipes or guns for their awn protection in the 
absence of any identifiable dangers and in communi 
ties and situations in which this was not the practice of 
their peers (e.g., a boy who kept a gun in his dresser 
drawer, stayed in his room most of the day, and took 
the gun with him for protection when he occasionally 
ventured into a well-populated downtown shopping 
area). 


Psychomotor Epileptic Symptoms and Signs 


The following clinical features were classified as 
psychomotor symptoms or signs: observed episodes cf 
periodic loss of fully conscious contact with reality; 
loss of memory for particular acts (violent or nonvic- 
lent) that, as far as could be determined, were nct 
psychodynamically caused, followed by confusior, 
headache, sleep, or fatigue; episodes of inability to 
understand spoken words or conversations despite the 
awareness that people were speaking; frequent dizzy 
spells, falling episodes, or blackouts unrelated, as fer 
as we could determine, to alcohol or drug use, illness, 
or hypotension; spontaneous episodes of emotion such 
as anxiety, fear, or rage, with no identifiable psycho- 
dynamic provocations; multiple 2pisodes of déjà vu; 


"olfactory or gustatory hallucinations; episodes of mac- 


ropsia, micropsia, or other kinds of metamorphopsias; 
dreamlike states; and automatic behaviors and/or 
forced thinking. EEG abnormalities and/or a history of 
generalized seizures was considered a sign of a possi- 
ble psychomotor epileptiform disorder if coupled with 
other psychomotor symptoms. Fourteen ага six posi- 
tive spikes were not counted as siznificant EEG abnor- 
malities in this study. 
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RESULTS 


Number of Psychomotor Epileptic Signs and 
Symptoms 


Seventy-eight percent of the boys studied had one or 
more signs or symptoms characteristic of psychomo- 
tor epilepsy. Thus, a single symptom or sign could 
hardly be considered strong evidence of an epileptic 
disorder, unless it was a paroxysmal EEG abnormality 
in the temporal area. Even then, however, children 
with temporal lobe EEG abnormalities (of which there 
were 3) all had other psychomotor epileptic symptoms 
as well, Of the 97 boys, 15 (15.5%) had one sign or 
symptom; 16 (16.5%) had two; 20 (20.6%) had three; 
14 (14.4%) had four; 7 (7.2%) had five; and 4 (4.1%) 
had six or more. The most common symptoms or signs 
were 1) observed lapses of fully conscious contact with 
reality (N=31); 2) frequent dizziness or blackouts 
(N=30); 3) impaired memory for violent or nonviolent 
acts (N=23); 4) lapses of auditory comprehension 
(N=20); 5) frequent episodes of déjà vu (N=20); and 5) 
abnormal EEG and/or history of generalized seizures 
(N=19). | 


Electroencephalographic Findings 


Participation in the study was voluntary, and 23 
boys who participated either refused to have EEGs 
performed or were transferred to other institutions 
before the test could be scheduled. Therefore, we had 
EEG data and/or a history of generalized seizures for 
74 boys. Of these, 19 (25.796) had abnormal EEGs and/ 
or a history of generalized seizures. These data are 
summarized in table 1. 

We compared the EEG findings of the more violent 
(groups 3 and 4) and less violent (groups 1 and 2) boys 
and found that of the 65 more violent boys on whom 
EEG data had beea obtained, 19 (29.2%) had EEG 
abnormalities and/or generalized seizures, whereas of 
the 9 less violent boys with EEG data, none had 
generalized seizures or abnormalities (chi-square with 
Yates’ correction: ҳ2=2.173, df=1, p=.15). 


Psychomotor Epileptic Symptoms and Signs and 
Degree of Violence 


We found a significant positive correlation between 
number of psychomotor signs and symptoms and 
degree of violence (r=.384, p<.001). Among the indi- 
vidual psychomotor epileptic factors assessed, the 
ѕутрјот most highly correlated with degree of vio- 
lence was impaired or distorted memory for particular 
behaviors (r=.367, p<.001). This kind of memory 
impairment was characteristic of both aggressive and 
nonaggressive acts. That is, memory impairment often 
existed for acts for which there would be no motiva- 
tion to forget. The symptom of memory deficits and 
distortions was correlated with EEG abnormalities 

(r=.222, p<.05), inability to stop fighting once having 
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TABLE 1. Abnormal EEG Findings and Generalized Seizures in 74 
Incarcerated Adolescent Boys 








Number of « 
Number of Subjects with 
Subjects Generalized 
with EEG (Топіс'СІопіс) 
EEG Characteristics Abnormality Seizures 
Regionalized abnormalities 
Temporal spikes or paroxysmal 
slow waves 3 1 
Other paroxysmal complexes 1 0 
Theta waves 3 2 
Diffuse abnormalities 
Paroxysmal features (slow 
and sharp waves) 8 te 
Theta and delta waves 2 2 
Normal EEG, but history of 
generalized seizures 0 2 





"This patient had episodes described as "drop attacks," which required the 
wearing of a helmet. 


started (r=.283, p<.05), and repetitious, meaningless 
automatisms (r=.274, p<.05). | . 


Correlation of Psychomotor Epileptic Symptoms with 
Other Indicators of Function 


We wondered whether children manifesting psvcho- 
motor epileptic symptoms would also show signs and 
symptoms characteristic of other kinds of psychiatric, 
neurological, or cognitive problems. We found a sig- 
nificant correlation between the number of psychomo- 
tor epileptic signs and symptoms manifested and audi- 
tory hallucinations (r=.419, p<.001), loose or ram- 
bling associations (r=.402, p<.01), paranoid ideation 
(r=.315, p<.01), visual hallucinations (r=.242, 
p<.05), and tactile hallucinations (r=.225, р<.05). 

On the other hand, psychomotor symptoms did not 
correlate with any of the neurological signs or symp- 
toms except for choreiform movements (r=.273, 
p<.05). There was no significant correlation between 
psychomotor factors and performance on any aspect 
of the WISC, nor was there a significant correlation 
with learning disabilities. 


Violence and Ictal Versus Interictal Events 


Given the finding that violence was strongly associ- 
ated with number of psychomotor symptoms, we 
wondered whether violent acts were associated with 
actual seizures or whether violence in our study popu- 
lation was an interictal or nonictal phenomenon re- 
flecting brain damage or other factors and not directly 
the result of a seizure. We therefore reviewed the 
clinical data to determine which of our subjects ectual- 
ly suffered from a psychomotor (complex pzrtial) 
seizure disorder. К 

Two clinicians independently reviewed the cl:nical 
records of all subjects to determine which of the boys 
could, with reasonable clinical certainty, be said to 
have psychomotor seizures. The following three zrite- 
ria for making the diagnosis had tp be met. 1) Subjects 
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had to have experienced well-documented episodes, 
observed by others, of lapses of fully conscious con- 
tact with reality. 2) These episodes had to have been 
followed by сспѓиѕіоп, fatigue, or sleep. 3) Memory 
for these episodes had to be impaired or absent. When 
there was a disagreement between clinicians regarding 
seizures, the boy was considered nor to have psycho- 
motor seizures. 

The clinicians agreed that, of the 97 boys, 11 defi- 
nitely had had psychomotor seizures and an additional 
7 probably had had psychomotor seizures. Thus a total 
of 18.596 most likely had had psychomotor seizures. In 
addition to meeting the criteria for seizures, 14 of the 
18 boys had abnormal EEGs, and 1 subject with a 
normal EEG had a well-documented history of gener- 
alized seizures. 

We next reviewed the timing and nature of the 
violent acts performed by these 18 subjects. We found 
that 5 of the subjects clearly had committed violent 
acts during a seizure. For example, one youngster with 
an epileptifórm EEG tore up his room on the secure 
unit, assaulted staff members, suffered a severe nose- 
bleed, and banged his head against the walls of his 
room, during which time he was out of conscious 
contact with those around him. He required restraint 
by several grown men. The following day he had no 
recollection o the event or of how he had injured 
himself. Another example is that of a youngster who 
had a violent episode while hospitalized on a psychiat- 
ric unit. His aggression toward staff members was so 
intense that police were called. Following the episode 
he lay on the floor, uncommunicative and in a fetal 
position. He had no memory of the event. This boy's 
EEG showed spiking in the temporal region. 

In 6 cases we felt that violent acts may have 
occurred during seizures, but evidence was insuffi- 
cient to be certain. As far as we could determine, the 
remaining 7 subjects with psychomotor epilepsy had 
committed all of their violent acts at times other than 
during seizures. For example, one boy beat up another 
with a chain; another threatened people with a gun; 
one boy kidnapped a homosexual at knifepoint; anoth- 
er set a number of fires; and 3 others were involved in 
rapes or attempted rapes. 

Of special note, all 5 of the youngsters who had 
performed violent acts during seizures had also been 
violent at times when seizures were not occurring. For 
example, one boy had assaulted a housemother in his 
group home and had sexually assaulted a smaller boy; 
another boy broke into a house and attacked and 
robbed its female occupant, beating her head against 
the wall until she was semiconscious. All 18 boys also 
had longstanding behavior problems at school. 


Central Nervous System Injury and Psychomotor 
Seizures 


Of the 18 epileptic subjects, 16 had histories of 
severe central nervous system trauma and/or perinatal 
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difficulties. For example, during early chikdhood опг 
boy had fallen from a second-floor window. hitting his 
head, after which he had had generalized seizures. He 
also had dived into water, hitting his head on a stone. 
Another boy had had perinatal problems including 
grand mal seizures during the first 2 months of his life. 
At age 8 he had fallen from a roof, and hi had also 
been hit by a car. Another had ingested = deodorant 
compound at age 2 and then had a convulsion; he had 
suffered three head injuries at aze 10, one of which 
resulted in a skull fracture. Ore boy had measles 
encephalitis with convulsions at age 1%. and one had 
such severe respiratory problems et bir-h that his 
mother was told he might not survive. 

It was not always clear whether all severe injuries 
preceded behavior problems or whether in some cases 
accidents were the result of hyperactivity. However, 
in 12 cases CNS trauma had definitely preceded sei- 
zures. 


DISCUSSION AND IMPLICATIONS 


Our past and present studies suggest that psychomo- 
tor epilepsy is far more prevalent in the delinquent 
population than in the general population. The fact 
that over 18% of these incarcerated delinqaent adoles- 
cents probably had psychomotor seizures, whereas 
clinical epilepsy of any kind is thought to exist in 
approximately 0.5% of the general population, sup- 
ports this hypothesis. Furthermore. the severity of 
delinquency is associated with psychorrotor symp- 
tomatology. This is indicated both by the aigh preva- 
lence of symptoms in the entire ircarcerated group and 
by the positive correlation of psychomotor symptoms 
with degree of violence in this group. 

The fact that a minority of epileptic youngsters 
committed violent acts during seizures requires com- 
ment. First, given the high prevalence of CNS trauma 
in the subjects, it is probable that many о> the violent 
acts committed were at least partially a -eflection of 
the poor impulse control characteristic o7 brain-dam- 
aged individuals or of the intense affective states and 
temper outbursts characteristic of interictal periods. 

Second, the criteria for determining a violent ictal 
act were so stringent (in 4 of the 5 cases the behavicrs 
were actually witnessed on the secure пт, it is likely 
that we underestimated ictal violence. If а violent act 
occurred outside the unit and there were no reliable 
witnesses, we did not consider the act iztal for pur- 
poses of this report, although in several cases we 
believed that the acts might well have been seizure 
manifestations. 

Third, paranoid ideation anc hallucimations were 
characteristic of this epileptic population znd in many 
instances contributed to violent acts. 

It is noteworthy that in the presen: study 29% of the 
more violent group had EEG abnormalities and/or 
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generalized seizures, whereas none of the less violent 
group had abnormal EEGs and/or generalized sei- 
zures. Nevertheless, it is important to emphasize the 
fact that not all of the adolescents with strong clinical 
evidence of psychcmotor seizures had either EEG 
abnormalities or a history of generalized seizures, and 
only 3 had abnormalities noted from the temporal 
region. Clearly, mary delinquent children with strong 
evidence of psychomotor seizures will be found to 
have normal EEGs, a finding consistent with the fact 
that not all individuals with well-documented psycho- 
motor seizures have abnormal interictal EEGs (13- 
15). Therefore, although the presence of EEG abnor- 
malities, especially in the temporal region, may con- 
firm a diagnosis, the absence of such abnormalities 
does not refute the diagnosis. 

Another major finding of this study was the correla- 
tion of psychomotor symptoms with such psychotic 
symptoms as paranoid ideation; loose, rambling, illogi- 
cal thought processes; and hallucinations. It has long 
been recognized that certain manifestations, especially 
interictally, in patients with psychomotor epilepsy 
may be confused diagnostically with schizophrenia (5, 
16—18). When symptoms of both kinds of disorders are 
present, it may be difficult to determine whether one is 
dealing with epilepsy, schizophrenia, or both. 

Complicating the diagnostic problem further is the 
fact that environmeatal and emotional factors affect 
seizure activity. Where a psychodynamically induced 
and potentially controllable act ends and a nonvoli- 
tional seizure state begins is often impossible to deter- 
mine in the absence of continuous EEG monitoring. 
The diagnostic problem is complicated still further 
because individuals who experience spontaneous feel- 
ings of rage or anxiety as a result of seizure activity 
tend to attach particular thoughts to their feelings in 
order to explain the feelings to themselves (and their 
doctors). They thus attribute the feeling to the 
thought, although spontaneous feeling states may pre- 
cede the angry thoughts. 

Finally, even in the case of a patient with well- 
documented psychomotor seizures, it is often difficult 
to determine whether a particular violent act is a 
manifestation of the disorder or simply an expression 
of misplaced or excessive anger. Our findings indicate 
that delinquents with psychomotor epilepsy also have 
problems with impulse control that do not seem to be 
directly related to se:zure activity. We know from this 
and previous studies (12, 19, 20) that many have 
sustaiped severe head injury, have neurological abnor- 
malities other than seizures, and also experience para- 
noid symptoms. These kinds of vulnerabilities predis- 
pose such youngsters to impulsive and sometimes 
aggressive acts. When an adolescent with psychomo- 
tor epileptic symptoms performs a consciously moti- 
vated aggressive act for which his memory is intact, it 
is tempting to assume that all previous aggressive acts 

were similarly motivated and to ignore the fact that 
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ostensibly similar behaviors of the same individuals 
may, at different times, have different kinds of precipi- 
tants and physiological concomitants. 

The veracity of delinquent children, especially ge 
linquents accused of violent acts, must be suspect, 
since they have strong conscious and unconscious 
reasons to forget their behavior. Why, then, did we 
believe many of these children when they evidenced 
impaired or distorted memories for particular acts? 
First, a hallmark of psychomotor seizures is the per- 
formance of acts that are not totally volitional and for 
which memory is clouded or absent. Second, many of 
these adolescents told us of other incriminating acts 
similar to or at times more serious than those of which 
they were accused. Thus they did not seem to be 
concealing antisocial behavior. Third, several ycung- 
sters insisted that they remembered everything they 
had done. Data obtained from cther sources indicated 
some degree of amnesia. Fourth, many of the ycung- 
sters had experienced several episodes of impaired or 
absent memory for acts that were neither antisocial 
nor violent (e.g., a child who could not recall episodes 
of. sitting on a windowsill, threatening to kill himself). 
Fifth, in each case impaired or absent memory “or a 


` particular act was but one of several other symp:oms 


characteristic of psychomotor seizures. 

In a violent delinquent population, the question of 
malingering must be considered. It is certainly possi- 
ble that our study population could have been feigning 
impaired memory for acts performed. But it is unl:kely 
that the study sample had either the knowledge or the 
sophistication to feign the other kinds of psychomotor 
signs and symptoms such as metamorphopsias, auto- 
matisms, or olfactory hallucinations. 

Not every patient with psychomotor seizures mani- 
fests all of the signs and symptoms of the disorder. and 
it is not clear what the minimal criteria for diagnosis 
should be. When the behavior in question is aggressive 
and appears purposeful, the diagnosis is especially 
difficult. When the diagnosis is unclear, in addition to 
assessment of the existence of other psychomotor 
symptoms, a history of major motor seizures, docu- 
mented severe head injury, other evidence of brain 
damage, a family history of epilepsy, and the presence 
of certain EEG abnormalities should influence the 
appraisal. 

Our findings indicate a high prevalence of psycho- 
motor seizures in the violent delinquent population. 
Unfortunately, perhaps because of the kinds of acts 
committed by these youngsters, the diagnosis has 
often been missed, and these violent epileptic young 
offenders have been dismissed as sociopaths or malin- 
gerers in spite of the hopelessness that these designa- 
tions imply. 
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Racial and Geographic Differences in the Psychopathology of 
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The authors compared the psychopathology of black and 
white and of rural and urban schizophrenic patients. Using a 


structured interview, psychiatrists rated 273 schizophrenic: 


patients consecutively admitted to seven hospitals and men- 
tal health centers over 3% years. Results indicate that 
important symptoms were more severe in black than in white 
schizophrenic patients: black patients were more angry, 
impulsive, hallucinating, dysphoric, and asocial. А greater 
number of important symptoms were found to be more 
intense in rural than in urban schizophrenic patients: rural 
patients were more angry, aggressive, silly, negativistic, and 
uncooperative, but urban patients were more anxious, rigid, 
ambivalent, and asocial. (Ат J Psychiatry 139:888—891, 
1982) 








S ince Karl Birnbaum (1) introduced the term ''path- 
oplastic"' for those factors which modify the basic 
manifestations of mental disorders to produce different 
symptom profiles in different cultural groups, attempts 
to study this phenomenon have been limited by the 
wide range of diagnostic customs among individual 
clinicians, which itself is a formidable source of varia- 
tion. In recent years, investigators using the same 
instruments for collecting research data have reported 
some national and ethnic differences in the symptoms 
of schizophrenia (2, 3). With the advent of DSM-III, 
such differences may become more amenable to re- 
search. In this paper we present further evidence of 
this phenomenon among patients of different racial and 
geographic origins within the United States. 

The Missouri Institute of Psychiatry recently com- 
pleted a 5-year study of schizophrenic patients in 
Missouri and Turkey (4). As a subanalysis of the data, 
we examined the. differences in severity of psycho- 
pathology between black and white and between rural 
and urban schizophrenic patients in, Missouri. 
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METHOD 


Our sample was composed of 273 schizophrenic 
patients consecutively admitted to seven hospitals and 
mental health centers of the Missouri Division of 
Mental Health over a 34-year period. As used in this 
study, the term "schizophrenia" includes several sub- 
types (paranoid, chronic undifferentiated, catatonic, 
hebephrenic, schizoaffective, simple, residual, acute 
undifferentiated, and unspecified). Patients with other 
types of mental illness, gross medical and neurological 
disorders, or mental retardation and those who had 
had lobotomies were excluded. Demographic and clin- 
ical characteristics of the research subjects are given 
in table 1. There were few demographic differences 
between our patient groups. The proportion of men 
and women among black patients was significantly 
different from that among white patients (x?—9.54, 
df=1, p«.025). The mean age of rural patients was 
significantly greater than that of urban patients (t=3.9, 
df=271, p<.00!). 

Both races were at least second-generation Ameri- 
can. Urban is defined as living in a town or metropoli- 
tan area with more than 100,000 population—St. Louis 
City and County and Clay and Jackson Counties. 
Areas outside these locations were considered rural; 
most patients lived on farms or in towns with a 
population of 10,000 or fewer. The individual had to 
have lived the major part of his or her childhood and 
adult life in, and to have been admitted to a hospital 
from, a rural or urban area to be considered rural or 
urban. More than two-thirds of the patients were life 
residents of the geographic area from which they were 
admitted, and fewer than 4% had lived in that area for 
less than 5 years. | 

The data were collected through in-person inter- 
views with patients and families by nurses, a psychia- 
trist, and social workers. On admission, each patient's 
diagnosis was confirmed according to DSM-II and an 
11-point set of diagnostic criteria (available from Dr. 
Klein on request). Symptoms were rated on the Brief 
Psychiatric Rating Scale (BPRS) and the Itil-Keskiner 
Psychopathological Rating Scale (5); which contains 
11 categories and 70 symptom items. Research psychi- 
atrists used the structured in-person interview devel- 
oped by Melvin W. Thorner, M.D. (available from Dr. 
Klein on request). Four of the research psychiatrists 
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TABLE 1. Characteristics of 273 Schizophrenic Patients Consecu- 
tively Admitted to Seven Hospitals and Mental Health Centers 
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TABLE 2. Mean Symptom Scores of Signif.cant Racial Différences.on 
the Itil-Keskiner Psychopathological Rating Scale? 











Race Geographic Status 
Black White Rural Urban 
Characteristic (N=126) (N=147) (N=143) (N=130) 
Sex 
Number cf men 
(N=120) 68 52 62 | 58 
Number of 
women (N=153) 58 95 81 72 
Proportion of 
men to wcmen 54:46 35:65 43:57 45:55 
Age (years) 
Mean 33.56 34.62 36.12 31.95 
Median 33 34 36 31 
Капре 17—57 17—59 17—59 17—54 
Education (grade) 
Меап 10.78 10.38 10.32 10.84 
Median 11 11 10 M 
Range 2-20 0-16 0-20 4—20 
Number of previ- 
ous hospitaliza- 
tions 
Mean . 3.50 3.40 3.42 3.47 
Median 2 3 2 3 
Range : 1-9 1-9 1-9 1-9 
Occupation? 
Two most fre- 
quent 2and6 2and6 2 and 6 2 and 6 
Range 1-8 1-8 1-8 1-8 


*Occupational codes: !=farming, forestry, fishing; 2=industry, handicrafts; 
3=commerce, banking, insurance; 4=transportation and communications; 
5=administrative, public service, professions; 6=domestic and personal 
service; 7—studznt; 8=without occupation. 


were white and one was black, and four lived in urban 
areas and one in a rural area. They had had intensive 
training as a team in the use of the BPRS and the Itil- 
Keskiner scale. Before data collection, the interrater 
reliability as determined by Ebel's interclass correla- 
tion formulas was .95 for mean ratings on the BPRS 
and .92 for mean ratings on the Itil-Keskiner. All were 
significant at the .05 level of confidence. The interrater 
reliability has been reported elsewhere (6). 

А 2x2 (Кесе by Location) multivariate analysis of 
variance (ANOVA) was used to assess the presence of 
overall differences in symptom severity among groups 
for each scale. The univariate F test was then used to 
assess the presence of racial or geographic differences 
for each specific symptom, and follow-up Scheffé tests 
(7) were used to examine the particular nature of 
interactions. Analysis of covariance controlling for sex 
and age was used to ensure that significant results 
were not due to these differences in group composi- 
tion. We considered p<.05 as constituting statistical 
significance. | 


RESULTS 
Racial Differences 


The multivariate ANOVA detected significant over- 
all differences for race on the Itil-Keskiner scale 








White Black 
Symptom Mean SD Mean SD Fe р 
Affect-emotion-mood 
Dysphoric* 1.37 97 1.64 1.10 4.37 .0375 
Angry* 1.93 126 251 1.5 3.07 .0004 
Outbursts* 1.81 1.31 2.31 1.57 7.50 .0066 


Person or self 4 
Split personality 1.30 8l 152 
Communication 


Poor* 1.95 1.28 2.4] 1.37 7.67 .0060 
Orientation-con- 

sciousness 

Disoriented* 1.73 1.11 2.10 1.29 5.92 .0156 
Perception 

Auditory hallucina- 

tions* 2.50 1.50 3.17 1.49 1116 .0C02 
Motor behavior 

Impulsivity* 1.75 118 2.09 1.45 144  .0361 
Stereotypy? 1.67 93 140 1.23  -55 .0338 


Higher mental func- 
tion (disturbance) 


Memory* 1.93 1.17 2.23 1.29 2.64 .0321 
General attitude 
Asocial¢ 1.73 1.24 2.47 1.42 2263 .0001 





зА higher score indicates that the symptom was more severe. 
bdf=1, 269. 

*Black patients scored significantlv higher on this symptom. 
*White patients scored significantly higher on thts symptom. 


(F=1.53, df=74, 196, px.01), but not on the BPRS. 
Black patients exhibited more severe symptoms of 
angry outbursts and impulsivity and a higher /ntensity 
of poor communication, dysphoria, and asociz! behav- 
ior. Auditory hallucinations, memory distu-bances, 
and disorientation were also found to be morz severe 
in black patients (see table 2). 


Geographic Differences 


For location, the multivariate ANOVA sevealed 
significant overall differences on both the BPRS 
(F=1.98, df=22, 247, р=.0001) and the Itil-Keskiner 
(F=3.57, df=74, 196, p=.0001). Fer the BPR* varia- 
bles, the anxiety (F=8.572, df=1, 270, р=.024) and 
conceptual disorganization (F=13.43, df= , 270, 
p<.01) were more intense in urban than in rural 
patients, and rural patients were more uncooterative 
(F=22.074, df=1, 270, р=.001) than the urban pa- 
tients. For the Itil-Keskiner variables, 18 symptoms 
were more severe in rural than in urban schizophrenic 
patients, and 10 symptoms were more intense im urban 
than in rural groups (see table 3). Rural patients were 
more angry, aggressive, silly, perseverating, negativis- 
tic, and uncooperative than their urban counterparts. 
Urban schizophrenic. patients were more arxious, 
rigid, ambivalent, blocking, posturing, and asocial 
than rural schizophrenic patients. 


Racial with Geographic Differences 


The multivariate ANOVA detected significant over- 
all differences for the interaction of location ani race 
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TABLE 3* Mean Symptcm Scores of Significant Geographic Differ- 
ences on the Itil-Keskiner Psychopathological Rating Scale? 











Rural Urban 

Symptom Mean SD Mean SD Fe p 
Affect-emotion-mood 

Blunt-indifferent¢ 2.7] 1.33 1.76 1.26 35.71 .0001 
‘ Ambivalent4 2.29 1.35 2.89 1.40 12.82 .0004 
Angry* 2.36 1.48 1.99 1.30 5.80 .0167 
Silly: 1.38 .98 1.14 .55 6.99 .0087 
Anxious 2.53 1.38 3.12 1.40 11.28 .0009 
Person or self 

Split personality? 1.04 .37 1.86 1.34 50.78 .0001 
Thought process and 

association 

Rigid? 1.17 .60 1.60 1.16 15.68 .0001 
Perseverating® 2.22 1.24 1.45 .95 33.06 .0001 
Blocking? 2.21 1.36 2.86 1.37 15.84 .0001 
А тбіуаіепії 2.58 1.26 3.06 1.33 9.71 .0020 
Circumstantiale 2.43 1.41 1.94 1.20 8.95 .0030 
Irrelevante 2.45 1.41 1.85 1.20 16.31 .0001 
Volition and drive 

Uninterested* 2.17 1.35 1.72 1.21 8.33 .0042 
Ambivalent? 2.5] 1.31 3.08 1.30 13.71 .0003 
Sexual disturbance* 1.79 1.34 2.55 1.48 20.67 .0001 
Apathetic* 2.08 1.36 1.39  .98 21.92 .0001 
Communication 

Lacks contacte 1.49 1.0] 1.16 .65 9.84 .0019 
"Thought content 

Ideas of influence* 2.88 1.40 2.39 1.44 8.50 .0038 
Ideas of reference* 2.85 1.47 2.27 1.41 11.77 .0007 
Motor behavior 

Posturing4 1.4] .89 1.88 1.19 14.27 .0002 


Higher mental func- 
tion (disturbance) 


Attention-concentration® 3.05 1.27 2.43 1.32 15.92 .0001 
Сотргеһепзіопе 2.54 1.35 1.82 1.17 22.72 .0001 
Memory* 2.37 1.32 1.73 1.04 21.93 .0001 
General attitude 
Unkempt* 2.37 1.39 1.90 1.15 9.69 .0021 
Aggressive* 1.90 1.44 1.37  .86 13.32 .0003 
Asocial¢ 1.71 1.27 2.46 1.38 22.34 .0001 
Negativistic* 1.71 1.19 1.30  .80 10.83 .0011 
Uncooperative* 2.26 1.49 1.48  .92 28.47 .0001 








aA higher score indica:es that the symptom was more severe. 
bdf=1, 269. 

*Rural patients scored significantly higher. 

‘Urban patients scored significantly higher. 


on the Itil-Keskiner (F=1.37, df=74, 196, p<.05) but 
not on the BPRS. Black rural schizophrenic patients 
exhibited the most severe symptoms—labile affect, 
hyperactivity, flight of ideas, visual hallucinations, 
and confusion‘delirium. Black urban schizophrenic 
patients showed the most intense symptoms of autistic 
and passivity phenomena. Black rural and urban 
groups differed significantly from each other on all 
symptoms except unsystematized delusions and illu- 
sions, but there were no significant differences be- 
tween the white rural and urban groups (see table 4). 


DISCUSSION 


These findings are in agreement with other reports 
demonstrating symptom differences among different 
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TABLE 4. Mean Symptom Scores of Significant? Racial with Geo- 
graphic Differences on the Itil-Keskiner Psychopathological Rating 
Scale> ў 











Black White 

Symptom Rural Urban Rural Urban F° p 
Affect-emotion- 

mood 

Labile? 2.84 1.46 2.10 1.79 10.61 .0013 
Person or self 

Autistic* 2.00 327 2.31 271 5.19 .0235 
Passivity 

phenomena* 1.38 2.24 1.75 1.48 15.63 .0001 


Thought process 

and association 

Flight of ideas 1.98 1.17 1.76 1.63 5.76 .0171 
Orientation- 

consciousness 

Confused, delirious! 1.67 1.14 1.37 1.41 6.90 .0091 
Thought content 


Unsystema- 

tized delusions 2.92 2.68 2.76 3.26 4.51 .0347 
Perception 

Illusions! 1.19 1.09 1.06 1.25 4.21 .0410 
Visual hallu- : 

cinations? 2.33 1.38 1.43 1.41 10.96 .0011 
Motor behavior 

Hyperactivity? 2.4 1.4 1.69 1.66 5.59 .0188 





*Although these interaction Fs were significant, the simple comparisons of 
individual grours using the Scheffé test were not significant. 

*A higher score indicates that the symptom was mcre severe. 

*df-1, 269. 

4Black rural patients scored significantly higher. 

*Black urban patients scored significantly higher. 

‘White urban pazients scored significantly higher. 


groups of schizophrenic patients. Murphy and asso- 
ciates (8) collected data by questionnaire from 27 
countries representing more than 90 ''cultural sam- 
ples" and reported that catatonic mannerisms, cata- 
tonic stupor, and delusions of grandeur were more 
often seen in rural patients. Depersonalization ap- 
peared to be more frequent in urban groups. Visual 
hallucinations were least frequent in urban Euro- 
Americans but more frequent in peoples of Africa and 
the Near East. 

Katz and Sanborn (2) also found that Japanese 
schizophrenic patients who lived in Hawaii had symp- 
toms that were different from those of American 
schizophrenic patients who lived on the mainland not 
only before their admission, while in their own com- 
munities, but also in the hospital. In the International 
Pilot Study of Schizophrenia (3) the symptom profiles 
of patients from most research centers were similar in 
general, but significant differences existed when pa- 
tients in the Agra-London, Agra-Taipei, London- 
Washington, and London-Prague pairs of centers were 
compared. : 

Our data suggest that such differences also exist 
among patients of different racial and geographic ori- 
gins within the United States. These may not necessar- 
ily represent absolute differences because clinicians 
may perceive black patients diif¢rently from white 
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patients and rura] patients differently from urban pa- 
tients. However, racial and geographic differences 
sich as these have been demonstrated even in self- 
report questionnaires (9). It seems likely that these 
differences also reflect the differentiation of emotional 
states; these have been demonstrated to vary with the 
cultural background of patients and have been specifi- 
cally shown to be different in black and white Ameri- 
can patients who were evaluated in two separate 
international research projects (10). 

These data have obvious implications for research- 
ers whose samples are drawn from multiethnic and 
multinational populations, and for the use of diagnos- 
tic manuals derived from one group for patients of 
other cultural groups (11, and 1980 unpublished paper 
by V.R. Adebimpe). They may also be important in 
investigations in which comparability of’ baseline 
symptom profiles is critical to a proper evaluation of 
dependent measures, as in multinational clinical trials 
of psychotropic medications (12). Furthermore, inves- 
tigations of*this phenomenon may yield clues for the 
rectification of diagnostic errors, which have been 
repeatedly documented among black patients (13-15) 
and which may be undetected in other minority groups 
(16) because our diagnostic manuals assume uniformi- 
ty of symptom patterns in all groups. 
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Detention and Rearrest Rates of Persons Found Not Guilty by 
Reason of Insanity and Convicted Felons 


BY RICHARD A. PASEWARK, PH.D., MARK L. PANTLE, M.A., AND HENRY J. STEADMAN, PH.D. 





The authors compared 42 men and 8 women who had been 
found not guilty by reason of insanity with a group of 
subjects who had been convicted of a felony (matched in 
criminal offenses, age, education, marital status, previous 
arrests, and sex). Tkey found that the acquitted subjects 
spent significantly less time in the hospital than the matched 
subjects spent in prison. They also found that about the 
same number of acquitted subjects who had been released 
from the hospital were rearrested as were control subjects 
who had been released from prison. Many more released 
acquitted subjects were rehospitalized than were released 
control subjects. There appears to have been a change in 
detention patterns after a switch to the American Law 
Institute rule and a greater role for the Department of 
Mental Hygiene in acquittees’ hospitalizations. (Am J Psy- 
chiatry 139:892-897, 1982) 


na previous studv of defendants in New York State 

who had been acquitted as ‘‘not guilty by reason of 
insanity" between 1965 and 1971 (1), we indicated that 
1) the amount of time spent in the hospital by those 
acquitted did not differ from the amount of time spent 
in prison by those convicted of a felony who had pled 
guilty to the same criminal act and 2) the arrest rates 
after hospital discharge or prison release were similar 
for both groups. 

At the time of this initial study, New York State 
operated under the American Law Institute (ALI) 
standards for the insanity defense, with the ''inability 
to conform" component of that rule deleted. Follow- 
ing a not-guilty-by-reason-of-insanity adjudication, the 
acquitted person was hospitalized in a mental health 
facility operated by the state's Department of Correc- 
tional Services. In June 1971 the state's criminal 
procedure act was altered. As a result, although the 
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same version of the ALI rule remained in effect, 
persons acquitted by reason of insanity were insti- 
tutionalized in a civil mental hospital administered by 
the state's Department of Mental Hygiene. Accompa- 
nying this change in disposition, the number of people 
so acquitted increased markedly from a mean of 8 per 
year during the 1965—1971 period to 47 per year in the 
1971-1976 period. In the present study we sought to 
determine whether, with this change in New York's 
criminal procedure act, there were also changes in the 
amount of time the acquitted persons spent in the 
hospital compared with the amount of time a matched 
control group of persons convicted of a felony spent in 
prison. 


METHOD 


The initial group of subjects considered for inclusion 
in this study were 77 persons found not guilty by 
reason of insanity between September 1, 1971, and 
December 31, 1973. Following identification of these 
potential subjects, data cards were prepared listing the 
sex, race, educational level, marital status, criminal 
act, victim(s), previous arrests, and date of institution- 
alization. These subjects were then matched as appro- 
priatelv as possible with individuals admitted to the 
state's correctional facilities between September 1, 
1971, and December 31, 1973. We used the admission 
blotters of each institution to obtain the contro] sam- 
ple. The date of hospitalization following acquittal 
served as the initial reference date. Admission files 
were searched until a fairly comparable cohort of 
subjects who had been convicted of a felony could be 
located. 

Of the 77 potential acquitted subjects, appropriate 
matches were found for 55. Five of these 55 acquitted 
subjects were subsequently dropped from the study: 2 
men and 1 woman died during the course of hospital- 
ization, and 2 men escaped before discharge from the 
hospital. The final subject pool, therefore, comprised 
42 men and 8 women who had been acquitted and a 
matched control subject who had been convicted of a 
felony for each. 

Differences in admission dates averaged 39 days; the 
greatest difference between cohorts was 169 days. In 
matching for offenses, the actual criminal act commit- 
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ted by a given subject was considered rather than the 
charge for which he or she was tried. This was done to 
negate the influence of plea bargaining (typically, the 
defendant using an insanity plea is tried for the most 


serious offense that might be derived from his or her - 


criminal act, but offenders not using the insanity plea 
are convicted on a charge less serious than either the 
actual behavior or the arrest charge). Because of the 
limited availability of prisoners originating from the 
same rural counties as their acquitted counterparts, in 
10 cases it was necessary to use comparable rural 
counties interchangeably. 


RESULTS 
Comparability of Groups 


Statistical comparisons between the acquitted and 
convicted subjects indicated that the matching proce- 
dure produced fairly comparable groups. The crime 
committed and sex of subject were identical for both 
groups, and neither the men nor the women in the 
acquitted group differed significantly from their 


matched controls in age, education, marital status, ог. 


arrests before the crime that led to acquittal or convic- 
tion. 

The mean age of the acquitted men was 36 years; for 
the convicted men it was 33 years. The mean ages for 
the acquitted and convicted women were 29 and 27 
years, respectively. The mean number of years of 
education was 10 for the acquitted and 8 for the 
convicted men and 8 for the acquitted and 10 for the 
convicted women. Also, no significant differences 
were found in marital status between either the men or 
the women (chi-square; p«.05 was considered signifi- 
cant). Similarly, the two male study groups showed no 
significant difference in the variable of race (chi- 
square). However, the two female groups differed: 
there were significantly more white women acquitted 
than convicted (Fisher's exact test, р<.02). Because 
relatively few white women were incarcerated in New 
York State's correctional facilities during the time 
period of this study, a more precise matching by race 
could not be attained. 

Of the 42 acquitted men, 18 (42.9%) had been 
arrested before committing the crime that led to ac- 
quittal, compared with 23 (54.8%) of the 42 convicted 
men, a difference that is not statistically significant 
(chi-square). A similar result was found for the wom- 
en: 1 acquitted and 3 convicted women had a previous 
arrest history. The acquitted men had amassed 91 total 
arrests, and the convicted men had 62. The convicted 
women had a total of 5 previous arrests, and the 1 
acquitted woman had been arrested twice before. 

The modal crime of the acquitted subjects and, 
therefore, of the matched felony group was homicide: 
27 (64.3%) of the men and 7 (87.5%) of the women in 
each group. Assault was next most frequent among the 
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TABLE 1. Diagnoses of 50 Persons Fourd Not Guilty су Beason £ g 
Insanity at Time of Mandatory Hospital Admission, 1971-1973 " 











Men (N=42) Women (N=8) 
Diagnosis N 96 I 66 
Schizophrenia 24 57.1 = 37.5 
Manic depression 2 4.8 Z 
Psychotic depression 0 = 25.0 
Paranoid state 1 2.4 а 
Alcoholic psychosis 1 2.4 уй 
Organic brain syndrome ] 2.4 H 
Personality disorder 5 11.9 2 25.0 
Alcoholism 1 2.4 [ 
Drug abuse 1 2.4 6 
Transient situational disorder ] 2.4 к 
Diagnosis deferred 2 4.8 к 
No mental disorder 0 12.5 
Unknown 1 2.4 " 
Mental retardation 2 4.8 “ 





теп (N=6, or 14.3% of each group), followed by arson 
(N=4, or 9.5% of each group). Two (4.896) of the mea 
in each group had committed robbery, 1 (2.4%) in eaca 
had committed burglary, 1 in each had had possessioa 
of a weapon, and 1 in each had endangered the welfare 
of others. The only offense committed b” a woman 
other than homicide was one case of robt2ry in each 
group (12.596). Because the relationship of the victim 
to the offender was not known fcr 28 of the 42 
convicted men (66.7%), no comparison between the 
male groups on this variable cculd be made. For tke 
women, family members were victimized Ev 7 of the 8 
acquitted and 6 of the 8 convicted womer. 

No attempt was made to matca the groups accordirg 
to previous psychiatric hospitalizations. As a геѕий, 
the male groups significantly differed on (15 variable. 
Thirteen of the 42.acquitted men had been hospitalized 
before, compared with only 1 of the 18 тел convicted 
for a felony (3210.36, df=1, p<.002). Nc such differ- 
ences occurred among the acquitted women, only 1 5f . 
whom had been hospitalized before, compared wi:h 
none of the convicted women. 

The psychiatric diagnoses given the acqaitted group 
on their mandatory posttrial hospital commitments are 
given in table 1. Because the subjects w-o had been 
convicted of a felony were sentenced to prisons, mo 
comparable psychiatric information was available. 


Amount of Time in the Hospitcl or in Pron 


At the termination of the study, June 20, 1976, 10 
(23.8%) of the acquitted men were still hospitalized, 
compared with 8 (19%) of the men cozvicted of a 
felony who were still in prison ‘a nonsignificant differ- 
ence; chi-square). Twenty-eight (66.795) af the acquit- 
ted men had been discharged, and 4 (9.5% were out of 
the hospital on leave. Thirteen (31%) of the mən 
convicted of a felony had been released гот ргіѕсп, 
and 21 (5096) were out on parole. А similar result was 
found for the women: 2 (25%) of the acquitted women 
remained in the hospital, but none of the women 
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nk 2. Length of Hospitalization or Incarceration of 50 Persons Found Not Guilty by Reason of Insanity and 50 Convicted of a Felony, by 


Crime Committed and Sex, 1971—1976 

















Acquitted Convicted Dt es 
Men Women Men Women 
Days in Hospital Days in Hospital Days in Prison Days in Prison 
Crime N Mean Range М Mean Range N Mean Range N Mean Range 
Homicide 27° 635 1-1,513 7? 489 561,132 27° 919 377-1,634 7 585 383-848 
Robbery 2 87 14-160 1 62 2 602 588—616 1 423 
Assault . 64 393 33-1,514 0 бе 703 368-1,132 0 
Burglary 1 154 0 1 708 0 
Arson 4t 345 45-361 0 4s 714 519-1,148 0 
Possession of a weapon 1 863 0 1 695 0 
Endangering the welfare 
of others 1 322 0 1 650 0 





88 of these men were still hospitalized. 

*2 of these women were stil hospitalized. 
°4 of these men were still in prison. 

4] of these men was still hcspitalized. 

с] of these men was still in prison. 

f1 of these men was still hospitalized. 

33 of these men were still in prison. 


convicted of a felony remained in prison (also a 
nonsignificant difference; Fisher's exact test). Six 
(7596) of the acquitted women had been discharged. 
Five (62.5%) had been released from prison, and 3 
(37.5%) were out on parole. i 

In our previous study (1), which encompassed a 
period during which persons acquitted by reason of 
insanity were committed to a mental hospital operated 
by the Department of Correctional Services, we found 
no statistically significant differences between acquit- 
ted and convicted groups for amount of time spent in 
the institution. In contrast, the current data show that 
acquitted men spent significantly less time in the 
mental institution than convicted men spent in prison: 
the former averagec. 533 hospital days compared with 
the latter's average of 837 prison days (t=3.33, df=68, 
p<.001). The acquitted women spent an average of 435 
days in the hospital, but the convicted women aver- 
aged 565 days in prison, a nonsignificant difference. 
The mean number of days institutionalized for each 
group, by crime, is shown in table 2. 

Our present results suggest that, for men, the trans- 
fer of the acquitted population from the administrative 
jurisdiction of a correctional agency to a mental health 
agency apparently reduced the length of institutional- 
ization for those acquitted by reason of insanity in 
comparison with those convicted of a felony. This 
results from a decreasing length of institutionalization 
for both acquitted and convicted men. Our 1965-1971 
data indicated that ће average length of hospitaliza- 
tion fór an acquitted group was 1,021 days, compared 
with the current acquitted group's 533 days. For the 
comparison group, those convicted before 1971 aver- 
aged prison terms of 995 days versus the 837 days for 
patients admitted in 1971—1973. Thus the decrease in 
detention periods for acquitted subjects was 48%, but 
that of the convicted subjects decreased onlv 16%. 

One must be cautious in interpreting these differ- 


ences. On the one hand, it is clear that from 1971 
through 1976 persons acquitted by reason of insanity 
in New York State were detained for shorter periods 
of time than those convicted of similar offenses. Simi- 
larly, it is clear that the detention period of both 
groups decreased over this time period. On the other 
hand, our data cannot address the question of whether 
the longer or the shorter detentions may have been 
more appropriate for those who were acquitted. In- 
deed, both may have been appropriate because the 
two groups may have had differing clinical needs. As 
such, it is essential not to jump to the simplistic 
conclusion that the state hospital system is ‘‘soft’’ on 
persons acquitted by reason of insanity as compared’ 
with the prison system. The issues are much more 
complex than that. 


Factors Influencing Length of Institutionalization 


Table 3 presents the results of stepwise regression 
analyses that used days institutionalized as the depen- 
dent variable. For the acquitted group the regression 
equation attained statistical significance with the inclu- 
sion of 5 of the 10 variables (F=2.50, df=5,44, p<.05), 
although these variables account for only 22% of the 
variance. Acquitted subjects who were hospitalized 
for shorter periods of time had fewer previous arrests, 
were married, had not committed homicide, were non- 
Caucasian, and their crimes had fewer victims. In 
other words, they had less serious criminal records 
and had some roots in the community. The remaining 5 
variables (age at hospitalization, sex, number of previ- 
ous hospitalizations, diagnosis of psychosis, and edu- 
cation) did not contribute to the significance of the 
multiple R. ^ 

In assessing this finding, it is important to note that 
7896 of the variance was not accounted for by those 
variables considered. Essentially, other, yet unidenti- 
fied factors are more determinant of length of hospital- 
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TABLE 3. Results of Stepwise Regression Analysis of Factors Influ- 
encing Length of Hospitalization or Incarceration of 50 Persons 
Acquitted by Reason of Insanity and 50 Convicted of a Felony 








Variable Multiple Re r? Simpler 
Persons acquitted by reason of 
insanity 
Number of arrests before 
acquittal .25 .06 „25 
Marital status ` .36 13 —.25 
Homicide was crime of which 
acquitted 41 17 23 
Race 46 21 -.П 
Number of victims® 47 22 .05 
Age .48 23 .02 
Sex .48 23 .07 
Number of previous hospital- 
izations* .48 23 —.08 
Diagnosis of psvchosis* .48 .23 —.02 
Persons convicted of a felony 
Homicide was crime of which 
convicted .36 43 .36 
Sex 55 .30 .33 
Number of arrests before con- : 
viction 57 32 AS 
Race Ы .58 33 —.16 
Education? 58 .34 .07 
Age { .58 34 .09 
Marital status 58 34 16 





‘The multiple R considers the intercorrelations among the variables in the 
regression equation. It is obtained by adding the independent contribution of 
the variable to the contribution of the preceding variables. 

*Excluded from analysis of the convicted persons because the proportion of 
its variance not explained by other variables did not exceed .1%. 

*This variable was excluded from analysis of the convicted persons because it 
did not apply. 

4Excluded from analysis of the acquitted persons because the proportion of its 
variance not explained by other variables did not exceed .1%. 


ization of the person acquitted by reason of insanity 
than the variables considered in this study. Among 
such unknown variables might be, for example, the 
characteristics of the people or of the particular hospi- 
tal responsible for the discharge decision, family sup- 
ports and resources, clinical state or course of the 
patient, utique characteristics of the patient, and 
activity of a lawyer or others on behalf of the patient. 
Identification of such variables awaits investigation. 

The regression equation for the convicted group was 
significant with the inclusion of 7 of the 8 variables 
(F=3.10, df=7,42, p<.02); these variables accounted 
for 34% of the variance. The subjects convicted of a 
felony who were imprisoned for shorter periods of 
time, like the acquitted subjects hospitalized for 
shorter periods of time, had not committed homicide, 
had fewer previous arrests, were non-Caucasian, and 
were unmarried. They also had less education, were 
younger, and were women. What clinical or adminis- 
trative practices may have led to these factors attain- 
ing significance is uncertain from our data. 


Subsequent Arrests 


In comparing the postinstitutionalization arrest and 
hospitalization records of the acquitted and convicted 
subjects, we included subjects in the analysis only if 
the acquitted subject and his or her felon cohort match 
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TABLE 4. Crimes for Which 17 Men Previously Acquitlied By Reason 
of Insanity and 2 Меп and 4 Women Previously Convicted of a Felony 
Were Arrested After Hospital Discharge or Prison Re ease, 1971— 
1976 





Convicted Persons 
Men 
% N % 





Acquitted 


Men Women 





Crime 


Robbery 

Assault 

Burglary 

Grand larceny—not 
automobile theft 

Petit larceny 

Sex offense 

Possession of a 
weapon 

Drug offense 

Possession of stolen 
property 

Forgery 

Conspiracy 

Other misdemeanor 
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were both no longer institutionalized. Twenty-seven 
male and 6 female pairs met this criterior. 

Of the 37 acquitted patients released гот mental 
hospitals operated by the Department of Correctional 
Services in our previous study, 9 2425) inc -rred a total 
of 30 arrests, and 10 of the 37 subjects who had been 
convicted of a felony (27%) amassed 15 axrests follow- 
ing release from prison. In the present stucy, we found 
much the same situation. Of the 33 released acquitted 
patients, 5 (15%), all of whom were men, were arrest- 
ed. These 5 men had a total of 17 arrests. Two men 
(7.4% of the 27 men who hac been released) had 1 
arrest, 1 (3.7%) had 2, and 1 each had 6 and 7. All of 
these individuals had been arrested befor= the trial at 
which they had been acquitted. OF the 33 released 
subjects who had been convicted of a felony, 2 men 
and 4 women were subsequently arrested : 18%). In the 
postimprisonment period, the 2 пеп had 3 arrests and 
the 4 women amassed 6 arrests. One (3.726 of the 27 
who had been released) each of zhe men Fad 2 arrests; 
3 (50% of the 6 who had been released) сї the women 
had 1 arrest, and 1 woman (16.796) had 3. As can be 
discerned from table 4, these pcstrelease arrests were 
for less serious charges than the offenses hat led to the 
plea of insanity. 

There was no significant difference between the 
number of men arrested in the acquitted and convicted 
groups (ҳ2=1.40, df=2, p<.20). Althoug- a significant 
difference was found in the number of rearrests be- 
tween the female groups (Fisher’s exact test, p<.03); 
the small number of subjects involved (№ =6) suggests 
the need to await further substantiaticn of such a 
finding before adequate interpretation can be made. 


Subsequent Hospitalizations 


Of the 33 released acquitted patients, 6 (18.2%)—4 
men and 2 women—were rehospitalized. The acquit- 
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téd patents had 19 hospitalizations, 16 of which were 
civil and 3 criminal. Only 2 of the 33 released felons 
(6.196), both men, were hospitalized after leaving 
prison; each had 1 civil admission. 


DISCUSSION 


An argument by defense attorneys against use of the 
insanity plea has often been that, if acquitted, the 
defendant might spend considerably more time in an 
institution than he or she would if he or she had pled 
guilty to a lesser offense. Our results suggest that, for 
the acquitted group as a whole, this currently is not the 
case in New York State. Overall, the acquitted man is 
institutionalized for a significantly shorter period of 
time than had he been convicted on his arrest charge, 
but no significant time advantage was observed for 
acquitted women. However, it is also apparent from 
the data that there is much greater variability in the 
amount of time spent in an institution for the acquitted 
subjects than for the convicted subjects. For example, 
for homicide, the amount of time spent in an institution 
ranged from | to 1,513 days, but for the convicted men 
it varied from 377 to 1,634 days. Thus for any given 
not-guilty-by-reason-of-insanity case, the acquitted 
person might spend considerably more or less time 
institutionalized than would a convicted defendant 
imprisoned for the same crime. This finding should not 
be surprising, if it is recalled that the mandatory 
hospitalization period is dependent on remission of the 
symptoms that supposedly resulted in the criminal act 
and on the assertion that the acquitted person is not 
dangerous. In contrast, the amount of time a convicted 
person spends in prison is determined not by remission 
of symptoms but, rather, by the minimum and maxi- 
mum sentences imposed by the court and ‘‘good time" 
earned while incarcerated. Similarly, the very short 
amount of time spen: in the hospital by some acquitted 
patients should not be startling. Hospitalization oc- 
curred after trial, which in New York State can be 
much delayed; it is probable that the symptoms of 
many acquitted defendants had abated markedly or 
completely by the time of hospitalization. 

Results of the present study concerning length of 
hospitalization or incarceration differ from those of 
our previous study conducted during a period when 
persons acquitted by reason of insanity were hospital- 
ized in a facility operated by the Department of 
Correctional Services rather than one administered by 
the Départment of Mental Hygiene (1965—1971). In 
that investigation it was determined that length of 
institutionalization for both male and female acquitted 
persons did not differ significantly from that of persons 
pleading guilty to the same offense. From our data, we 
are unable to explain definitely the differences ob- 
served between the two studies. Nevertheless, it 
would seem that the discrepant findings merit some 
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speculation. First, we are able to state that tFe of- 
fenses for which the patients were acquitted did not 
differ significantly between the earlier and later satm-, 
ples (ҳ2=4.04, df=4, p«.30). For example, of the 
subjects in the 1965—1973 study, 61% of the offenses 
were for homicide, but in the 1971—1973 sample 6896 
were for homicide. Second, it is possible that with 
tranfer of jurisdiction for acquitted persons from Cor- 
rectional Services to Mental Hygiene, discharge deci- 
sions may have become more related to the mental 
status of the patient and/or other therapeutic consider- 
ations and less based on the seriousness of the criminal 
act committed. This is an appealing interpretation of 
the data. However, in fact, we do not know what 
might have occurred had jurisdiction for these patients 
remained with Correctional Services. Further, it is 
quite possible that the different results of the two 
investigations might be reflective merely of a gereral- 
ized, intensified trend toward the earlier release of 
hospitalized mental patients. 

It is apparent from the data reported here that there 
are considerable variations over time in these a-eas. 
Between 1965 and 1971, the length of detentiom for 
both acquitted and convicted defendants was quite 
similar, as were their subsequent criminal activity and 
mental hospitalizations. More recently, however, with 
the shift of responsibility for the detention of persons 
acquitted by reason of insanity to the Departmeat of 
Mental Hygiene, lengths of stay have been red.iced 
dramatically (4696), and lengths of incarceration im the 
state prisons have decreased at a much slower Dace 
(16%). From 1971 through 1976, then, persons acquit- 
ted by reason of insanity were detained for substar tial- 
ly briefer periods of time (533 days versus 837 davs for 
men and 435 days versus 565 days for women) -han 
comparable felons in the prison system. The appropri- 
ateness of current or past detention periods is uaad- 
dressed by our data. 

An area that our data do help clarify is what happens 
to acquitted and convicted individuals after their dis- 
charge or release. In both our current and earlier 
comparison groups, the subsequent criminal activity 
was very similar for both acquitted and convicted 
groups, but subsequent mental hospitalization was 
much more frequent among the acquitted subjects. 
Still, the exact implications of these findings are 
unclear. In many ways, they lead to speculation about 
the need and/or efficacy of mental hospitalization for 
acquitted persons whose behavior appears to closely 
follow the same crime patterns as nonhospital-zed 
felons. That is, acquitted persons' subsequent crime 
rate is about the same, and their hospitalization ra e is 
higher. Rather than their disposition as not guilty by 
reason of insanity indicating a need for mental health 
treatment, it may well be, as we suggested in an ezrlier 
paper (2), that ‘‘within the population using the insan- 
ity plea, there are other subgroups for which the 
classical classification of mental illness seems a misno- 
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mer." We are dealing with issues of criminality and 
culpability rather than mental illness. Obviously, how- 
éver, such general conclusions require data beyond 
that from a single jurisdiction for a single decade. 
Although we have continued these analyses of New 
York data, data from other jurisdictions remain scant. 
To what extent New York State data may be generaliz- 
able to other states is unclear, although a previous 
report py Pasewark and Lanthorn on Wyoming (3) 
suggested that there are likely to be substantial differ- 
ences between New York and more rural states. 
Clinical practice and sound social policy in regard to 
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the insanity defense still await more data from other 
jurisdictions. 
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The Acute Admission Ward as a Therapeutic Community 


BY HANS STEINER, M.D., C.V. HALDIPUR, M.R.C. PSYCH., AND LOIS C. STACK, PH.D. 





The authors evaluated six acute short-stay admission wards 
їп a community mental health center using the sociometric 
Ward Atmosphere Scale. There was an attempt to run three 
of the six wards as therapeutic communities. No differences 
were found on Ward Atmosphere Scale dimensions between 
the therapeutic communities and other types of programs, 
nor did the therapeutic communities conform to an empiri- 
cally derived therapeutic community program dimension 
profile. Possible reasons for this failure and its implications 
Jor community mental health centers are discussed. (Am J 
Psychiatry 139:897—901, 1982) 





n the era of the community mental health center 

(CMHC) movement, psychiatric institutions em- 
phasize treatment designed to restore patients' func- 
tioning as rapidly as possible (1). Short-term hospital- 
ization has been shown to be as effective as long-term 
hospitalization (2, 3). There remains, however, the 
problem for CMHCs of determining the appropriate 
ward milieu to enhance the effectiveness of somatic 
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and psychological treatment and to aid rapid reintegra- 
tion of the acutely disturbed into the community. 
Early investigators were enthusiastic about restructur- 
ing inpatient wards according to a therapeutic commu- 
nity approach (4-11) that emphasized patient involve- 
ment and open expression of problems and feelings 
and at the same time deemphasized organizational 
order, rule enforcement, and program planning. Fur- 
ther studies (12, 13) have raised cuestions about the 
efficacy of this approach. Some authors (3, 13-16) 
even suggest that such an approach may be contraindi- 
cated for the acutely disturbed, particularly the em- 
phasis on expressiveness, confrontation, and high 
stimulation. In an attempt to evaluate the role of. 
therapeutic communities in CMHCs, we undertook 
this study and asked a far more basic question: Can 
acute short-stay inpatient wards be run as therapeutic 
communities? 


METHOD 


The Richard H. Hutchings Psychiatric Center in 
Syracuse, N.Y., is a state-funded CMHC. During the 
study period, five geographic catchment areas were 
each served by one inpatient ward, with outpatient 
centers in each area providing for continuity of care. 
The average length of stay on the inpatient unit was 
approximately 20 days. The various wards served 
similar patient populations. The diagnoses ranged 
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from schizophrenia (57% of the diagnoses), neurosis 
(10%), affective psychosis (8%), personality disorders 
(7%), and organic brain syndrome (7%) to mental 
retardation or adjustment reaction (11%). Discharge 
- and readmission rates were similar in all five wards. 

Each of three wards was studied at two time periods 
separated by a one-year interval (the time periods for 
each ward are designated as “А” and “В””). Changes 
of patients, staff members, and programs during the 
year were expected to result in differing social envi- 
ronments from one year to the next, making a total of 
six different ward milieus in the study (e.g., 1A, 1B, 
2A, 2B, 3A, 3B). All wards used psychopharmacolog- 
ical agents with approximately 90% of their patients. 
ECT was used very rarely. All employed a wide 
variety of psychotherapy, including individual, group, 
and family. The staff composition was similar (see 
table 1), and the staff-patient ratio was high, varying 
from 2:1 to 3:1. Wards 1A and 1B and 3A and 3B hada 
24-bed capacity; wards 2A and 2B had a 16-bed 
capacity. 

Ward 1А had been operating according to therapeu- 
tic community principles for more than 12 months. It 
was distinguished from wards 2A and 3A by an open- 
door policy and a variety of daily large group meetings 
(community meetings, crisis meetings, etc.) in which 
administrative as well as clinical decisions were made 
by a democratic process. This ward’s staff encouraged 
active confrontation and open expression of problems 
and feelings. Patients and staff alike sought to deem- 
phasize strict adherence to order, rules, and program 
planning. Everyone was on a first-name basis, and the 
authority of the administrators was deemphasized. 
The ward was operaied by a psychiatrist who had 
received extensive training in therapeutic community 


approaches in the United Kingdom and who was: 


enthusiastic about this particular approach with pa- 
tients. 

Ward 3A, by contrast, was operated as a structured 
milieu. The doors were locked; the authoritative hier- 
archy was preserved; and order, organization, rules, 
and planning were strongly emphasized. Decisions 
regarding administration and treatment were made for 
the most part by the staff and doctors and not on a 
democratic basis. Confrontation and expression took 
second place to emphasis on practical solutions to 
problems, rapid reintegration into the community, and 
expansion of the patient’s vocational and educational 
skills. 

The structure and organization of ward 2A fell 
midway between the others. Because the attending 
physician worked only half time, direction on ward 2 
was more egalitarian than on ward 3A. The staff 
maintained high morale, and the program was an 
eclectic one with no strong ideological thrust toward 
either the structured milieu or the therapeutic commu- 
nity. 

After the first testing, the psychiatrist of ward 1A 
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TABLE 1. Composition of Staff from Three CMHC Wards That Partici- 
pated in Therapeutic Community Program Study 











Number of Staff» 
Staff Position on Ward Ward 1 Ward 2 Ward 3 
Unit сме? 1 1 1 
Team leader 1 1 1 
Team psychiatrist 1 1 1 
Social worker 2 3 3 
Recreational/ . 
occupational therapist 3 1 1 
Psychologist 1 1 1 
Nurse 12 10 10 
Therapy aide 26 16 2& 
Clerical worker 1 1 Z 
Total 48 35 46 





aEach ward was studied at two time periods, but the number of staff remained 
the same for both time periods. 


left to establish a therapeutic community on ward 2. It 
was assumed that the year between testings would 
allow enough time for the psychiatrist to develop a 
therapeutic community similiar to the community on 
ward 1A. The leadership of ward 1 was left in the 
hands of a psychiatrist who showed good support for 
the ward’s therapeutic community structure. Ward 3 
had the same psvchiatrist at both testings. To summe- 
rize, of the six wards studied, three were operated as 
therapeutic communities (1A, 1B, 2B) and three were 
not (2A, ЗА, ЗВ). 


Ward Amosphere Scale 


To assess the social milieu of the wards, we geve 
Moos’ Ward Atmosphere Scale (13, 14) to patients and 
staff. The Ward Atmosphere Scale assesses patients’ 
and staff members’ perceptions of the social environ- 
ment of inpatient settings along ten dimensions: in- 
volvement, support, spontaneity, autonomy, practical 
orientation, personal problem orientation, anger and 
aggression, order and organization, program clarity, 
and staff control. The dimensions are defined in appen- 
dix 1. Moos has reported the scale’s test-retest corre- 
lations over 2-year intervals as .76 for patients and .83 
for staff. The validity of the Ward Atmosphere Scale is 
supported by evidence that it is sensitive to planned 
program change (14). 

Price and Moos (17), using the Ward Atmosphere 
Scale in a national sample of 144 wards, developed a 
taxonomy of inpatient therapy environments. Through 
the multivariate statistical technique of cluster analy- 
sis, they empirically identified six distinctive types of 
treatment programs, one of which was the therapeutic 
community. Of the 144 programs, 19 fit that descrip- 
tion, emphasizing high patient involvement and 2 
strong therapeutic orientation and deemphasizing is- 
sues of staff control. The scale profile for this cluster 
of programs has been superimposed on figure 1, which 
is drawn on a standard scale, with the score of 50 
representing the national average of 160 inpatient 
programs. It can be seen that therapeutic community 
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FIGURE 1. Mean Patient Scores for 3 Therapeutic Community Wards and 3 Other Wards for 10 Ward Atmosphere Scale Dimens ons Compared : 
with Therapeutic Community Cluster Score Profile Derived by Price and Moos (17) 
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programs scored well above the average in emphasis 
of patient involvement in program functioning, open 
expression cf feelings, active preparation for patient 
release, concern with the personal problems of pa- 
tients, and encouragement for open expression of 
anger and aggression. On the other hand, extremely 
low scores on the last three dimensions indicate deem- 
phasis of concerns with program planning, neatness on 
the ward, clear goal expectations, and staff enforce- 
ment of rules. 

The 100-item scale was administered to patients and 
staff on the three wards in two testings 1 year apart. 
For the six programs, staff participation averaged 78% 
(range, 60%~-90%). On first testing we approached 
patients on each ward as a group, and only about one- 
third were willing to participate (359—39%). We elicit- 
ed greater patient cooperation on the second round by 
using an individualized approach and individualized 
testing sessions (ward 1B patients willing to partici- 
pate, 55%; ward 2B, 95%; ward 3B, 100%). 


Hypotheses and Analysis 


Patients’ and staff members’ perceptions of the 
three therapeutic community wards in this study (as 
measured by the Ward Atmosphere Scale) were ex- 
pected to be Significantly different from the percep- 
tions of those involved in the three programs that did 
not use therapeutic community techniques (hypothesis 
1). Additionally, we postulated that the three thera- 
peutic community programs would resemble closely 


the Ward Atmosphere Scale dimension =rofile identi- 
fied by Price and Moos (hypothesis 2). 

One-way analyses of variance were p2rformed for 
each of the Ward Atmosphere Scale dimensions, sepa- 
rately for patients and staff members o? the six pro- 
grams. Staff group and patient group means across the 
seven dimensions to be emphasized i- therapeutic 
communities were compared by means of two-tailed t 
tests. 


RESULTS 


Although some differences were discovered among 
the six programs on various dimensions, no systematic 
trends emerged for the therapeutic cozamunity pro- 
grams versus the other programs. This gzneral similar- 
ity of programs is displayed graphically in figures 1 and 
2. Figure 2 plots staff means on each of the Ward 
Atmosphere Scale dimensions on a 100-zoint standard 


Score scale; the line marked ''50" represents the 


average of all staff members on the scale's national 
norms. It can be seen that steff members in tħis study, 
regardless of the type of ward in which they worked, 
perceived their programs as fairly close Io the national 
average on all dimensions. No scores were as much as 
two standard deviations from the mean (standard 
scores 30 and 70). Therapeutic commut:ty staff mem- 
bers agreed that their programs tendec to emphasize 
free and open expression of fzelings, iicluding nega- 
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FIGURE 2.°Mean Staff Scores for 3 Therapeutic Community Wards and 3 Other Wards for the 10 Ward Atmosphere Scale Dimensions 
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Clarity Control 


System Maintenance 


DIMENSIONS 


tive ones, as shown by the close mean scores in the 
columns for spontaneity, personal problem orienta- 
tion, and anger and aggression. However, these scores 
were not significantly different either from the national 
norms or from scores for other wards in the study. 
Figure 1 plots patient scores in the six wards of this 
study against national Ward Atmosphere Scale norms 
for patients. The closest agreement for therapeutic 
community patients was the same as for therapeutic 
community staff members. They saw the therapeutic 
community programs' strongest emphasis as the free 
and open expression of feelings as shown by the 
dimensions of spontareity, personal problem orienta- 
tion, and anger and aggression. However, none of 
these scores differed significantly from scores of pa- 
tients who were on wards not oriented toward the 


therapeutic community approach. Therapeutic сот-: 


munity cluster scores identified empirically bv Price 
and Moos have been plotted on figure 1, and it can be 
seen that the therapeutic community programs of this 
study failed to approach those cluster scores. On the 
first seven dimensions, none of the six wards in this 
study was significantly different from the national 
average for patients in comparable programs. The only 
significant difference (1—2.23, df— 12, p<.05) between 
programs was found between two of the wards where 
the therapeutic community approach was not used: 
patients of ward 2А scored their program particularly 
low compared with patients of ward 3A. Therapeutic 
community wards were scored between these ex- 
tremes. 

In summary, although staff and patients of the three 
therapeutic community wards agreed that the most 


emphasized feature of their wards was a concern for 
the open expression of positive and negative problems 
and feelings, the level of emphasis did not approach 
significance. Nor did it significantly distinguish these 
programs from the comparison wards of this study or 
other programs in the United States. Furthermore, the 
10-dimension profiles did not match scores for thera- 
peutic communities as presented by Price and Moos. 
In conclusion, analysis of the data failed to support our 
hypotheses. 


DISCUSSION 


Our results suggest that, despite dedication and 
maximum effort by the staff, attempts to run three 
acute, short-stay wards as therapeutic communities 
were unsuccessful; our findings failed to show a Ward 
Atmosphere Scale profile that was typical of therapeu- 
tic communities as identified by Price and Moos (17). 
Further, it is significant that in spite of an open-door 
policy, frequent community meetings, and encourage- 
ment to express feelings, neither staff nor patients saw 
significant differences in the atmosphere of the three 
wards as compared with other wards at the psychiatric 
center. All wards were more similar to each other and 
to national norms than they were to the empirically 
derived therapeutic community profile. 

We believe the failure to find any différence between 
the two types of wards is due largely to the relatively 
short stay of patients. Acute admission wards have 
been run as therapeutic communities in the past (10); 
however, the average length of stay in these wards was 
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longer (usually 10 weeks as compared with our 3 
weeks). А rapid turnover of patients allowed no time 

‚ for a stable ethos and a community spirit to develop— 
our patients usually arrived acutely ill, and as soon as 
they recompensated, issues concerning their discharge 
and subsequent stay in the community had to be dealt 
with. It is not surprising, therefore, that they did not 
truly perceive any differences in the ward environ- 
ments. 

There is ancther possible explanation for the failure 
to find differences in the two types of wards that merits 
consideration. Institutional affiliations affect programs 
(14, 17). This study was conducted in a state-funded 
СМНС, and it is difficult to know which, if any, of the 
numerous problems (1) had an adverse effect on the 
program. Whereas the relatively large staff-to-patient 
ratio should have favored its success (17), the center's 
mandate to treat the underserved, chronically ill, and 
involuntarily committed patients may have contribut- 
ed to the failure. However, it should be noted that 
almost one«third of the 19 therapeutic communities 
studied by Price and Moos were in state hospital 
settings. 

Herz (3) has raised questions about the effectiveness 
of therapeutic communities in acute inpatient wards. 
Our study suggests that the therapeutic community 
principles cannot be implemented in short-stay inpa- 
tient wards in CMHCs. Further research is called for 
to ascertain the ideal milieu that will enhance the 
effectiveness of somatic and psychological modalities 
of treatment and facilitate rapid reintegration of the 
acutely disturbed into the community. 
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APPENDIX 1. Subscale Definitions for "Мага Atmosphere Scale (13, 
14) 





1. "Involvement" measures how active znd energetic 
patients are in the day-to-day social functioning of the ward. 
Patient attitudes, such as pride in the ward, fee.ings of group 
spirit, and general enthusiasm, are assessed. 

2. "Support" measures how helpful and sxpportive pa- 
tients are toward other patients, how well the :taff members 
understand patient needs and are willing to hel> and encour- 
age patients, and how encouraging and consicerate doctors 
are toward patients. 

3. ‘‘Spontaneity’’ measures the extent to wich the envi- 
ronment encourages patients to act openly znd to freely 
express their feelings toward other patients amd the staff. 

4. “Autonomy” assesses how self-sufficier; and indepen- 
dent patients are encouraged to te in their personal affairs 
and in their relationships with staff members end how much 
responsibility and self-direction patients are «ncouraged to 
exercise. 

5. “Practical orientation” assesses the extent to which 
the program orients patients toward preparing themselves 
for release from the hospital and for the futurz. Such things 
as training for new kinds of jobs, looking to the future, and 
setting and working toward practical gcals ar2 considered. 
` 6. “Personal problem orientation” measures the extent to 
which patients are encouraged to be concerned with their 
feelings and problems and to seek to understand their 
feelings through openly talking to other patents and staff 
about themselves and their past. 

7. "Anger and aggression” measures the extent to which 
a patient is allowed and encouraged to argue with patients 
and staff, to become openly angry, and їс display other 
expressions of anger. 

8. "Order and organization" measures Bow important 
order and organization are on tae ward, e.2., do patients 
follow regular schedules, is the ward well kept, do staff 
members keep appointments, are activities carefully 
planned? 

9. “Program clarity" measures the extert to which the 
patient knows what to expect in the day-to-day routine of the 
ward and how explicit the ward rules and procedures are. 

10. “Staf control measures the extent to which it is 
necessary for the staff to restrict patients, i.e., in the 
strictness of rules and schedules, in the relationships be- 
tween patient and staff, and in measures zaken to keep 
patients under effective controls. 
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The Growth of Investor-Owned Psychiatric Hospitals 


BY ALAN I. LEVENSON, M.D., M.P.H. 





The number of investor-owned (proprietary) psychiatric hos- 
pitals in the United States has increased substantially in the 
past decade: these facilities now account for well over half 
of the nation’s nongovernmental psychiatric hospitals. One 
of the reasons for this development has been the growth of 
multihospital chains, and another factor has been the eco- 
nomic advantages enjoyed by all investor-owned hospitals. 
These factors are likely to bring about further growth among 
investor-owned psychiatric hospitals in the future. Investor- 
owned hospitals in general, however, have become a subject 
of considerable controversy. Investor-owned psychiatric 
hospitals warrant specific consideration with respect to this 
controversy, particulariy with respect to questions about 
quality of care. (Am J Psychiatry 139:902-907, 1982) 





n recent years there have been many changes in the 

delivery system for psychiatric services in the Unit- 
ed States. Some of these changes have attracted 
widespread attention—for example, the decrease in 
the size of state hospitals, the establishment of com- 
munity mental health centers, and the expansion of 
psychiatric units in general hospitals. There is, howev- 
er, another change that has gone virtually unnoticed— 
namely, the very important increase in the number of 
investor-owned (proprietary) psychiatric hospitals. 
Most free-standing psychiatric hospitals are still oper- 
ated by state or loca: governments, but, among the 
nongovernmental psychiatric hospitals, the investor- 
owned facilities have now become predominant. 
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THE DATA 

Nongovernmental psychiatric hospitals are of two 
types. Although both are often referred to as private 
psychiatric hospitals, the word ‘‘private’’ has a very 
different meaning for each. One type of nongovern- 
mental private institution is the investor-owned (or 
proprietary) psychiatric hospital, which is organized 
as a business venture designed to produce a profit for 
its owners. The other type of nongovernmental private 
psychiatric facility is the nonprofit (or voluntary) 
psychiatric hospital, which is organized as a tax- 
exempt entity operated by a community board that 
derives no personal gain from its operations. The 
investor-owned psychiatric hospital and the nonprofit 
psychiatric hospita] are, clearly, very different in 
terms of their sponsorship and in terms of their legal 
status. In addition, according to recent annual hospital 
survey data, these two types of private psychiatric 
hospitals are also very different in their patterns of 
growth (1—3). 

The principal features of these growth patterns are 
summarized in table 1. As a result of their impressive 
growth, investor-owned psychiatric hospitals have 
come to be the dominant form of nongovernmental 
free-standing psychiatric hospital in the United States. 
Moreover, the growth pattern of investor-owned psy- 
chiatric hospitals takes on particular importance when 
compared with the recent history of other types of 
investor-owned hospitals—that is, those which are not 
psychiatric institutions. 

The predominant form of investor-owned hospitals 
in the United States is the general hospital. There were 
759 investor-owned short-term general and other spe- 
cial hospitals in 1969, but in 1979 the number of these 
nonpsychiatric investor-owned institutions had fallen 
to 727 (1—3). Thus, in a decade of substantial growth 
among investor-owned psychiatric hospitals, there 
was a substantial decline among inyestor-owned non- 
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TABLE 1. Patterns of Growth of Investor-Owned and Nonprofit Private Psychiatric Hospitals, 1969-19797 x 

Hospitals Hosp.tal Beds E 

_Investor-Owned Nonprofit Investor-Cwned Nonprofit 

Year N N % N % N N % М % 
1969 168 81 48.2 87 51.8 17,493 5,805 33.2 11,688 66.8 
1974 203 115 56.7 88 43.3 17,325 8,784 50.7 8,541 49.3 
1973 240 146 60.8 94 392 21,738 11,209 51.6 10,29 48.4 





*Source: American Hospital Association (1—3). 


psychiatric facilities. As a result of these develop- 
ments, the investor-owned psychiatric hospital has 
achieved a well-established place both in the psychiat- 
ric services delivery system and in the investor-owned 
hospital industry. 


SOME EXPLANATIONS 


Several factors have contributed to these recent 
developments among investor-owned psychiatric hos- 
pitals. Clearly, one of these is the simple fact that 
individual investors have seen such facilities as oppor- 
tunities for personal financial gain. As the population 
has grown and increasing emphasis has been placed on 
short-term treatment services for the mentally ill, 
there has been a growing need (and demand) for 
expanded private psychiatric hospital services. More- 
over, the growth of insurance coverage for inpatient 
treatment of mental illness has provided a much ex- 
panded base of funding for these services in private 
settings. Ás a result, the record of existing facilities 
has shown that a well-run psychiatric hospital pro- 
vides both good patient care and a reasonable financial 
return as well. These circumstances surely have 
played a part in promoting investor-owned psychiatric 
hospitais. Alone, however, they do not provide a 
complete explanation for the distinctive phenomenon 
of growth among these hospitals. 

A much more important explanation for the growth 
of investor-owned psychiatric hospitals can be found 
in the recent history of the investor-owned multihospi- 
tal chains. These corporations first appeared on the 
American hospital scene in the late 1960s (4). Since 
that time they have been expanding rapidly in number, 
size, and influence. The major focus of the chains has 
been the ownership and operation of general hospitals, 
but they also play an important role in regard to 
psychiatric hospitals. In 1979 there were 35 investor- 
owned corporations directly owning or holding man- 
agement contracts for the operation of two or more 
general hospitals. Included in this group of general 
hospital chains are some firms that own and/or operate 
psychiatric hospitals as well. Indeed, 11 of the general 
hospitzl chains owned and/or operated a total of 56 
psychiatric hospitals in 1979 (5). 

Along with the. general hospital chains, there are 


also now at least 5 investor-owned firms that can be 
described as ‘‘psychiatric chains" (5-8) These are 
firms that own and/or operate muitiple psychiatric 
hospitals but not multiple general hospitals. Like the 
general hospital chains, the psychiatric chains have 
typically come into existence during the past decade or 
so. Also, like the general hospi-al chains, they have 
been growing steadily throughout this Ете. In the 
course of their development, the psychzitric chains 
have established some new hospitals aud have ac- 
quired other facilities from previous owners, either 
through outright purchase or through the creation of a 
partnership with the previous owner. Information 
gathered by the National Association of Private Psy- 
chiatric Hospitals (8) indicates that there were at least 
32 investor-owned psychiatric bospi-als aziliated with 
psychiatric chains in 1980. 

In addition to owning and operating psychiatric 
hospitals themselves, the general hospital chains and 
the psychiatric chains have also contributed to growth 
among the independent (noncaain) investor-owned 
psychiatric hospitals. For example, the chains have 
become a source of managerial persomnel for the 
independent hospitals. As the chains have grown, a 
new pool of administrative personnel has come of age 
with them, and many of these administrators have 
gone on to apply their knowledge and experience in 
independent investor-owned hospitals. 

The chains have also had an imporcant indirect 
influence on the independent hospitals: tre creation of 
what might well be described as a suppor-ive business 
climate. From the point of view of a psychiatrist or a 
patient, an investor-owned psychiatric hospital repre- 
sents one of several options for inpatient care. From 
the point of view of an investor or a banker, however, 
these facilities represent but one form of business 
enterprise. Convincing a prospective investor or lend- 
er to participate in a new business venture can, at best, 
be a difficult challenge. The task can be somewhat 
easier, however, when the principal developers of the 
new venture can point to examples of similar ventures 
that are already in operation aad alread} successful. 
The task can become easier still when these examples 
include subsidiaries of major corporaticns that have 
achieved such marks of business distinction as impres- 
sive records of growth, listings of their securities on 
the country’s leading stock exchanges, end a steadily 
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upward trend in the price of their stock. Most inves- 
tors—and even more lenders—want to be assured that 
a proposed business venture has a reasonable chance 
of success, and the record of the multihospital chains 
provides one source of such assurance with respect to 
investor-owned hospitals. No investment or business 
loan can be totally free of risk, but, given the operating 
results achieved by the chains, investments in (and 
loans to) investor-owned hospitals of all types have 
come to be seen as providing reasonable business 
opportunities with acceptable levels of risk. 

It must also be recognized that every investor- 
owned psychiatric hospital has distinct economic ad- 
vantages that are not available to the nonprofit facility. 
These economic factors have been particularly helpful 
to the chains, but they have also provided important 
support for the independent investor-owned psychiat- 
ric hospitals as well. Moreover, these economic ad- 
vantages have been particularly marked during the last 
several years, and their impact has been a critical 
influence in bringing about the more rapid rate of 
growth among the investor-owned psychiatric hospi- 
tals. 

One major economic advantage of the investor- 
owned psychiatric hospitals has been their greater 
ability to obtain capizal financing (9). The opening of a 
new hospital is a very expensive project; the major 
costs are those related to the costs of construction. 
Access to capital funds is thus critical to the success of 
any building project. Traditionally, nonprofit hospitals 
have relied on charitable contributions and federal 
grants as the major sources of funds for their new 
buildings. More recently, many nonprofit hospital 
projects have been financed through the sale of tax- 
exempt bonds (issued under the auspices of local 
governmental agencies) (10). 

The investor-owned hospital, of course, does not 
have access to any of these three funding sources 
which have been so important to the nonprofit hospi- 
tals. The investor-owned hospital does, however, have 
unique access to an even more valuable—and more 
consistent—source of capital funds: equity financing 
provided through the sale of shares of ownership in the 
corporation. Raising capital through equity financing 
mechanisms actually gives the investor-owned hospi- 
tal a double advantage because, in addition to provid- 
ing the hospital with a means of raising funds that can 
be used directly for capital expenditures, equity fund- 
ing also provides the hospital with a financial base that 
permits the borrowing of additional funds from banks 
and corporate lenders. 


A TOPIC OF CONTROVERSY 
There has been and continues to be a considerable 


amount of controversy about investor-owned hospi- 
tals. Much of this recent controversy has been stimu- 
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lated by the development of the multihospital chains, 
but the focus has clearly been on all investor-owned 
hospitals, whether chain-owned or independent. There 
has been debate about issues of ideology and matters 
of practical operation, and scholarly papers and other 
articles regarding investor-owned hospitals have ap- 
peared in medical and hospital journals, the business 
and economic literature, and the public press. 

Given the recent history of growth among investor- 
owned psychiatric hospitals, one might reasonably 
expect the literature to include numerous references to 
these institutions. In actual fact, however, such refer- 
ences simply are not to be found. To my knowledge, 
there is virtually nothing on investor-owned facilities 
in the psychiatric and mental hospital journals, and the 
papers in the nonpsychiatric journals mention the 
investor-owned psychiatric facilities only in passing, if 
at all. In the papers that have been published, investor- 
owned hospitals have typically been discussed in 
generic terms, with illustrations and examples drawn 
from the investor-owned general hospitals. It seems 
clear, however, that the discussion and the controver- 
sy must also be considered specifically as they apply 
to the investor-owned psychiatric hospitals as well. 

One of the most prominent of the controversial 
issues regarding investor-owned hospitals has been the 
question of the propriety of hospitals being operated as 
business enterprises designed to produce a profit for 
their individual owners (11, 12). This question has 
been posed in general terms, and it has also been 
posed more specifically in regard to the propriety of 
hospitals being owned and operated for profit by 
physicians. Clearly, this question of propriety is one 
that has been asked about the fundamental concept of 
the investor-owned hospital; accordingly, it is relevant 
to psychiatric as well as nonpsychiatric facilities. 

When the financial records show a year-end surplus 
for any nonprofit (voluntary) hospital, this net income 
is retained by the institution and used entirely to 
further its activities. By comparison, when there is a 
year-end surplus of revenue over expense in an inves- 
tor-owned hospital, the financial gain accrues both to 
the institution (in the form of opportunities for pro- 
gram development and expansion) and to the individ- 
ual owners (in forms that include payment of cash 
dividends, increases in owners' equity, and increases 
in the value of publicly traded shares of stock). Need- 
less to say, it is this derivation of personal (as opposed 
to institutional) gain that has provoked the controver- 
sy. 

On the one hend, there are people who believe very 
strongly that personal hospital ownership is highly 
improper. On the other hand, there are people who see 
no impropriety in this for-profit ownership at all. 
Moreover, as an extension of the latter point of view, 
it has been argued that for-profit ownership of hospi- 
tals is not only proper but socially desirable (13). 
According to this view, investor-owned hospitals pro- 
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duce an important economic benefit for society. This, 
it is argued, comes about because investor-owned 
hospitals :псгеаѕе competition and, as a result, hold 
down prices in the hospital care marketplace. More- 
over, a corollary of this argument holds that the 
economic (social) value of the investor-owned hospital 
is further enhanced when the owners of such facilities 
are physicians. The premise here is that the costs of 
operating a hospital are controlled primarily by physi- 
cians. For example, it is pointed out that it is the 
phvsicians who determine what equipment will be 
purchased and how nursing staff will be allocated. 
Accordingly, if the hospital is to be competitive in the 
marketplzce and keep down its costs of operation, the 
physicians must have an incentive to make economi- 
cally sound decisions about hospital expenditures; it is 
argued that this incentive can be developed only when 
the phvsicians personally share in the hospital's profit 
or loss. 

A second major aspect of the controversy over 
investor-owned hospitals has centered on the allega- 
tion that the admitting practices of these hospitals 
involve what has been referred to as ‘‘cream-skim- 
ming," that is, the practice of selectively accepting 
patients who are likely to generate the greatest profit 
(14). It is claimed that investor-owned hospitals selec- 
tively admit patients who require uncomplicated (and 
therefore low-cost) nursing care and who use relative- 
ly large amounts of the services that generate high 
revenues for the hospital (for example, intensive care 
units, operating rooms, diagnostic services, and other 
ancillary services). As a result, investor-owned gener- 
al hospitals are accused of devoting a disproportion- 
ately large amount of their resources to the care of 
patienis who are admitted for relativelv simple surgical 
procedures, such as appendectomies, herniorrhaphies, 
and tonsillectomies (15). 

Whatever the truth of this accusation may—or may 
not—be with respect to investor-owned general hospi- 
tals, it does not seem reasonable to direct the same 
charge at investor-owned psychiatric hospitals. Obvi- 
ously, these psychiatric hospitals do not offer surgical 
services of any kind. Even more fundamental is the 
difficulty (if not the impossibility) of dividing hospital- 
ized psychiatric patients into groups that generate high 
or low revenues. Regardless of diagnosis, all psychiat- 
ric patients are alike in requiring substantial amounts 
of intensive nursing care in the form of interaction with 
hospital staff members. Moreover (and again regard- 
less of specific diagnosis), all psychiatric patients are 
also alike in requiring little in the way of laboratory 
diagnostic tests or other hospital ancillary services. 
Accordingly, the investor-owned psychiatric hospital 
would a»pear to have little opportünity to engage in 
skimming in the sense of selectively admitting patients 
on the basis of their differing potentials for generating 
revenue. 

Another aspect of the skimming issue relates to the 
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charge that investor-owned hospitals selecively adm:t 
those patients who are best able to pay for their care, 
either personally or through insurance. Thus, as a 
corollary, investor-owned hospitals are accused cf 
selectively excluding patients who are covered by 
Medicare or Medicaid because of the limited amounts 
of reimbursement that these programs provide (15, 
16). Again, however, whatever accuracy there may— 
or may not—be in this accusation with respect to 
investor-owned general hospitals, the Medicare/Med- 
icaid situation is unique with respect со investo:- 
owned psychiatric hospitals. Indeed, neither Medicare 
nor Medicaid offers very much poteatial revenue for 
any free-standing psychiatric hospital, whether it is 
investor-owned, nonprofit, or goverrmen-al. By stat- 
ute, Medicare beneficiaries may receive not more then 
190 days of care in a free-standing psychiatric facili-y 
in the course of a lifetime, and the Medicaid statutes 
exclude free-standing psychiatric hospitais as provid- 
ers of care for all beneficiaries of this srogram between 
the ages of 21 and 65. Thus Medicare >2neficiarizs 
may receive limited amounts of care in invzstor-owned 
psychiatric hospitals, and Medicaid bene-iciaries may 
receive virtually none; however, the federal statutes, 
not the individual hospitals, are responsible for this 
situation. 

A third important aspect of the debate over investor- 
owned hospitals has involved the issue of the efficien- 
cy of their operations (15, 17, 18). Supporters of tae 
investor-owned hospital industry argue that these fa- 
cilities provide excellent services and taat they are 
much more cost efficient than their volun-zry counter- 
parts. On the other hand, critics of the incustry charge 
that any apparent evidence of cost reduc-ion in inves- 
tor-owned hospitals is really the result 27 restrictive 
patient admission policies and limitatioas in patient 
care services. This debate over efüciercy and cost 
effectiveness has received considerable attention in 
both the professional and the public press, but there 
still do not appear to be any definitive data on which to 
base a final judgment. 

Finally, and most important of all, there is the 
question of quality of care in investor-owned hospi- 
tals. Virtually every published discussion of these 
facilities addresses the question of quali-y, at least in 
part, and the critics of the investor-owned hosp:tal 
industry contend that proprietary hoszitals cannot 
help but sacrifice quality in an effort to maximize 
profits. Whatever the origin of this clazm, however, 
there certainly is no evidence that the accusatior is 
universally or even reasonably applicabl= to investor- 
owned psychiatric hospitals. It ts clearly possible for 
an individual proprietary psychiatric facility to deliver 
the highest possible quality of care, and :he likelihcod 
of a particular hospital's realizing its ful potentia! in 
this regard depends primarily on a variz-y of factors 
that are independent of the hospital's proprietary 
status. 
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Unfortunately, rather than being based on the rec- 
ords of individual hospitals, the discussions of quality 
in investor-owned hospitals have typically attempted 
to compare the investor-owned hospitals as a total 
group with the nonprofit hospitals as a total group. As 
a result, very little recognition has been given to the 
tremendous variations that exist among the hospitals 
within each of these two groups. Differences among 
individual hospitals are striking; in this regard, it must 
be noted that differences among individual psychiatric 
hospitals are especially prominent. 

Like the patients they serve, all psychiatric hospi- 
tals have their own very special and unique character- 
istics. Psychiatric hospitals differ in philosophy, in 
treatment approaches, and in physical configuration 
(to name but a few areas of individuality). The varia- 
tions among private psychiatric hospitals are the prod- 
uct of many different factors, and they cannot be 
attributed simply to the fact of a hospital's being 
operated under investor-owned auspices on the one 
hand or nonprofit auspices on the other. Surely, it 
must be acknowledged that there are some psychiatric 
hospitals of higher quality and some of lower quality. 
To render judgments about matters of quality, howev- 
er, it is essential that each institution be evaluated 
individually in terms of its own physical plant, pro- 
gram, and patient care services. Composite judgments 
of hospitals may be very convenient, but they typically 
are not very accurate. It is particularly misleading to 
develop composite judgments of quality when the 
groupings of hospitals are based solely on proprietary 
ownership and nonprofit status. 


FUTURE PROSPECTS 


The growth of investor-owned psychiatric hospitals 
has not ended. Just as the number of these facilities 
has increased in the past 10 years, it can be anticipated 
that their number will increase still further in the years 
ahead. Indeed, the circumstances that have favored 
their recent growth are now even more prevalent than 
they have been. In terms of capital finances, for 
example, investor-owned psychiatric hospitals are in 
an increasingly advantageous position. Although in- 
vestor-owned facilities now have well-established ac- 
cess to both equity and debt financing, the nonprofit 
hospitals are having more and more difficulties meet- 
ing their capital requirements. Indeed, it has been 
suggesjed that nonprofit hospitals may well be facing a 
very serious financial crisis as they take on long-term 
debt in an effort to meet their needs for capital funds 
(10). Accordingly, as opportunities arise for nongov- 
ernmental psychiatric facilities to be built and for old 
ones to be modernized (or expanded), it is the inves- 
tor-owned hospitals that will have the necessary capi- 
tal to take advantage of this growth potential. 

Moreover, it seems clear that the multihospital 
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chains will continue to be in the best financial position 
of all. As a result, their continued growth seems 
assured, both through the establishment of new facili- 
ties and through further acquisitions of existing ones 
(19, 20). : 

In this regard, it must be noted that affiliation with a 
chain can be a very attractive prospect for the owners 
of independent psychiatric hospitals, not only in terms 
of possible financial gain but also in terms of increased 
administrative capability. The management of a free- 
standing psychiatric hospital requires administrative 
expertise in many different areas. These include ac- 
counting and finance, marketing, quality assurance, 
certificate of need applications, risk management, and 
public relations, to name but a few. Because the 
typical independent investor-owned psychiatric hospi- 
tal is rather small, its administrative staff is corre- 
spondingly small. As a result, it is difficult (if not 
impossible) for the staff of an independent facility to 
possess the necessary expertise in all these many 
areas. A multihospital chain, however, is able to 
develop a much larger administrative staff; with the 
larger staff size comes the potential to employ experts 
in each of many different administrative functions (21). 
Thus the chain can offer a level of administrative 
support that the individual hospital cannot provide for 
itself, and, as the task of hospital administration 
becomes more and more complex, this particular 
aspect of affiliation with a chain becomes more and 
more valuable. As a result, in addition to the likelihood 
that there will be more investor-owned psychiatric 
hospitals in the years ahead, it is also likely that an 
increasing proportion of these hospitals will be affiliat- 
ed with one of the general hospital chains or one of the 
psychiatric chains. 

Finally, it must be noted that the future is also likely 
to bring a continuation of the controversy over inves- 
tor-owned hospitals. The investor-owned hospital in- 
dustry is well established and destined to grow further, 
but opinions about investor-owned hospitals continue 
to be widely divergent and strongly held. One hopes, 
though, that the continued debate will permit appropri- 
ate recognition to be given to the special characteris- 
tics of investor-owned psychiatric hospitals—not only 
as a group but as individual facilities as well. 
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EDITORIAL 








Toward the Definition and Delivery of 
Appropriate Care 


hen controlled outcome research suggests appropriate treatment, what 

stops it from being delivered to our patients? In this issue of the Journal, 
the study by Dr. Carol Caton argues that despite a modest body of clinical 
research suggesting that shorter hospitalization is the treatment of choice for 
chronic schizophrenia, many patients with this diagnosis are receiving inappropri- 
ate prescriptions for long-term inpatient treatment. 

In contrast to other groups for which longer stay may be more advantageous (1), 
for those chronic schizophrenic patients who do not require permanent institu- 
tionalization the extra days of hospitalization do not decrease symptoms, reduce 
the need for rehospitalization, or increase social functioning or treatment compli- 
ance. Dr. Caton's findings dovetail with those of other investigators (1-3) who 
have suggested that for this group of patients shorter inpatient stays offer many · 
significant advantages over longer stays: the disruption of the patient's family and 
the patient's social functioning is less, the cost of shorter stays with adequate 
follow-up is far less than that of longer inpatient stays, and longer hospitalization 

‘has not been shown to lead to better functioning and often results in longer and 
more frequent rehospitalizations. Inappropriate psychiatric treatment extends 
beyond chronic schizophrenia, however—e.g., the treatment of bipolar affective 
disorders solely with psychotherapy or psychoanalysis, with no medication. 

The prevailing philosophy in psychiatry, as in the rest of medicine, continues to 
be ''more is better," despite the increasing constraints (both clinical and 
economic) that society has been placing on clinical practice. An increased number 
of patients with chronic illness has pushed the rest of medicine toward some of the 
dilemmas faced by psychiatry; lack of effective therapies for the chronically ill has 
both allowed the prescription of more (rather than less) therapy and increased the 
emphasis on the diagnostic aspects of care. In addition, economic incentives in 
both psychiatry and the rest of medicine encourage the provision of increasing 
amounts of services or a treatment with little regard for the social cost (4, 5). 

Our job as clinicians and administrators is to translate new knowledge into 
effective treatment strategies that provide the best possible care at the lowest cost 
to patients. Unfortunately, there are a number of obstacles in the path leading to 
cost-effective care. The following seven categories of obstacles are intended to be 
illustrative rather than exhaustive; we use chronic schizophrenic disorder as an 
example, although other diagnoses—e.g., alcoholism (6)—could be substituted 
equally well. 

А 1. Social. The community does not want chronic patients living іп the neighbor- 
hood; therefore the pressure is toward hospitalization rather than outpatient care. 

2. Political. Community care has lost its glitter, and, in the time of tightening 
purse strings, politicians do not want to increase funding for community aftercare. 

3. Administrative. It has been difficult for administrators who are knowledge- 
able about research and eager to make changes to influence clinical practice 
because the supervising clinician (who often has a bias in favor of long-term 
inpatient care) has traditionally had the last word. At the other extreme, when 
clinical guidelines have been established by administrators isolated from both 
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clinical practice and the literature, they have at times been bizarre (An example is 
setting guidelines for length of stay for patients with various disorders using the 
prevailing average length of stay in community hospitals.) Unfortunately, aeither 
the clinician nor the administrator routinely bases his length-of-stay decision on 
the results of controlled clinical research. 

4. Economic. Hospitals make money from inpatient care while Losing mc ney on 
outpatient services. Economic incentives may also influence the choice of therapy 
provided by psychiatrists. 

5. Patient wishes. Many patients and families prefer longer іпрайегі stays 
(patients and families, too, often believe that ‘‘more is better’’). 

6. Training. There is a venerable tradition that residents should have experi- 
ence treating long-term psychiatric inpatients rather than following their patients 
through an array of services. 

7. Clinical attitude. Most practicing psychiatrists were traired in ar era in 
which long-term treatment of severe illness shaped their attitudes toward treat- 
ment. 

How, then, can we put into practice what we have learned about the zare of 
patients? Current clinical practice is motivated by a desire to do what is righ: for 
patients in a social context that is pushing toward more cost-efficient modes of 
care. We must question some of the hallowed verities of psychiatric practice, such 
as ‘‘more is better” and ‘‘inpatient care is preferable to outpatient care." We must 
advocate and implement programs that are based on controllec studies cf both 
clinical outcome and cost efficacy (1-3, 7-9). The findings frem these studies 
should guide our political positions (10) and be incorporated into the trair:ng of a 
new generation of psychiatrists who will continue to explore, diszover, ard refine 
treatment approaches toward a new definition and delivery of app-opriate 
community standards of care. 
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The Dilemma of Denial in the Assessment of Competency 


to Refuse Treatment 


BY LOREN H. ROTH, M.D., M.P.H., PAUL S. APPELBAUM, M.D., RANDY SALLEE, M.D., 
CHARLES F. REYNOLDS III, M.D., AND GEORGE HUBER, J.D. 





To illustrate the dilemma in evaluating and treating patients 
who deny their illness, the authors present the case of a 
woman with paranoia who denied she was ill and refused 
medication. They focus specifically on the issue of whether a 
patient who denies his or her illness is truly legally compe- 
tent to refuse or consen: to treatment. They conclude that 
the assessment of such competency requires a consideration 
of the accuracy of the pctient's “appreciation of the nature 
of his or her situation” and that safeguards have to be built 
into a system for evaluating competency along these lines to 
prevent abuse. (Am J Psychiatry 139:910—913, 1982} 





F or a patient's consent to medical treatment to be 
valid, it must be voluntary, knowing, and compe- 
tent (1). Without patient competency, not only may a 
patient's consent to treatment be ruled invalid by the 
courts but, under cer-ain circumstances, a patient's 
refusal of treatment may also be overridden (2). 

One of the more striking examples of this centrality 
of the concept of competency has been seen in à series 
of recent judicial decisions requiring that judicial or 
parajudicial determinztions of competency precede 
any attempts to involuntarily medicate psychiatric 
inpatients (3—6). These decisions raise problems for 
both clinicians and the courts. Psychiatrists generally 
are unaccustomed to performing competency exami- 
nations, which involve a host of potential pitfalls for 
inexperienced evaluators (7). The courts, on the other 
hand, hampered by an absence of legislative guidance 
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as to what constitutes competency to consent to 
treatment, have yet to establish agreed-on standards 
for determining when a patient is competent (8). It is 
likely that such standards will evolve only as the 
courts consider individual cases that present problem- 
atic clinical situations. This paper focuses on one of 
the most challenging groups of patients in this regard— 
those who deny the presence of illness. 

Psychiatric patients who deny illness and who con- 
sequently refuse treatment on the grounds that there 
exists no ailment to treat (9-11) may fall into a number 
of diagnostic groups: severe depression, schizophre- 
nia, mania, organic brain syndrome, and paranoid 
states, for example. They usually manifest delusional 
thinking and may exhibit such other concomitants of 
their illness as disorders of mobility, cognition, per- 
ception, and sleep. Although family members often 
identify these patients as mentally ill and urge them to 
seek treatment, the patients themselves tend to ascribe 
whatever psychological distress they experience to 
forces outside themselves or to somatic problems. 

Denial of illness in the presence of an otherwise full- 
blown psychiatric syndrome that is clearly impairing 
the patient’s ability to make choices concerning treat- 
ment presents relatively few difficulties of assessment 
in competency evaluations. On the other hand, for 
those patients whose delusional thinking is fairly well 
circumscribed and who present few other signs or 
symptoms of mental illness, it may be extremely 
unclear whether they should be categorized as either 
competent or incompetent. Such patients may appear 
able to handle their everyday affairs adequately and to 
assess the risks, benefits, and alternatives of the 
proposed psychiatric treatment reasonably well in 
most respects but one: they cannot agree that the 
treatment would have any relevance for them because 
they do not envision themselves asvill. .. 
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The following case of a patient with paranoia (DSM- 
Ш 297.10) illustrates the physician’s dilemma in evalu- 
ating and treating such patients, raising the question of 
whether a patient who denies illness, despite signs and 
symptoms to the contrary, should be evaluated as 
competent or incompetent to decide about the pro- 
posed treatment. 


CASE REPORT 


Ms. A, a 37-year-old housewife, was involuntarily com- 
mitted by the court to the hospital after verbally threatening 
her husband and pushing him against a wall. 

Two years before admission the patient had started to 
accuse her husband of having affairs with many other 
women, including her niece. This accusation (and others that 
followed) were judged ‘‘preposterous’’ by all members of the 
patient’s family. The patient subsequently, and quite unex- 
pectedly, began to accuse a surgeon who had previously 
operated on her of having hypnotized her and taken her to 
the seashore for sex in the company of other doctors. 

Because of anxiety and depression, the patient consulted a 
psychiatrist who diagnosed her as paranoid and who recom- 
mended medication, which she refused. For a brief period of 
time the patient improved. About 5 months before admis- 
sion, the patient again began falsely to accuse her husband of 
infidelity (this time with the patient’s cousin) and of having 
fathered all her cousin’s children. The patient also believed 
(falsely) that her husband had sold the family’s home and 
that he was trying to poison her. She again consulted a 
psychiatrist for psychotherapy but made no progress. Al- 
though ske was willing to talk, she was not willing to take 
medications, maintaining that she was not ill. 

The »atient's paranoia gradually increased, eventually 
culminating in a threat to harm her husband. After an 
outpatient legal hearing, she was committed by a court to the 
psychiatric hospital. 

The patient’s mental status fluctuated considerably in the 
hospital. During some interviews she was cooperative and 
talkative, indicating that she no longer had any concerns 
about her husband’s infidelity or about any of the other 
thoughts that had once troubled her. During other inter- 
views, however, she was guarded and suspicious, question- 
ing the staff's motivation in wanting to treat her and indicat- 
ing again that she '*knew'' her husband was having affairs. 
The patient clearly understood that it was the hospital staff's 
belief that she was ill and that they believed medication 
would be helpful for her. Despite this, she indicated that she 
had no need for the medication, saying, ‘“‘The doctors 
believe it will unscramble my thoughts, but I don't need my 
thoughts unscrambled.’’ While encouraging other ward pa- 
tients to take their medication, she adamantly refused medi- 
cation herself and threatened legal action. 

After being informed by her doctors on many occasions 
about the medication (and after reading the Physician’s Desk 
Reference), the patient began to object to the medication on 
other and seemingly more rational grounds. She objected to 
trying the medication because it might make her groggy, 
because there was a remote possibility of it causing her 
death, and because the medication might make her diabetes 
worse. While uncooperative concerning taking the proposed 
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psychotropic medication, the patient was willing td takecher 
insulin and was extremely cooperative in attempting to have 
her blood sugar regulated. There was no evidence that her 
fluctuating mental status was secondary to ker diabet c 
condition. 

The treatment staff was uncertain abou: the patient s 
competency to consent or to refuse. Because the staff 
wanted to exhaust all attempts to establish a treatméat 
alliance with the patient, the patient was not given medica- 
tion for more than 2 weeks while discussions with her 
continued. 

The staff's failure to treat the patient with medicaticn 
caused great consternation to the patient's family and adm-t- 
ting psychiatrist, who had viewed involuntary hospitaliza- 
tion as the only means available to initiate a treatment triel. 
The patient's husband offered her a mink coat and a Mer- 
cedes Benz if she would only try the medication. Although 
the patient continued to be able to discuss objectively tie 
risks, benefits, and alternatives of treatment, she neverthe- 
less persisted in her refusal to take medications end in her 
belief that her husband was having many affairs. She maim- 
tained that she had been put in the hospital nat because sie 
was sick but because her husband wes retaliating against her 
for her failure to bring a lawsuit against the surgeon who had 
operated on her 2 years before. She vacillated in a belief that 
her husband hoped she would die from taking the medica- 
tions. 

Because of the patient's persistent delusional beliefs {Гаї 
were leading her to be dysfunctional and potentially danger- 
ous, and because Pennsylvania regulatory Jaw (which pre- 
dates the current round of litigation on the right to refese 
treatment) clearly stipulates that committed patierts may »e 
treated with ‘‘routine’’ treatment, including medication, tne 
staff, in conjunction with the hospitel’s attornev, decided to 
begin a treatment trial of neuroleptic medication. This was 
done in the belief that, had the issue been pursued in court, 
the patient would have been found incompetent and involun- 
tary treatment would have been authorized. 

The first dose of neuroleptic was given intramuscula-ly 
over the patient's verbal objection but without other argu- 
ment from her. The patient complained about the medication 
to her lawyer, who responded, '* You've made your point, 
now take the medication by mouth.” The patient subse- 
quently took medication orally withcut complaint. She de- 
veloped severe orthostatic hypotension, however, requir-ng 
the medication to be stopped. Oral medication was eventval- 
ly started at a lower dose and continued for several wee<s. 

Toward the end of the hospitalization, the ward staff 
thought that the patient was slightly although not markedly 
improved. Following discharge from the hospital, the patient 
expressed her belief that she had profited from hospitaliza- 
tion but not from the medication, which she again refus2d. 
She terminated follow-up treatment with her psychiat-ist 
after a few sessions. 


DISCUSSION 


Ms. A's case illustrates the difficulty in assess ng 
competency when the patient denies illness or dys- 
function. Should her objection to treatment with medi- 
cation have been evaluated as ‘‘understanding’’ or 
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notas "competent" or not? Was her rejection of 
treatment a knowing and valid expression of self? 

Culver and associates (12) proposed a three-pronged 
approach for assessing the patient's competency to 
consent to or refuse treatment. In accord with these 
criteria, Ms. A did know 1) that her physicians be- 
lieved she was ill and in need of treatment (although 
she did not agree), 2) that her physicians believed the 
proposed treatment with medications might help her, 
and 3) that she was being called on to make a decision 
regarding treatment. If we apply these ''minimalist 
criteria," Ms. A would be considered competent to 
refuse. Yet from the perspective of both her physi- 
cians and family, Ms. A's decision to refuse treatment 
was far from rational. Her decision failed to take into 
account one of the most pertinent facts relevant to 
making decisions about treatment, namely, the fact 
that she was ill. Instead, her decision reflected her lack 
of insight into her condition as well as her underlying 
paranoia. In effect, her refusal of treatment appeared 
to her physicians and family to be a **product^' of her 
mental illness. 

There are, of course, both philosophical and practi- 
cal difficulties in requiring that patients recognize their 
illness before deeming them competent to refuse treat- 
ment. Such a standard hovers perilously close to the 
"*Catch-22" situation in which a patient's denial of the 
need for treatment is taken as evidence of that very 
need. It further represents a substantial intrusion on 
the autonomous functioning of the patient, such that 
the patient is no longer able to define for himself or 
herself what state of existence he or she is willing to 
accept as constituting ''health." Carried to an ex- 
treme, such a standard would enable society to define 
a variety of nonconforming behaviors as illnesses and 
then to relieve the individual of the right to decide 
whether these conditions should be ‘‘treated.”’ 

Dangers to the approach notwithstanding, logical 
consistency would seem to require that a patient 
deciding about treatment be able to make an accurate 
appraisal of the presence or absence of illness or 
dysfunction so that he or she may rationally weigh the 
benefits of treatment against the risks. This is not to 
say that all irrational or incompetent individuals ought 
to be subjected to involuntary treatment. On clinical 
grounds alone, it is apparent that many such patients 
would be unlikely to benefit from treatment. Although 
evidence exists suggesting that involuntary treatment 
of patients who manifest denial can be successful over 
the short run, we do not know what the long-term fate 
of patients who deny their illness would be if large 
numbers were subjected to treatment against their will 
(13). That the symptoms of many would improve is 
likely, but whether their denial would be resolved, 
their level of competency improved, and their cooper- 
ation in treatment obtained are all matters awaiting 
empirical investigation. 

On philosophical grounds, others would argue that 
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even irrational decisions to refuse treatment should be 
respected unless severe harm to the person would be 
immediately forthcoming without treatment (12). To 
subject all incompetent patients who deny being ill to 
unwanted treatment may lead to an undesirable degree 
of infringement on individual autonomy. These objec- 
tions to indiscriminate use of the denial standard for 
incompetency, however, do not necessarily exclude 
its use in a more thoughtful manner. 

If the courts were to accept the idea that denial of 
illness precludes competent decision making, they 
might meet these objections in two ways. The courts 
might deviate from their current practice of routinely 
allowing incompetency to serve as a justification for 
overriding patients’ refusals, perhaps attempting to 
weigh the risks and benefits of the proposed treatment 
in each case more carefully. This would allow consid- 
eration of the clinical and philosophical objections to 
treatment on an individualized basis. In addition, the 
courts might choose to ask what safeguards could be 
built into the system to ensure that only patients who 
deny the existence of a genuine mental illness could be 
deemed incompetent as a result. Such safeguards 
might take the form of requirements that the presence 
of illness be confirmed by independent appraisal by 
one or more psychiatrists, that the criteria used Ey 
those psychiatrists be standardized and validated ty 
the profession as a whole, and/or that the patient 
manifest other deficits in social functioning suggestive 
of personal incompetency (such as inability to care for 
self) in addition to the problems evident in the mental 
status examinations. Review of these matters by an 
impartial third party or by the court could also be 
required. Similar structures could be erected for pa- 
tients who have but deny having physical illnesses 
requiring treatment. 

Such an approach would not exclude the possibility 
of a competent refusal of treatment. А patient who 
acknowledged the presence of illness or dysfunction 
might well rationally decide to forgo treatment in full 
awareness of the risk and possible benefits of thet 
decision. | 

Ms. A's case poses problems of analysis and con- 
ceptualization that have long been refractory to resolu- 
tion in another important area of the law, namely, the 
rules governing the determination of responsibility for 
criminal acts. In the area of criminal responsibility, the 
M'Naghten '*knowledge of right from wrong" test of 
criminal insanity has been criticized for focusing en- 
tirely on cognitive understanding but failing to take 
into account the defendant's appreciation (in an affec- 
tive sense) of the nature of his or her situation at the 
time of the crime. Similarly, to evaluate Ms. A as 
having the capacity to make treatment decisions can 
be said to give undue weight to a single area of mental 
functioning, that of cognitive understanding. Her intel- 
lectual understanding of the risks, benefits, and alter- 
natives to the proposed treatment, bowever thorough, 
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cannot have meant the same thing to her as it would 
have to a person who believed that this information 
«vas directly relevant to him or her. Cognitive under- 
standing appears to be an insufficient measure of the 
individual's capacity for interpreting his or her situa- 
tion. | 

In summary; the assessment of competency to con- 
sent to or to refuse treatment appears to require among 
other elements a consideration of the accuracy of the 
patient's "appreciation of the nature of his or her 
situation.” Safeguards would clearly have to be built 
into a system for evaluating competency along these 
lines to prevent abuse. 
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А Case of Familial Exhibitionism in Tourette's Syndrome 
Successfully Treated with Haloperidol 


BY DAVID E. COMINGS, M.D., AND BRENDA GURSEY COMINGS, M.S.W., L.C.S. W. 





The authors describe a 32-year-old man with Gilles de la 
Tourette's syndrome whose most severe symptom was exhi- 
bitionism. Treatment with low doses of haloperidol eliminat- 
ed all exhibitionistic urges. This patient's oldest son has 
multiple tics and his nephew has Tourette's syndrome with 
mild exhibitionism. The major implications of this case are 
that I) all patients with compulsive-type exhibitionism 
should be carefully questioned about symptoms of Tour- 
ette's syndrome and, if positive, be given a trial regimen of 
haloperidol; 2) some patients with compulsive exhibitionism 
and no symptoms of Tourette's syndrome have a genetic, 
neurochemical disorder and respond to haloperidol. (Am J 
Psychiatry 139:913-915, 1982) 
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| ey e is one of the most common forms of 
sexual deviation (1). Traditionaily, it has been 
thought to be the result of severe intrapsychic conflict 
and immature psychosexual development, unamena- 
ble to treatment (1-3). Exhibitionism is usually com- 
pulsive and repetitive and is ccnsidered a form cf 
mental illness (3). Society condemns the p2rson who 
commits the act, punishing him with imprisonment and 
labeling him a mentally disorcered sex cffender, a 
stigma he then carries for life. 

Tourette's syndrome is a neurological disorder char- 
acterized by the onset of motor and vocal tics, occur- 
ring between the ages of 2 and 15 years, lasting longer 
than 1 year, and varying in site and character. The 
symptoms can be voluntarily suppressed for limited 
periods of time, and treatment with haloperidol has 
been found to be effective in 75% of cases (4). 

Eldridge and associates (5) reported the presence of 
inappropriate sexual and aggressive impulse behavior 
in 13 of 21 patients with Tourette's syndrome. Eight of 
these patients frequently touched their cwn or others’ 
genitalia, 3 exposed themselves only in the home 
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setting, and 2 were involved in public displays. We 
report here a familial form of exhibitionism secondary 
to Tourette's syndrome; the patient responded rapidly 
and completely to treatment with haloperidol, which 
eliminated both the overt act of exhibitionism and the 
obsessive thoughts associated with it. 


CASE REPORT 


The patient was a 32-year-old man. At age 7 he began to 
have frequent eye blinking, lifting of eyebrows, jerking of his 
head, pulling of his lips to one side, rocking movements 
when he was sitting on the edge of a chair, grunting, feelings 
of nervousness, and fears of being alone. He was able to 
suppress the tics for a few minutes to 1 hour but had an 
increase of tics afterward. His mother and peers made fun of 
him. These symptorrs had continued ever since, the only 
variations being in site and severity. At age 15 he began to 
expose himself to children in his neighborhood. 

He was married at age 19, while in the Air Force, to the 
only girl he had ever dated. He exposed himself at home 
when his wife was away. When she was at home he would go 
to the park and expose himself to children. 

. The exhibitionistic urges came on him approximately once 
à week and were so strong he could think of nothing else 
until he had performed some overt act. Some other person 
usually had to see him in order for him to feel relieved, but 
he did not care whetker the reaction was one of pleasure or 
revulsion. He preferred that the observer be a little girl, but 
anyone would do. He had acted on his exhibitionistic 
impulses hundreds of times and had been arrested twice. 

One night he was at home alone with his children and saw 
his 9-year-old son exposing himself to his 11-year-old son. 
He took the boy tc the bedroom to punish him, then 
developed an urge to 7eel him, which he did. They went into 
the bathroom and he and his son engaged in mutual mastur- 
bation. This activity continued intermittently for 4 months 
and was mutually satisfying. However, the father began to 
experience overwhelming guilt about what he was doing and 
sought help at a mental health clinic. The authorities were 
brought into the case, which led to his arrest. When his wife 
found out about the problem she obtained a court order that 
prevented him from seeing the children and divorced him. 

Because of his tics he was referred to our clinic, where the 
diagnosis of Tourette’s syndrome was made for the first 
time. Physical examination showed no abnormalities except 
for tics consisting of raising the eyebrows and lifting the right 
upper lip, which occurred two to three times a minute. 
Treatment was begun with 0.5 mg /day of haloperidol, with 
weekly increases of 0.5 mg. At a dose of 5.0 mg/day the 
facial tics had decreased by 95%. The exhibitionistic 
thoughts and urges, as well as the fantasies of engaging in 
sexual activity with children, disappeared completely. These 
results have been constant for the past 16 months. 


FAMILY HISTORY 


The pedigree of the immediate family is shown in 
figure 1. The patient’s son had an onset at age 8 of a 
horizontal head tic and eye blinking. He often had a 
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FIGURE 1. Pedigree of the Immediate Family of a Patient with Severe 
Exhibitionism? 





Male 
8 Tourette's syndrome, severe exhibitionism 


(H Tics, mild exhibitionism 


Е | Multiple tic disorder 
Female 


Ф Some compulsive behavior 


"The arrow points to the patient. 


movement of flipping hair out of his eyes with his 
hand. He had no vocal tics, no coprolalia, no behavior 
problems, and no thoughts of exhibitionism. He was 
diagnosed as having a multiple tic disorder. The other 
two children were asymptomatic. The sister of the 
patient had a compulsion to twist her hair all the time. 
She was otherwise asymptomatic. Her son had an 
onset at age 10 of a facial tic pulling the right side of the 
mouth laterally and eye blinking, along with grunting 
and sniffing; at the same time the boy underwent a 
personality change and became more difficult to disci- 
pline. At age 7 this boy exposed himself to a 4-year-old 
girl. He had recently had urges to expose himself but 
made them go away by pushing a racket handle into his 
groin. His mother was very concerned that he would 
begin exhibitionism in the same manner her brother 
did and would be arrested by the police. 


DISCUSSION 


Exhibitionism occurs predominantly in males and 
usually has an onset at puberty and a peak incidence 
between the ages of 15 and 30 (6). Rickels (7) distin- 
guished three types of exhibitionists: 1) those with 
organic brain disease, 2) those who seek sexual plea- 
sure and further sexual involvement, and 3) compul- 
sive exhibitionists who are conscipus of the conse- 
quences of the deed but are unable to resist the urge. 
The compulsive exhibitionist often has a strict moral 
code, is embarassed by his behavior, and is depressed 
afterward. The tension is relieved as soon as he is 
viewed (7). This last form is the typfXhat is associated 
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with Tourette's syndrome. In our own series of 20 
adult men with Tourette's syndrome who were specifi- 
cally questioned, 7 had some exhibitionist tendencies. 

Tourette’s syndrome can be considered a disorder 


' with a high frequency of obsessive-compulsive behav- 


ior accompanied by sexual and aggressive impulses (5, 
8-10). It responds to low doses of haloperidol, a 
dopamine antagonist; it is associated with decreased 
CSF levels of homovanillic acid, a breakdown product 
of dopamine (11); and it can be compared with animal 
models (12)—all of which suggests that the biochemi- 
cal defect may be hypersensitivity of the postsynaptic 
dopamine receptors. 

Tourette's syndrome is clearly a genetic disorder (5, 
9, 13, 14), yet the specific mode of transmission re- 
mains undefined. The data, however, are consistent 
with the notion of a single major gene and one or more 
modifying genes (15) as the transmitters. Although 
many patients have first-degree relatives with Tour- 
ette's syndrome or multiple tics, the majority of cases 
of the syndrofne are sporadic, even though genetically 
determined. 

Given the lack of a clear understanding of both the 
etiology and treatment of exhibitionism, the present 
case history has particular importance. It suggests that 
all patients with exhibitionism, especially those having 


-a compulsive urge to exhibit, should be carefully 


questioned for signs of Tourette's syndrome, such as 
the presence of motor or vocal tics, during any phase 
of their lives. These individuals should especially be 
considered for treatment with haloperidol. Since these 
patients show great sensitivity to haloperidol, it is 
imperative that the starting dose be very low (0.5 mg/ 
day) and slowly increased by 0.5 mg every 5 to 7 days 
until the symptoms respond or there are disturbing 
side effects of the medication. Benztropine mesylate 
should also be prescribed, to be given only in the event 
of the onset of side effects of the haloperidol therapy. 
Lethargy and depression may occur at very low doses 
of haloperidol in some patients with Tourette's syn- 
drome. The initiation of therapy at low doses with 
gradual dosage increase helps to prevent disastrous 
side effects and the consequent lifelong fear of the 
drug that can occur in patients with Tourette's syn- 
drome when they are given high doses from the 
beginning. 

The second and possibly more important implication 
of this case is that some patients with exhibitionism, 
especially the compulsive type, may be predisposed to 
this driven behavior through a genetically determined 
neurotransmitter defect, even though they do not 
manifest motor or vocal tics. Like those afflicted with 
Tourette's syndrome, patients with exhibitionism may 
appear sporadically, with only a relatively small per- 
centage of them having more than one affected family 
member. Given the nature of the disorder, finding 
other affected family members, especially if they are 
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only mildly affected, may be almost imposzible witi- 
out direct, confidential questioning of each -elative. 


CONCLUSIONS 


We have come to the following zonclusicns: 

1. Patients with the compulsive type of exhibition- 
ism should be closely questioned for symptoms of 
Tourette's syndrome and, if the history i: positive, 
given a trial of low-dose haloperidol therarz. 

2. The relatives of individuals with compulsive ex- 
hibitionism should be questioned about other occur- 
rences of exhibitionism in the family, however mild. 

3. Low and gradually increasing doses c? haloper- 
idol should be considered as possible t-erapy for 
patients with compulsive exhibitionism even if there 
are no signs of Tourette's syndrome. 
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a Clinic Population of Low Socioeconomic Status 


BY PATRICIA NEELY WOLD, M.D., ABBY G. ROSENFIELD, PH.D., AND KIRBY DWIGHT 





The authors used the Center for Epidemiological Studies 
Depression Scale to measure the level of depressive symp- 
toms їп а self-referred clinic population whose socioeconom- 
ic status was low, They found that the population suffered a 
high degree of depression and that the diagnosis of major 
affective syndrome predominated. The depression scale 
used was found to be a good indicator of probable depres- 
sion in this population. The authors suggest further investi- 
gation of the linkage between socioeconomic status and 
affective disorder. (Am J Psychiatry 139:916-918, 1982) 





ach of the manv articles in the popular press that 

described the epidemic of depression reported to 
be occurring in the United States brought an influx of 
new patients to our community mental health clinic. 
These patients had recognized among their own feel- 
ings the symptoms detailed in the articles as indicators 
of clinical depression. Sometimes the symptoms were 
situational and transient, the expected responses to 
the vicissitudes of tfe, amenable to brief counseling. 
More often, the symptoms represented the spectrum 
of pathological depressions and required much more 
extensive treatment with both therapy and medication. 
Our chronic understaffing, which we shared with many 
community centers, mandated an effort to develop a 
simple and efficient means of establishing tentative 
diagnoses and permitting rapid implementation of the 
appropriate treatment. 

The Center for Epidemiological Studies Depression 
Scale (1) is a simple paper-and-pencil self-report that 
requires perhaps 10 min to complete. It is a 20-item 
compilation of those symptoms regarded as most 
important in the diagnosis of depression, designed to 
measure levels of depressive symptoms in the general 
population. Although cutoff scores for clinical screen- 
ing purposes have not been empirically established (1, 
2), this depression scale is regarded as useful in the 
identification of people at risk for clinical depression. 

A 1980 study (3) indicated that the cutoff scores 
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suggested by the authors of the test for the diagnosis of 
probable depression rendered unacceptable numbers 
of false-negative diagnoses, but lowering the cutoff 
score sufficiently to eliminate that problem resulted in 
an unacceptable number of false-positive diagnoses. 
Diagnostic power was found to be especially inade- 
quate in cases of minor depression. The authors of the 
study concluded that the Center for Epidemiological 
Studies Depression Scale at best provides a rough 
indication of diagnosable illness in the Community at 
large but that it remains extremely useful for screening 
depressed individuals from a general population for 
research purposes. Its use as a tool of either diagnosis 
or research in a clinic population has apparently not 
been investigated, but simplicity and ease of adminis- 
tration make it attractive. The purposes of this study 
were to investigate the power of the scale to rapidly 
identify pathological levels of depression in a self- 
referred clinic population and to examine the correla- 
tion between levels of symptoms and diagnosis. 


METHOD 
Subjects 


Subjects of this study were 216 successively admit- 
ted patients at a community mental health clinic in a 
small northeastern city. Their socioeconomic status 
was lower and lower-middle class, and most of them 
were white. Eighty percent (N=173) were between 20 
and 55 years of age, but ages ranged from 13 to 72 
years, with a mean of 32.2 years. Sixty-eight percent 
(М= 147) were female. 


Procedure 


All subjects completed the depression scale immedi- 
ately before having a formal diagnostic interview with 
the chief psychiatrist of the clinic. The interview 
followed the protocol of the Schedule for Affective 
Disorders and Schizophrenia (SADS) (4), which pro- 
vides a standardized interview format. The accompa- 
nying Research Diagnostic Criteria (RDC) (5) provide 
for standardized diagnoses from the SADS data, Diag- 
noses in this study were in accordance with the RDC, 
with the addition to the RDC of the criteria developed 
by Akiskal and associates (6) for the diagnosis of 
cyclothymia. 6. 
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TABLE 1. Mean Scores of 216 Patients on the Center for Epidemio- 
logical Studies Depression Scale (CES-D), by Diagnostic Category 


Р y 











Patients in Меап 

Саїерогу CES-D 
Diagnostic Categorv Number Percent Score 
Not ill 6 2.8 9.83 
Marital maladjustment 13 6.0 14.62 
Schizophrenia 10 4.6 14.67 
Adolescent adjustment reaction 4 1.9 18.00 
Anxiety disarder 10 4.6 18.80 
Bipolar I 10 46 22.67 
Minor episodic depressive disorder 16 7.4 24.07 
Intermittent depression (minimum ` 

duration, 2 years; 41 19.0 28.64 

Bipolar II 26 12.0 29.65 
Cyclothymia 14 6.5 30.64 
Grief reaction 6 2.8 32.17 
Schizoaffective psychosis 14 6.5 34.78 
Major episodic depressive disorder 46 21.3 38.53 
RESULTS 


Responses to the depression scale are scored 0—3 
according to frequency of occurrence of each item. 
Response scores are summed to obtain the total score; 
the maximum score is 60. Not all diagnoses derivable 
from the RDC appeared in our population. Certain life 
` events that lead to depression and that might be 
subsumed under the RDC category of situational de- 
pressive disorder appeared with sufficient frequency 
to warran: separate listing. These were marital malad- 
justment and grief reaction. Adolescent adjustment 
reaction was also categorized separately. 

Diagnostic categories, the number and percent of 
the patients studied who were placed in each category, 
and the mean scale score for each category are sum- 
marized in table 1. Data reported are combined for 
males and females because separate analyses revealed 
no sex differences. A total of 60% of the sample 
population (N=129) were diagnosed as clinically de- 
pressed; another 5% (N=10) were found to be in the 
manic stage of a bipolar disorder and therefore poten- 
tially depressed. 

Mean depression scale scores reflect the tendency 
of patients in different diagnostic categories to report 
relatively greater or fewer depressive symptoms. 
Scores in groups with high means tended to cluster at 
high levels, those with mid-level means tended to 
cluster at middle levels, and those with low means 
clustered at lower levels. Nonetheless, each category 
contained a wide range of scores, with considerable 
overlap between categories. The majority of patients 
reported mid-levels of symptoms; one-third scored 
between 16 and 29. Twenty percent (N=43) scored 
less than 16, 32% (N —70) scored 16—29, 26% (N=57) 
scored 30—39, 1496 (N=31) scored 40—49, and 796 
(N=15) scored 50 or more. 

If one accepta the suggested score of 16 as the 
minimum for a 414010515 of depression (2), the scores 
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resulted in 7 false-positive diagnoses for depressior- 
(3%) and 12 false-negative diagnoses (6%). 


DISCUSSION 


The Center for Epidemiological Studies Depressior 
Scale, a count of symptoms during the week immedi- 
ately before its administration, was more efkective in = 
self-identified patient population than it was reportec 
to be in the general population by Myers znd Weiss- 
man (3). This stands to reason, because the discomfor: 
reported on the scale is undoubtedly the same discom- 
fort that led the patient to contact the спіс. This 
suggests that the scale can be used to quickly identify 
patients who present with substantial ijepressive 
symptoms in a preselected population. Hzwever, i: 
can by no means be used to make specific diagnoses 
These data indicate that people without identifiable 
pathology can exhibit one or several depressive behav- 
iors or feelings. Although different diagnos-ic catego- 
ries tend to cluster at different levels of =epressive 
symptoms, the distances between categories are too 
small and the overlap is too grea: to provide definitive 
diagnostic information. In additicn, the scale examines 
too few aspects of behavior over too shzrt a time 
period for adequate diagnosis, and its very shortnes; 
will tend to limit its reliability. 

In addition to supporting the utility of the scale as a 
clinical instrument, this study has indicated the rela- 
tive number of common symptcms of dep-ession re- 
ported by patients with affective disorders Although 
the rather smooth increase in symptom sco-es has the 
appearance of a continuum, nothing in :hese data 
suggests that to be so. This studv has also corroborat- 
ed the previous finding of a high incidence of depres- 
sion in a population of low socioeconomic status and 
has indicated the frequency of occurrerce of the 
various affective disorders in such a population; the 
major affective disorders were found to predominate. 
The previous research (7) reported that the high inc 
dence of depression in individuals of low socioeco- 
nomic status was linked to high incidence zf loss and 
to limited means of coping with distress as well 
However, the roles of particular eticlogical and hie 
torical factors are not well understood. W'arheit (7) 
suggested that for some individuals depressive symp- 
toms may be a trait condition. Such a trait night itself 
interfere with the adequate learning of effective coping 
skills, and it may be that for these people r.embershi» 
in a particular economic stratum reflects, га{һег Шал 
causes, emotional dysfunction. The prevalence of th2 
more severe and potentially debilitating forms of affec- 
tive disorder found in this studv lend support to this 
idea. Further studies of these factors and t3e linkages 
between them are needed, both to provide corroborz- 
tion for these data and to suggest effective interver- 
tions. 
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Intermittent Medication for Stable Schizophrenic Outpatients: 
An Alternative to Maintenance Medication 


BY MARVIN I. HERZ, M.D., HERMAN V. SZYMANSKI, M.D., AND JACQUELINE C. SIMON 








Because of neuroleptics’ potential long-term side effects, the 
authors conducted a pilot study of an alternative to mainte- 
nance medication for stable schizophrenic outpatients. The 
doses of 19 patients were gradually reduced to zero over 8 
weeks, and medication was then given only when a patient 
experienced early signs of relapse. The patients attended 
weekly group therapy and were closely monitored for pro- 
dromal signs, especially at times of stress; significant others 
helped observe the patients. Five patients experienced in- 
creased symptoms during the drug washout period and were 
dropped from the study; of the remaining 14, 10 remained 
stable on the intermittznt medication protocol. (Am J Psy- 
chiatry 139:918-922, 1982) 





t is common practice for aftercare clinics to treat 

schizophrenic patients in the community with main- 
tenance neuroleptic medication on an indefinite basis. 
Although the efficacy of these drugs in helping to 
prevent relapse has been well established, there is 
growing concern abcut their potential deleterious side 
effects. Prolonged administration of neuroleptic drugs 
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may have serious untoward consequences, especially 
the development of tardive dyskinesia. It is believed 
that the incidence of tardive dyskinesia increases with 
long-term use of antipsychotic medication; the in- 
cidence has been estimated to be as high as 40% 
(1-5). i 

Bleuler (6) followed 208 schizophrenic patients for 
22 years and, instead of maintaining patients on medi- 
cation for extended periods of time, used drugs only 
when relapse threatened. He concluded that the need 
for long-term maintenance with neuroleptics was 
much overrated. Other prominent investigators (4, 7, 
8) have recommended that stable schizophrenic outpa- 
tients be given a trial of no medication. 

In this paper we describe a pilot study of 19 stable 
outpatients for whom medication doses were gradually 
reduced to zero and were reinstituted only when early 
signs of decompensation were detected. 

Our empirical bases for this study were as follows: 

1. For many schizophrenic patients, severe psy- 
chotic symptoms are episodic. Most of the time the 
level of their symptoms and role functioning is rela- 
tively stable (9-11). 

2. Huber and associates (12) found that for 4096 of 
schizophrenic patients the most common outcome is a 
nonpsychotic ‘‘deficit state” characterized by blunted 
affect and apathy, a state not responsive to antipsy- 
chotic medication. Hogarty and assaciates (9) stated 
that for the majority of patients in a stable state the 
major function of antipsychotic drugs is to help pre- 
vent relapse, that is, they are prophylactic. When 
these patients are taken off a regimen_of maintenance 
medication, they show no change in 4hnptoms or role 
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functioning and may even show increased energy 
levels. However, in our experience, there is a minority 
"of patients who show immediate signs of deterioration 
when they stop taking their maintenance medication 
and whose symptoms are considered to be controlled 
by medication. These patients need maintenance med- 
ication for the foreseeable future. 

3. Psychotic relapse ordinarily occurs in stages, 
with a nonpsychotic prodromal period before the 
development of psychotic symptoms (10, 13). Thus it 
should be possible to abort a full-blown psychotic 
episode by giving antipsychotic medication to patients 
who develop nonpsychotic prodromal symptoms such 
as tension, anxiety, and insomnia. 

4. Previous studies (14—17) of discontinuing the 
medication of stable schizophrenic outpatients have 
not emphasized the use of early intervention with 
known active antipsychotic drugs to prevent relapse. 


METHOD 


We carried out two small pilot studies sequentially 
over several years in two community mental health 
centers. Criteria for inclusion were 1) age between 19 
and 60 years; 2) for the first patients studied, group A, 
a DSM-II diagnosis of schizophrenia with at least two 
hospitalizations and, for the patients studied later, 
group B, a DSM-III diagnosis of schizophrenia; 3) 
maintenance of outpatient status, remission, and sta- 
ble symptoms and role functioning for at least 6 
months; and 4) no evidence of organic brain syn- 
drome, serious medical illness, or suicidal or assaul- 
tive behavior during the previous 2 years. For each 
patient who had an available relative, we obtained the 
relative's agreement to help monitor the patient's 
condition. 

Because group therapy has been shown to be effica- 
cious in the treatment of schizophrenic patients (18, 
19), groups of 5 to 9 patients were seen weekly in 1- 
hour therapy sessions led by a psychiatrist. During the 
first few sessions, patients were instructed about early 
signs of schizophrenic relapse, the utility of medica- 
tion during the prodromal phase, and the importance 
of monitoring life events that might precipitate relapse. 
The psychiatrist made himself available to partici- 
pants, at least by phone, at all times. 

The first stage of the study was an open washout 
period. Over an average of 8 weeks, medication doses 
were gradually reduced to zero. Patients who showed 
increased symptoms or decreased role functioning 
during stage 1 had their previous levels of medication 
reinstated. The remaining patients were maintained 
without medication during stage 2 unless symptoms 
considered potentially prodromal to relapse (10) oc- 
curred. Ат that time medications were reinstituted and 
patients were sgen or telephoned by the therapist at 
least three tim week. Once the patient was stable 
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for 2 weeks, medication was gradually discontinued 
again over 2 weeks. Group A patients were followed 
for 6 months. Group B patients were followzd for 13 to 
45 weeks (an average of over 8 months). 

At the beginning of the study. history and demc- 
graphic data were collected and the patients’ symr- 
toms and role functioning were rated with the Problein 
Appraisal Scale (19) and the Global Assessment Scal2 
(20). The group leader also comp.eted both scales for 
each patient after each weekly therapy session. Тһ> 
Problem Appraisal Scale consis:s of 37 items that 
permit ratings of symptoms and role functioning on a 
scale that ranges from 1 (none) to 5 (severe). Th2 
Global Assessment Scale is a single global measure cf 
symptoms and functioning, scored on a scale of 1 to 
100, with each interval of 10 anchored to a cliniczi 
description. A higher score indicates a "healthier" 
rating. Patients were also asked each week whether 
they had experienced any stressful life events. 


RESULTS 


Nineteen patients entered this study, 5 in group A 
and 14 in group B. For group A, only patients' courses 
were recorded. Of the 14 group B patients, 7 were men 
and 7 were women, and their mean age was 23.5 years. 
Five were married, 6 were widowed, divorced, o« 
separated, and 3 had never married; 7 did not live with 
another adult, and only 4 were employed. For 8 of the 
subjects in group B, onset of ilInzss occurred after age 
30; the group had a mean of 2.43 hospitalizations 
during their lifetimes, and 2 of the subjects had been 
hospitalized in the previous year. 

Mean baseline scores for eack item on the Problem 
Appraisal Scale for the 14 patierts in group B wer2 
low. The only items on which any symptomatology 
was noted for individual patients were sccial with- 
drawal, impaired relations міл others, flat affect, 
anxiety, agitation, depression, anger. and suspicion. 
The individual ratings of 8 patients indicated mild or 
moderate impairment in relations with nonfamily ac- 
quaintances, and 6 patients were rated as mildly or 
moderately socially withdrawn, > markedly. No pa- 
tient was experiencing delusions or hallucirations. 

The mean Global Assessment Scale score was 62.7, 
with a range of 51 to 71. Scores of 51-60 indicats 
“moderate symptoms or generally functicning with 
some difficulty (e.g., few friends end flat affect)," and 
scores of 61—70 indicate ''some mild symptems or 
some difficulty in several areas of functioning but 
generally functioning pretty well." Mean medicatioa 
level at entry into stage 1 was 340 mg of chlorproma- 
zine equivalents (8), ranging from 100 to 690 mg. 


Stage 1 Washout 


Of the 19 patients, 5 (26%) showed increased symp- 
toms during the medication washout, but cnly 1 was 
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hospitalized. All 5 were returned to maintenance medi- 
cation. 

The patient who was hospitalized had separated 
from her husband within 2 weeks after the beginning of 
stage 1. Against advice, in the fifth week she abruptly 
discontinued medication on her own and then devel- 
oped nonpsychotic symptoms (difficulty getting along 
with others, increased anxiety and depression) fol- 
lowed by paranoia and loose associations. Because 
she refused to take medication she was hospitalized to 
prevent further deterioration. It is not known whether, 
had there been no stress, the symptoms would have 
emerged as the medication was withdrawn. 

For the other 4 patients who did not complete the 
washout, increases in the levels of symptoms were not 
severe. These patients all suffered decreased sleep. 
Anxiety and impaired social relations increased to 
mild or moderate, and 1 patient’s depression and 
social withdrawal were marked. None of the patients 
demonstrated any psychotic symptoms. The average 
duration of elevations in Problem Appraisal Scale 
ratings was 5 weeks, with a range of 1 to 11 weeks. 


Stage 2 


Fourteen of the 19 patients completed the stage 1 
washout. Subsequently 1 patient dropped out; he was 
asymptomatic but requested maintenance medication 
again because his wife became anxious when he was 
not taking it. See tzble 1 for a resumé of the patients' 
courses. There were no differences between patients’ 
monthly averages on the Problem Appraisal and Glob- 
al Assessment Scales when they were not receiving 
medication and were in remission and their initial 
baseline scores, determined while they were receiving 
medication. 

Of the 13 patients who were followed during stage 2, 
5 had a stable course throughout; 3 were followed for 6 
months and 2 for 11 months. Five patients had one or 
two prodromal episodes, following which medications 
were discontinued again. Typical symptoms were 
sleep disturbances, agitation, anxiety, anger, social 
withdrawal, and impaired social relations. Except for 
anxiety (marked in one case), no symptom was rated 
more than moderate in severity. In 2 cases there were 
prepsychotic symptoms, i.e., distrust of others. АП 
symptoms were quickly reversed with medication. 
The mean highest drug dose for all patients who were 
treated for prodromal symptoms was 180 mg of chlor- 
promazine equivalents, with a range of 80 to 320 mg. 
Episodes lasted an average of 1.4 weeks, but to ensure 
complete stabilization of symptoms patients remained 
on a full dose of their medication for an average of an 
additional 31/2 weeks. Then medication doses were 
reduced to zero over 2 weeks. 

One patient had -hree prodromal episodes. The first 
two episodes consisted only of decreased sleep and 
increased anxiety of 1 week's duration. During the 
. third episode, she developed the delusion that her 
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TABLE 1. Clinical Courses of Schizophrenic Outpatients 








Group A Group B Total , 
Course (N=5) (N= 14) (N= 19) 
Stage 1 (drug washout) 
Entered 5 14 19 
Terminated 1 4 5 
Stage 2 
Entered 4 10 14 
Dropped out 1 0 1 
Continued on intermittent 
medication protocol 3 7 10 
No increase in baseline 
symptoms 3 2 5 
1 ог 2.prodromal episodes 0 5 Ыы 
Discontinued from protocol 0 3 3 
2 prodromal episodes, 
rediagnosed 0 1 
3:prodromal episodes 0 1 1 
Hospitalized 0 1 1 





neighbors were causing her to have headaches. During 
that episode, symptoms were all rated as moderate and 
cleared 3 weeks after medication was restarted. How- 
ever, at the patient's request she continued to take 
maintenance medication. 

Another patient experienced a nonpsychotic manic 
episode during the fifth week of stage 2, was rediag- 
nosed as having schizoaffective schizophrenia, and 
was given lithium and chlorpromazine for the remain- 
der of the study. 

One patient was hospitalized. Two months after 
medication discontinuation, this patient started to be- 
come withdrawn but refused to take medication again. 
Over 5 weeks, his Global Assessment Scale rating 
dropped 25 points. In the 6th week he developed 
paranoid delusions. Because his condition was deteri- 
orating, he was hospitalized for 5 days and his medica- 
tion was resumed. After restabilization, he received 
maintenance medication because he became unco- 
operative with his treatment regimen when he began to 
decompensate. 


Stage 1 Terminations Versus Stage 2 Subjects 


Compared with patients who remained stable during 
medication reduction, the patients whose symptoms 
increased were less likely to have ever been married 
and had an earlier age at onset of illness; they were the 
only ones who had been hospitalized during the past 
year. There was a tendency for those’ who were 
terminated from the study during medication reduction 
to have slightly higher baseline Problem Appraisal 
Scale scores on impaired relations with others, with- 
drawal, anxiety, and lack of affect. The difference in 
mean Global Assessment Scale ratings was small (59.3 
versus 64.1), but the score of the patients who were 
terminated during medication reduction falls in a lower 
10-point interval. Also, initial medication levels were 
significantly higher (two-tailed t=3.084, df=12, p.01) 
for those who did not complete the washout period, 
555 mg of chlorpromazine equivalerftsXrange, 450—690 
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mg) versus 250 mg (range, 100—690 mg) for the patients 
who entered stage 2. Except for the patient who 
«relapsed during stage 2, whose maintenance dose had 
been 690 mg, there was not even any overlap in 
maintenance dose levels between the two groups. It is 
probable that any attempts to reduce the dose of 
maintenance medications before our study were not 
successful for the patients receiving high doses. 
Three of the 5 patients whose condition deteriorated 
during the washout stage did not report any life stress. 
On the other hand, for all but one of the prodromal 
episodes experienced by patients during stage 2, a 
stressful life event occurred before the appearance of 
early symptoms. It should be noted, however, that 
severa] of the other patients reported stressful events 
of similar magnitude during stage 2, such as family 
arguments or taking on a new job, that were not 
followed by a prodromal episode. 


DISCUSSION 


The results of this pilot study must be viewed with 
caution because of the small number of patients in- 
volved. Nevertheless, the results have some possible 
meaningful implications. 

At present there is no way of identifying the stable 
outpatients whe need medication to actively control 
psychotic symptoms and therefore must receive main- 
tenance medication. Therefore, gradual reduction is 
necessary and, with careful monitoring, is relatively 
safe. 

Other patients who are stable on medication show 
no ill effects during or after the withdrawal period. 
They manifest the same symptom level while not 
receiving medication. Some report increasing energy 
levels and alertness. Maintenance medication is proba- 
bly effective for these patients because it is present 
during periods of stress, when they are most vulnera- 
ble to decompensation. The alternative approach of 
introducing medication only during the prodromal 
stage proved to be effective as well. Of course, we do 
not know whether some of these so-called prodromal 
episodes would have progressed to full relapse without 
drug treatment. 

Only 11% of the patients (2 of 19) relapsed and were 
rehospitalized during the entire study period. This 
relapse rate indicates that the procedure is relatively 
safe, since it compares favorably with Hogarty's esti- 
mate (personal communication, 1980) that 1596 of 
stable outpatients will relapse within 1 year while 
receiving maintenance medication, compared with a 
68% relapse rate in 1 year for those who are taken off a 
regimen of maintenance medication. 

It is evident that patients who are not stable while 
receiving medication should not have it withdrawn. 
(Medication reduction was attempted, with unfavor- 
able results, fof „patients who did not meet study 
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criteria of symptom stability for the prior 6 months.. І 
One patient experienced early signs of dezompensa- 
tion while the medication dose was being reduced, 
another relapsed during the final drug-free veek of the 
washout period, and the third relapsed duriag the fifth 
month of stage 2 after having three mild prodromal 
episodes.) Also, patients who must receive high doses 
of maintenance medication because dose reduction 
has been followed by deterioration in the past should 
not be considered for an intermittent med:cation ap- 
proach. (Unfortunately, in some clinics patients are 
inappropriately maintained on high doses without any 
serious attempts at reduction. Attempts -o reduce 
maintenance medication should be well documented 
before rejecting the patient as a potential camdidate.) It 
is preferable that patients have a significant other who 
is willing to cooperate with the therapist; during the 
prodromal period some patients lose ins ght about 
their illness, become uncooperative, and do not appear 
for therapy sessions. Patients experiencing stressful 


'events should be monitored more closely. At these 


times patients seem to be more vulnerable tc psychotic 
decompensation and may need medication and in- 
creased psychosocial support. À group approach 
seems to be useful in providing a social suprcrt system 
for patients and providing a cost effective way of 
monitoring patients’ progress. 

A problem in conducting this pilot study was that 
many patients and their families were fearful about the 
patients’ not receiving maintenance medication. For 
years they had been told that medication was neces- 
sary and that discontinuing it would lead to immediate 
relapse. This holds true only for the minority of 
patients whose symptoms are controlled by medica- 
tion and who begin to deteriorate as the dose is 
reduced. Our experience indicates that most stable 
outpatients show no ill effects when medication is 
withdrawn; for them the action of neurolept cs appears 
to be similar to but not as etfective as penicillir 
prophylaxis for rheumatic fever. 

The results of this pilot study can be cons сегей only 
tentative. However, based on cur experience, clini- 
cians may safely attempt drug withdrawal with inter- 
mittent medication for stable schizophremic outpa- 
tients on low doses of maintenance medication who 
аге in remission, are seen weekly, and have а coopera- 
tive significant other. 
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Impact of DSM-III on Clinical Practice 


BY THOMAS J. CRAIG, M.D., M.P.H., ANN B. GOODMAN, M.S., AND GARY HAUGLAND, М.А. 





The authors compared criterion-based diagnoses (DSM-III) 
with clinical diagnoses (DSM-II) for 102 psychiatric inpa- 
tients. The introduction of specified diagnostic criteria rep- 
resented a refinement of existing diagnostic practices rather 
than a qualitatively aifferent approach to diagnoses; howev- 
er, in the schizophrenia and affective disorder categories, 
nonwhites and women were more often assigned to a worse 
prognostic category by the DSM-II system than were white 
men with similar symptoms. The authors suggest that the 
introduction of DSM-III criteria may ensure more appropri- 
ate diagnosis and treatment for nonwhites and women. (Am 
J Psychiatry 139:922--925, 1982) 





he introduction of specified diagnostic criteria for 
mental disorders (DSM-III) has been accompa- 
nied by considerable, discussion as to the validity of 
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various sets of criteria in defining discrete and hemo- 
geneous subgroups of patients, particularly in the 
functional psychoses (1-8). Controversy has been 
generated regarding the accurate delineation of these 
diagnostic entities. Earlier studies, such as a study 
done in the United States and the United Kingdom (©), 
suggested that American psychiatrists tended toward 
an overly broad use of the schizophrenia label. More 
recent work has centered on the proper classification 
of several intermediate categories broadly described 
as schizophreniform, schizoaffective, or good-progno- 
sis schizophrenia (10—16), and examination of treat- 
ment response, course of iliness, and family morbidity 
has produced results which suggest that these catego- 
ries may be more akin to affective disorder than to 
schizophrenic (14, 15). Other investigators (17) have 
dissented and suggested that there may be a third 
diagnostic enzity distinct from schizophrenia or afez- 
tive disorder. 

In contrast, even if the validity of DSM-III criteria is 
assumed, much less has been reported regarding the 
potential impact of this revision on current clinical 
practice. Lion (18), in a book review, recently asked, 
"What does the average practitioner do about diagno- 
sis and treatment? . . . Most practitioners do not pay 
much attention to diagnoses . . . both to protect the 
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patients and to make their own lives easier.” If these 
speculations are valid, studies to demonstrate the 
“Clinical utility of adherence to criterion-based diagnos- 
tic practices and more research-oriented studies, such 
as those which led to the development of these crite- 
ria, are needed. Our study retrospectively compares 
DSM-III criteria with clinical diagnoses /DSM-II) in 
patients admitted to a psychiatric inpatient unit in 
1975-1976. 


METHOD 


We selected à random sample of 102 patients 
(17.2%) from all the inpatients (N=593) of a single 
catchment area who resided in a large state hospital at 
any time between Aug. 1, 1975, and July 31, 1976. This 
time frame predated the early development of DSM- 
III. Although several sets of research diagnostic crite- 
ria were either in existence or under development, we 
felt that the hospital clinicians would not be familiar 
with these developments and that their diagnostic 
procedures would reflect the DSM-II classification 
system, i.e., before DSM-III. 

A research associate (G.H.) obtained copies of 
admission and discharge notes for each patient after 
diagnostic and identifying information had been re- 
moved. This case material was then rated according to 
DSM-III criteria by two raters—a research psychia- 
trist (T.J.C.) and a research psychologist (A.B.G.)— 
for four diagnostic categories: alcohol abuse or depen- 
dence (305.0 and 303.9); schizophrenia (295.1—295.6); 
affective disorders (296.2-296.82, 301.13, 300.40); and 
other. Analyses focused on the comparison of review 
(DSM-III) with clinical (DSM-II) diagnoses: alcohol- 
ism (291, 303, 309.13); schizophrenia/paranoid (295, 
297); affective disorders (296, 298.0, 300.4); other (all 
other diagnoses except drug abuse 304, 294.3, 309.14, 
and mental retardation 310—315). In order to be count- 
ed, a specific DSM-III criterion had to be stated as 
present in the patient's clinical admission or discharge 
note. We recognized that limiting the analysis to these 
two sources might result in underestimating the num- 
ber of agreements. The treating psychiatrist might not 
have elicited or even recognized the presence of 
certain relatively characteristic (e.g., Schneiderian) 
symptoms or may have neglected to record them. This 
potential] bias could only be remedied by directly 
examining the patient with a structured diagnostic 
interview specifically designed to elicit these symp- 
toms. This was not feasible in our study. Also, the 
treating clinician may have recognized such symptoms 
but recorded Шеп elsewhere (e.g., progress notes). 
This potenzial problem could have been avoided by 
systematic examination of all case material, but we did 
not choose this approach because the patterns of 
recording such information can differ widely from 
clinician to clinician. 
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RESULTS 


We found that 13 of 79 white patients (16.595) and 8 
of 23 nonwhite (black or Hispanic) patients (34.8%) 
had a diagnostic change, as did 12 of 42 women 
(28.6%) and 9 of 60 men (15.0%). For most patients the 
DSM-II diagnostic categories of alcoholism and other 
remained unchanged after DSM-III criteria were ap- 
plied (1 nonwhite man's diagnosis changed from other 
to affective disorder). In contrast, we noted substantial 
changes for the DSM-II categories of schizophrenia 
and affective disorder. Among clinically diagnosed 
(DSM-II) schizophrenic patients whose diagnosis 
changed, the proportion of women (8 of 15) was twice 
as great as that for men (4 of 16) and twice as great for 
nonwhites (7 of 11) as for whites (5 of 20); only 21.1% 
of the whites but 63.3% of the nonwhites diagnosed as 
schizophrenic by DSM-H criteria were not so diag- 
nosed by DSM-III criteria. Because only 4 renwhites 
were diagnosed by DSM-III as having affect. ve disor- 
der, the changes for this category were limited to 
whites and showed a reversal from the trend observed 
for schizophrenic patients; i.e., almost twice as great a 
proportion of men (4 of 11) as women (4 of 19) were 
diagnosed differently by DSM-III criteria than by 
DSM-II criteria. 

Of the 8 schizophrenic patients (DSM-II) vho were 
reassigned to the DSM-III other category. 6 met 
symptomatic criteria for schizophrenia but failed to 
meet either the criterion for age at onse: (2 vwomen—1 
white and 1 nonwhite) or for duration of illness (2 
nonwhite men) or both criteria (2 nonwhite women). 
Because neither of these criteria was included in D$M- 
II, these patients cannot be considered misdiagnosed; 
rather, their changed diagnosis when DSM-Ii1 criteria 
were applied represents a further refinemert of diag- 
nostic criteria. The other 2 schizophrenic patients 
reclassified by DSM-III as other (both whitz women) 
included 1 with a history of schizophrenia b. current 
affective symptoms and 1 who could not be d:agnosed 
because she was deaf and unable to provide adequate 
diagnostic data. An additional 3 schizophren:c patients 
were rediagnosed by DSM-III as affective disorder (1 
nonwhite man and 2 women—1 white and 1 ronwhite). 
Finally, 1 clinically diagnosed schizcphrenic white 
man met DSM-III criteria for alcoholic hallacinosis. 

One woman clinically diagnosed as having affective 
disorder by DSM-II fulfilled DSM-III crizeria for 
schizophrenia, and the other 7 patients classified as 
having affective disorder by DSM-I/ fell into the DSM- 
III other category: 2 (1 man, 1 woman) met diagnostic 
criteria for both schizophrenia and mania and most 
closely fit the DSM-III schizoaffective category; 3 (all 
men) only partly fulfilled DSM-III affective disorder 
criteria (2 for major depression, 1 for dysthvmia) and 
in the absence of any alternative diagnosis appeared to 
warrant the diagnosis of atypical depression, since full 
depressive criteria may have been present but unre- 
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corded; and 2 (боћ women) failed to fulfill DSM-III 
criteria for affective disorder and fell into the catego- 
ries of organic mental disorder and substance abuse- 
personality disorder. Thus, the reclassification of 5 of 
these 8 patients represents a refinement of diagnostic 
criteria rather than a true misdiagnosis. 

We rated agreement between clinical (D.5M-II) and 
review (DSM-III) diagnoses using the kappa statistic 
(19); although all demographic subgroups showed sta- 
tistically significant correlations, the kappas for men 
(к=.79) and whites (к=.78) were substantially greater 
than those for women (x=.60) and nonwhites (k=.54). 


DISCUSSION 


Any study based on a retrospective examination of 
records is limited to the extent that the date may have 
been either under- or overreported. The extent of 
underrecording svmptoms or signs in this study cannot 
be directly assessed; however, the fact that criterion- 
based diagnoses could be made for the majority of 
patients argues that, at least for principal diagnoses, 
there was sufficient recording to document the diagno- 
sis. The extent to which additional signs and symp- 
toms characteristic of other diagnoses might have been 
present but unrecorded is less clear. With regard to 
overreporting, the fact that the diagnostic data were 
recorded before the advent of diagnoses based on 
specified criteria makes it less likely that clinicians felt 
obliged to record symptoms or signs that did not exist. 
With the institution of specific criteria (DSM-III), this 
assumption is less likely to be valid, since clinicians 
may feel greater pressure to record nonexistent symp- 
toms to justify diagnoses for legal and reimbursement 
purposes. Thus, carrying out a study similar to this in 
the future may not be possible. 

The main purpose of this investigation was to deter- 
mine the extent to which the introduction of DSM-III 
might affect clinical diagnostic practice. The fact that 
the majority of patients' records contained information 
sufficient to allow a criterion-based diagnosis suggests 
that the data base used by clinicians at this facility was 


generally sufficient to employ DSM-III criteria. Thus, 


the introduction of DSM-III at this site may represent 
more a refinement of currently existing diagnostic 
approaches than a qualitatively different approach to 
diagnosis. 

The diagnostic changes resulting from DSM-III sug- 
gest that specific diagnostic subgroups may be affected 
differently by the new criteria. For example, those 
patients in the DSM-II alcoholism and other diagnostic 
categories experienced virtually no change when diag- 
nosed by DSM-III criteria. In contrast, substantial 
shifts were seen in the schizophrenia and affective 
disorder groups. Among schizophrenic patients whose 
diagnoses changed, two trends were seen. One small 
subgroup met criteria for affective disorders; however, 
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the majority of reclassified schizophrenic patierts met 
symptomatic criteria for schizophrenia but faled to 
meet the duration (greater than 6 months) or age ‘at 
onset (less than 45 years) criterion or both. 


Among 8 patients with a clinical diagnosis (DSM-II) 


of affective disorder who were reclassified by DSM- 
III, 6 showed affective symptoms that 1) were associ- 
ated with schizophrenic symptoms (N=3), or 2) were 
not sufficient to meet the criteria for a specific affec- 
tive disorder diagnosis (N=3). The former group ap- 
pears to fall into the controversial schizoaffectiv2 class 
for which no criteria are as yet defined, and the latter 
group may represent patients who were diagnosed as 
having depressive neurosis by DSM-II but jit the 
DSM-III category of atypical depression, although 
other symptoms sufficient for a positive diagnosis may 
have been present but unrecorded. The overall effect 
of nosologic changes appears to have been to formal- 
ize the use of specified criteria and to identify areas of 
diagnostic ambiguity (e.g., schizophreniform and 
schizoaffective disorders). o 

A final limitation of our study is the small sample 
size after race, sex, and diagnostic category are taken 
into account. Therefore, the specific demographic 
findings must be considered tentative until replicated 
in larger samples. Nevertheless, our observaticn that 
the introduction of DSM-III appears to have had 
different effects on diagnostic practices according to 
demographic characteristics of the patient sample is 
important. Specifically, almost two-thirds of non- 
whites diagnosed by DSM-II as having schizoparenia 
failed to meet full DSM-III criteria for this diagnosis. 
The majority of these patients fulfilled symptomatic 
criteria for schizophrenia but failed to fulfill duration 
and/or age at onset criteria, although a minority were 
reclassified as having affective disorder. In contrast, 
whites whose clinical diagnosis of schizophrenia was 
changed failed to meet symptomatic criteria for 
schizophrenia and fell into а more heterogeneous 
group of diagnostic categories. These findings suggest 
that DSM-III may establish 1) more homogeneous 
subgroups of nonwhite patients with schizophrenia- 
like symptoms and 2) an alternative, nonschizophrenic 
diagnosis of white patients. The extent to which the 
course and response to treatment of those nonwhite 
patients who fail to meet the duration (e.g., schizo- 
phreniform) or age at onset (e.g., atypical psycaosis) 
criteria resemble those who fulfill all criteria for 
schizophrenia remains to be determined. If, as earlier 
reports have suggested (10—16), such patients are more 
closely linked to affective disorder than to schizcphre- 
nia on these dimensions, then DSM-III can be expect- 
ed to make a major contribution toward ensuring more 
effective and appropriate treatment of minorities. Our 
findings support earlier ones of Dohrenwend and asso- 
ciates (20) on the incorrect labeling of nonwhites as 
schizophrenic even when a structured diagnostic in- 
strument is used and may, in part, explain findings that 
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black schizophrenic patients experienced a better out- 
come than whites when exposed to similar inpatient 
interventions (21). 

In our study only white patients were present in 
` sufficient numbers to permit analysis of the effect of 
DSM-III on clinical diagnosis of affective disorders. In 
this diagnostic category, women were more likely to 
be reclassified to a qualitatively different category 
despite the fact that more men were reclassified over- 
all. 

Our findings suggest that nonwhites and women 
were disproportionately at risk of being misclassified 
into a more adverse prognostic category when DSM-II 
criteria were used. Thus, the introduction of specified 
criteria to routine clinical practice, while having a 
relatively modest impact on overall diagnostic prac- 
tices, may, if properly applied, substantially improve 
diagnostic and therapeutic intervention for nonwhites 
and women. 

Despite the diagnostic discrepancies that we have 
emphasized, overall agreement (к=.73) between the 
clinical (DSM-II) and review (DSM-III) diagnoses and 
the agreement for whites (k=.78) and men (к= .79) was 
equal to or higher than that reported for DSM-III 
interrater reliability in field trials. 

Finally, our finding that many patients diagnosed as 
schizophrenic by DSM-II were not so diagnosed by 
DSM-III is consistent with a recent report in which 
twice as many patients fell into a ‘‘rule out schizophre- 
nia" category as met criteria for schizophrenia (22). 
These findings underscore the need for clinicians to 
evaluate and treat such patients while trying to obtain 
a more definitive diagnosis. Even in the face of such a 
dilemma, a recent study (15) suggested that such 
patients may respond to treatments usually reserved 
for affective disorders (e.g., lithium). Thus, the use of 
criterion-based diagnoses may indicate an effective 
intervention even for those patients who do not meet 
all of the diagnostic criteria for a given diagnosis. 
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Áre Hysterical Seizures More than Hysteria? A Research 
Diagnostic Criteria, DSM-III, and Psychometric Analysis а. 


- BY REGE S. STEWART, M.D., ROBERT LOVITT, PH.D., AND R. MALCOLM STEWART, M.D. 





In a double-blind study the authors compared severity of 
psychopathology and personality organization in three 
groups of patients: those with organic (neurogenic) seizures 
alone (N=11), those who exhibited both neurogenic and 
psychogenic (‘‘hysterical’’) seizures (N13), and those with 
pure psychogenic \“‘hysterical’’) seizures (N=13). Patients 
with neurogenic seizures were found to have alcoholism, 
anxiety disorder, and minor affective disorder. Patients with 
mixed and psychogenic seizures had more severe psycho- 
pathology, including major affective disorders and major 
character pathology. Patients with mixed and psychogenic 
seizures also had a markedly higher incidence of suicide 
attempts and past history of psychiatric treatment. (Am J 
Psychiatry 139:926—929, 1982) 





D uring the last decade there has been a resurgence 
of interest in the understanding of hysterical 
seizure disorders in terms of their behavioral manifes- 
tations and their relationship to personality structure 
and dynamics. Williams and associates (1) stressed the 
importance of differentiating between so-called ''hys- 
terical seizures” and neurogenic seizures. Although a 
number of authors have noted that patients with 
hysterical seizures do not represent a homogeneous 
group, they have not differentiated them on the basis 
of specific psychiatric diagnosis (2, 3). Merskey and 
Trimble (4) studied patients with various types of 
conversion syndromes without separating out those 
with seizure disorders alone. The term ''hysterical 
seizure" implies to many clinicians that the seizure 
disorder is associated with either Briquet's syndrome 
or histrionic behavior. In our study we prefer to use 
the less value-laden term ‘‘psychogenic seizures” for 
seizures that do not have an apparent organic basis but 
rather seem to be the result of emotional conflict. 
Many patients with psychogenic seizures also have 
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seizures of organic origin (2, 3). On the bzsis of a 
thorough neurologic evaluation we have differentiated 
among three groups of patients: those who have only 
well-documented organic seizures, those with only 
psychogenic seizures, and those who have a combina- 
tion of both types. The purpose of this studv was to 
diagnose and compare the type and extent of psycho- 
pathology in the three groups according to Research 
Diagnostic Criteria (RDC; third edition) and DSM-III 
criteria. Psychometric analysis was also. perfcrmed to 
determine the personality organization and coping 
mechanisms characteristic of each group. We exclud- 
ed patients with partial complex seizures or any evi- 
dence of temporal lobe pathology, since these condi- 
tions have been associated with characterological and 
severe psychological impairment (5, 6). 


METHOD 


Thirty-seven patients with seizure disorders who 
were admitted to an acute care neurology unit were 
extensively evaluated. The neurologic evaluation in- 
cluded a physical and neurologic examination, an 
EEG, and computerized tomography. АП patients in 
the evaluation had at least one seizure observed by a 
neurologist while in the hospital. 

Patients were divided into three groups: 1) those 
with pure organic seizures, 2) those with mixed sei- 
zures: patients with clear-cut evidence of psychogenic 
seizures who also had either organic seizures, some 
minor abnormality on their EEG, or a childhood 
history of febrile seizures, and 3) those with psycho- 
genic seizures: patients who had psychogenic seizures 
and repeatedly normal EEGs including those obtained 
with nasopharyngeal leads, sleep deprivation, or while 
the patient was experiencing a seizure disordzr. The 
latter group did not have any metabolic abnormality, 
toxic state, or drug withdrawal state that could explain 
the seizures. All patients with a temporal lobe abnor- 
mality on the EEG were excluded from the study. 

The neurology service assigned patients to each 
group on the basis of the best available evidence from 
observations of the actual seizures, the neurological 
history, examination during the postictal period, and 
the EEG. It is important to note that one cannot use 
EEG criteria alone because an EEG may be normal 
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during the interictal period in an epileptic. Conversely, 
minor nonspecific changes in the EEG may occur in 
normal individuals. In an effort to keep the psychogen- 
ic seizure group as homogeneous as possible, we 
assigned all patients with the slightest EEG abnormali- 
ty to the mixed group. The psychiatrist and psycholo- 
gist were blind to the nature of the patient's seizure 
disorder. 

Psychiatric evaluation included a Seizure Question- 
naire, the Schedule for Affective Disorders and 
Schizophrenia-Lifetime Version (SADS-L), and a psy- 
chiatric history that focused on possible precipitating 
events before the onset of seizures. A history of past 
psychiatric treatment, hospitalizations, and previous 
suicide attempts was also obtained. A psychiatric 
diagnosis was made using the SADS-L in conjunction 
with the RDC and DSM-III. | 

Thirty-one of the 37 patients were evaluated psycho- 
metrically (10 of 11 with neurogenic seizures, 11 of 13 
with mixed seizures, and 10 of 13 with psychogenic 
seizures). Six patients did not complete this portion of 
the study due to illiteracy or premature hospital dis- 
charge. Patients were also evaluated using the WAIS, 
the Bender-Gestalt test, MMPI, and the Rorschach. 
During evaluation of the test data, the historical and 
clinical findings were excluded, so that judgments 
were based wholly on the psychological test material. 

The assignment of a patient to a clinically relevant 
psychologic profile was based on objective criteria 
derived from a comprehensive review of the test 
material. The criteria for evaluating the ego function- 
ing of these patients were as follows: 

1. Borderline: emergence of a clear-cut underlying 
thought disorder on the Rorschach or a clear-cut 
MMPI profile suggesting borderline personality orga- 
nization. 

2. Alexithymia: objective evidence from the Ror- 
Schach demonstrating a pathological inability to recog- 
nize affect and elaborate fantasy at a psychological 
level (7). 

3. Organic brain syndrome: clear-cut perceptual or 
conceptual deficits documented by objective intellec- 
tual measures of the WAIS, Bender-Gestalt test, or the 
Rorschach. 

4. Hysterical disorders: definite evidence of blatant 
and extensive repression and denial with labile affect, 
poor emotional control, and a propensity for conver- 
sion reactions documented by performance on the 
Rorschach or MMPI. 


RESULTS 


There were nó significant intergroup differences in 
sex or age. Each group contained 4 men; there were 7 
women in group 1 and 9 women each in groups 2 and 3. 
Group 1 subjects had a mean age of 27.7+11.7 years; 
group 2, 22.7+6.3, years; and group 3, 25.3+11.9 
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years. All of the patients in group 1 had had з recent 
onset of seizures, with symptoms of less than 2 years' 
duration. Six patients in group 2 and 3 patients in 
group 3 had had seizures longer than 2 years Thirty- 
three percent of the group 1 subjects had a family 
history of epilepsy, compared with only 14% of the 
group 2 subjects and 2396 of those in group 3. By our 
definition, all EEGs in the psychogenic seizu-e group 
were normal. If there was any abnormality on an EEG, 
even of a nonsignificant nature, the patient was placed 
in the mixed group. This approach was part of an 
attempt to exclude any possibility of organicitv in the 
psychogenic group. Two patients in the neurogenic 
group and 4 patients in the mixed group had normal 
EEGs. 

Using a one-way analysis of variance follawed by 
the Duncan's multiple range test, we found that for 
each IQ score, groups 1 and 3 were significantly 
different (p«.05; see table 1). The mixec and psycho- 
genic groups had similar levels of intellectual ability. 

A history of past suicide attempts was common 
among patients with mixed seizures (46%) anc psycho- 
genic seizures (46%) but less frequent among those 
with neurogenic seizures (996). Similarly, a history of 
past psychiatric treatment was more common among 
patients with mixed and psychogenic seizures (38%) 
than among those with neurogenic seizures (0%). 
Eighteen percent of the patients with neurogenic sei- 
zures had a psychiatric history, compared with 54% of 
the patients with mixed seizures and 46% of those with 
psychogenic seizures. 

An evaluation of psychopathology using the SADS- 
L showed striking differences among the groups. The 
most frequent diagnoses in the neurogenic grap were 
alcoholism, anxiety disorder, and minor affective dis- 
order; major affective disorder and major character 
pathology, including borderline personality, antisocial 
personality, and Briquet’s syndrome, were not pres- 
ent. Examples of major affective disorder were also 
not seen in our sample. The patients with mixed and 
psychogenic seizures were much more seriously dis- 
turbed. Of the mixed seizure group, 5 patients had a 
lifetime history that met the criteria for majo- depres- 
sive disorder. Four individuals met the RDC for anti- 
social personality, but these patients also had features 
that met the DSM-III diagnosis of borderline personal- 
ity. Four subjects either met the criteria for Briquet’s 
syndrome or had features of histrionic personality. 
One patient met the criteria for schizophrenia. Of the 
psychogenic seizure group, 3 patients had a history of 
major affective disorder, 1 had schizozffective’ disor- 
der, and 1 had manic-depressive disorder. Eight pa- 
tients met the criteria for major character pathology, 
including 5 with antisocial personality who also met 
DSM-III criteria for borderline personality. Only 3 
patients met the diagnostic criteria for Еуѕіела (2 with 
Briquet's syndrome and 1 with histrionic personality). 
A chi-square trend analysis showed a signifizant grad- 
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TABLE f. Relationship Between Intellectual Level and Type of 
Seizure Among Adult Patients 











Neurogenic Mixed Psychogenic 
(N=11} (N=13) (3= 13) 
Item Mean SD M Mean SD Mean SD 
Verbal IQ 80.0 7.9 89.4 11.4 103.5 21.8 
Performance IQ 81.2 77 94.7 20.9 97.4 9.1 
Full-scale IQ 79.2 6.4 90.0 13.9 99.67 15.9 





The groups with neurogenic and psychogenic seizures had significantly 
different intellectual levels (p<.05, Duncan's multiple range test). 


TABLE 2. Relationship Between Psychologic Profiles and Type of 
‚ Seizure Among Adult Patients? 








Neurogenic Mixed Psychogenic 

Profile (N=10) (N=11)® (N=10) 
Alexithymia 7 3 1 
Borderline 0 5 5 
Organic brain syndrome 2 3 Ic 
Hysteria 0 1 2 
Normal I 0 0 
Manic-depressive 0 0 1 





Data were derived from psychometric analysis. 

*Numbers total more than 11 because 1 patient had 2 profiles. 

*Organicity detected here reflected a development of dyslexia and a problem 
with fine motor control. 


uated increase for character pathology (p=.002) over 
the three ordered groups: neurogenic, mixed, and 
psychogenic seizures. However, a similar significant 
trend was not detected for major affective disorder 
(p=.127). 

The relationship between the psychologic profiles 
obtained in the study by psychometric analysis and 
seizure group is seen in table 2. There was a clear 
tendency for the borderline patients to be found in the 
mixed and psychogenic groups and the alexithymic 
patients to be found in the neurogenic group. A chi- 
square trend analysis showed a significant (p=.005) 
decrease in the amount of alexithymia moving from 
the neurogenic to the psychogenic group; there was a 
significant increase (p=.002) in character pathology. 


DISCUSSION 


Patients with mixed seizures and psychogenic sei- 
zures had a much higher incidence of suicide attempts 
and history of previous psychiatric hospitalizations 
than did the neurogenic group. This finding is consist- 
ent with Roy’s study (8), in which he compared 10 
epileptic patients with ‘‘hysterical symptoms” with 10 
epileptics without such symptoms. He found that 
patients with psychogenic seizures һай а significantly 
higher incidence of past psychiatric disorder and his- 
tory of suicide attempts. In support of this differential 
history of suicide attempts, we identified several pa- 
tients in the mixed and psychogenic groups with 
affective disorders. In fact, 2 patients in the mixed 
group and 1 patient in the psychogenic group had a 
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history of ECT for depression. Roy (9) demonstrated 
the severity of affective disorders in patients with 
psychogenic seizures, using the Hamilton Depression, 
Rating Scale and the Wakeñeld Self-Assessment De- 
pression Inventory (10). The present study, „which 
used the RDC, suggests an apparent greater frequency 
in the lifetime prevalence and severity of depression 
among patients with psychogenic and mixed seizures 
compared with those with neurogenic seizures; how- 
ever, chi-square trend analysis did not reveal a signifi- 
cant difference among the groups (p=.127). 

А striking finding in our study was the high frequen- 
cy of major character pathology, including antisocial 
and borderline personality disorders, in the mixed and 
psychogenic groups and its absence in the neurogenic 
group. All of our patients who met the RDC for 
antisocial personality also met DSM-III criteria for 
borderline personality. Psychometric analysis of these 
same patients demonstrated a borderline ego organiza- 
tion. This finding is consistent with Kernberg's sug- 
gestion (11) that many patients with antisocial person- 
ality structure have typical borderline organization. 

Hysteria (Briquet's syndrome) was the third most 
common diagnosis in the mixed group and the second 
most common in the psychogenic group. The surpris- 
ing finding, however, was the low proportion of hyste- 
ra in any of our study groups. This observation 
confirms earlier findings that conversion symptoms 
are not specific for hysteria but can occur in various 
psychiatric disorders, including psychosis (12). 

The high proportion of patients with alexithymia in 
the true seizure group is an intriguing finding. Nemiah 
(7) has defined alexithymia as an impoverishment of 
emotional life with an incapacity to recognize affect 
and an inability to engage in fantasy. This condition 
has a variety of etiologies, including psychogenic and 
acquired neurologic deficits. In our neurogenic pa- 
tients alexithymia was also associated with lower 
intellectual level as documented on the WAIS; this 
may reflect organic impairment; 
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Delusions: When to Confront the Facts of Life 


BY MARIE RUDDEN, M.D., MARGARET GILMORE, M.D., AND ALLEN FRANCES, M.D. 





Research indicates that patients do not hold delusions with 
as fixed a certainty as has been believed. Confrontation with 
reality may have an important role in the evaluation and 
treatment of delusional patients. The authors suggest four 
factors that may help predict the value of reality confronta- 
tion in a given clinical situation: 1) how understandable the 
delusion is in the context of the patient's life, 2) the degree of 
conviction with which the patient holds the delusion, 3) the 
phase in development of the delusional beliefs, and 4) the 
diagnosis of the patient. (Am J Psychiatry 139:929-932, 
1982) 





Г this paper we discuss the usefulness of appropri- 
ately timed confrontations with reality in the evalu- 
ation and treatment of delusional patients. The tradi- 
tional view of delusions as fixed beliefs absolutely 
resistant to reality testing has encouraged psychother- 
apeutic strategies that avoid direct reality confronta- 
tion. More recent research on the phenomenology of 
delusions indicates that often they are held with fluctu- 
ating degrees of intensity and fixity. This new informa- 
tion provides theoretical support for the clinical find- 
ing that reality confrontations are occasionally quite 
useful in the management of delusional patients. We 
give several case illustrations that elucidate the gener- 
al indications for the use of techniques which clarify 
reality for the patient. 
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LITERATURE REVIEW 


Jaspers (1) defined delusions as false judgments that 
share three characteristics: ‘‘first, they are held with 
extraordinary conviction; second, there is an impervi- 
ousness to other experiences and to compelling coun- 
terargument; and third, their content is impossible." 
Jaspers distinguished two groups of delusions: primary 
delusions are ‘‘psychologically irreducible, * whereas 
secondary delusions emerge ''understandzbly" from 
preceding affects or experiences. 

The usefulness of Jaspers' definitions has beer 
challenged (2), particularly by those who emphasize 
the clinical difficulty of separating delusions from 
overvalued or eccentric ideas. Hoenig (3) argued tha: 
the preoccupation of a patient with his or her owr 
body odor could be regarded zs a delusion in а 
schizophrenic patient or as an overvalued idea in a 
“sensitive” character. Strauss (4) presented data con- 
tradicting the notion that delusions are discrete, dis- 
continuous phenomena. In a study of 119 psychiatric 
inpatients examined with a semistructured interview 
designed to sharply delineate the presence ar absence 
of psychotic symptoms, he found that there were one- 
half as many questionable delusions as definite ones 
(142 questionable and 269 definite). The reasons fcr 
rating delusions as questionable included 1) only aa 
intermediate amount of distortion of consensual reality 
existed, 2) external reality factors mad2 definition 
difficult (e.g., a woman who heard neighbors talking 
about her through the walls of a cheaply made араг-- 
ment), or 3) the patient expressed some disbelief in the 
reality of the experience. At 1-year fcllow-up, Strauss 
discovered that some of the patients who were previ- 
ously definitely delusional now showed only questioa- 
able delusions. He concluded that the traditional di- 
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chótomóus classification of delusions as present or 
absent neglects valuable clinical information and disre- 
gards the natural history of delusional symptoms. 
Sacks and associates (5) studied the natural course of 
recovery from delusions and found 3 phases among 
the 20 patients observed: 1) a delusional phase, 
with the patient's total involvement in the delusion, 2) 
a double awareness phase, in which reality testing co- 
existed with delusions, and 3) a nondelusional phase. 

‘The psychotherapy literature has endorsed treat- 
ment approaches based on the understanding of delu- 
sions as entirély fixed. These techniques have includ- 
ed 1) ignoring the delusional content and focusing 
discussion on conflict-free areas, 2) exploring the 
patient's delusional beliefs and experiential world to 
gain information and form an alliance, or 3) participat- 
ing in the delusion. Confronting the reality of a delu- 
sion is opposed by many authors (6—10) as futile, if not 
dangerous. Nonetheless, other authors have disagreed 
with this approach. Federn (11) cautioned that the 
custom of not confronting the psychotic individual 


about the nature of his or her disease may constitute 


an unwitting deception. Sullivan (12) warned that the 
therapist's avoidance of statements regarding reality 
could be frightening to the patient, who might interpret 
it as confirmation of his or her ‘‘dangerous ideas, 
including those of a paranoid world.” Boverman (13) 
advocated an explicit initial statement by the therapist 
defining the patient's illness, including specific men- 
tion of the delusion, to aid reality testing. 

We now present several cases which illustrate that 
reality confrontations of a patient's delusions can be 
advantageous, even in the context of emergency eval- 
uation. 


CASE ILLUSTRATIONS 


Case 1. Ms. A was a 60-year-old single Jewish woman who 
had been interned in a concentration camp during her 
adolescence but was subsequently able to pursue a profes- 
sion in the United States. At age 50 she experienced her first 
psychotic episode, which was characterized by somatic 
delusions. She rapidly recovered on a regimen of trifluopera- 
zine. Recently, while experiencing serious stress at work, 
Ms. A became depressed and anxious, developed somatic 
concerns, and was unable to function professionally. She 
became convinced that she was about to die of a heart 
attack. On reaching the hospital she was oriented but 
reluctant to reveal her identity. She stated that the Gestapo 
was following her, ruining her work and health, poisoning 
her food, and breaking. into her apartment. The evaluating 
psychiatrist presented the need for psychiatric hospitaliza- 
tion to Ms. А by suggesting that she required help—not so 
much for her heart as for her other problems. (А medical 
evaluation had been negative.) ‘You haven't been able to 
work; you haven't eaten,” said the psychiatrist. ‘“You need 
to be in a psychiatric hospital to cope with these difficulties 
and to feel safe." Ms. A immediately became suspicious that 
she was not at a “‘real hospital" and refused further discus- 
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sion. Finally, a supervising psychiatrist was able tc engage 
Ms. A in a conversation about her work. She became more 
organized, relaxed, and involved. Soon she confided that the 
SS was interfering with her preparation of a maruscript, 
giving as proof the fact that she could not find several pages. 
The psychiatrist said that there was an alternative explana- 
tion that made more sense—that she had misplazed the 
papers. He explained her excessive suspiciousness as being 
one medical sign that she was having a nervous breakdown. 
He noted that she seemed very anxious and stated that this 
might well be interfering with her perceptions of reality. This 
had happened once before in her life and she had recovered 
with treatment. Ms. À seemed relieved, said that the doc- 
tor's view was a possibility, and agreed to hospitalization. 
The psychiatrist's intervention was by no means an end to all 
of Ms. A's delusional thinking, but it did help her to seek 
treatment for what was later diagnosed as psychotic depres- 
sion. 


This vignette demonstrates the efficacy of direct 
confrontation of the patient's delusional reasoning. 
The attempt by the first psychiatrist to focus on other 
problem areas and to ignore direct confrontation of the 
delusional beliefs led only to Ms. A’s increased suspi- 
ciousness and refusal to participate in treatmert. She 
may have interpreted the psychiatrist’s failure to ques- 
tion the reality of her beliefs as a tacit confirmation of 
them. However, the sequencing of the techniques may 
also have been important. The first psychiatrist had 
listened to the delusions and laid the groundwork for 
further intervention. The second psychiatrist then 
focused the initial part of his interview on the relative- 
ly conflict-free topic of Ms. A's work. Only aftzr she 
was more relaxed and organized was delusional mate- 
rial discussed. The psychiatrist then suggested an 
alternative explanation of her perceptions and thus 
directly confronted the delusions. This sequence of 
first eliciting the patient's delusions, then focusing on 
material that promotes healthier ego functioning, and 
finally discussing and confronting the delusions may 
be especially useful in allowing the patient to form an 
alliance and to then question the reality of his or her 
delusions. | f 


Case 2. Mr. B, a 35-year-old homosexual college senior, 
came to.the emergency room expressing fear that there was а 
plot against him involving the FBI, the Mafia, and a college- 
based drug ring. For example, he claimed that a stranger in a 
local laundromat who was washing only a few articles was a 
spy who was tailing him. In the emergency room, Mr. B 
denied recent drug use except for a few marijuana cigarettes. 
There was no evidence of hallucinations and his thinking was 
organized, but he was frightened and anxious. He denied 
vegetative signs of depression. 

Mr. B had never experienced a similar delusional episode, 
but he had a history of significant psychiatric symptoms. 
During early adulthood he had dropped out of college szveral 
times and had significantly abused hallucinogens and alco- 
hol. He had made two suicide attempts, which resulted in 
brief psychiatric hospitalizations. However, while in his 
early 30s Mr. B had stopped using,drugs and alcohol. 
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obtained end advanced in a responsible job, and returned to 
schocl. He had been relatively symptom free for several 
years preceding this episode. 

After talking with Mr. B for some time, the consulting 
psychiatrist pointed out Mr. B’s hypervigilance and pressure 
to understand everything as related to a plot. She also 
observed that Mr. B’s decision to come to the hospital was a 
sign that he questioned his own ideas. The psychiatrist 
explained that the distortions might result from emotional 
stress. With such clarifications of reality, Mr. B’s panic 
diminished and he was able to speak meaningfully about the 
recent termination of a love affair. He agreed to medication 
and further treatment. 


Case 3. Mr. C was a 69-year-old man with a long history of 
cardiac illness who had reluctantly consented to coronary 
by-pass surgery. Several hours before the surgery, Mr. C 
became psychotic, tearing out his intravenous lines and 
claiming that the staff was poisoning him. A consulting 
psychiatrist found him to be oriented but anxious, to have 
mild deficits in his short-term memory and in his ability to 
abstract, and to have paranoid delusions about the staff. Mr. 
C claimed to have little anxiety about the operation but 
insisted that three nurses were poisoning him. 

After a lengthy discussion with Mr. C about his present 
difficulties, the psychiatrist encouraged Mr. C's wish to be 
informed about his treatment and admired his determination 
to gc through with the surgery. However, she also told him 
that she thought he was misinterpreting the present events. 
She then expressed her desire to help Mr. C prepare for the 
surgery by sorting out events and procedures so that other 
misconceptions did not occur. Mr. C agreed to this treatment 
plan and used the brief, intensive therapy to discuss his life 
and prepare for death if it should result from surgery. He 
also used the psychiatrist to test the reality of his perceptions 
about staff and hospital routines. In this therapy it became 
clear tha: Mr. C's reality testing was disturbed by organic 
memory lapses as well as projective defense mechanisms. 
After surgery, Mr. C's delusions slowly resolved and he 
stated that he ‘‘must have dreamt” the incident. 


DISCUSSION 


These cases illustrate two points: patients do not 
always hold delusional ideas as tenaciously as has 
been claimed, and techniques that clarify reality and 
enhance the patient's doubts about his delusional ideas 
can be useful. The technical problem is to determine 
the specific situations in which reality confrontation is 
indicated. We will look to the literature and to our own 
experience for clues. 

Jaspers' distinction (1) between primary and sec- 
ondary delusions may be helpful in determining the 
efficacy of reality confrontation. In all three of the 
cases we have presented the delusions were second- 
ary—i.e., the delusional ideas were easily understand- 
able as elaborations from affectively important events 
in the patients' past and present lives. Classification as 
a secondary delusion may correlate with the success of 
reality cenfrontation. 
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Strauss (4) provided an alternative mode? with its 


own implications for technical strategies. He de- 
scribed delusional thinking as occurring on = series of 
continua. The most important for our purpose is the 
degree of conviction with which the patient holds the 
idea. This model suggests that therapists should care- 
fully evaluate the degree of the patient’s delusional 
conviction by tentatively offering alternativ= explana- 
tions. If the patient shows even some йо 121 in the 
delusional conclusions, the therapist shoul- begin to 
support the patient's observing ego and jcin in con- 
fronting the delusions. 

Sacks and associates’ description (5) of zhe three 
phases of recovery from delusions previde: a related 
technical clue. It may be that what Sacks and asso- 
ciates called the ‘‘double awareness” phas: is one in 
which patients may be confronted with =lternative 
explanations for their delusional percepts. 

A fourth possible indication for the use of reality 
confrontations might be the patient's diagncsis. Delu- 
sions arising from organic abnormalities are well 
known to be responsive to reality orientation. It has 
been common clinical practice to treat organic delu- 
sional patients with corrections of misperceptions, 
structuring of daily activity, and repeated reminders of 
reality. This approach was an important feature in case 
3. A diagnosis of affective disorder тау азо suggest 
the use of reality confrontation techniques. as in case 
2. Even certain schizophrenic patients may be accessi- 
ble to reality-clarifying techniques. Modell (14), for 
example, delineated two groups of schizophrenic pa- 
tients, one group relatively withdrawn from the exter- 
nal world and a second group having a Шону charged 
involvement with it. In our experience, a patient's 
membership in this second group, who have a capacity 
for affect and relatedness, predicts a morz favorable 
response to confrontation. The presence of fleeting 
delusions in borderline and histrionic patients may 
also be indications for reality corifrontatior Kernberg 
(15) advocated such confrontations of primitive de- 
fenses in borderline patients. He claimed that thev 
reorganize in response to confronting defenses, where- 
as psychotic patients become more disorganized. It is 
our impression that psychotic patients wit- diagnoses 
other than borderline personality can also be helped to 
organize in response to reality confrontations. 
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Violent and Suicidal Behavior in Psychotic Adolescents 


BY SUBHASH C. INAMDAR, M.D., DOROTHY OTNOW LEWIS, M.D., GREGORY SIOMOPOULOS, M.D., 
SHELLEY S. SHANOK, M.P.H., AND MARIA LAMELA, M.D. 





The authors report the prevalence of violent and suicidal 
behavior in a 1-year sample of hospitalized psychotic adoles- 
cents. Of the 51 subjects, 34 (66.796) had been violent, 22 
(43.1%) had been suicidal, and 14 (27.5%) had been both 
violent and suicidal. The authors explore the differences 
between these behaviors in boys and girls and discuss the 
clinical importance of these findings. (Am J Psychiatry 
139:932-935, 1982) 





ur purpose in this paper is to report the associa- 

tion of violent behavior with suicidal behavior in 
psychiatrically hospitalized psychotic adolescents. 
Our study sprang from the clinical observation that 
many hospitalized psychotic adolescents had histories 
of having behaved in both extremely violent and 
suicidal ways. 

According to the New York Times (1), a recent 
report noted that ‘‘while the overall death rate for the 
American people was dropping by 20 percent from 
1960 to 1978, it grew by 11 percent for young people 15 
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to 24 years old." It went on to attribute much of this 
increased death rate in adolescence to accidents. mur- 
ders, and suicides resulting from substance abuse and 
emotional problems. Holinger (2) has stated that ‘‘vio- 
lent deaths are the leading cause of death for more 
than the first half of the normal life span." Some 
investigators regard both suicide and assault as violent 
acts. For example, Holinger (3) considered suicides, 
homicides, and even accidents to be related and notec 
that they have been conceptualized in the aggregate as 
“violent deaths” (4). 

Тага and Sweillam (5) noted that most researck. 
efforts have been directed separately at either assaul- 
tive or suicidal behaviors and that rarely have both 
violent and self-destructive behaviors been studied 
together in the same population. In the patients they 
studied, the vast majority of whom were adults. they 
noted that violent and suicidal behaviors were often 
associated with some form of psychosis. 

To the best of our knowledge, there are no studies of 
combined violent and suicidal behavior in adolescents. 
Although there have been reports of psychotic symp- 
toms in violent adolescents (6, 7) and in suicidal 
adolescents (8), there are no available epidemiological 
data on the prevalence of these behaviors either sepa- 
rately or in combination among psychotic adolescents. 
In view of this lack and the fact that issues of vialence 
and suicide are areas of special responsibility for 
psychiatrists, we welcomed the opportunity to study 
these behaviors in psychotic hospitalized adolescents. 

“+ 
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METHOD 


-Sample. Our sample consisted of every adolescent 
who had received a diagnosis of psychosis and was 
admitted for the first time to a psychiatric hospital 
(New York University-Bellevue Medical Center) over 
a 1-уеаг period in the mid-1970s. There were 51 
patients in this group, 30 boys and 21 girls. Ages 
rangec from 12 to 17, averaging 15. The majority of 
admissions came from classes IV and V according to 
the Hollingshead and Redlich criteria. Rigid criteria 
for a diagnasis of psychosis were used. Only patients 
who had received a diagnosis of psychosis and who 
had two or more clear-cut symptoms such as halluci- 
nations, delusions, and illogical thought processes 
reported in their charts were included in the sample. 
Adolescents with psychotic drug reactions or mental 
retardation (IQ less than 60) were excluded from the 
sample. The most common diagnosis was schizophre- 
nia. 

Sources af data. Each adolescent’s hospital record 
was reviewed, and any mention of violent, homicidal, 
or suicidal behavior was recorded. Information in the 
hospital records came from patients, family members, 
schools, outside agencies, and, on occasion, family 
court. 

Assessment of violent behavior. Ratings of violence 
were made for each adolescent by three raters (S.C.I., 
D.O.L., S.S.S.), all of whom independently used a 
modification of a violence scale devised by Lewis and 
associates (9). A child was considered not violent if 
there was no evidence of his or her ever having 
committed any violent act against another person. 
Minor fist fights with peers were not considered vio- 
lent. Adolescents were rated as violent if they had ever 
actually ccmmitted serious assault against a person 
(e.g., murder, attempted murder, sexual assault, seri- 
ous physical assault, robbery). АП the ratings were 
subjective. For a rating of violent to be made, all raters 
had to agree. When there was some question about the 
evidence of violence, as in cases in which there were 
threatening behaviors or isolated episodes of fire set- 
ting, the adolescent was rated nonviolent. 

The violence manifested by these adolescents is 
evident in the following examples: one boy, who had a 
history of carrying Molotov cocktails, had sodomized 
a 7-year-old who owed him $2. Another boy had tried 
to kill his father by shooting at him from a roof. One 
boy, with a history of burglary, assault on a court 
official, and stabbing a boy who subsequently died, set 
a serious fire on the ward. One girl who had stabbed 
her mother and mother's bovfriend and had threatened 
her pregnant sister with a knife told the physician she 
would have killed her sister if she had not been 
restrained. Another 16-year-old girl, who had run 
awav from home and claimed to be a call girl, had 
thrown a knife at her mother and had assaulted police- 
men. À boy who 2 years before admission had been in- 
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volved in a shoot-out tied up and stabbed tc*death а” 
"prostitute friend’ when she asked him to babysit. ` 

Assessment of suicidal behavior. Ratings cf suicide 
were made independently by three raters ;S.C.I., 
D.O.L., S.S.S.). All raters had to agree on :he pres- 
ence or absence of suicidal behavior. Suicidal behav- 
ior was considered present if a serious threat, gesture, 
or attempt was made. We recognize, as did SEreidman 
(10), that these are not distinct categories. Casual 
threats (e.g., statements such as, ‘‘Sometimes I feel 
like killing myself’ or ‘‘I wish I were dead’’) were not 
considered suicidal behavior. The suicidal behavior 
manifested by these adolescents is eviden: in the 
following examples: one boy with a history of a 
homicide attempt and attempted rape had tried to kill 
himself by jumping in front of a car but sustained only 
minor abrasions. On the ward he tried to remove a 
window screen to jump out. Another boy with a 
history of fire setting, armed robbery, and elopement 
had tried to electrocute himself by inserting a paper 
clip in an electric outlet and had tried to junap from a 
window. One girl, who spoke of killing her sister, 
asked her father to kill her, took an overdose of 
sleeping pills, and later jumped from a high bridge. 
Another girl, who had a history of four previous 
suicide attempts and who on one occasion cut her 
arms with a razor because she could пот go to parties, 
was admitted following a serious drug overdose. One 
boy with a history of fire setting and homicide threats 
tried to burn his face by placing it next to a radiator 
and made a bizarre attempt to kill himself by swallow- 
ing batteries. 


FINDINGS 


In our present study, of the 51 subjects, 42 (82.4%) 
had a history of violent and/or suicidal беламіог, 20 
(39.2%) had a history of violent acts aloze, and 8 
(15.7%) had a history of suicidal behavior alone. 

Violent behavior. Of the 51 subjects, 34 (€6.7%) had 
a history of violence documented in their zaarts. Of 
the 30 boys, 25 (83.396) had a history of viclence. Of 
the 21 girls, 9 (42.996) had a history of violence. When 
we compared the proportion of violent boys with the 
proportion of violent girls, significantly mnre of the 
boys were violent (x? with Yates’ correcticn 7.3768, 
df=1, p«.01). That is, violence was almos: twice as 
common among boys as girls. 

Suicidal behavior. Of the 51 subjects, 22 (43.1%) 
had a history of suicidal behavior documented in the 
hospital records. Of the 30 boys, 15 (5076) had a 
history of suicidal behavior. Of the 21 girls, 7 (33.3%) 
had a history of suicidal behavior. Although the pro- 
portion of suicidal girls does not differ s gnificantly 
from that of boys, it is of interest to note that suicidal 
behavior was approximately one and one-half times as 
common among boys as girls. 
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. "Violent and suicidal behavior. Of the 51 subjects, 14 

(27.5%) had histories of both violence and suicidal 
behavior. Of the 30 boys, 13 (43.3%) had a history of 
both violence and suicidal behavior. Of the 21 girls, 
only 1 (4.896) had a history of violence and suicidal 
behavior. When we compared the proportions of vio- 
lent and suicidal boys with the proportions of violent 
and suicidal girls, we found that boys were significant- 
ly more likely to be violent and suicidal (x? with Yates’ 
correction- 7.393, df=1, p<.01). This finding was 
puzzling. 

We therefore decided to look back at the psychiatric 
records to see whether any clinical evidence existed to 
explain this difference between boys and girls. We 
found that 4 of the 7 girls who had demonstrated 
suicidal behavior had also expressed homicidal 
thoughts. For example, a 15-year-old who had been 
admitted for an overdose had wanted to kill her 
mother. Another girl, who had made several serious 
suicide attempts, spoke of killing her sister. A third 
suicidal girl had expressed urges to kill her brother. 
However, none of the suicidal boys who were not 
violent had experienced homicidal ideation. It seemed 
to us that overtly expressed homicidal ideation in 
psychotic girls might be considered as serious a sign of 
a potential for violence as violent acts were for psy- 
chotic boys. We therefore compared the proportion of 
violent to suicidal boys (13/30) with the proportion of 
violent to suicidal girls (5/21), this time classifying as 
violent the 4 girls with homicidal ideation. When this 
was done, the difference between the two groups was 
not significant. 


DISCUSSION 


Violent behavior and/or suicidal behavior were 
characteristic of the majority of these psychotic hospi- 
talized adolescents. Tardiff and Sweillam (5) noted 
that 21% of their largely adult sample had been assaul- 
tive or suicidal before admission. They further noted 
that 8% of these patients had made assaultive acts 
alone, 11% had suicidal problems alone, but only 2% 
had both assaultive and suicidal problems. In our 
present study, over 80% of our subjects had a history 
of violent and/or suicidal behavior, almost 4096 had a 
history of violent acts only, almost 16% had a history 
of suicidal behavior only, and over 25% had a history 
of both violent and suicidal behavior. 

How do we understand the greater prevalence of 
suicidal and violent behavior in our study population 
than in the Tardiff and Sweillam population? The 
differences could in part be the result of different 
methods. In their study, a single computerized admis- 
sion form was the data source, but we drew on the 
entire case record. Furthermore, we studied only 
psychotic adolescents; they studied an entire patient 


population that included nonpsychotic patients. 
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More importantly, Tardiff and Sweillam studied a 
sample consisting mainly of adults, whereas cur sam- 
ple consisted exclusively of adolescents. The major. 
physiological changes of adolescence as well as the 
multifaceted and complex developmental tasks of this 
age group (reflected in terms such as normative ‘‘ado- 
lescent turmoil" and ‘‘identity crisis") pose very great 
challenges to the average adolescent. The ordinary 
adolescent struggles with feelings of depression and 
rage. According to Rutter and associates (11), adoles- 
cence is often characterized by feelings of misery, but 
“only a small minority” of normal adolescerts have 
suicidal thoughts. It would seem that what for the 
average adolescent remains fear and fantasy is often 
acted out by the psychotic adolescent, whose reality 
testing and impulse control are impaired. 

It is not surprising that more boys than girls in this 
study were violent. Males have historically been more 
violent than females. This is reflected in the sex ratios 
of those arrested for violent crimes such as murder, 
aggravated assault, and robbery (12) and reflects in 
part different physical, physiological, and societal fac- 
tors. 

We were surprised to find that more boys were 
suicidal than girls. Suicide attempts by females far 
outnumber those by males. Although the sex cifferen- 
tial of two to three female attempters to ore male ` 
attempter may be lessening (13), in our study sample 
the ratios were actually reversed. There were almost 
one and one-half times as many male as female suicide 
attempters. This finding is not readily explained. We 
feel it wise at this time to suspend interpretation of the 
finding and leave its clarification to future clinizal and 
epidemiological studies of adolescents. 

How do we understand the high occurrence of 
suicidal and violent behavior by psychotic adoles- 
cents? The disintegrative psychotic process, with its 
global impact on cognition, affect, and behavior, most 
likely increases the risk of both outwardly directed 
violent behavior and self-destructive behavior. To 
quote Planansky and Johnston (14) regarding adults, 
“The self-destructive, as well as the homicidal, urges 
are features of a unitary psychotic development.” Our 
findings suggest that this phenomenon is even more 
true for adolescents than for adults. 

The proportion of boys who were both violent and 
suicidal was significantly greater than the proportion 
of girls who were violent and suicidal. This mzy be a 
reflection of societal forces that even in the face of 
psychosis inhibit the overt expression of violent be- 
havior by females. When the four girls whc were 
suicidal and had homicidal ideation were added to the 
number of girls who had both violent and suicidal 
behavior and a recomparison was made, the differ- 
ences between the proportions of violent and suicidal 
boys and violent and suicidal girls was no longer 
significant. It may be that homicidal ideation in a 
psychotic girl that is communicated to others is as 
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serious a symptom of psychotic disorganization and a 
potential for violence as is violent behavior in a 
psychotic boy. 

It is not commonly appreciated to what extent 
violence is associated with the onset of psychosis. А 
widely held viewpoint has been that childhood with- 
drawal and isolation are the most common precursors 
of adult psychosis (15, 16). As a result of this view- 
point, violent adolescents are often dismissed as incor- 
rigible sociopaths or given diagnoses such as ‘‘conduct 
disorder," ‘‘unsocialized aggressive reaction," ог 
"adjustment reaction of adolescence" by psychia- 
trists. Their suicidal behaviors are often dismissed as 
conscious manipulations. Our findings indicate that 
violent behavior or suicidal behavior is a common 
behavioral manifestation of psychosis in adolescents. 
Moreover, the combination of the two is especially 
characteristic of psychotic adolescents. Diagnosis of 
adolescent patients has been recognized as difficult 
(17, 18). Our findings have two major implications for 
psychiatrists treating adolescents: first, suicidal and/or 
violent behavior in an adolescent should alert the 
psychiatrist to consider the possibility of a psychotic 
disturbance; second, the psychiatrist must be aware of 
the special risks of suicide and/or violence in psychotic 
adolescent patients. 
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“Platelet MAO in Children with Attention Deficit Disorder and 


Hyperactivity: A Pilot Study 


BY WALID О, SHEKIM, M.D., LEONARD G. DAVIS, PH.D., DAVID B. BYLUND, PH.D., А 
ERIC BRUNNGRABER, PH.D., LUCY FIKES, AND JOHN LANHAM, М.р. 





The authors examined platelet MAO activity in 8 hyperactive 
and 18 control children who were admitted to a clinical 
research center and placed on a low monoamine diet. After 5 
days, their blood was analyzed; the hyperactive children 
were discharged on day 7, placed on d-amphetamine for 2 
weeks, and readmitted for a repeat blood analysis. The 
hyperactive children initially had significantly lower levels of 
platelet MAO than the controls. After the hyperactive chil- 
dren were treated with d-amphetamine for 2 weeks, their 
platelet MAO levels were comparable to those of the control 
children. The authors suggest an association between low 
platelet MAO activity and a behavioral state of overactivity, 
Short attention span, and impulsivity. (Ат J Psychiatry 
139:936-938, 1982) 





onoamine oxidase is a major enzyme that breaks 

down the biogenic monoamines including the 
neurotransmitters norepinephrine, dopamine, and ser- 
otonin (1). Alterations in activity of catecholamine- 
containing neurons have been suggested in affective 
disorder, schizophrenia, and childhood hyperactivity 
(2—5). In addition, alterations in platelet MAO activity 
in affective disorder and schizophrenia were described 
(6, 7). Data from clinical studies, however, do not 
suggest a simple relationship between MAO activity 
and any psychiatric diagnosis but suggest a possible 
association between altered MAO activity and vulner- 
ability to psychopathology (8) or some aspect of 
personality disorder (7). For example, Buchsbaum and 
Murphy (7) reported low platelet MAO activity in 
young adult volunteers who had attention dysfunction, 
sensation-seeking traits, and a general activity state 





Presented at the 134th annual meeting of the American Psychiatric 
Association, New Orleans, May 9-15, 1981. Received May 4, 1981; 
revised Oct. 19, 1981; accepted Nov. 13, 1981. 

From the Department of Psychiatry, the Missouri Institute of 
Psychiatry, and the Department of Pharmacology, University of 
Missouri School of Medicine, and the Mid-Missouri Mental Health 
Center, Columbia, Mo. Address reprint requests to Dr. Shekim, 
Department of Psychiatry, University of Missouri School of Medi- 
cine, N119 Medical Center, Columbia, MO 65201. : 
` Supported in part by NIH grant RR-00287 from the Division of 
Research Resources and by a grant from the Missouri Institute of 
Psychiatry Individual Research Fund and from Thrasher Founda- 
tion. 

Copyright © 1982 American Psychiatric Association 0002-953 X/82/ 
07/0936/03/$00.50. 


reminiscent of hypomania. In this report, we examine 
platelet MAO activity in children with attention deficit 
disorder with hyperactivity (DSM-III) at base.ine and 
after treatment with d-amphetamine for 18 days; chil- 
dren with such a diagnosis are overactive, have a short 
attention span, and are impulsive. 


METHOD 

Eight hyperactive children (6 boys and 2 gi-ls) and 
18 control children (11 boys and 7 girls) participated in 
the study. Informed consent was obtained from all 
children and their parents. The diagnosis of attention 
deficit disorder with hyperactivity was made accord- 
ing to DSM-III criteria. The hyperactive and control 
children were free from neurological abnormaiities as 
determined by a physical and a neurological examina- 
tion. Each had a full-scale IQ of over 80 in the WISC- 
R. The hyperactive children were free from rnedica- 
tion for at least 2 weeks before their participetion in 
the study. The control children were free from physi- 
cal and psychiatric abnormalities as determined by a 
physical examination, a psychiatric evaluation, and 
their parents' responses on the Conners Parent Ques- 
tionnaire (9) and the Devereux symptoms checklist 
(10). The parents of the hyperactive children also 
completed these two instruments. 

The children were admitted to a clinical research 
center and started on a monoamine-free diet on the 
second day after admission. Foods that were el:minat- 
ed from the diet of both hyperactive and control 
children included beverages that contained chocolate 
or cocoa; cola drinks; coffee; tea; citrus fruit juices; 
dairy products; desserts, candies, and baked goods 
containing chocolate or vanilla; all nuts; avocados; 
bananas; pineapples; plums; prunes; oranges; raisins; 
tomatoes; chicken livers; herring; smoked fish; broad 
beans; and eggplant. They were not allowed to eat or 
drink anything from 10 p.m. on day 5 until after blood 
was drawn on the morning of day 6. While they were 
still fasting and lying in bed, 6 cc of blood were drawn 
in a tube containing 1 ml of anticoagulant (19.0 mg of 
sodium citrate, 6.2 mg of citric acid, and 19.4 mg of 
dextrose) and cooled to 4?C. The blood was centri- 
fuged for 10 min at 175 g and then at 300 g. The plasma 
was removed after each centrifugation and combined 
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to give platelet-rich plasma. Two aliquots were re- 
moved for counting platelets by microscopy. The 
* remaining platelet-rich plasma was stored at —70°C. 
Platelet MAO activity was determined according to 
the method of Murphy and associates (11). Four 200-1 
aliquots of the platelet-rich plasma were placed in 
separate tubes; 10 ul of 4x10 ^ M pargyline was 


added to two of them to inhibit plasma MAO and the . 


other two were used to determine total MAO activity. 
After a 15-min incubation at 37°С, 250 М of a Tris 
buffer containing 0.2 mM '^C-benzylamine were add- 
ed, and the incubation was continued for an additional 
30 min. The reaction was stopped by adding 50 pl of 3 
N НСІ, and the product was extracted into n-heptane 
for scintillation counting. We calculated platelet MAO 
activity by subtracting plasma MAO activity from total 
MAO activity. | 

The 8 hyperactive children were discharged to their 
homes on day 7, placed on a normal diet and on d- 
amphetamine, 0.3 mg/kg of body weight (divided be- 
tween two daily doses), and readmitted 2 weeks later 
for a repeat of the same procedures. Their dose of d- 
amphetamine was titrated upward until maximum clin- 
ical improvement was achieved (range=0.27-0.61 mg/ 
kg of body weight; теап+5р=0.42+0.12 mg/kg of 
body weight), and then the second blood sample was 
drawn, 18 days after the first. The control children 
were released from the research center and from the 
study on day 7. 


RESULTS 


Because platelet MAO activity has been found to 
vary with age, sex, and nutritional state in adults (8) 
and to be reduced in iron deficiency anemia (12), we 
compared the 6 hyperactive boys with the 2 hyperac- 
tive girls and the 11 control boys with the 7 control 
girls on these variables. Using Student's two-tailed t 
tests to analyze the data, we found no significant 
differences (df=7) between hyperactive boys and hy- 
peractive girls in age (t=0.57), height (t=0.75), weight 
(t=0.42), body surface (t=0.12), RBC (t=0), hemoglo- 
bin (t=1.6), hematocrit (t=0.90), mean corpuscular 
volume (t=1.2), platelet count (0.19 10°+0.07 x 10° 
for boys, and 0.21x 105 +0.03 х 10$ for girls, t= 0.49), 
or platelet MAO activity (3526.41 and 26+3 nmol/ 
hour per 10° platelets for boys and girls, respectively, 
t=0.46). We also found no significant difference 
(df=17) between the 11 control boys and the 7 control 
girls in age (t=0.83), height (t=.34), weight (t=.94), 
body surface (t=0.48), platelet count (0.20х 106+ 
0.04% 10° for boys, and 0.22 10°+0.05~ 10° for girls, 
t=0.84), or platelet MAO activity (66+ 14 and 60+31 
nmol/hour per 10° platelets for boys and girls, respec- 
tively, 1=0.53). 

Since there were no significant differences between 
the boys and the girls within each group, we consid- 
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ered them together and compared the 8 hy-eractive 
children with the 18 control children. We vund no 
significant differences (df=25) between hyoeractive 
and control children in age (mean+SD=121=18 and 
119+24 months, respectively, t=1.59), height (11411 
and 13812 cm, t=1.23), weight (25.6+7.2 and 33.8 
+9.8 kg, t=0.51), surface area (1.2+0.1 anc 1.10.2 
т?, t=0.96), RBC count (4.63х10%+0.28х 105 and 
4.61X10°+0.26x 10$, t=1.54), hemoglobin (13.2+0.7 
and 13.4+0.7 mg, t=0.67), hematocrit (38% +2% and 
39%+2%, t=0.86), corpuscular volume (82+3 and 86 - 
+4, t=1.96), or platelet count (0.20 10° +8.06 x 106 
and 0.21x10$:-0.05x 106, t=0.56). The drug-free hy- 
peractive children (i.e., before d-amphetamine treat- 
ment) had significantly lower platelet МАО activity 
levels than the control children (mean+SD=36+23 
and 63-23 nmol/hour per 10$ platelets; t=2.33, df—25, 
р<.05). The administration of d-amphetamine raised 
platelet MAO to levels comparable to those of the 
control children; i.e., we found no significant differ- 
ences between treated hyperactive children and con- 


‘trol children (54-27 and 6323 nmol/hou- per 10° 


platelets, t=0.59, df=25). Although platelet МАО lev- 
els increased when the hyperactive children were 
treated with d-amphetamine, the increase was not 
significant (36:23 and 54-27 nmol/hour per 106 plate- 
lets for hyperactive children before and efter drug 
treatment, respectively, t=1.51, df=6). The adminis- 
tration of d-amphetamine did not increas: platelet 
counts in platelet-rich plasma (0.20 1060.06 x 10° for 
hyperactive children before d-amphetamine, and 
0.22x 10®+0.05 105 for hyperactive children after d- 
amphetamine, t= 0.82, df=6). 


DISCUSSION 


Preliminary results (13) have demonstrated a posi- 
tive correlation between levels of platelet MAO activi- 
ty and ''time spent alone,” ‘‘inactivity,’’ and ‘‘passiv- 
ity." Other researchers (7) have found low levels of 
MAO activity in many individuals whose sccres on the 
MMPI and the Sensation Seeking Scale were elevated; 
those subjects with the lowest MAO activity were 
characterized by a general state of activation, sensa- 
tion seeking, and attention dysfunction. Haier and 
associates (14) found low platelet MAO in activity in 
adults who were immature and had problems with 
impulse control. Klein and associates (15) reported 
that children with a DSM-III diagnosis ог attention 
deficit disorder (attention dysfunction, overactivity, 
immaturity, and impulsivity) have low platelet MAO 
levels and that treatment with d-amphetamine and 
subsequent clinical improvement resulted іг lengthen- 
ing attention span, reducing overactivity, amd improv- 
ing immaturity and impulsivity. In our sample of 
children, the platelet MAO of the Һурегасліе children 
increased after they were treated with d-amphetamine 
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to a level that dic not differ from that of the controls. 

d-Amphetaminz potentiates norepinephrine and do- 
pamine activity ty stimulating their release from pre- 
synaptic noradrenergic and dopaminergic neurons and 
inhibiting their reuptake (16). Platelet MAO activity 
increased in our sample of hyperactive children after 
they were treated with d-amphetamine; however, we 
do not know whether this increase is secondary to d- 
amphetamine administration or whether it correlates 
with improvement in behavior that results from d- 
amphetamine administration. It is possible that the 
release of monoamines centrally affected by d-amphet- 
amine may contrioute to a secondary increase in MAO 
activity in the brain. The relationship of platelet MAO 
activity to MAO activity in the brain and in other 
tissues is still unclear. Recent data have demonstrated 
that human and nonhuman primates have high MAO-B 
activity in the brain as well as in platelets (17, 18). 

Our results indicate that platelet MAO levels are 
lower in hyperactive children than in control children 
and that these low levels are not specific to hyperactiv- 
ity but rather are a reflection, as others have suggest- 
ed, of a generalized vulnerability to psychopathology. 
Not all studies have found an association between 
changes in platelet MAO activity and psychopatholo- 
gy; for example, Cohen and associates (19) and Camp- 
bell and associaces (20) found that platelet MAO 
activity was normal in autistic children. The low levels 
of MAO in our sample of hyperactive chiléren and the 
fact that they increased after the children were treated 
with d-amphetamine suggest a correlation between 
low MAO levels and certain behavior states. Specifi- 
cally, we suggest that behavior states characterized by 
overactivity, difficulty in concentrating, and impulsiv- 
ity are associated with low platelet MAO activity and 
that platelet MAO activity may revert to normal if 
those behavior states change or disappear. 
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Drug-Induced Rapid Cycling: Possible Outcomes and 


Management 


BY GERALD OPPENHEIM, M.B., M.R.A.N.Z.C.P. 





Rapid cycling of mood change induced by antidepressant 
drugs kas recently emerged as a significant diagnostic and 
therapeutic problem. The author describes two additional 
cases. Cessation of treatment with the offending drug may 
leave the patient depressed, manic, or euthymic or in a state 
of continued rapid cycling. The author suggests an approach 
to management of this condition. (Am J Psychiatry 139: 
939—941, 1982) 





AST problem in the treatment of manic-depres- 
sive illness is becoming increasingly recognized 
with the appearance of a number of reports (1—5) of the 
induction of rapid cycling of mood change as a result 
of antidepressant drug treatment. Rapid cycling has 
also been associated with other agents with potential 
antidepressant activity: the dopamine agonist pirebedil 
(6), cyproheptadine (7), lithium carbonate (4), and L- 
dopa (8). 

Two distinct ways that rapid cycling may occur are 
currently recognized: first, as a spontaneous, endoge- 
nous expression of manic-depressive illness, as stud- 
ied by Bunney and associates (9) and Jenner and 
associates (10) (although reports of numerous cases go 
back at least as far as 1900 [11]). The second type of 
rapid cycling is an iatrogenic antidepressant-drug- 
induced response occurring at any time during the 
course of treatment of a depressive episode. This may 
occur in either the bipolar or unipolar form. It is 
possible that some reported cases of the endogenous 
category were actually unrecognized iatrogenic cases. 

Two examples of the drug-induced syndrome fol- 
low. In the first, cessation of antidepressant medica- 
tion brought about cessation of rapid cycling, leaving 
the patient euthymic. In the second, spontaneous 
rapid cycling continued despite cessation of medica- 
tion but responded to lithium carbonate. 
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CASE REPORTS 


Case 1. Ms. A was a 30-year-old woman with. а I-year 
history of severe depression and recent regular cycles of 
mood change. One year before I saw her, she had become 
severely depressed in mood, spent most of the day in bed 
unable to function as a housewife, showed no emotional 
response to her family, and suffered hypersomnia end severe 
loss of appetite. This culminated 4 weeks later in a serious 
suicide attempt and admission to a psychiatric unit, where 
her depression fully responded to treatment witz amitrip- 
tyline, 125 mg/day, and trifluoperazine, 15 mg'day. The 
doses were tapered and drug treatment finally stopped after 
3 months. 

Ms. A remained symptom free for 2 more months and then 
relapsed with the same depressive picture. Reintroduction of 
125 mg/day of amitriptyline was followed 2 weeks 'ater by an 
apparently complete remission of symptoms. Three weeks 
later, however, while taking the same mecication, Ms. A 
switched into another depressive relapse, followez 10 days 
later by a further switch into euthymia. Thus began regular 
cycles of 10 days of severe depression, identica. zlinically 
with the original bout, and 3 weeks of euthymia, during 
which she was her usual rather shv self, enjoyed m:xing with 
a small group of friends, was usually in a happv mood, and 
functioned as a meticulous housewife and a loving wife and 
mother. The onset of each phase was experienced on waking 
in the morning. At no time were there signs of hypomania. 

Ms. A had no previous psychiatric history. He- father's 
three sisters had all been treated for depressioa that had 
necessitated hospitalization and drug therapy. 

After three full cycles her therapist tried treatment with 
lithium carbonate (serum levels ої 0.9-1.1 mEgliizr). When 
this brought no control, she received increasinz doses of 
amitriptyline (up to 300 mg/day) with the lithium carbonate, 
again to no avail. 

When she was referred to me, Ms. А was taking 150 mg/ 
day of amitriptyline and 1200 mg/day of lithium carbonate. 
After recognition of the drug-induced rapid cycling syn- 
drome and clinical observation of Ms. A during a 2111 cycle, I 
saw two therapeutic possibilities. One was to stop the 
amitriptyline treatment and continue the lithium carbonate. 
If the rapid cycling then ceased, it would Гауе to be 
determined whether the lithium carbonate, acting alone, was 
having any therapeutic effect and how long te continue it. 
The other possibility was to stop giving both drugs. This 
would aid evaluation of the therapeutic role of lithium 
carbonate. If the rapid cycling ceased, lithium carbonate was 
unlikely to have been having an effect (unless it may 
potentiate the syndrome). If the rapid cycling continued, 
reintroduction of lithium carbonate would be informative. I 
decided to stop giving both drugs 1 week after Ms. A's next 
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switch into euthymia. At the time I wrote this article she had 
remained euthymic for 11 months without taking any medi- 
cation. 


Case 2. Mr. B was a 70-year-old retired man with a 6-week 
history of regular periods, 48 hours long, of depression and 
hypomania. Since an abdominal operation for the removal of 
a benign tumor 4 months before I saw him, he had become 


increasingly apathetic, disinterested, and depressed in mood : 


until his family doctor began treatment with 80 mg/day of 
dibenzepin (a dibenzazepine antidepressant). Fifteen days 
later he awoke ‘‘feeling great," spent a very active day 
studying the Talmud (his usual main daily activity since 
retirement), was unusually talkative and verbally aggressive, 
and slept very little. After 48 hours Mr. B awoke in his 
former depressive state and spent most of the day in bed. 
This state also lasted 48 hours, and thus began a 6-week 
period of rapid cycling between hypomania and depression, 
which his family carefully recorded. There was no relevant 
past or family psychiatric history. 

After 1 week's clinical observation of the rapid cycling, I 
discontinued the dibenzepin (on day 2 of a hypomanic 
episode). Seven days of very mild hypomania followed, then 
a return to rapid cycling, identical to the cycling that had 
occurred while Mr. B had been taking medication. I ob- 
served Mr. B clinically for the next 3 weeks, with no attempt 
at drug therapy, in the hope that the syndrome might abate 
spontaneously. Then I began treatment with lithium carbon- 
ate (serum levels, 0.7-0.8 mEg/liter), and the rapid cycling 
stopped on the eighth day of treatment. Mr. B awoke feeling 
“ту old self" except for a few days of tiredness and on 
examination was clinically euthymic. He remained well for 1 
month while receiving lithium carbonate therapy but re- 
lapsed 4 days after its cessation. At the time this article was 
written he had been euthymic for another 6 weeks on lithium 
treatment, which was to be continued for at least 2 months 
(partly at his request). 


DISCUSSION 


In the treatment of a patient with antidepressant- 
drug-induced rapid cycling, cessation of treatment 
with the offending drug may leave the patient manic, 
e.g., the second case presented by Wehr and Goodwin 
(2), or depressed, e.g., the case of Lerer and asso- 
ciates (3), necessitating the use of other forms of 
treatment. Alternatively, drug therapy cessation may 
eliminate the rapid cycling and leave the patient euthy- 
mic, as illustrated in this article by case 1. Apparently 
an additional possible outcome, as illustrated by my 
case 2, is continued rapid cycling identical to the non- 
drug-induced form; Mr. B's rapid response to lithium 
was atypical in that endogenous rapid cycling usually 
responds poorly to lithium carbonate (4, 12). 

Antidepressant drug treatment may be conceptual- 
ized as bringing about and holding in remission symp- 
toms of an underlying illness with its own inherent 
cyclicity. If the drug is stopped before the underlying 
biological disturbance has run its natural course, de- 
‚ pressive symptoms are liable to reemerge. Such a 
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concept is supported by the strong evidence for the 
need for maintenance antidepressant drug treatment 
for 6 to 8 months after the acute symptoms have 
remitted to minimize the possibility of relapse “13, 14). 
Such a period of time corresponds with the average 
duration of an untreated single episode of depression 
(15). 

Whether cessation of drug treatment in a case of 
drug-induced rapid cycling will leave the райегі symp- 
tomatic or euthymic may thus depend on а! which 
stage of the natural cyclical course of the underlying 
illness drug treatment is stopped. In case 1, antide- 
piessant drug therapy was stopped 7 months zfter the 
onset of depressive symptoms, long enough for the 
underlying depressive cycle to have run its cou-se, and 
the patient was left euthymic. In the case of Lerer and 
associates (3) only 3 months had elapsed siace the 
onset of the depressive illness when drug treatment 
was stopped, and the patient was left severely de- 
pressed. 

However, Wehr and Goodwin have suggested (2) 
that the action of antidepressants in shortening depres- 
sive episodes or increasing manic-depressiv2 cycle 
frequency might be an acceleration rather than a 
retardation of the natural illness evolution. They con- 
cluded, “It may be useful to view manic-depressive 
illness as a biological rhythm and to view tricyclics as 
belonging to a class of drugs defined by their capacity 
to modulate the frequency of biological rhythms.” 
Kukopulos and associates (4), on the other hand, 
argued the possibility that the tendency toward rapid 
cycling seen in patients such as those described by 
Wehr and Goodwin (2) results from the capacity of the 
concomitant lithium carbonate treatment to induce 
shorter, milder, and more frequent cycles. 

The drug-induced form of rapid cycling may be at 
least as resistant to lithium treatment as the endoge- 
nous form, as long as treatment with the offending 
antidepressant drug is continued (4). None оё Wehr 
and Goodwin's cases responded to such an attempt 
(2). Kukopulos and associates (4) reported аг excel- 


` lent response to lithium carbonate treatment waen the 


antidepressant drug treatment was stopped at tke same 
time. It would have been informative to have s2en the 
response of their patients to cessation of the antide- 
pressant alone with no institution of lithium carbonate. 
In a report of phenelzine-induced rapid cyclmg (5), 
therapy with lithium carbonate was also unsuccessful 
as long as the phenelzine treatment was contin. ied. In 
the case reported by Siris and associates (1), the 
addition of lithium carbonate to 300 mg/day of :mipra- 
mine produced cessation of rapid cycling. On2 won- 
ders about the possible outcome of that case had the 
imipramine therapy been stopped instead of starting 
lithium carbonate. In treating Ms. A, it seemed pru- 
dent to test the response to amitriptyline discontinua- 
tion before continuing with lithium carbonate. As 
reported, the rapid cycling was eliminated. 


‚Ат J Psychiatry 139:7, July 1982 


Thus, what are the possible approaches to the 
treatment of drug-induced rapid cycling? The evidence 
Ihave presented seems to suggest initially withdraw- 
ing the antidepressant medication at a point in the 
cycle after the patient has switched out of depression 
(as in case 1), especially if more than 6-8 months have 
passed since the onset of the patient's current episode. 
If the patient remains euthymic, no further treatment 
would be indicated. Continued rapid cycling would 
call for a therapeutic trial of lithium carbonate (as in 
case 2), as would a residual hypomanic or manic state. 

Siris and associates’ case report (1), in which the 
addition of lithium carbonate to the antidepressant 
drug brought about cessation of rapid. cycling, is 
exceptional in the literature, but if successful this 
approach may be the attempted initial treatment of 
choice during the first 6 months of the current illness 
episode to lessen the chances of a depressive relapse 
after cessation of rapid cycling. If neither of these 
approaches proves successful, the situation would be 
identical with the therapeutic problem of endogenous 
rapid cycling. 

A remaining problem is the approach to treating a 
residual depressive state after withdrawal of the anti- 
depressant and elimination of rapid cvcling or to 
managing a future depressive relapse. ECT is one 
possibility. However, ECT has not been excluded as a 
possible inducer of rapid cycling, and its potential for 
switching depression into hypomania is well known 
(4). In patients who have shown a tendency to cycle 
rapidly and are being treated for depression with ECT, 
a theoretical prophylactic maneuver would be the 
introduction of lithium carbonate during the course of 
the ECT. 

An additional approach in such a situation would be 
the attempted use of lithium carbonate alone for its 
antidepressant properties (16). This might provide 
concomitant therapeutic effects as an antidepressant 
and as a prophylactic against the onset of rapid cy- 
cling. 

I should also mention that with our present lack of 
understanding of this condition, there is no certainty 
that using the original antidepressant drug for a de- 
pressive relapse would reinduce rapid cycling. 

An answer to this problem may come from current 
research on the mode and site of action of antidepres- 
sant drugs. Extein and associates (17) reported a case 
in which desipramine, a presumed central selective 
noradrenergic activator (18), was associated with the 
induction of rapid cycling, whereas for the same 
patient zimelidine, an experimental bicyclic antide- 
pressant with presumed central selective serotonergic 
activating properties (19), had no such effect. Charac- 
terization of antidepressant drugs according to their 
pharmacological effects on various receptors and their 
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sensitivities (20, 21) may in the future help in ‘the 
selection of an antidepressant that will not induce 
rapid cycling in the individual patient. 

Further awareness and recognition of this syndrome 
and systematic approaches to treatment may bring 
about clarification of the issues I have raised. 
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This section contains 1) new research findings, including preliminary data from pilot studies, either clinical or 
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light on established ones; and 4) case reports that indicate a new therapeutic procedure of potential valuz or call 
attention to adverse effects of drugs or previously unreported complications of therapeutic interventions. 
Program descriptions and literature reviews cannot be printed in this section. Criteria for format are üsted in 
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Preliminary Report on the Dexamethasone Suppression Test in Adolescents 


BY DOUGLAS R. ROBBINS, M.D., NORMAN E. ALESSI, M.D., GORDON W. YANCHYSHYN, M.D., 


AND MARIT V. COLFER, M.D. 














The authors administered the dexamethasone suppression 
test (DST) to nine adolescent psychiatric inpatients who 
were diagnosed by investigators blind to DST results. Four 
patients had major depressive disorder and two of the four 
had abnormal DST results. None of the nondepressed 
patients had abnormal DSTs. (Am J Psychiatry 139:942-943, 
1982) 





There is considerable evidence that resistance to 
suppression of the hypothalamic-pituitary-adrenal axis 
by dexamethasone is a specific marker of endogenous 
depression in adults. At least 5096 of adults with 
endogenous major depressive disorder have this ab- 
normality, whereas it is seen in less than 5% of 
nondepressed psychiatric controls (1). The dexameth- 
asone suppression test (DST) shows promise of pre- 
dicting response to biological treatment (2), of demon- 
strating when biological treatment can be discontinued 
without relapse (3), of helping to clarify difficult diag- 


‘nostic problems (3), and, possibly, in anticipating 


which patients are at greatest risk for suicide (1, 3). 
The DST has been used by pediatricians for the 
study of endocrine function for years (4), and it may be 
applicable to the study of depression in adolescents as 
well. While there are reports of depressed adolescents 
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(1, 5) and prepubertal children (6) with abnormal DST 
results, there has been no systematic study of the 
specificity and sensitivity of the marker in adoles- 
cence. The frequently ambiguous nature of clinical 
symptoms in adolescents makes it difficult for the 
clinician to make decisions regarding medication, so a 
reliable biological marker would have great clinical 
utility. The purpose of this study was to assess the 
specificity of DST abnormalities to the diagrosis of 
endogenous major depressive disorder in adolescents. 


Method 


АП patients admitted to the Adolescent Psychiatric 
Inpatient Program of the University of Michigan Hos- 
pital are between the ages of 12 and 18 years. We 
evaluated all those admitted who were postpubertal 
and had been free of medication for at least 1 week at 
the time of evaluation. We excluded patients who were 
taking anticonvulsant medication or had diabetes mel- 
litis or primary anorexia nervosa. We report геѕ 111 on 
five boys and four girls, ranging in age from 15 to 17 
years (mean, 15.8). | 

Two of us interviewed each adolescent according to 
the Schedule for Affective Disorders and Schizophre- 
nia (7) and independently rated their observations. A 
Hamilton Rating Scale for Depression was also com- 
pleted, and each patient completed the Carroll Self- 
Rating Scale for Depression (3). Using these data and 
ward and hospital school observations, the two inves- 
tigators made each diagnosis by consensus, according 
to the Research Diagnostic Criteria (RDC) (9). They 
were blind to the DST results until the diagnosis was 
recorded. 

On day 1 of the dexamethasone suppressicn test 


* 
. 























„Ат J Psychiatry 139:7, July 1982 CLINICAL AND RESEARCH REPORTS 943 
* d , i 
TABLE 1. Diagnoses and Dexamethasone Suppression Test Results of Nine Adolescents t 
Plasma Cortisol Level (ug/dlj 
р Аве Day 1 B 
Patient (years) Sex RDC Diagnosis 11:00 p.m. 8:00 a.m. 4:00 5.m. 11:00 p.m 
1 16 M Major depressive disorder 3.1 4.2 4.4 3.4 
2 15 F | Major depressive disorder 4.3 — 3.9 4.7 
3 16 F Minor depressive disorder 1.38 1.14 1.03 1.03 
4 16 M Conduct disorder; fetishism (DSM-IIT) 1.14 — 2.50 1.06 
5 17.5 F Schizophrenia, paranoid 4.88 0.99 0.92 . 1.61 
6 13 Е Labile personality 3.14 0.81 0.81 1.17 
7 17 M Major depressive disorder 1.7 1.4 1.5 7.5 
8 16 M Schizoaffective, manic 1.45 1.00 1.18 0.79 
9 17 M Major depressive disorder; bipolar depression with hypomania 11.4 7.0 7.2 4.6 





al mg of oral dexamethasone was given at 11:30 p.m. on day I. Levels of 5.0 pg/dl or above any time on day 2 were considered abnormal. 


blood samples for measurement of plasma cortisol 
were drawn at 11:00 p.m. At 11:30 p.m. 1 mg of oral 
dexamethasone was administered. On day 2 blood 
samples were drawn at 8:00 a.m., 4:00 p.m., and 11:00 
p.m. for measurement of plasma cortisol. Cortisol 
levels were determined by radioimmunoassay (10). 
Values over 5 ug/di at any time on day 2 were 
considered abnormal. 


Results 


The plasma cortisol values are shown in table 1. No 
abnormal DST results were seen in patients without 
major depressive disorder, consistent with the speci- 
ficity seen in adults (1). Of the four patients with major 
depressive disorder, two had abnormal DSTs, a sensi- 
tivity identical with the 5096 reported with adults (1). 

The two patients with abnormal DST results and 
clinical affective disorder were given open, uncon- 
trolled trials of medication—desipramine for patient 7 
and lithium for patient 9. Both responded with com- 
plete clearing of major affective symptoms. 


Discussion 


These results support the hypothesis that the DST 
may be a clinically useful biological marker of endoge- 
nous depression in adolescents, as it is in adults. This 
had been reported in a 16-year-old described in a case 
study (5) and in two 18-year-olds and three 19-year- 
olds who were included in a larger study of adults (1). 
To our knowledge, this is the first systematic study to 
evaluate the DST in adolescents. Such a study is 
particularly important given the frequent ambiguity of 
clinical symptoms of adolescents. 

These results must be considered preliminary, for 
the specificity and sensitivity of the DST need to be 
reexamined with larger numbers of adolescent pa- 
tients. Further investigation is needed to assess its 
validity in predicting medication response and progno- 
sis. The effects of age, pubertal status, and body size 


must be evaluated. These have not been established in 
studies of the endocrinological use of the DST for 
children (4). 

If the specificity and sensitivity of the DST are 
confirmed with larger populations and if the associa- 
tion with medication response is confirmed, the DST 
may be useful in helping clinicians discriminate which 
adolescents should and should not receive medication 
and when medication can be discontinued without 
relapse. 


REFERENCES 


1. Carroll BJ: The dexamethasone suppression test for melancho- 
lia. Br J Psychiatry 140:292-304, 1982 

2. Brown WA, Johnston R, Mayfield D: The 24-hour dexametha- 
sone suppression test in a clinical setting: relationsh:p to diagno- 
sis, symptoms, and response to treatment. Am J Psychiatry 
136:543--547, 1979 

3. Carroll BJ: Clinical application.of the dexamethascne suppres- 
sion test for endogenous depression. Pharmaczpsychiatria 
15:19-24, 1982 

4. Pavlatos FC, Smilo RP, Forsham PH: Rapid screening test for 
Cushing syndrome. JAMA 193:720, 1965 

5. De la Fuente JR, Rosenbaum AH: Neuroendocrine dysfunction 
and blood levels of tricyclic antidepressants. Am J Psychiatry 
137:1260—1261, 1980 

6. Poznanski EO, Carroll BJ, Banegas MC, et al: Dexamethasone 
suppression test in prepubertal depressed children. Am J Psy- 
chiatry 139:321-324, 1982 

7. Spitzer RL, Endicott J: Schedule for Affective D.sorders and 
Schizophrenia (SADS), 3rd ed. New York, New ‘York State 
Psychiatric Institute, Biometrics Research, 1977 

8. Carroll BJ, Feinberg M, Smouse P, et al: Carroll Eating Scale 
for Depression, I: development, reliability, and velidity. Br J 
Psychiatry 138:194—209, 1981 

9. Spitzer RL, Endicott J, Robins E: Research Diagnostic Criteria 
(RDC) for a Selected Group of Functional Disorders, 3rd ed. 
New York, New York State Psychiatric Institute, Biometrics 
Research, 1977 


10. Pierson-Murphy BE: Some studies of protem-b:nding steroids 


and their application to the routine micro and ultra-micro 
measurement of various steroids in bocy fluids by competitive 
protein-binding radio assay. J Clin Endocrinol Mztab 27:973- 
990, 1967 


944 CLINICAL AND RESEARCH REPORTS 


NN * 


Am J Psychiatry 139:7, July 1982 


Treatment of Neuroleptic Malignant Syndrome with Dantrolene Sodium: 


А Case Report- 


BY DAVID J. COONS, M.D., FREDERICK J. HILLMAN, M.D., AND ROBERT W. MARSHALL, M.D. 





The authors preseat a case of neuroleptic malignant syn- 
drome in which treatment with dantrolene sodium was 
associated with improvement. The authors propose further 
exploration of this treatment. (Am J Psychiatry 139:944—945, 
1982) Е 





Neuroleptic malignant syndrome, first named by 
Delay and Deniker (1), has beeri described for years in 
the European and Japanese (2) literature and has more 
recently been discussed in a series of articles in 
American journals (3—5). It is characterized by süch 
symptoms as severe dyskinesia or akinesia, tempera- 
ture elevation, tachycardia, blood pressure fluctua- 
tion, diaphoresis, dyspnea, dysphagia, and urinary 
incontinence. Neuroleptic. malignant syndrome has 
been associated with the.intake of a variety of antipsy- 
chotic agents, but the pathophysiology of the disorder 
is unknown. A similar syndrome has been described 
following the use of lithium carbonate combined with _ 
neuroleptics (6). A possible link between neuroleptic 
malignant syndrome and lethal catatonia has also been 
noted (7). 

Anesthesiologists have for years described a genetic 
disorder called malignant hyperthermia, in which the 
use of inhaled anesthetics or depolarizing muscle- 
relaxing agents precipitates tachycardia, tachypnea, 
rapid temperature elevation, and muscular rigidity. 
Treatment regimens have been developed for this 
disorder which center on control of body temperature 
and hypoxia through direct means (e.g., chilled intra- 
venous fluids, ice packs, ice water enema, 100% 
oxygen, mechanical ventilation). Recently the use of 
dantrolene sodium has been advocated and widely 
accepted as a specific drug treatment for malignant 
hyperthermia (8). 

We present here a case in which dantrolene sodium 
was used in the treatment of neuroleptic malignant 
syndrome. 


Case Report 


Mr. A, a 25-year-old man, was first.seen by a psychiatrist 
for disorganized thinking at the age of 17. Over the next 6 
~ 
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years he was hospitalized several times and was treated with 
lithium and various antipsychotic medications. At age 23 he 
was hospitalized after an exacerbation of his schizophrenia. 
Within hours after starting to take haloperidol, 40 mg/day, he 
experienced severe dystonia. Haloperidol treatment was 
discontinued, but his worsening psychiatric condition led to. 
treatment with chlorpromazine. Mr. A immediately reexpe- 
rienced a severe dystonia, received anticholinergic medica- 
tions, and was removed from antipsychotic medication. 
After 10 weeks he was restabilized on mesoridazine, 50 mg/ 
day, lithium, 1200 mg/day, and benztropine, 4 mg/day, and 
was discharged. However, he was rehospitalized 4 days later 
because of worsening psychosis. His mesoridazine dose was 
increased to 100 mg/day, after which Mr. A manifested 
confusion, akinesia, and mild temperature elevation (99.6°F 
oral). Treatment with mesoridazine was discontinued, but 
Mr. A became more paranoid and aggressive. He received 50 
mg of fluphenazine decanoate and shortly thereafter mani- 
fested severe dystonia and confusion. His temperature was 
not documented. All medications were discontinued, but 
Mr. A’s delusions and aggressivity steadily worsened over 
the ensuing 3 weeks so that treatment with loxapine succi- 
rate was begun, with doses of 100-150 mg/day. Dystonia 
occurred, and Mr. A gradually became confused and akinet- 
ic. Eleven days after starting to take loxapine, he began to 
perspire profusely and became incontinent of urine. Anti- 
cholinergics provided no relief. All medications were discon- 
tinued, but Mr. A's condition worsened. An empirical trial of 
propranolol was begun but was without benefit. With inten- 
sive medical management, Mr. A was stabilized, but it was 
15 days before his extrapyramidal symptoms disappeared. 
He was discharged 2 months later on no medications. 

Six months later, Mr. À was extremely psychotic and was 
placed on a regimen of chlorpromazine (unknown dose). 
Approximately 1 week later he wandered from his home; 
when he was found he was stuporous and had a temperature 
of 107°F. After stabilization in an intensive care unit, he was 
transferred to our facility, but not before he had been placed : 
on a regimen of haloperidol at a dose of 4 mg/day. Twenty- 
four hours after his arrival and after a total dose of 15 mg of 
haloperidol, Mr. A showed a severe dystonia and confusion; 
anticholinergic drugs provided no relief so all medications 
were discontinued. His temperature hovered between 99? 
and 100°; his pulse fluctuated between 120 and 160 beat/min 
over the next 48 hours. Suddenly his oral temperature rose 
to over 102°F and he had a series of grand mal seizures, 
which were controlled with intravenous diazepam and phe- 
nytoin. He was transferred to an intensive care unit in 
another hospital and eventually stabilized. Extensive labora- 
tory workup at that hospital revealed normal CBC, electro- 
lytes, CT scan, EEG, viral antibodies, 'and SMA 12 but 
markedly elevated LDH (1775 IU) and SGOT (1355 IU) 
levels. No neurological findings beyond extrapyramidal 
symptoms were found. 

Haloperidol treatment was continued at a dose of 6 mg/day 
along with benztropine, 6 mg/day. Mr. A's pulse and tem- 
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perature remeined stable for approximately 7 days. Howev- 
er, at the time of transfer back to our facility, his haloperidol 

» dose had been increased to 15 mg/day. Forty-eight hours 
after arrival, Mr. A was becoming stiff, his temperature was 
99.8°F, and his respiration rate was 32 breath/min. He 
became confused and diaphoretic and asked for a cold 
shower. His oral temperature climbed to 100°F, tachycardia 
persisted, and his blood pressure increased to 158/112 mm 
Hg. 

After a review of Mr. A's symptoms and history, the on- 
call physicians for the first time formally made the diagnosis 
of neuroleptic malignant syndrome. They discontinued halo- 
peridol treatment and initiated a trial of oral dantrolene. 
After Mr. A had taken 50 mg of oral dantrolene, his pulse 
decreased from 126 to 113 beat/min and his temperature fell 
from 99.6? to 98.6°F. Dantrolene treatment was continued at 
a dose of 200 mg/day for 3 days. Mr. A's temperature and 
pulse remained stable. There was no recurrence of extrapy- 
ramidal symptoms. 


Discussion 


Neuroleptic malignant syndrome is a rare but proba- 
bly underrecognized disorder. Neuroleptics are appar- 
ently a central causal agent, but other drugs have been 
implicated. In this case, several antipsychotic agents 
precipitated symptoms, and anticholinergic agents, 
propranolol, and benzodiazepines did not provide re- 
lief. The patient's symptoms worsened with each 
challenge over 1 year. The severity of the symptoms 
was not directly tied to dose. 

Malignant hyperthermia is a genetic muscle disorder 
known to have many precipitants, including anesthe- 
sia, muscle-depolarizing agents, and emotional turmoil 
(9). Chlorpromazine causes some of the same effects at 
the muscle cell level as the implicated anesthetic 
agents (10). Because dantrolene is a peripheral muscle- 
relaxing agent with central effects and is known to be 
effective in the prevention and treatment of malignant 
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hyperthermia, we thought it might help in neuroleptic 
malignant syndrome. 

In this case, the use of dantrolene was associated 
with significant improvement in the pazient’s symp- 
toms and was also associated with interruption of the 
progressive physical deterioration that had always 
been observed previously in this patient. Although this 
patient’s response could be coincidental. it could 
indicate that dantrolene is an effective treatment either 
because of its known peripheral effect or through some 
unknown central effect. We feel that this case warrants 
further investigation of dantrolene sodium in the treat- 
ment of neuroleptic malignant syndrome. 
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Use of Loxapine to Treat a Patient with Psychotic Depression 


BY THOMAS J. GOLDSCHMIDT, M.D., AND EARL A. BURCH, JR., M.D. 





Neuroleptics alone or in combination with antidepressants 
have been used to treat psychotic depressions. Loxapine 
may be especially useful for such depressions because it is 
metabolized to an antidepressant, amoxapine. The authors 
present a case report in support of this hypothesis. (Am J 
Psychiatry 139:946—947, 1982) 





Although neuroleptic medications have proven use- 
ful in the treatment of some types of depression (1), 
the combination of a neuroleptic with an antidepres- 
sant may enhance treatment of psychotic patients with 
depressive symptoms. Prusoff and associates (2) sug- 
gested that the combination of amitriptyline and per- 
phenazine is more effective than perphenazine alone in 
reducing symptoms of depression in ambulatory de- 
pressed schizophrenic patients. Moreover, patients 
with depressive disorders of psychotic proportion 
have responded more favorably to antidepressant- 
neuroleptic combinations than to neuroleptics alone 
(3, 4). 

. Although Hollister (5) suggested that a perphena- 
zine-amitriptyline combination offers a useful ap- 
proach to the treatment of psychotic depression, neu- 
roleptic-antidepressant combinations remain contro- 
versial. Recently, we observed that loxapine seems to 
alleviate depressive symptoms in psychotic patients 
more effectively than do other neuroleptics. More- 
over, the fact that loxapine is demethylated to amoxa- 
pine (6) suggested to us that loxapine may be useful for 
treating psychotic patients with depression, either 
alone or in combination with amoxapine. The follow- 
ing case report describes treatment of a psychotically 
depressed patient with loxapine alone. During the 
course of treatment, the patient not only gained relief 
from her psychosis and depression but also had serum 
levels of amoxapine approaching the therapeutic 
range. The lack of reports in the literature document- 
ing amoxapine serum levels in patients treated solely 
with loxapine prompted us to present our findings and 
to encourage further studies in the use of loxapine to 
treat psychotically depressed patients. 
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Case Report 


Ms. A, a 44-year-old woman with a history. of schizoaffec- - 
tive disorder and multiple hospitalizations since age 33, was 
referred to our hospital. On admission, she complained of 
depression characterized by decreased appetite, difficulty 
falling asleep, early morning awakening, weight loss, and 
decreased energy. In addition, she admitted to auditory 
hallucinations, ideas of reference, and persecutory delu- 
sions. Evaluation with the Mini-Mental State examination 
(7) revealed an abnormally low score of 22/30 (normal=24— 
30/30) with deficits in attention, recent memory, calculation, 
and constructional praxis. Ms. A had a depressed mood, her 
affective responses were constricted, and the results of 
routine laboratory examinations were unremarkable. Нег 
weight on admission was 49 kg. 

Ms. A initially was given thiothixene, 20 ing at bedtime 
increased to 60 mg at bedtime within 12 days after admis- 
sion. After 42 days of treatment, she continued to complain 
of sleep disturbances, hallucinatory-delusional thinking, and 
decreased appetite, including a lack of desire to eat break- 
fast. She also experienced extrapyramidal symptoms, which 
were not relieved by benztropine, 4 mg/day, and d.phenhy- . 
dramine, 200 mg/day. Subsequently, loxapine, 150 mg at 
bedtime, was substituted for thiothixene. At this time, Ms. 
A's weight was still 49 kg. 

On hospital day 48, after taking loxapine for 7 days, Ms. A. 
indicated that her insomnia was improving. However, she 
continued to refuse breakfast and complained of early morn- 
ing awakening and depression. Moreover, her psychotic 
thinking continued. On day 53 of hospitalization, the loxa- 
pine dose was increased to 250 mg at bedtime. Ms. А 
tolerated the higher dose of loxapine without difficulty; 
antiparkinsonian agents were limited to benztropine, 4 mg/ 
day. After 17 days of loxapine treatment, Ms. A's insomnia 
had resolved, her appetite was improved and she had gained 
4 kg, she denied feelings of depression, and she had normal 
affective responses; she denied auditory hallucinations and 
was no longer actively delusional. Due to her historv of 
multiple depressive episodes, lithium carbonate was added 
30 days after the beginning of loxapine therapy, with the goal 
of stabilizing her mood fluctuation (8). At a dose o7 600 mg 
b.i.d., her plasma lithium level was .7 mg/dl. After 40 days of 
loxapine treatment, loxapine and amoxapine serum levels 
were measured; the blood samples were collected 12 hours 
after the bedtime dose. Her loxapine serum level was 118 ng/ 
ml (no therapeutic range established), and the level of 
amoxapine plus 8-hydroxyamoxapine was 108 ng/m. (19 and 
89 ng/ml, respectively); the therapeutic range for amoxapine 
plus 8-hydroxyamoxapine is 200—400 ng/ml. At this time, 
Ms. А scored 29/30 on the Mini-Mental State examination 
(high normal for cognitive function); her weight was stable at 
54 kg. After 112 days of hospitalization, while Ms. A was 
receiving 250 mg of loxapine at bedtime, her loxapine and 
amoxapine levels were measured again. The loxapine serum 
level was 160 ng/ml and the combined amoxapine serum 
level was 158 ng/ml. 
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Discussion 


, An approved antidepressant, amoxapine (desmeth- 
ylloxapine) is the demethylated metabolite of the anti- 
psychotic loxapine. Because amoxapine shares the 
dopamine-blocking qualities of loxapine, investigators 
(6) have suggested that amoxapine may be useful in 
some instances of psychotic depression. 

Ms. A initially had symptoms of psychotic depres- 
sion and a low Mini-Mental State score, consistent 
with cognitive dysfunction (7). Such findings are often 
encountered in severely depressed patients (9). After 
treatment with loxapine, there was improvement in 
her Mini-Mental State score associated with resolution 
of her depressive symptoms. At a dose of 250 mg/day 
of loxapine, serum levels of amoxapine plus 8-hy- 
droxyamoxapine were 108 ng/ml and 158 ng/ml on 
hospital days 80 and 112, respectively, which are 
lower than the suggested therapeutic range of 200—400 
ng/ml. It is not Known whether subgroups of patients 
respond at amoxapine blood levels above or below the 
suggested therapeutic range (10). 

Although it is not our purpose to discuss the com- 
plex diagnostic problems that exist with patients who 
have features of a psychosis and depression, a few 
alternative suggestions for Ms. A’s response do seem 
to be in order. It is known that depression can accom- 
pany other psychotic disorders (e.g., schizophrenia) 
and that such patients treated with neuroleptics alone 
may improve affectively (1). Thus, Ms. A’s depression 
might have improved secondarily to the antipsychotic 
effects of loxapine alone or as a result of the combined 
antidopamine and antidepressant properties of amoxa- 
pine alone. Furthermore, clinical response after 
switching to loxapine might have been due to the 
attainment of more effective levels with loxapine than 
with thiothixene. 

Regardless of these alternative possibilities, we sug- 
gest that a loxapine-amoxapine combination could 
offer a rational alternative for treatment of some 
psychotically depressed patients. Because loxapine is 
metabolized to amoxapine, loxapine has a bonus anti- 
depressant activity that can be controlled by monitor- 
ing serum levels, adding amoxapine as necessary. In 
the case of Ms. A, the majority of loxapine was 


CLINICAL AND RESEARCH REPORTS 947 
metabolized to the active antidepressant component 
of amoxapine, 8-hydroxyamoxapine, in a ratio of 
1.00:0.76. It is likely that this ratio varies. due to 
interpatient differences in metabolism. Patients receiv- 
ing therapeutic doses of both loxapine and amoxapine 
may develop toxic serum levels of amoxapine plus the 
8-hydroxy metabolite unless the amoxapine dose is 
reduced. Until further research establishes the ratio of 
the therapeutic range of loxapine to the therapeutic 
range of amoxapine when loxapine is giver alone, 
careful monitoring of serum levels should be done. 

In view of these findings, we are using loxa»ine and 
the loxapine-amoxapine combination in clinical trials 
to determine if the onset of improvement in depression 
correlates with the appearance of amoxapire levels 
approaching the therapeutic range. Further -esearch 
elucidating the role of loxapine in the treatment of a 
variety of psychotic conditions with depressicr. seems 
indicated. 


REFERENCES 


1. Mansky PA, New CA: The biological treatment of cepression, 
in Psychiatric Update. Edited by Manschreck TC. Hew York, 
Elsevier North Holland, 1981 

2. Prusoff BA, Williams DH, Weissman MM, et al: Treatment of 
secondary depression in schizophrenia. Arch Gea Psychiatry 
36:569—575, 1979 

3. Nelson JC, Bowers MB: Delusional unipolar depression: de- 
scription and drug response. Arch Gen Psyzhiatr 35:1321— 
1328, 1978 | 

4. Frances A, Brown RP, Kocsis JH, et al: Psychotic depression: a 
separate entity? Am J Psychiatry 138:831—833. 1981 

5. Hollister LE: Polypharmacy in psychiatry: is it necessary, good 
or bad?, in Rational Psychopharmacotherapy and tk» Right to 
Treatment. Edited by Ayd FJ. Baltimore, Ayd Medical Commu- 
nications, 1975 

6. Ayd FJ Jr: Amoxapine: a new tricyclic ar.tidepressaat. Interna- 
tional Drug Therapy Newsletter 15:2-9, 1980 

7. Folstein MR, Folstein SE, McHugh RP: Mini-Men al State: а 
practical method for grading the cognitive state of patients for 
the clinician. Psychiatr Res 12:189-198, 1975 

8. DeMontigny C, Grunberg F, Mayer A, et al: Lithium induces 
rapid relief of depression in tricyclic antidepressen drug non- 
responders. Br J Psychiatry 138:252—256, 1981 

9. Breslow R, Kocsis J, Belkin B: Contribution of the depressive 
perspective to memory function in depression. Am J zsychiatry 
138:227--230, 1981 

10. Asendin (Amoxapine) Monograph. Lederle Laboratzries, Pearl 
River, NY, 1981 


948 CLINICAL AND RESEARCH REPORTS 


Am J Psychiatry 139:7, July 1982 


Possible Synergistic Action Between Carbamazepine and Lithium Carbonate in the 


Treatment of Three Acutely Manic Patients 


BY JOSEPH F. LIPINSKI, M.D., AND HARRISON G. POPE, JR., M.D. 





The authors describe three patients with acute mania who 
responded poorly to lithium or carbamazepine alone but who 
all appeared to respond well to a combination of the drugs. 
(Am J Psychiatry 139:948-949, 1982) 





Research has suggested that carbamazepine may 
benefit some patients with affective disorders (1—6). In 
particular, carbamazepine has been suggested as an 
alternative treatment for patients who have responded 
poorly to lithium carbonate or neuroleptics (2, 3, 5). 
To our knowledge, however, a specific response to the 
combination of carbamazepine and lithium carbonate 
in the treatment of acute mania has not been reported. 
We recently encountered three patients with acute 
mania, and their response to carbamazepine and lithi- 
um carbonate suggests a synergistic action between 
the two drugs; all three patients responded poorly 
when treated with lithium alone or carbamazepine 
alone, but all appear to have responded well to the 
combination of both treatments. These cases are sum- 
marized here. 


Case Reports 


Case 1. Mr. A, a 21-year-old man diagnosed according to 
DSM-III as having a bipolar disorder, manic type, was 
admitted for his seventh psychiatric hospitalization. Since 
1976, he had experienced two depressive episodes and three 
prolonged manic episodes, with only about 2 months of 
euthymia during the entire 5-year period. Lithium carbonate 
at levels of 1.0-1.5 mEq/liter had proven ineffective in three 
previous trials during Mr. A's manic episodes; numerous 
neuroleptics һай also been tried with only partial improve- 
ment. During this present admission Mr. A was treated with 
lithium carbonate, 100-125 mg/day of molindcne, and up to 
860 mg/day of chlorpromazine. However, Mr. A's irritabil- 
ity, aggressiveness, hyperactivity, sleeplessness, and pres- 
sured speech persisted, necessitating his seclusion on sever- 
al occasions. On hospital day 18 Mr. A began receiving 
carbamazepine. Within 4 days he was markedly improved 
and was allowed on the hospital grounds. The neuroleptics 
were rapidly tapered and were discontinued entirely by 
hospital day 29. He remained euthymic, and lithium was 
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discontinued on hospital day 34. On day 37, despite a carbama- 
zepine level of 9.5 ng/ml, Mr. A abruptly redeveloped hyperac- 
tivity, racing thoughts, and marked affective lability and slept 
only 2 hours that night. These symptoms rapidly worsened, 
and on day 39 Mr. A resumed taking lithium. His affective 
lability declined, and his sleep improved within 2 days; by day 
46 he had again become euthymic. Mr. A was discharged 2 
weeks later on the combination of carbamazepine апі lithium. 
Three months after Mr. A's discharge his symptoms continued 
to be in complete remission. 


Case 2. Ms. B, a 21-year-old woman, was admitted for the 
third time in 5 years and was diagnosed according to DSM- 
Ш as having a severe manic disorder. Her previous hospital- 
izations had been unusually long and stormy. She had had 
only a poor-to-fair response to lithium and netroleptics 
alone or given in combination and a poor response to 12 
unilateral electroconvulsive treatments. 

During the present hospitalization Ms. B remained pro- 
foundly manic despite lithium, neuroleptics, and lithium plus 
a variety of neuroleptics. Ms. B's ongoing treatmen: consist- 


ed of lithium alone by hospital day 112, at wkich time _„ 


carbamazepine was added. Within 2 days she began to show 
a marked improvement, which continued. On day 123, 
carbamazepine was discontinued to ascertain whether Ms. 
B's improvement was due to the drug or to spoataneous 
remission. Her carbamazepine plasma level that da» was 8.5 
ng/ml. The manic symptoms reappeared within 2 days and 
rapidly worsened, necessitating resumption of carbamaze- 
pine by day 128. When she was taking carbamazerine, Ms. 
B's manic symptoms improved considerably withim 3 days, 
and her symptoms declined steadily thereafter. 

Lithium was discontinued on day 153 in an attempt to 
determine if Ms. B could be treated with carbamazepine 
alone. She again became increasingly manic starting on day 
155, and lithium was restarted on day 158. Ms. B's manic 
symptoms declined within 2 days, and she becarre totally 
asymptomatic by day 170. She has continued to be without 
manic or depressive symptoms (5 months later). 


Case 3. Mr. C, a 27-year-old man, was admitted ir. a manic 
state for his tenth psychiatric hospitalization; he hac a 7-year 
history of chronic psychotic symptoms and had beea consis- 
tently diagnosed as having manic-depressive illness. Lithium 
carbonate in combination with a variety of neuroleptics had 
proven at best only slightly effective in the past. On this 
admission Mr. C met DSM-III criteria for bipolar disorder, 
manic, with mood-congruent psychotic symptoms despite 
lithium levels of 0.7-1.2 mEgq/liter throughout the past sever- 
al months. Following this admission, Mr. C continued being 
treated with lithium and 20 mg/day of ftuphenazins hydro- 
chloride, but they produced little improvement. In the 
course of a neurological workup it was discovered that Mr. C 
suffered from hexosaminidase A deficiency, a rare reurolog- 
ical disorder associated with distal muscle weekmess and 
psychotic symptoms. . \ 
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On hospital day 43 Mr. C's lithium was discontinued, but 
the flupaenazine was continued in the same dosage range. 
. On day 50, carbamazepine was started. By day 57, Mr. C's 
manic symptoms had improved somewhat, but they became 
worse by day 65, despite a carbamazepine level of 8.6 ng/ml; 
Mr. C Fad to be secluded and restrained by day 69. On day 
70, Mr. C resumed taking lithium in conjunction with carba- 
mazepime and fluphenazine. Within 3 days he was already 
somewhat improved, and by day 84 he was clearly better 
than at any time since his admission. Mr. C continued to do 
well, ard on day 100 he was discharged to a halfway house; 
his maiatenance regimen included lithium, carbamazepine, 
and fluphenazine. Eight months after Mr. C's discharge, he 
had experienced no episodes of irritability, hyperactivity, 
grandiose delusions, or other manic symptoms. This was the 
longest period Mr. C had been out of the hospital in 6 years. 


Discussion 


Each of these three patients—two with acute mania 
and one with a neurological disorder with psychotic 
and manic symptoms—responded poorly when treated 
with lichium carbonate alone; they also became symp- 
tomati> when treated with carbamazepine alone. How- 
ever, all three appeared to have responded well to a 
combiaation of two drugs. Mr. C also received con- 
comitent neuroleptics, but since these drugs where 
held relatively constant throughout the observation 
period, they would appear unlikely to account for the 
findings. Although the possibility of spontaneous 
exacerbation and remission cannot be excluded, the 
close temporal association between treatment and 
response in all three patients favors the hypothesis 
that these acutely ill patients, though unresponsive to 
lithium or carbamazepine alone, responded to a syner- 
gistic 2ffect of the two agents combined. 

The cause of this phenomenon is unknown. Changes 
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in drug plasma levels do not appear responsible be- 
cause the level of one drug did not change significantly 
in any of the patients when the other drug was started 
or stopped. Although there are a number of hvpothe- 
ses (5, 7) regarding the critical sites of action of lithium 
and carbamazepine in affective illness, current uncer- 
tainty on those issues makes it premature to speculate 
about possible mechanisms for their synergistic ef- 
fects. 

In light of these observations, a controlled study of 
lithium combined with carbamazepine in patients with 
affective disorders would be important. Pending more 
definitive findings, it would appear useful to consider 
the combination of lithium and carbamazepine in 
acutely manic patients who have no: responded ade- 
quately to either agent alone. 
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` MHPG Excretion and Lithium Treatment During Premenstrual Tension Syndrome: 


‚А Case Report 


.BY FRANK A. DELEON-JONES, M.D., EDUARDO VAL, M.D., AND CHARLES HERTS, PH.D. 





A woman with premenstrual tension syndrome had a signifi- 
cant increase in urinary MHPG excretion parallel to the 
development of the syndrome during her menstrual cycle. 
She was treated successfully for 2 months with lithium 
carbonate during which time her urinary MHPG excretion 
was normal. (Am J Psychiatry 139:950—952, 1982) 





Many women during their fertile years are afflicted 
by a cluster of symptoms that appear episodically in 
relation to the phases of the menstrual cycle and are 
referred to as premenstrual tension syndrome. The 
precise etiology of this syndrome is unclear. It has 
been linked to hormonal changes or electrolyte imbal- 
ances that occur during phases of the menstrual cycle 
(1). It is therefore not surprising that no specific 
treatments are available. Moreover, reports of pre- 
menstrual tensicn syndrome occurring in the presence 
of other psychiatric disorders add to the general confu- 
sion. Recently, research diagnostic criteria and a rat- 
ing scale for premenstrual tension syndrome have 
been developed (2). We wish to report a case of a 
fertile woman who met the research criteria for pre- 
menstrual tension syndrome, had changes in urinary 
MHPG excretion, and responded to treatment with 
lithium carbonate. 


Case Report 


Ms. А was a 43-year-old physically healthy woman of 
middle-class background who had been married for 20 years 
and had two children. She had menstruated regularly every 
25 days since menarche; her menses were normally of four 
days' duration, and she had a normal amount of discharge. 
Ms. A had no history of postpartum affective disorder. Her 
mother and siblings had always been healthy, both physical- 
ly and mentally. Ms. A reported that after her father was 45 
years old, he required several hospitalizations for symptoms 
described as grandiosity, hyperactivity, incoherence, possi- 
ble hallucinations of religious revelations, and delusions. His 
symptoms appeared to have been of a cyclical nature, and 
they became more severe with time. Ms. A’s father died ina 
mental institution at approximately 58 years of age. Her 
father's symptoms strongly suggest a diagnosis of manic- 
depressive illness, but Ms. A recalls that schizophrenia was 
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mentioned by the physicians; she was not able to give апу 
more details on this matter. 

Ms. A's symptoms began when she was 33 yea-s old and 
were as follows. Approximately 7 days before the onset of 
menses, she would become restless, irritable, and hostile; 3 
days before the onset of menses she would become enraged 
at her husband and would fight with him continucusly until 
the menses began. Once the menses began, Ms. A would 
regain her normal mood. These alterations in mood were 
accompanied by headaches, backaches, and swelling of her 
eyelids, fingers, breasts, and ankles. Over the years these 
symptoms incapacitated her to the point that they severely 
affected her family and social life, and eventually they forced 
her to quit her job. Until recently she had had no relief from 
these symptoms, in spite of having been in treatment with 
several psychiatrists, a gynecologist, and internists. The list 
of medications she had been treated with included antide- 
pressants, minor and major tranquilizers, a comb.nation of 
meprobamate and conjugated estrogens, estrogens, proges- 
tins, and diuretics. 

Before this study, Ms. A had a complete medical and 
psychiatric evaluation, including a physical examination; _ 
routine laboratory studies were also performed. For two 
complete menstrual cycles she was seen at weekly intervals 
during the first half of her cycle and assessed with the 
Schedule for Affective Disorders and Schizophrenia (SADS) 
(3), the Hamilton Rating Scale for Depression (4), and the 
Premenstrual Tension Syndrome Rating Scales (2). At each 
of these evaluations Ms. А was pleasant and did not exhibit 
any mood disorder; thus, she did not show the presence of 
any psychiatric disorders or symptoms of premenstrual 
tension. She was also seen 2-4 days before her menses 
during these two cycles; at these times she exhibited irrita- 
bility, had explosions of rage toward her husband, was 
distractible, had mild pressure of speech, and acknowledged 
having racing thoughts. On these occasions Ms. A met each 
of the criteria listed for premenstrual tension syndrome. Her 
total score on the Premenstrual Tension Syndrome Rating 
Scales was 31 (range: 0 [symptoms absent] to 36 [symptoms 
most severe]. Ms. A's score on the self-rating scale for 
premenstrual tension syndrome was 33 (range: 0 [symptoms 
absent] to 36 [symptoms most severe]). 

There was a previous agreement with Ms. A taat once 
these evaluations were completed 24-hour urine ccllections 
would be taken for an entire menstrual cycle (cycle 1: no 
lithium treatment). At the end of cycle 1, Ms. A's treatment 
with lithium carbonate began, and her serum lithium levels’ 
were adjusted to a therapeutic range between .6 and .8 mEq/ 
liter. After Ms. A's symptoms had been controlled for 2 
months with lithium, urine collections were again taken for 
two complete cycles (cycles 2 and 3: onslithium treatment). 
During each of the cycles in which urine collecticns were 
taken (cycles 1, 2, and 3), Ms. A’s behavior was assessed as 
previously described. Neither the SADS nor the Hamilton 
depression scale revealed that she had a severe psychiatric 
disorder before her menses during cycles 1, 2, and 3. Her 


<< Р 2) 


Am J Psychiatry 139:7, July 1982 


CLINICAL AND RESEARCH REPORTS 951 


TABLE 1. Patient's MHPG Levels During Menstrual Phases On and Off Lithium Treatment 





MHPG Levels Excreted in 24-hour Urine Collections (ug) 





Follicular Phase Luteal Phase 


Premenstrual Phase Menstrual Phase 











(days 1—7) (days 9—14) (days 18—20) (days 22-25) 
Treatment Mean SE Mean SE Mean SE Mean SE Variance 
No lithium (cycle 1) 1063 135 1125 126 2032 508. 1037 218 =00288.83 
Lithium (cycle 2) 989 104 1254 153 944 225 780 153 2:8344.13 
Lithium (cycle 3) 892 105 1175 119 987 42 809 45 72992.99 





*For comparison, the mean (X SE) levels of urinary MHPG excreted by a small group of euthymic women (N=4) during each phase of the menstrual cvele was as 
follows: follicular phase, 1447573 рр; luteal phase, 1372+73 pg; premenstrual phase, 1846+186 ug; and menstrual phase, 1464123 pg (7). 


scores on the Premenstrual Tension Syndrome Rating Scales 
during cycles 2 and 3 were unchanged from her scores 
reported during the premenstrual phase of cycle 1. During 
Ms. A's premenstrual phase of cycles 2 and 3 her score on 
the premenstrual tension syndrome observer rating scale 
was 7. This low rating was due to Ms. A's mild motor 
incoordination and moderate water retention produced by 
the lithium. Her score on the premenstrual tension syndrome 
self-rating scale was 4 during the premenstrual phase for 
cycles 2 and 5, again because she had a self-perception of 
motor incoordination and water retention. Thus, Ms. A 
responded well to lithium treatment—while taking lithium 
she had no signs of irritability, tension, or dysphoric affect 
during the premenstrual phase, even when she was in the 
presence of her husband. Completion of each 24-hour urine 
collection was assessed using the patient's daily records as 
to number of voidings, volume measurement, and creatinine 
levels. Incomplete collections were discarded (days 8 and 21 
of cycle 1). Throughout the periods of urine collection Ms. A 
was asked to abstain from alcoholic beverages, coffee, tea, 
colas, chocolate, vanilla, bananas, cheese, raisins, and nuts. 
Except for lithium, no drugs—not even hypnotics—were 
given. Urine samples were assayed for MHPG by the 
method of Dekirmenjian and Maas (5) and for creatinine by a 
modification of the method of Bonsnes and Taussky (6). АП 
biochemical assays were done without knowledge of Ms. A's 
clinical state. 

Table 1 shows the levels of MHPG excreted by Ms. А 
during each phase of cycle 1, as well as for cycles 2 and 3. 
During the follicular and luteal phases of cycle 1 Ms. A was 
euthymic, and her levels of MHPG were within normal 
limits. However, during the premenstrual phase, levels of 
the metabolite were considerably higher and coincided with 
the severest manifestations of her symptoms. These changes 
did not occur during cycles 2 and 3, that is, while Ms. A was 
receiving lithium. 

Two-way analysis of variance of the data presented in 
table 1 indicates that there were significant differences in her 
MHPG levels between cycles and between phases 
(F=3.3775, df=3, 46, p<.02). Results of a Student-Newman- 
Keuls test indicate that the mean MHPG level of the 
premenstrual phase of cycle 1 was significantly different 
from the mean MHPG level of the other phases of cycle 1 
and the mean MHPG level of each of the phases of cycles 2 
and 3 (p<.05). There were no significant differences between 
any of the oiher phases for any of the three cycles. 


Discussion 


There is agreement in the literature that MHPG isa 
biochemical marker for state changes in subjects with 
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affective disorders (8). The increments in MHPG е " d 


cretion noted in this patient are compatible уіл lewvels 
reported for mania. Moreover, the patient's symp- 
toms, the presumptive presence of manic-dezressive 
disorder in her father, and the patient’s good treatment 
response to lithium support a diagnosis of mania. 
Although one pilot study (7) suggested that healthy 
euthymic women have a normal elevation of urinary 
MHPG during the premenstrual phase of the cycle, 
these changes аге not great and do noct reach t-e levels 
noted in the patient reported here. Lithium Каз been 
shown to concomitantly reduce levels of MHPG and 
control manic symptoms (9); this was also obszrved in 
our patient. Finally, given the cyclic nature of zremen- 
strual tension syndrome, lithium has been used in 
these disorders and found to be successful. Vet one 
study (10) showed that lithium was ineffective in 
treating behavioral premenstrual symptoms in most 
women; however, a small number of women who 
clearly benefited from lithium met criteria for subsyn- 
dromal affective disorder. It is possible, there=>re, that 
our patient belongs to a subgroup of subjects with 
subsyndromal affective disorders in which s;-mptoms 
are triggered during the premenstruum. Оп у future 
investigations with this and other patients wil indicate 
whether the present findings can be generalized to 
other women. 
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Side Effects of Relaxation Treatment 





The authors describe two psychiatric inpatients who devel- 
oped side effects to relaxation treatment. Their side effects 
seemed related to underlying dynamic issues, which should 
be considered when evaluating a patient for relaxation 
therapy. (Am J Psychiatry 139:952-953, 1982) 





Relaxation training has become a popular treatment 
for a wide variety of stress-related and psychosomatic 
disorders (1-3). Perhaps partially responsible for this 
popularity is the generally held view that relaxation 
treatment has few side effects. Indeed, reports abound 
suggesting that relaxation treatment has no negative 
side effects (4), fewer side effects than chemotherapeu- 
tic approaches (5), or only minimal side effects that 
generally can be overcome during treatment (6). Al- 
though one author (7) has reported that psychotic 
symptoms may occur during relaxation training, case 
examples and systematic investigations of important 
relaxation treatment side effects have generally not 
been reported. Our clinical experience has revealed, 
however, that approximately 596 of the patients re- 
ceiving relaxation treatment display confounding side 
effects. We present here the cases of two psychiatric 
inpatients who developed such side effects. Interest- 
ingly, these side effects seemed related to underlying 
dynamic issues, which are often not considered when 
evaluating patients for relaxation therapy. 


Case Reports 


Case 1. Mr. A was a 59-year-old divorced man with 
diagnoses of major depressive disorder with psychosis ànd 
posttraumatic stress disorder secondary to World War II 
combat experience. He was referred for relaxation treatment 
becaugg he suffered from tension headaches, which occurred 
after chemotherapy (100 mg h.s. of oral doxepin) had pro- 
duced a remission of his depressive and psychotic symp- 
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toms. During an initial trial of a passive relaxation procedure 
(8). Mr. A displayed an excessive amount of muscle twitch- 
ing. Despite this twitching, he completed the exercise and 
described the exercise as ''pleasant."' 

After this session, however, Mr. A's aversive reaction 
became apparent, and it persisted until the relaxation treat- 
meat was discontinued. Approximately 10 min after the 
session, he complained of heightened anxiety and -equested 
medication “ог [his] nerves.” During the next several days 


- anc without further relaxation sessions, Mr. A's heightened 


anxiety continued, and he informed the ward staff that he 
wished no further relaxation sessions because he feared 
being ‘‘hypnotized.”’ In addition, he reported that he found 
the relaxation training discomforting because it consisted of 
his »eing ‘‘alone in a room” with a male therapist. When Mr. 
A "was coniacted again by the relaxation therapist, he 
asserted that the relaxation procedure seemed “1 ke some 
form of witchcraft.” Although the therapist explained the 
procedure a second time and attempted to reassure him, Mr. 
A continued to request that the treatment be discontinued. 
Because of Mr. A's noted side effects, the relaxation treat- 
mert was discontinued. After this decision, Mr. A's anxiety 
rapidly subsided, and within 2 weeks he was discharged from 
the hospital with instructions to continue his medication 
reginen. During our 6-month follow-up period, he func- 
tioned well and did not require further hospitalizat.on. 

Pertinent to this case is Fenichel’s observation (9' that the 
sense of being overpowered during hypnotic induc-ion may 
foster a panic reaction in patients with unresolved homosex- 
ual conflicts. Observations of Mr. A's behavior suggest a 
simiar process. Indeed, Mr. A's comments suggested he 
perceived relaxation treatment as a particularly overpower- 
ing process. Apparently his perception of the treatment and 
the presence of a male therapist were important fzctors in 
revealing his underlying homosexual conflicts, which were 
expressed in the observed side effects. 


Ссѕе 2. Mr. B was a 61-year-old married man with 
diagnoses of passive-aggressive personality and rosttrau- 
matic stress disorder secondary to World War II combat 
experience. He was referred for relaxation treatment of his 
anxiety symptoms. During an initial trial of a passive relax- 
ation procedure he was cooperative, but he complained of 
persistent intrusive images consisting of exploding artillery 
shells. Mr. B's intrusive images ceased, however, after we 
provided guided imagery training and progressive muscle 
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relaxation (7) in two ensuing sessions. Further, since Mr. B 
reportec appreciable anxiety reduction during progressive 
muscle relaxation, he was instructed to practice this proce- 
dure between sessions. 

After one of these practice sessions Mr. B developed leg 
cramping, whizh occurred during his sleep and which report- 
edly was severe enough to awaken him. He explained that he 
had had his legs ‘‘frozen’’ during World War II and claimed 
that the tensing-relaxing exercise had aggravated this previ- 
ous injury. Alchough the information from a comprehensive 
medical history, a physical examination, and laboratory tests 
failed tc implicate organic pathology in his cramping, he was 
instructed to practice relaxation without tensing his legs. 
Despite this measure, Mr. B hac prohlems complying with 
both his homework practice sessions and attendance at 
Scheduled sessions with the therapist. Approximately 2 
weeks after the leg cramping developed, he reported few 
beneficial effezts from the progressive relaxation procedure. 
Because of the reported side effects and his poor compliance 
with the procedure, Mr. B's relaxation training was discon- 
tinued. Approximately 3 weeks later he was discharged from 
the hospital, and he functioned without further hospitaliza- 
tion during a*5-month follow-up period. 

A retrospective analysis revealed that Mr. B had chroni- 
cally used social withdrawal and periodic hospitalizations to 
cope with his anxiety symptoms. Further, it appeared that 
both of these coping strategies seemed helpful in controlling 
conflicts with his wife. Given these dynamics, the successful 
relaxation treatment seemingly threatened to disrupt Mr. B's 
ongoing mode of adjustment. It seems most accurate to 
interpret Mr. B's leg cramping as a conversion reaction that 
unconsciously emerged to preserve his typical pattern of 
functioning. 


Discussion 


Because the side effects described herein were un- 
pleasant to the patients and may have resulted in 
wasted treatment efforts, investigations of the type of 
patients subject to such reactions seem warranted. 
Both patients were older men with long histories of 
psychiatric problems; both were World War II veter- 
ans with pesttraumatic stress disorders; and a retro- 
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spective review revealed that both were residents'of 
semirural areas. Thus, the patients shared a number of 
features that may warrant systematic study. 

From a clinical perspective these cases demonstrate 
that important side effects may develop during relax- 
ation treatment and underlying dynamic issues may be 
related to the types of side effects displayed. Hence, 
relaxation treatment side effects cannot always be 
regarded as inconsequential. Further, it seems useful 
to integrate psychodynamic and behaviorally oriented 
approaches in assessing the appropriateness. of pa- 
tients for relaxation treatment. Admittedly, much re- 
search may be needed to identify the range of patients 
likely to display side effects as pronounced as those 
discussed here. However, research in this regard is 
needed so that we might better understand the indica- 
tions and contraindications for relaxation treatment. 
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Possible Development of the Serotonin Syndrome in Man 


BY THOMAS R. INSEL, M.D., BENJAMIN F. ROY, M.D., ROBERT M. COHEN, M.D., PH.D., 


AND DENNIS L. MURPHY, M.D. 





The authors describe ап unusual adverse response in 2 
patients given a single dose of the tricyclic antidepressant 
clomipramine. This response, which resembled the serotonin 
syndrome previously described in animal studies, may have 
resulted from an interaction with clorgyline, a monoamine 
oxidase inhibitor, given to the patients several weeks earlier. 
(Am J Psychiatry 139:954-955, 1982) 





We report here an unusual drug reaction that devel- 
oped in 2 of 11 patients during a double-blind cross- 
over study. The study involved clorgyline, a selective 
inhibitor of monoamine oxidase (MAO) type A, and 
clomipramine, a tricyclic antidepressant. Both drugs 
were being evaluated for the treatment of obsessive- 
compulsive disorder. Several recent studies (1) report- 
ed clomipramine to be especially effective for this 
disorder. Because clomipramine is distinguished 
among tricyclic compounds as a potent inhibitor of 
serotonin (5-HT) uptake, a growing interest has devel- 
oped in the role of the serotonergic neurotransmitter 
system in obsessional illness. We began testing clorgy- 
line because this MAO inhibitor (MAOI) blocks the 
deamination of 5-HT more selectively than conven- 
tional MAOI. The severe drug reactions reported here 
occurred in 2 patients after the initial dose of clomipra- 
mine. 


Case Vignettes 


Ms. A was a 35-year-old woman who had been severely 
incapacitated by obsessive-compulsive disorder for 12 years. 
After an unsuccessful trial of clorgyline, she was given a 
placebo for 33 days and then received her first dose of 
clomipramine (100 mg p.o) at 9:00 a.m. on day 34. At that 
time her blood pressure while she was supine was 120/74 mm 
Hg and her temperature was 37.0°C. At 9:30 a.m. she 
complained of a ''restlessness" in her feet while she was 
sitting. At 9:40 a.m., as she tried to stand, she was unable to 
walk because of gross, involuntary contractions in her legs. 
Ms. A was examined 5 min later, and it was noted that she 
was now a frightened, diaphoretic, supine woman with 
coarse, myoclonic-like movements in both legs. She had 
marked hyperreflexia, which was limited to her legs; the 
ankle clonus was sustained for 10 sec bilaterally. Babinski 
reflex was absent. She did not have nystagmus or any 
sensory deficit; there were no abnormal cerebellar findings 
and no evidence of cranial nerve involvement. The results of 
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an ECG at 10:00 a.m. showed Ms. A had an emergent 
arrhythmia and a sinus rhythm giving way tc unifocal 
ventricular bigeminy. Her cardiac and neurologic signs be- 
gan to abate in the second hour. At noon her blood pressure 
while she was supine was 170/90 mm Hg and her temperature 
was 37.4°C. By 1:00 p.m. a repeat ECG showed her sinus 
rhythm was normal. Ms. A's hyperreflexia and clonus were 
diminished but still demonsirable, and her involuntary 
movements had stopped. The results of an EEG at 3:00 p.m. 
showed nonspecific diffuse fast activity. Within 24 hours all 
of Ms. A's symptoms and signs had abated. 

Six weeks later Ms. A tried taking clomipramins again in 
gradually increasing doses beginning at 25 mg/day She was 
subsequently maintained on 200 mg/day of clomipramine for 
42 days without suffering any adverse effects. At this dose 
there was a dramatic remission of Ms. A's obsessional and 
depressive symptoms. 

A second patient, Mr. B, was 30 years old and developed a 
syndrome identical to Ms. A's immediately after he took his 
first dose of clomipramine (100 mg p.o.); again he developed 
the syndrome 4 weeks after the clorgyline trial. Mr. B had a 
combination of upper motor neuron symptoms, myoclonic- 
like movements, and cardiac irritability that lasted less than 
6 hours and did not recur when he was late? treated 
successfully with clomipramine. 


Discussion 


This very distinct and acute reaction to с.отірга- 
mine has not been previously described, although the 
drug has been widely used for a decade in Europe and 
Canada. Because the 2 patients described here were 
unique in having received clomipramine just 4 weeks 
after receiving clorgyline, this unusual drug response 
might be explained as an interaction. 

These patients’ symptoms were essentially like 
those described in the animal pharmacology literature 
as the serotonin syndrome, a syndrome manifested by 
a tremor when the animal is at rest, hypertonicity, 
myoclonus, and autonomic signs (2). It is precipitated 
by the administration of a 5-HT precursor to animals 
pretreated with a drug that increases the availability of 
5-HT in the brain. Indeed, the syndrome has been 
reported in mice, cats, and rabbits pretreated with the 
MAOI nialamide, when clomipramine is given (3). 
Clomipramine is not an entirely selective neurophar- 
macologic agent because its metabolite, desmethylclo- 
mipramine, powerfully inhibits reuptake of norepi- 
nephrine. However, 5-HT has been implicatec in this 
excitatory syndrome because the, effects сап be 
blocked by such specific 5-HT antagonists as p-chloro- 
phenylalanine, cyproheptadine, and methysergide (2). 

Although we know of no identical reports in man, 
there have been similar manifestations of neurotoxici- 
ty after overdoses of either tricyclic or MAOI antide- 
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pressants in patients receiving combined tricyclic- 
MAOI treatment (4). In addition, hyperreflexia and 

« clonus (5) and myoclonus and ocular oscillations (6) 
have been observed when L-tryptophan is added to 
MAQOI treatment. 

If the syndrome we observed was the result of a 
drug interaction, how does one explain such delayed 
effects of clorgyline? With nonselective MAOIs, such 
as phenelzine and tranylcypromine, platelet MAO 
activity returns to baseline after 10 to 14 days (7). 
Platelet MAO, which is type B, is only weakly inhibit- 
ed by clorgyline. Type A MAO in brain may have a 
more delayed recovery time following irreversible 
inhibition: oae study (8) with rat brain homogenates 
found that the half-life for recovery of MAO-A after 
administration of clorgyline was 12 days. This finding 
would imply a 2096 residual reduction of enzyme 
activity at 4 weeks. Indirect evidence from human 
studies points to a similar time course. In one study 
(unpublishec data) changes in sleep physiology (REM 
time, awake time), a powerful indicator of clorgyline 
effect, did not return to baseline 3 weeks after discon- 
tinuation of the drug; urinary MHPG levels also re- 
mained below baseline 3 weeks after the drug was 
discontinued. A recent report (9) of an amphetamine 
challenge more than 14 days after MAOI treatment 
documented hypertensive responses, which no doubt 
represented a delayed MAOI-amphetamine interac- 
tion. Inhibition of plasma amine oxidase activity per- 
sists for up to 6 weeks after phenelzine treatment, 
although the significance of this enzyme for CNS 
functión is not clear (7). In short, not only may the 
activity of the enzyme be reduced 4 weeks after 
treatment, but adaptive changes may also persist that 
could contribute to a drug interaction; however, the 
molecular mechanism for this remains unclear. Al- 
though both clorgyline and clomipramine at this time 
are investigational drugs, the report of an interaction 
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that is most likely severe deserves close atzention. 
MAOIs are being used increasingly in the United 
States, and there is an attendant growing intzzest in 
combined MAOlI-tricyclic therapy. Such combina- 
tions, although effective in particular instances, run 
the risk, as in the present study, of synergistic edverse 
effects (10). Now it appears that at least in the case of 
clorgyline and clomipramine, the same possibility ex- 
ists with sequential use of these two types of drugs. 
More information about the recovery from MAOI 
treatment is needed to define a safe washou: period 
before tricyclic antidepressant administration. 
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Neuroreceptors: Basic and Clinical Aspects, edited by Earl 
Usdin, W.E. Bunney, Jr., and John M. Davis. New York, 
John Wiley & Sons, 1981, 279 pp., $60.50. 


Although intended for a specialized audience, this book is 
of interest in thet it deals with several topics at the cutting 
edge of contemporary biological psychiatry. Unfortunately, 
like many other synopses of proceedings, it is poorly edited 
and thus very difficult to read, let alone appreciate. Chapters 
are not grouped in any coherent order, and there is no 
interpretation or explanation as to their importance. In fact, 
it seems as if the editors merely stapled together the submit- 
ted manuscripts without, in some cases, even reading them. 
Nevertheless, several topics are dealt with that will certainly 
be of increasing interest in the coming years. 

For example, Dr. Erminio Costa suggests a possible site of 
action for a new generation of psychotropic drugs. For a long 
time neuroscientists have felt that a given synapse was 
exclusively the territory of one particular neurotransmitter. 
Evidence is accumulating, however, that this might not be 
the case. In fact, it might be that neuropeptides such as 
cholecystokinin coexist with dopamine in substantia nigra 
neurons and that they have a function of maximizing the 
response to dopamine at the postsynaptic receptor. Enkeph- 
alin-like peptides and substance P may serve a similar 
function for catecholamines. Cotransmitters are thus felt to 
function in a modulating role to maximize or minimize 
primary transmitter receptor function without changing the 
rhythm of its physiological function. This suggests that drugs 
might be designed to mimic cotransmitter function, and that 
such drugs would have a minimum of side effects in that they 
modify the intensity of the transmitter response without 
blocking or stimulating synaptic transmission. A problem 
with this theory is that, to date, there is an enormous amount 
of speculation with very little evidence to back it up. On the 
other hand, this is certainly an idea whose time has come, 
and further research should clarify the situation. 

The last 5 years have witnessed considerable research as 
to pharmacologic effects of chronic tricyclic antidepressant 
treatment. The traditional monoamine hypothesis of antide- 
pressant drug action revolves around the drug’s blocking of 
reuptake in the presynaptic neuron. These effects, however, 
are acute and cannot account for the delayed onset of 
therapeutic actions seen in the treatment of human depres- 
sion. Pr. Sulser reviews his and other researchers’ work 
concerning the. effect of down-regulation of beta receptors 
seen with chronic drug treatment. He has accumulated a 
considerable amount of data to support the theory that the 
classic tricyclic antidepressants reduce the density of beta- 
adrenergic receptors in the limbic forebrain. Chronic ECT 
has a similar effect. In some cases where a reduction in the 
density of beta-adrenergic receptors is not seen, such as with 
administration of mianserin, a subsensitivity to norepineph- 
. rine or isoproterinol is still elicited. It seems that down- 
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regulation is well on its way to becoming the new dogma 
concerning the mechanism of action of antidepressant drugs, 
replacing the old monoamine reuptake theory. 

There are at least two problems with this new dogma that 
are not adequately dealt with. One is that down-rezulation is 
not dose dependent. That is to say, animals receiving small 
doses of drug down-regulate in their limbic forebrain as 
much as those receiving large doses of the drug. Any 
clinician can testify that a patient with major cepressive 
disorder treated with 25 mg of imipramine per day will 
simply not demonstrate as impressive a therapeutic response 
as will a patient treated with 300 mg per day. Similarly, 
researchers working with animal models of depression have 
found dose-response effects. Another major flaw of the 
down-regulation hypothesis is that chlorpromazine down- 
regulates the beta receptor in the limbic forebrair as effec- 
tively as imipramine does. 

Another approach is that taken by Dr. Agajarian, who 
measures single cell responses to serotonin and norepineph- 
rine after chronic tricyclic antidepressant treatment. He 
finds a complex pattern of changes, summarizing his own 
work with the hippocampus and the lateral geniculate body 
and that of others with other brain regions. Generally 
speaking, there is an increased response to serotonin and a 
decreased response to the beta-adrenergic receptors. An 
increased response to norepinephrine and alpha-adrenergic 
receptors is not, however, reflected in measures of receptor 
binding. These studies are of considerable interest but very 
difficult to interpret, particularly because the alpha-norad- 
renergic response was measured in a peripheral nucleus. On 
the other hand, it must be noted that chlorpromazine is 
without effect in this model. 

Another new and exciting area of biological psychiatry 
concerns the recent finding of imipramine receptcrs in the 
brain. Dr. Snyder reviews recent work in this area. Unfortu- 
nately, he does not place this work in perspective ir discuss- 
ing the recent finding that the imipramine receptors appear 
to be located on serotonergic nerve terminals. He does, 
however, present data as to the relative amounts o€ imipra- 
mine binding found in several regions of the rabbit's brain; 
the hypothalamus is most richly supplied with these recep- 
tors. He deals with several problems that have already risen 
in this field, namely, that the potencies of a series of tricyclic 
antidepressants in displacing imipramine vary over a 15-fold 
range, although their clinical potencies are roughly equiva- 
lent. Again, chlorpromazine is a problem, because it is as 
potent as doxepin in replacing *H-imipramine from the 
receptor. This finding of a specific imipramine receptor in 
the brain, however, raises the intriguing questicn as to 
whether there exists a natural ligand for this receptor, much 
as the finding of an opiate receptor led to research that 
discovered the enkephalins. 

Several chapters also discuss use of radioreceptor assays 
for measurement of neuroleptic and tricyclic antidepressant 
concentrations in plasma. In summary, the clinical utility of 
measuring plasma levels in neuroleptics Hap not been clearly 
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established, and the radioreceptor assay for tricyclic antide- 
pressants does not correlate at all with the results obtained 
„Бу the established gas-chromatography procedure. 

This book represents in a way the best and the worst of 
what is being written in contemporary biological psychiatry. 
There are chapters that should have been deleted because of 
inadequate data and poor writing. On the other hand, there 
are chapters that could easily be expanded into books of 
their own. Апа there are ideas presented that may well 
become the major thrust of biological psychiatry into the 
twenty-first century. 


FREDERICK PETTY, M.D. 
Iowa City, Iowa 


Mind, Mood and Medicine: A Guide to the New Bio- 
psychiatry, by Paul H. Wender, M.D., and Donald F. Klein, 
M.D. New York, Farrar Straus Giroux, 1981, 361 pp., 
$16.95. 


Mind, Mood and Medicine is an interesting, informative, 
and well-balartced book aimed primarily at the lay audience 
interested in modern approaches to psychiatric problems 
and their treatment. Its strength, contrary to the implications 
of the title, lies not in in-depth review of recent advances in 
biopsychiatry, but in excellent descriptions of mental syn- 
dromes and various psychological and theoretical approach- 
es to them of historical and current interest. Although the 
authors effectively spell out their own biases in medical 
orientation, the reader may be both pleasantly surprised and 
dismayed at the relatively greater attention to psychological 
theory and therapy than to biological findings and their 
implications for treatment. Perhaps this is the result of the 
authors' considered attempt to present a modern and bal- 
anced approach to psychiatric problems. However, the 
reader may be left tantalized and waiting for further informa- 
tion on modern biopsychiatry. One actually has to hunt for 
mention of neurotransmitter theories of affective illness, 
anxiety, or schizophrenic disorders, although major ad- 
vances have occurred in these areas and such information is 
implicitly promised in the title. For example, the chapter on 
drug discoveries is 22 pages long, compared with 69 pages on 
the psychotherapies. This shortcoming is further actually 
and symbolically displayed in the placement of a discussion 
on “Тһе Use of Medication in the Treatment of Psychiatric 
Illness” as a 10-page appendix to the book. The authors state 
that this appendix is meant to be a ''patient package insert," 
but it is not detailed enough to provide more than a highlight 
or overview of important areas needing more discussion. For 
example, in a section on drug side effects, the magnitude, 
frequency of ocurrence, and nature of lithium-induced diabe- 
tes insipidus is not discussed or even mentioned by name. 
Tardive dyskinesia, a topic of increasing controversy and 
public concern, is given only cursory attention. 

The psychological approaches, although covered well and 
in depth, are accompanied by a persistent and somewhat 
sarcastic indirect attack. In a case study, phrases are used to 
describe exacerbation of illness as ‘‘grist for the analytic 
mill," and when improvement was noted, “Магу gratefully 
{emphasis added] attributed her improvement to the accura- 
cy of the analytic interpretations” (р. 9). The authors appear 
to be vaguely uncomfortable with their own seemingly 
contradictory рер on the importance and value 
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of psychological approaches to psychiatric illness Théy 
state, “А large sector of the public, along with many 
psychiatric practitioners, believe that most mental illness is 
the product of early psychological trauma or conflizt, com- 
pounded by intricate, subterranean churnings. We do not” 
(р. 15). They go on to suggest that ‘important psychosocial 
issues, such as separation anxiety, choice of mate, ~2jection 
sensitivity, and so forth, must be viewed in the framework of 
the specific biologically evolved nature of man, who is a 
social primate and often a rational one. We do not deny—in 
fact, we affirm strongly—that social and psychologizal pro- 
cesses are vital in understanding the complex behavior of the 
mentally ill. ... Further, psychosocial theory helps us 
distinguish disease from other unhappiness” (p. 36. How 
psychosocial influences affect genetics and biology and their 
ultimate implications for psychological treatment a2proach- 
es is never clearly spelled out in a systematic fashion in the 
book. 

The authors implicitly espouse the belief that respznse of a 
psychiatric syndrome to drugs or other organic therapies 
necessarily indicates а nonpsychosocial etiology of that 
syndrome: ‘Тһе effects of the experimental treatment cast 
doubt on the psychodynamic explanations” (p. 205). Is it not 
possible that the organic therapies could affect neurzbiologi- 
cal substrates that have both genetic and experiential contri- 
butions and are affected by stress and dynamic variables in 
the course of a patient's life? 

The authors do suggest that psychosocial and environmen- 
tal variables and conditioning principles are important con- 
tributing factors in the development of many psychiatric 
syndromes. However, in another slightly disorientinz twist, 
therapy that is directed at these factors—such as behavior 
therapy and deconditioning techniques—is pronounced inef- 
fective: ‘‘Strikingly, of thirteen studies, only two showed 
desensitization to be more effective than the other therapy 
(Klein et al., in press). The belief that desensitization is an 
outstanding form of therapy for phobia is, thus, unvearrant- 
ed” (p. 308). 

Thus, having arrived at the las: chapter, appropriately 
titled **What Path for the Sufferer?" we find no coherent 
theoretical or integrative approach—which is pertaps not 
entirely an accurate reflection of the current state cf the art. 
The reader is told, “Аѕ we have said repeatedly, patients 
with biological disorders who have been successfully treated 
medically frequently need psychological treatment, and the 
large segment of the patient population that is unLappy for 
nonbiological, psychological reasons can te treated =ptimally 
only through psychological techniques” (p. 333). Th» authors 
later conclude, “Іп summary, treatment with medication is not 
necessarily [emphasis added] second-class treatment" ѓр. 337). 
If it is a first-class treatment, perhaps it should have bzen given 
more first-class attention in the book. 

In spite of these several shortcomings, the book dres offer 
a valuable, up-to-date, commonsense approach to psychiat- 
ric diagnosis and therapy that is readily comprehensible. It 


should provide the reader with practical suggestions, new 


knowledge, and a flavor of the new biopsychiatry as well asa 
better understanding of the ranges and retionales of current 
treatment options. In this regard, the book is a success and 
should whet the reader's appetite for further information on 
the exciting advances occurring in the field. 


RoBERT M. Post, M.D. 
Reckvilie, Md. 
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Electroconvulsive Treatment in Great Britain, 1980, by J. 
Pippard and L. Ellam. London, Headley Brothers, 1981, 162 
pp., $20.00 (paper). 

Electroconvulsive Therapy: An Appraisal, edited by Robert 
L. Palmer. New York, Oxford University Press, 1981, 314 
pp., $45.00. 


In its 50-year history, convulsive therapy has been a 
center of medical and social controversy. Questions of 
efficacy, safety, toxicity, and mode of action have often been 
submerged by questions of personality alteration, prolonged 
brain damage, abuse, and consent. These concerns came toa 
head in the early 1970s in both the United States and Great 
Britain with public demands to limit the use of ECT. The 
British responses were a memorandum by the Royal College 
of Psychiatrists (1) giving guidelines for the use of ECT; 
studies examining the need for seizures for a favorable 
treatment response and the attitudes of patients to their 
principal concern, that of amnesia; and a national survey of 
ECT use. These latter scientific efforts are documented in 
these two volumes—a survey of British practice of ECT by 
Drs. Pippard and Ellam and an edited volume of the papers 
of interim results of studies presented at a meeting in 1979. 
The volumes complement each other very nicely, and pro- 
vide a remarkably clear picture of British practice and 
thought about ECT. The issues are primarily clinical, with 
little emphasis on societal concerns (such as consent and 
brain damage) or the controversies about unilateral-bilateral 
ECT, which are so prominent in the American and Scandina- 
vian literature. The books are both excellent, filling impor- 
tant niches in the present history of clinical psychiatry. 

The British survey is more extensive than that done by a 
task force of the American Psychiatric Association (2). It 
presents data from three questionnaires sent to members of 
the Royal College of Psychiatrists, to psychiatric facilities, 
and to a sample of general practitioners. Visits were made to 
180 treatment units, and direct observations of the adminis- 
tration of ECT were made in 100 units. The data include 
many tables and lucid summaries. The text is well peppered 
with direct quotations of the respondents. 

The findings of the questionnaires parallel the APA report. 
The incidence of ECT was 5.6 patients/10,000 population per 
year, which compares to published reports of 4.4/10,000 in 
the United States in 1976 and 7.0/10,000 in Denmark in 1973. 
Death was reported in 1 patient during ECT and in 3 others 
within 72 hours of a treatment—an incidence of 1 death in 
4,000 to 16,000 treatments, comparable to published figures. 

Most ECT in Great Britain is administered by junior 
doctors, who were not among the respondents of the postal 
survey, and not by members of the Royal College. Of the 
consultants who prescribed ECT, 75% did not administer it 
themselves. Over 66% of the therapists used bilateral ECT; 
in 7996*of the clinics unilateral ECT was never used. ECT is 
almost always given twice weekly in hospitals. 

It is in the direct observations that the most illuminating 
material is presented. Up-to-date ECT machines were found 
in 72% of the units visited, but in some parts of the country 
more than half the machines in use were obsolete. About 
40% of the clinics did not regularly maintain their equipment. 
Consultants were rarely involved in the work of the ECT 
clinics; in 90% the treatments were left to junior doctors, 

„ often still in training, generally on a rotation. About half the 
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junior staff received only minimal training, and only 1 in 4 of 
the doctors had received some training in ECT, often not 
until he had begun administering it. There was rarely a. 
consistent policy to guide the therapists if the first stimulus 
failed to elicit a seizure. Drs. Pippard and Ellam describe 
observations of missed seizures that were out of the aware- 
ness of the therapists, and, even when the matter was 
directly questioned, they found therapists who could not 
judge whether a seizure had indeed occurred. 

Visits were made to 100 clinics, and, using criter:a derived 
from the Royal College of Psychiatrists’ memorendum on 
ECT, the clinics were rated as to the premises, equipment, 
anesthetist, psychiatrist, nursing staff, patient care, and the 
Observer's assessment of whether he would accert ECT, if 
necessary, in the clinic. No more than minor defic encies or 
few reservations were raised in 59% of the clinics. But 27 
had serious deficiencies, such as low standards of care, 
obsolete apparatus, and unsuitable buildings. Included in 
this group were 16 clinics with very serious shortcomings— 
ECT being given under unsuitable conditions, lack of respect 
for the patient's feelings, and il:-trained staff, including some 
who consistently failed to induce seizures. In the detailed 
analyses, 31% of the psychiatrists were rated'as unsatisfac- 
tory in their management of the ECT procedures. 

These observations led the editors of Lancet (2) to con- 
clude, "Every British psychiatrist should read this report 
and feel ashamed and worried about the state of British 
psychiatry. If ECT is ever legislated against or falls into 
disuse it will not be because it is an ineffective or Cangerous 
treatment; it will be because psychiatrists have failed to 
supervise or monitor its use adequately.” Jt would only be 
the most sanguine and naive among us who would conclude 
that such observations are limited to British prectice. In 
actually visiting the clinics giving ECT, Pippard and Ellam 
went beyond the U.S. experience, and, in doing so. teach us 
the sobering lesson that monitoring the practice of ECT, let 
alone of the seizures, is essential if both ECT and the 
practice of psychiatry are not to be brought into disrepute. 

The report is well written, with clear tables, excellent 
summaries, and fair comments. The language is judicious. 
The survey demonstrates that useful assessments can be 
done, maintaining the confidentiality of the respondents and 
the sites visited, and that the deta can be compellinz witness 
to actual practice. That such a survey of practice was first 
done for ECT reflects the robust state of ECT; similar direct 
surveys of actual practice should be considered Zor other 
treatments in psychiatry (and in the rest of medicine as well). 

The research interests of British psychiatrists are well 
reflected in Electroconvulsive Therapy: An Appraisal. In his 
introduction Dr. Palmer asserts that after 40 years, ECT is 
both an established and widely used treatment and £ focus of 
considerable controversy. The overwhelming majority of 
psychiatrists who undertake to treat the full range of mental 
disorders use ECT. Most acknowledge the disadvantages 
and drawbacks of the treatment, yet their clinical experience 
tells them that ECT is uniquely effective in some cases. Such 
experience, he says, particularly if undocumented, is a poor 
defense when the practice of ECT is under attack. Much of 
the case against ECT is clearly based on ignorance, =motion, 
and anecdote. Noting that those who practice ECT cannot 
afford to ignore the challenge of the critics or to answer in 
kind, a conference was called in Leicester in Septem ber 1979 
to review the “‘state of the art." The volume is based on the 
reports presented at that conference. " m 
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In a particularly poignant essay of personal experience, 
Rollin describes the ‘‘mise en scene of despairing therapeu- 
etic nihilism compounded by enforced inactivity’’ of the 
patients in mental hospitals in the era that preceded the 
introduction of ECT. The 1940s were ‘‘heady days for 
psychiatry and psychiatrists. Therapeutic optimism rose 
high, so high indeed, that in some quarters it was claimed 
that a cure (psychiatry's own four-letter word) for schizo- 
phrenia was at hand. Accompanying this wave of optimism, 
and in some degree occasioned by it, the ethos in the mental 
hospitals underwent a dramatic metamorphosis. . . . Locked 
wards were unlocked; blocks were removed from windows, 
and the lodge-keepers . .. were employed elsewhere. The 
gibe, therefore, that doctors and nurses in mental hospitals 
were gaolers in white coats was no longer applicable.’’ The 
opening of the hospitals resulted from these developments. 

The indications for ECT in depression, schizophrenia, and 
the elderly, and such technical points as the number of 
treatments and the impact of different current forms follow. 
Six papers examine such diverse topics as the increase in 
blood pressure during treatment, neurophysiologic effects, 
and both objective and subjective tests of cognitive impair- 
ment. The preliminary reports of four assessments of sham 
ECT and ECT in depression and of a controlled trial of ECT 
in schizophrenia are presented. Fuller descriptions of many 
of these studies have subsequently been published. Two 
reports use animal data to support the neurohumoral theo- 
ries of the antidepressant efficacy of ECT. Two papers are 
concerned with ethical issues in psychiatry. 

The survey by Pippard and Ellam is a hallmark in candor, 
scientific integrity, and good writing, and is essential reading 
for clinicians using or considering the use of ECT, and for 
administrators, lay leaders, and politicians responsible for 
the care of psychiatric patients. The essays edited by Palmer 
are a potpourri of anecdotes, preliminary research reports, 
and didactic exercises on aspects of ECT practice. The 
volume describes the interests and beliefs of a select group 
of British psychiatrists, and it is a useful and interesting 
complement to the revelations of the survey. Both volumes 
are important additions to the literature of the somatic 
therapies and are highly recommended. 
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Sexual Preference: Its Development in Men and Women, by 
Alan P. Bell, Martin S. Weinberg, and Sue Kiefer Hammer- 
smith. Bloomington, Indiana University Press, 1981, 256 
pp., $15.00. 


In this widely publicized volume from the Kinsey Institute 
the authors, a ешн and two sociologists, continue 
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the analysis of their 1969-1970 data concerning homzsexuád 
men and women living in the San Francisco Вау аста. An 
earlier volume (1), published in 1978, described the diverse 
life styles of these subjects. 

In the present study the authors direct their attettion to 
the issue of factors leading to the development of variant 
sexual preferences. Their data are based on 3—5-ho«-- face- 
to-face interviews that were conducted by specially trained 
interviewers. The subjects consisted of 575 white and 111 
black male homosexuals, 229 white and 64 black lesbians, 
and, as controls, 284 white and 53 black hetercsexial men 
and 101 white and 39 black heterosexual women. The 
heterosexuals were matched with the homosexual subjects 
for race, sex, age, and educational level. Most of the 
subjects interviewed had never received psychiatric --erapy. 

In the analysis of their data the authors are conceraed with 
attempting to ascertain which variables were linked etiologi- 
cally to the development of sexual preference and which 
were associated only *'spuriously"' rather than causally. To 
do this they used a form of data analysis called ‘‘path 
analysis" to evaluate the ways in which a large number of 
"independent" variables may interrelate with, and directly 
or indirectly affect, a ''dependent" variable of particular 
interest—in this instance, adult sexual preference. 

On the basis of this technique, the authors arrive at a 
number of conclusions that are in direct contradiction to 
many hallowed assumptions concerning the etiology of ho- 
mosexual preference. Although it is impossible in a brief 
review to do justice to the wealth of important даса in this 
volume, a few examples may suffice. For instance, neither 
closeness to his mother nor a negative or seductive mother- 
son relationship was found to be a causative factor in male 
homosexual preference. More than half of the respondents 
denied having had such relationships. On the other хапа, the 
researchers did find that the homosexual males һай less 
favorable relationships with their fathers than did their 
heterosexual counterparts. Nevertheless. 40% of tae homo- 
sexual males did feel close to their fathers, and 17% even 
thought that they were their father's favorite. Path analysis 
of the data indicated, however, that the bad relatior.ship with 
the father was more a consequence of their sons! gender 
nonconformity than a cause of it. 

The finding of childhood gender nonconformity turned out 
to be the strongest predictor of later homosexual preference. 
Even here, however, it is noteworthy that over or.e-third of 
the homosexual males did nor report gender noncznformity 
in childhood; for example, 30% of them enjoyed sports like 
baseball or football, 64% did not enjoy playing gir.s' games, 
63% never cross-dressed, and 32% did not particulzrly enjoy 
“feminine” activities such as drawing, music, or reading. 
Alienation from peers during adolescence was arother fre- 
quent finding among the gay men, but again this seemed to 
be a reflection of feeling different from their peers rather than 
a cause of feeling different. Contrary to popular assumption, 
the existence of repressive sexual attitudes on the part of the 
parents was not found to be a significant differentiating 
factor between the homosexual and the heterosexral males. 

The study of the female data revealed that most women, 
whether homosexual or heterosexual, reported Laving had 
good relationships with their mothers even though a larger 
percentage of the lesbian women Gescribed Бай re.ationships 
and failure to identify with their mothers. A more common 
finding was a poor relationship with the father among the 
lesbian women, while overly close relationships with the . 
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father were rare. However, over a third of the lesbian 
women reported good relationships with their fathers. 

The authors' data indicate that homosexual preference in 
both boys and girls is usually determined before adolescence 
even though actual interpersonal sexual activity may not 
have occurred. Homosexual feelings rather than activities 
are the first indicators of such preferences, and these feel- 
ings typically become manifest about 3 years before the 
activities ‘do. Although homosexual men and women often 
have heterosexual experiences in childhood, they tend to 
find them generally less gratifying than their heterosexual 
counterparts do. 


Gender nonconformity in childhood was not a universal . 


finding, however. About half of the homosexual men appear 
to have been typically ‘‘masculine’’ both in personal identity 
and in interests and activities, and nearly a quarter of the 
heterosexual men reported ‘‘feminine’’ proclivities. Similar- 
ly, both the homosexual and heterosexual women reported a 
high incidence of tomboyish behavior in their early years. 
For both the men and the women in the study, poor 
relationships with fathers seemed more important than the 
relationships they had with their mothers. The data also 
indicate that some individuals become homosexual in adult- 
hood without a history of pre-adult homosexual feelings and 
behaviors. Thus the authors conclude that there is no reason 
to believe that all the homosexuals in any of their samples 
are so much alike that one causal model does equally well for 
all of them. | 

The most controversial aspect of this study, as reported in 
the popular press, is its supposed implication that a deep- 
seated biological predisposition toward homosexuality exists 
among both male and female homosexuals—moré among the 
former than among the latter. Actually, however, the au- 
thors are quite tentative in advancing this hypothesis. They 
concede that their findings might be due to ‘‘early learning 
experiences’’ within the family and state merely that their 
findings ‘‘are not inconsistent with what one would expect to 
find if, indeed, there were a biological basis for sexual 
preference." Moreover, if such a biological basis does exist, 
the findings indicate that it operates more strongly in exclu- 
sive homosexuals than in bisexuals and more strongly in 
“effeminate” than in ‘‘masculine’’ male homosexuals. 

Clearly, however, the fact that gender nonconformity 
appears very early in the lives of most of these children does 
not settle the issue one way or the other. Problems in early 
mother-child or father-child relationships could theoretically 
be just as relevant to the development of these variant sexual 
preferences as might an early biological predisposition, 
although the authors' data indicate quite convincingly that 
no single family configuration exists for all their subjects. On 
the other hand, it is possible that the commonly reported 
overprotective reactions on the part of mothers and de- 
tached or hostile reactions on the part of the fathers may, at 
least in some instances, be a result of biologically influenced 
gender! nonconformity rather than a cause of the nonconfor- 
mity. 

In summary, this study appears to be an important contri- 
bution to the literature of homosexuality. It may be argued 
by some that an interview type of questionnaire depending 
on retrospective recollections on the part of the respondents 
represents less cogent evidence than material painstakingly 
arrived at through years of analysis and exploration of 
dreams and other unconscious mental processes. Although 
- this may well be true, the fact is that material arrived at in 
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analytic therapy is also dependent on retrospective recollec- 

tions and is not free from the influence of the analyst's 

theoretical predispositions; moreover, it is biased 5y the fact. 
that it is restricted to homosexuals seeking psychiatric 

treatment. One thing is quite clear from the material present- 

ed in this latest Kinsey Institute study: there is no single path 

to the development of a homosexual preference, and efforts 

to "explain" homosexuality in terms of a singe type of 

interpersonal model or family constellation are bozh simplis- 

tic and reductionistic. 
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Biobehavioral Aspects of Aggression, edited by David A. 
Hamburg and Michelle B. Trudeau. New York, Alan R. Liss, 
1981, 284 pp., $38.00. 


“The important real-world problems do not core in tidy 
packages that fit traditional disciplines," according to the 
editors of this potpourri of articles about aggressive behav- 
ior. Hamburg and Trudeau have thoughtfully assembled 11 
disparate articles by different authors who were associated ' 
with the Laboratory of Stress and Conflict at Stanford 
University during the past decade. Aggressive behaviors are 
heterogeneous: this volume considers not onlv behavior that 
injures or intimidates others but also normal rcugh-and- 
tumble play and temper tantrums in children anc chimps, 
marital and family conflicts in general, verbal hostility, and 
attitudes toward violence. This wide range of belaviors is 
used effectively to illustrate the interaction of neurobiologi- 
cal and psychosocial influences on aggression. 

In the initial three chapters, aggressive behavior is shown 
to be necessarily viewed in its social context. In chapter 1 
Patricia Barchas reviews the major conceptual aporoaches 
to aggression. She briefly discusses how biological and 
social factors are assumed to be related in different concep- 
tual models. In chapter 2 Trudeau and associates concisely 
describe the many remarkable parallels between aggressive 
behavior in chimpanzees and humans. In chapter 3 Haber 
shows how crucial social factors can be in animal responses 
to amygdalectomy and -amphetamine injection. Together 
these three initial chapters emphasize the biosocial nature of 
aggressive behavior. 

The next two chapters provide penetrating reviews of data 
about the underlying biochemical basis of aggressiv2 behav- 
ior and its pharmacological treatment. Eichelman and asso- 
ciates show that the neuroregulation of affective aggression, 
such as fighting induced by painful shocks or isolation, is 
different from that of predatory aggression. For example, the 
adrenergic and dopaminergic systems .facilitate affective 
aggression and inhibit predatory aggression. In contrast, 
activation of the cholinergic system induces both classes of 
aggression, and the serotonergic system inhibits bo-h class- 
es. Leventhal and Brodie review both theoretical anc empiri- 
cal data relevant to chemotherapy of these behav:ors and 
give clear recommendations for clinical ийке: 
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The next two chapters deal with adolescents at different 
levels. In chapter 6 Hays considers the methodological 
¿problems and cpportunities for psychoendocrine research, 
especially focusing on the dramatic changes in both behavior 
and endocrine status at puberty. The question of how 
hormonal changes influence both normal and pathological 
aggressive behavior is considered, and useful recommenda- 
tions are made for future research. In chapter 7 Tinklenberg 
and Ochberg describe the behavior patterns of a clinical 
sample of juvenile delinquents. They describe a classifica- 
tion of criminal violence with five subtypes that differ in 
many associated clinical and social features. 

The next three chapters are descriptions of clinical re- 
search in adults. In chapter 8 Berger and Gulevich give a 
terse but cogent review of criminality in discharged psychiat- 
ric patients, of psychopathology among criminals, and of the 
prediction of violence. The association of criminal behavior 
with antisocial personality and paranoid schizophrenia is 
thoroughly discussed. In chapter 9 the association between 
alcohol abuse and violent behavior is emphasized in clinical 
research findings from a special outpatient clinic set up at 
Stanford to evaluate men who became violent when intoxi- 
cated. The safrple is highly selected and there were many 
dropouts, but exhaustive workups are described at length. In 
chapter 10 Gibbs describes the most frequent chief com- 
plaints and psvchotherapy techniques encountered in the 
treatment of marital and family conflicts. 

In the last chapter the late Monica Blumenthal summa- 
rizes the results of two large surveys she conducted of 
attitudes toward violence. 

The entire volume is well edited and has many cross- 
references between chapters that help to integrate the work. 
The quality of the individual reports varies only from good to 
excellent. Several of the reviews, especially on the neurobi- 
ology of violenze and its association with mental disorders, 
are truly outstanding, especially in view of their brevity. 

Many conclusions reached in the volume are admittedly 
speculative, and the topics are really too heterogeneous to 
be tightly integrated at our current level of ignorance. 
Nevertheless, this omnium-gatherum should serve to broad- 
en the perspective of its readers and to stimulate future 
research. Therefore, it is enthusiastically recommended for 
both clinicians and researchers interested in an authoritative 
and broad overview of aggressive behavior. 


C. ROBERT CLONINGER, M.D. 
St. Louis, Mo. 


Sleep Disorders: Insomnia and Narcolepsy, by Henry Keller- 
man, Ph.D. New York, BrunnerlMazel, 198i, 220 pp., 
$20.00. 


This volume by Dr. Kellerman is a review of insomnia and 
narcolepsy from the psychodynamic point of view, and the 
emphasis is on the psychological factors that contribute to 
the etiology and maintenance of sleeping problems. As the 
author states, '"The basic idea expressed throughout this 
book is that existing relationships and good sleep go togeth- 
er and broken relationships and poor sleep go together" (p. 
6). Throughout, the author develops the theme that most 
sleeping problems can be traced to separations and disrup- 
tions in one's primary relationship. Whether this position 
provides a rational explanation for sleep difficulties in the 
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light of recent work in sleep disorders medicine, however, fs 
questionable. There is very little evidence, if any, that sleep 
disorders in general are primarily the result of psychological 
disturbances. 

The book is divided into four major sections: Evoelct-onary 
and Psychological Significance of Sleep, Narcolepsy, Insom- 
nia, and Theory and Synthesis. The first sleep disonder the 
author explores is narcolepsy, which has as its primary 
symptom the presence of multiple uncontrollable s eep at- 
tacks during the day and one or more of the aczessory 
symptoms of sleep paralysis, hypnogogic hallucinaticns, and 
catalepsy. However, the most current work in this field 
shows that electrophysiological recording, which revzals the 
presence of sleep-onset REM periods, is the only way to 
definitively diagnose this disorder. As sleep cliniczins are 
well aware, there are many individuals who may arzear to 
have the symptoms of narcolepsy but for whom polysomno- 
graphic evaluation does not reveal the presence оё either 
daytime sleepiness or sleep-onset REM periods. Thazrefore, 
sleep laboratory evaluations are crucial to determine wheth- 
er drug treatment should be instituted. The author empha- 
sizes the potential psychological repercussions of narcolepsy 
at the expense of pointing out the necessity for thorough 
sleep laboratory evaluation. One of the primary dregs used 
to treat narcolepsy, methylphenidate, has a high addictive 
potential, and it is critical that this medication be used only 
in those cases in which there is objective evidence of 
daytime sleepiness. The psychological perspective the au- 
thor brings to the problems of treating narcolepsy is спе that 
has received too little attention, but at the same шше the 
complaints of excessive daytime sleepiness must be con- 
firmed by objective measures. In fact, it is po:zntially 
dangerous to prescribe stimulants and/or sleeping pills to 
individuals whose complaints have not been confirmed in the 
sleep laboratory. 

The same criticism of the lack of emphasis on polrsomno- 
graphic evaluation of sleep disorders applies even more 
forcefully to the section on insomnia. It has too often been 
assumed in the past that insomnia is alwavs associaced with 
psychological problems. In tbe last several years, however, 
sleep clinicians have recognized that the complaint cf insom- 
nia may be associated with a variety of syndromes, i1cluding 
nocturnal myoclonus, sleep apnea, or circadian rhythm 
disturbances. All of these disorders are identifiable cnly with 
extensive sleep laboratory evaluations, which include noc- 
turnal monitoring of EEG, electrooculogram, chin. and leg 
muscles, respiration, and ECG. If, for example, the patient 
has sleep apnea, intensive psychological counseling will not 
alleviate the complaint of insomnia. In addition, if sleeping 
pills are prescribed for such a patient, the situatior may be 
potentially life threatening because hypnotics depress respi- 
ratory function. Although insomnia may be related to psy- 
chological problems, the potential physical causes r-ust first 
be ruled out. In the section that discusses the dr-g treat- 
ments for insomnia, there is not sufficient emphasis on this 
polysomnographic evaluation before medication is pre- 
scribed. Also, the author's knowledge of drug treatr-ents for 
insomnia is somewhat naive. Barbiturates are not addictive 
if taken for a short period of time for a specicc sleep 
problem. All benzodiazepines are not long-acting drugs, and 
there are some, such as lorazepam, with half-lives cf about 
12 hours. 

The major difficulty with this book is that Ше recent 
advances in sleep research have not been drawn om and the , 


962. BOOK FORUM 


A 


psychodynamic approach has been relied on at the expense 
of more up-to-date knowledge. Sleep researchers will take 
exception to the author's concluding statement that ‘‘sleep 
disorders, therefore, may be accurately called phenomena of 
separation” (p. 210). The general flavor of the book is that of 
an experienced clinician who has heavily favored the psy- 
chodynamic approach at the expense of physiologic data. 
For the novice in sleep disorders, this volume should be read 
after an introduction to the physiology of sleep disorders. 
For the experienced clinician, it should be examined with an 
eye toward the author's biased perspective. 


ISMET KARACAN, M.D., (MED.)D.Sc. 
Houston, Tex. 


The Therapy of Pain, Vol. 6: Current Status of Modern 


Therapy, edited by Mark Swerdlow. Philadelphia, J.B. Lip- . 


pincott Co., 1981, 241 pp., $22.75. 

Diagnosis and Nonsurgical Management of Chronic Pain, 
edited by Nelson Hendler. New York, Raven Press, 1981, 
262 pp., $28.50. 


These books tend to cover the same territory, attempting 
to give the reader a comprehensive understanding of the 
diagnosis and treatment of chronic pain. They are different 
from one another, however, in that Swerdlow presents us 
with an edited volume and Hendler gives us his overall 
personal statement about the problem. Accepting that edited 
volumes tend to be somewhat uneven, and Swerdlow's 
offering is no exception, it is still surprising to note that 
although neither is excellent, Swerdlow's is the better in 
spite of suffering from the other problem of edited volumes, 
the lack of a clear point of view about the topic. 

In Swerdlow's book the chapters range from being re- 
markably detailed and informative to surprisingly sparse and 
not helpful, with one quite fascinating chapter (by Wyke) 
related less to therapy and more to the neurological under- 
standing of pain. 

Starting with the least useful, Mehta's chapter on noninva- 
sive techniques is inadequate not only because it is brief but 
also because it separates out under different headings topics 
that many people consider to be the same. It would be hard 
to argue that hypnosis, yoga, transcendental meditation, and 
autosuggestion are profoundly different from one another, 
yet we are presented with brief descriptions of each as if they 
were extraordinarily different. The discussions of cultural, 
religious, and environmental pain control seem sparse, and 
biofeedback is mentioned only once in the chapter. 

Wyke's chapter on neurological aspects of pain therapy is 
extremely interesting and informative and could be read 
profitably by many concerned about chronic pain; nearly the 
same is true of Brown's chapter on nerve blocks, Hitch- 
cock's chapter on neurosurgery, and Hunter's chapter on 
the cahcer patient and pain. Lipton's chapter on the manage- 
ment of a pain relief center provides a good description of 
how such centers might operate; Pulaski's offers a clear, 
straightforward point of view on how to understand the 
psychological issues involved in chronic pain and presents 
extensive bibliographies for each topic that he takes up, so 
the reader can investigate those sources directly. 

Hendler's book is a different item indeed. Even though 
there are useful sections in this book, there are enough 
sparse and muddy areas to make it hard to recommend. For 
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instance, he offers an interesting breakdown of chronic pain 
sufferers into four categories: the objective pain patient, the 
undetermined pain patient, the exaggerating pain patient, 
and the associative pain patient. One difficulty is that he 
agrees that one person can fall into two or more zategories, 
but even more difficult is that he presents no data, his own or 
anyone else's, to support the usefulness of such categoriza- 


tion. Further, although he attempts to give rules for making 


such diagnostic distinctions, there is no considerztion of the 
reality that the exaggerating or the associative chronic pain 
sufferer can also have objective pain or pain of undetermined 
origin. It is an error, I think, to provide such categories 
without making clear the extraordinarily difficult diagnostic 
issues involved. 

At times there are direct contradictions. In one part of his 
book, Hendler says that attempts often are made to distin- 
guish between real pain and imagined pain and їлаї such is 
futile. However, in the preface he says, ‘‘There are ways of 
differentiating between psychological pain and physical 
pain." Perhaps there is an extraordinarily subtle distinction 
there but, if so, it would be useful to help -he reader 
understand it. 

Neither book discusses problems of addictibn and chronic 
pain. Nor do they struggle with the issues having to do with 
the prescription of narcotics in general. This oversight is 
disappointing because it is one of the important issues in the 
management of chronic pain patients, and to have left that 
issue out leaves the practitioner in a quandary abcut what to 
do when the patient incessantly asks for more Percodan or 
more codeine. 

Both books make very little of the extraordinary socioeco- 
nomic impact оп the lives of chronic pain suiferers and their 
families, and there is, I think, a slightly negative attitude on 
Hendler's part toward those who become very much con- 
cerned about Workmen's Compensation and Social Securi- 
ty. He certainly lacks empathy for those suffere-s who do 
hard physical labor for their economic lives and whose 
bodies get hurt or simply break down under the rigors of 
such work. Such people usually have no financial resources 
and must rely on the state and federal governments for 
financial assistance. 

Neither book is terribly helpful to the reader trying to 
come to grips with the chronic pain patient for whcm nothing 
can be done except to help the person rediscover his or her 
life in the context of the pain and/or disability. Hendler is 
right in pointing out that the rejection by the helpers of such 
folk is a major issue and probably reflects a bias that we all 
have which says simply, “If I had your pain, it would be 
awful and I don't want you around to hear you complain 
about it.” 


BERTRAM H. ROTHSCHILD, PH.D. 
Denve*, Colo. 


SUBSTANCE ABUSE 





Advances in Substance Abuse, Behavioral and Biological 
Research: A Research Annual, Vol. 1, edited by Nancy K. 
Mello. Greenwich, Conn., JAI Press, 1980, 367 po., $37.50 
(institutions); $18.75 (individuals). 


This first volume in a projected annual series edited by 
Nancy Mello is excellent and fills an' important niche in the 


ү 
=? 2 


~ 


Ат J Psychiatry 139:7, July 1982 
^ 


field. The editor wisely decided to cover the gamut of issues 
on substance use so that tobacco, alcohol, and eating 

» problems are not put in a different category from concerns 
about opiates, stimulants, depressives, and other substances 
used illicitly. That dichotomy, falsely based on the legal 
status of the substance in question, has interfered not only 
with examinations and comparisons of addictive responses 
but with the wzys in which ideas about them have developed 
and the areas of research that have been explored. 

Each of the eight chapters in this volume is a review article 
of a particular area in the field of substance abuse, and I 
gather that the other volumes are planned in the same way. 
Thus anyone interested.in a particular aspect of this field 
can get a comprehensive, concise overview. In addition, 
each article is extensively referenced so that readers who 
wish to follow up any particular point will be able to do so 
easily. . 

The quality of all of the chapters is high, and obviously the 
authors have been selected carefully for their expertise in a 
particular area. For example, the review of "Smoking Be- 
havior and Tobacco Abuse” is broad, but, after reading it, I 
felt I had a real grasp of current research in the field and an 
understanding of what needs to be done. Some chapters are 
more specialized. Common Mechanisms Underlying the 
Effects of Ethanol and the Narcotics on Neuroendocrine 
Function” is less likely to appeal to the general reader but is 
invaluable to someone wanting a quick course on neuroen- 
docrine function. 

I particularly enjoyed ‘‘Cognitive Processes in Alcohol 
Use" by Marlatt and Rohsenow and learned a great deal 
about research on alcoholism from it. Goodwin's discussion 
of "Genetic Factors in Alcoholism” is neat and thorough. Of 
course, there are bound to be variations in quality, even in a 
volume as generally uniform as this one. I was surprised by 
the omission in ''Similarities in Animal and Human Drug 
Taking Behavior" of any mention of the studies on the 
impact of confinement on animals like those carried out in 
the Rat Park of Simon Fraser University; I was concerned 
that it was not included only because it might oppose the 
underlying thesis of the article, which stresses the synchro- 
nicity of animal and human research. The ‘‘Phencyclidine 
(PCP)" article seems thin in comparison with the ‘‘Medical 
Consequences of Marihuana Use,” understandably because 
of the enormous amount of research currently available on 
the latter drug. "Alcohol Abuse and Fetal Growth and 
Development” seems rather curiously split: one part is a 
thorough overview of the various research approaches to 
studying the actual impact of alcohol on germ cell and fetal 
development, while the other part discusses the public 
policy problems of the issue of disseminating alcohol warn- 
ings to the consumer—oh, the problems of joint authorship! 
But overall the complaints are small ones. 

It is clear from her preface that in future volumes Dr. 
Mello plans to cover most areas in the field, but I question 
her insistence that these reports be confined to addictive 
behavior. In fact, several of the articles, in whole or part, 
discuss issues related to moderate substance ingestion and 
not solely substance abuse or addictive behavior. The impor- 
tance of the use of these substances in a variety of ways is so 
great that I hope she can cover aspects of substance use 
other than addiction. 


Ж. 


NORMAN E. ZiNBERG, M.D. 
Cambridge, Mass. 
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The Course of Alcoholism: Four Years After Treatmemt, by 7. 
Michael Polich, David J. Armor, and Harriet B. araiker. 
New York, John Wiley & Sons, 1981, 334 pp.. $27.20. 
Alcoholism Treatment in Transition, edited by Griffith Ed- 
wards and Marcus Grant. Baltimore, University Pac Press, 
1980, 321 pp., $24.50 (paper). 

The Yearbook of Substance Use and Abuse, Vol. II, «ited by 
Leon Brill, M.S.S., and Charles Winick, Ph.D. Nev? York, 
Human Sciences Press, 1980, 349 pp., $32.95. 


Despite all of the dollars that have been allocate= to the 
field of alcoholism treatment, and all of the emphas s, time, 
and involvement of treatment personnel, it would appear 
from these volumes that most treatment techniques make 
very little difference in the outcome of any individual's battle 
with the ‘‘Demon Rum." 

The Course of Alcoholism by Polich, Armor, anc Braiker 
is an excellent expansion of the widely touted report of the 
Rand Corporation. It clearly outlines the course of drinking 
patterns for approximately 1,000 individuals whc initially 
presented themselves to 52 treatment centers funded by the 
National Institute on Alcohol and Alcohol Abuse in 1973. 
The authors have compiled initial contact data, an a-alysis at 
18 months, and a reevaluation at 4 years for these 1,000 
alcoholics. The sum total of these well-cutlined data pokes 
holes in several "sacred cows" in the alcoholEm field. 
Polich and his coauthors have indicated that —zatment 
intervention of whatever kind has relatively little ix:pact on 
the course of an individual's alcoholism. In particular, the 
data bring into question the efficacy of inpatient treztment as 
a so-so modality. The most successful treatment group seem 
to be those who, after an initial course of treatment {whether 
inpatient or outpatient), continued in long-term follow-up. 
The data also bring into question the concept of total 
abstinence for all alcoholics: they have found a s..ostantial 
subgroup of alcoholics who can continue to dnk in a 
controlled manner. 

Alcoholism Treatment in Transition relies on many of the 
new Rand report data and attempts to reformulate both the 
conceptual definition of alcoholism and one or moz? rational 
approaches to dealing with this problem. The somewhat 
disjointed presentation in this volume seems to геЛесі more 
the quandary in the field than the editorial strie of the 
authors. The AA approach to alcoholism as a p-ogressive 
“disease” that must be dealt with only by total zbstinence 
forever is just not the only model that can be u:zd for all 
alcoholics. Thus, after many years of feeling cemfortable 
with a model of alcoholism that seemed quite logicz] and that 
was based on a general medical scheme, we are faced with a 
quagmire. In the past we based our treatment approaches 
and monetary expenditures on this solitary modeL Edwards 
and Grant present data showing not only that the model may 
not fit a particular individual but that it does пої really 
indicate which treatment approach will begin to make an 
impact on any individual patient. > 

The Yearbook of Substance Use and Abuse deals tangen- 
tially with alcohol as a part of the general substexce abuse 
pattern. The data for much of this work were соЛесїей in 
1977, and although Brill and Winick show the =hanges in 
patterns of drug use from volume I, which was compiled in 
the early 1970s, this volume raises many questions as to 
what these patterns might be in the early to mid-1980s. The 
volume does put into perspective that substance zbuse is an 
extremely wide-ranging problem within the Amercan popu-. 


-I 


964 BOOK FORUM 


ldtion and that it certainly includes both alcohol consump- 
tion and tobacco use. 

Immersing oneself in three books on substance abuse 
gives one the feeling of drowning in an immense ''spiked"' 
punch bowl. There do not seem to be any firm definitions of 
what constitutes the punch and even fewer guidelines as to 
how to survive the predicament. 

Because alcoholism is one of the major public health 
problems in the United States today, both researchers and 
clinicians must take up the challenge that is offered in all 
three of these volumes. The authors present initial formula- 
tions of new datz, new philosophical approaches, and new 
treatment modes. They also indicate those areas where 
further parameters must be found in the field of alcoholism 
so as to approach the alcoholic and his or her treatment in a 
scientific manner. All three sets of authors outline problem 
areas that encompass the biochemical, physiological, and 
psychological interactions in the alcoholic—areas that must 
be dealt with in developing rational and effective treatment 
plans. 


ARON S. Worr, M.D. 
Anchorage, Alaska 
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This section contains reactions to Journal articles, statements of opinion, brief research findings, short case reports, . 
requests for information, etc. Letters should be submitted in duplicate, must be typed double spaced throughout, and should 
not contain more than 500 words and 5 references. Criticisms of published articles will be sent to the author(s) for response. 
Letters will be edited for clarity and conformance with Journal style. 


Questions About r-Triiodothyronine and Depression 


Sir: Since І do not have a statistical background, 1 hope that 
Frederick K. Goodwin, M.D., and associates, the authors of “Ро- 
tentiation of AntiGe»ressant Effects by L-Triiodothyronine in Tricy- 
clic Nonresponders" (January 1982 issue), can clarify their conclu- 
sion that L-triiodethyronine (Тз) caused a response. Their figure 1 
suggests that there was a decline in the daily global depression score 
that simply continred into the Т; side of the graph. Despite ups and 
downs, these patierts were improving before the administration of 
Тз. 

Furthermore, these researchers used no control during the Т; 
period. They have not demonstrated that these patients would not 
have spontaneously remitted, as many depressed patients do. A 
colleague has called this ‘‘return to the mean.” 


MARKHAM KIRSTEN, M.D. 
Fresno, Calif. 


Sir: In ‘Potentiation of Antidepressant Effects by L-Triiodothy- 
ronine in Tricyclic Nonresponders," Dr. Goodwin and associates 
reported that the administration of L-triiodothyronine to patients 
receiving imipramine produced improvements in their ratings on the 
Bunney-Hamburg Scale. It is not clear from their report, however, 
whether these patients were less depressed, because the scale is not 
specific to depression. Its authors (1) describe the scale as a broadly 
focused instrument ‘‘developed for the rating of depression, anxi- 
ety, and psychotic behavior and speech’’; the changes in the 
patients’ ratings may not be due to an improvement in their 
depression but, instead, might reflect another effect of the drug 
combination, which would appear as well in nondepressed patients 
whose initial scores were in the same range as the scores of the 
patients in the study. 

It would be informative if the authors could indicate whether the 
score improvemen: was significantly present on the depression- 
related items of the scale and whether this improvement was also 
detected on the more specific depression-measuring inventories 
used to rate these patients. 
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Drs. Goodwin and Prange Reply 


Sır: We are grateful for the interest in our work shown by Drs. 
Kirsten and Lipschitz in their letters. 

After inspecting fizure 1, Dr. Kirsten suggests that patients were 
improving before taxing T4 and that after starting to take T; they 
simply continued to improve. Statistical analysis, however, showed 
that this was protably not the case, as mentioned in our article. 


Essentially what one does is to mathematically construct the line 
that best fits the mean scores for the 28-day pre-T4 period and the 
comparable line for the 28-day post-T; period. The first line tips 
slightly (but not significantly) toward improvement; the second line 
tips sharply toward improvement. The question then becomes, 
What are the chances that the difference between the slopes 
occurred by chance? By computation, one finds that there were less 
than 2 chances іп 100 that chance accounted for the o>3ervation. 

Dr. Kirsten also points out that during the T; period there was no 
control. It is true that there was no parallel control. The zontrol was 
regarded as the performance of the same patients during the pre-T; 
period, when no significant improvement occurred. The patients as 
a group had shown a stable level of impairment, on tricyclic drug 
treatment, for 26-112 days (mean-52::8.5). One сал conclude 
either that when given T; many of these patients happened to be at 
that moment, as it were, ready to respond or that the independent 
variable, T4, produced the salutary effect. Because the patients had 
been stable, because the experiment was conducted on two diferent 
wards, and because it extended over 18 months we think that T, 
administration more likely accounted for the differences observed. 

Dr. Lipschitz wonders if the Bunney-Hamburg Scale vas entirely 
appropriate for the experiment we conducted. He correctly states 
that it measures not only core depressive symptoms but a range of 
other symptoms, which, although frequently part of the depressive 
syndrome, can be characteristic of other conditions as well. First, 
we should point out that all patients met Research Diagnostic 
Criteria for major depressive illness and that other majo~ diagnoses 
were excluded. It was indeed symptoms typical of this disorder 
which accounted for the improvement seen with Ts. As roted in our 
article, we did not use the full Bunney-Hamburg Scale то compute 
the change but rather the 15 items (of 24) that focus on symptoms of 
depression and together yield a global depression score. This point 
may not have been sufficiently clear in the article. 


FREDERICK К. Goopwin, M.D. 
Bethesda, Md. 

ARTHUR PRANCE, M.D. 

Chapel fill, N.C. 


Case Reports of L-Triiodothyronine Potentiation 


Sır: Prompted by ‘‘Potentiation of Antidepressant Effects by L- 
Triiodothyronine in Tricyclic Nonresponders’’ by Frederick К. 
Goodwin, M.D., and associates (January 1982 issue), [ recently used 
L-triiodothyronine (Тз) potentiation in two outpatients who met 
Research Diagnostic Criteria (1) for major unipolar depression and 
who had been refractory to treatment, including electrozonvulsive 
therapy (ECT). The rapid and virtually complete remissions 
achieved in these two difficult cases, which had failed to respond to 
aggressive pharmacotherapy and ECT, underline the clinical utility 
of T, potentiation, first reported by Prange and associa‘es in 1969 
Q). 


Isaw Ms. A, a 3l-year-old woman, in consultation because of her 
third postpartum anergic depression, which had rot responded to 
either amitriptyline or amoxapine, each in'doses up to 300 mg/day, 
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during several months. Thyroxine levels, T4 uptake, Т; levels 
determined by radioimmunoassay, and thyroid-stimulating hormone 
(TSH) response to thyrotropin-releasing hormone (TRH) (3, 4) were 

*normal. A course of 15 ECT treatments produced partial but 
transient improvement. On phenelzine, 90 mg/day, she improved 
dramatically, but because of sedation the dose had to be decreased 
and she relapsed. She did not improve on tranylcypromine treat- 
ment, at doses up to 40 mg/day. Desipramine was prescribed and the 
dose was raised gradually over 5 weeks to 200 mg/day, with а 
steady-state plasma level of 131 ng/ml but only slight improvement. 
Because of sedation the dose was reduced to 100 mg/day and 25 pg/ 
day of T; was prescribed. One week later Ms. A was enjoying life 
and stated that she had returned to her normal mood and energy 
level. 


Mr. B was a 58-year-old man who had a 16-year history of 
recurrent depression, had been depressed for 2 months, and had 
marked depressive cognition. Thyroxine levels, T4 uptake, and Т; 
levels determined by radioimmunoassay were normal. TSH re- 
sponse to TRH was blunted, consistent with his depression (4). 
While taking nortriptyline, 75 mg/day, and perphenazine, 16 mg/day, 
Mr. B showed marked improvement but relapsed despite continued 
therapeutic plasma levels. A course of 6 ECT treatments in combi- 
nation with desipramine, 50-75 mg/day, produced confusion and 
little antidepressant effect, The desipramine dose was raised to 100 
mg/day over 2 weeks, with a steady-state desipramine level of 222 
ng/ml but no improvement. The desipramine dose was decreased to 
75 mg/day and treatment with 25 рр/дау of T4 was begun. Nine days 
later Mr. B reported sudden dramatic improvement. He was in 
complete remission and able to return to work. 


One proposed mechanism of T, potentiation is raising peripheral 
thyroid hormone concentrations in patients with covert or border- 
line hypothyroidism. However, patients with even very early sub- 
clinical hypothyroidism have augmented TSH response to TRH (3), 
which neither of these patients had. The T; potentiation in these two 
patients cannot be attributed to increased desipramine levels, be- 
cause these patients failed to respond to higher doses of desipramine 
with therapeutic plasma levels before addition of Тз. Increased 
clinical use of Тз potentiation may spur further research on its 
mechanism of action. 
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TSH and MHPG Levels of Depressed Patients 


918: Јат writing in regard to ‘Neuroendocrine and Neurochemi- 
cal Measurements in Depression” by Kenneth L. Davis, M.D., and 
associates (December 1981 issue). The authors' research strategy of 
correlating several neuroendocrine abnormalities with simultaneous 
measurements of neurotransmitter metabolites is a major contribu- 
tion to our understanding of the depressive spectrum disorders. 

Several poirts in the article deserve mention. The authors base 
their TRH stimulation results on a single TSH sample taken 30 min 
after TRH administration. This method misses a good number of 
peaks which may occur at 15 min and 45 min. In a sample of 21 
depressed patients, 12 of which had normal responses, 5 (42%) had 
peaks at 15 and 45. min {unpublished observations, Gwirtsman and 
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Sternbach). We suspect that had Davis and associates treasured 
samples taken at 15, 30, and 45 min thev might have seen a higher 
percentage of normal responses. 

We have also failed to replicate the authors’ firding 5f higher 
MHPG levels in patients with blunted TSH responses to TRH. The 
correlation between MHPG levels and TSH response to TRH was 
also nonsignificant in our sample (r,=.039, df=16). We did the TRH 
test using an intravenous dose of 500 pg of synthetic TRH (protire- 
lin) and taking two baseline (—15 min and 0 min) samples and post- 
TRH samples at 15, 30, and 45 min for measurement of TSH. Urine 
samples for measurement of MHPG were collected for 24 kours and 
analyzed by the method of Dekirmenjian and Maas (1). The criteria 
for inclusion were a creatinine-weight ratio of 15 in females and 20 in 
males and a urine volume higher than 1 liter (2). Neither the total 
group, the unipolar group, nor the bipolar group shcwed any 
differences in mean MHPG levels between patients wita blunted 
TSH responses to TRH and those with normal responses (total 
sample: p=.434, n.s., N=18; bipolar: p=.211, n.s., N=7; unipolar: 
p=.335, n.s., N=9). However, we feel that the number of patients in 
each depressive subtype (unipolar or bipolar) was too sma'l for valid 
comparisons. 

Perhaps our results differ because of small differences in method, 
as mentioned previously. Alternatively, analyzing subtyp2s of de- 
pression may prove more fruitful in yielding reproducible relation- 
ships between these tests. We strongly argue for the ex' ension of 
such investigations to include larger numbers of patients because 
correlations that are evident on initial examination of the data may 
disappear with larger sample sizes. 
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Drs. Davis and Berger Reply 


Sig: Dr. Gwirtsman's letter underlines the importanze of stan- 
dardizing procedures for the assessment of neuroendocrine and 
neurotransmitter abnormalities in depression. There is no general 
agreement as to criteria for a blunted TSH response, dos of TRH, 
and the time after TRH administration at which TSH response 
should be measured. Establishing a criterion for a blunted response 
is particularly problematic because normal men have a »rzgressively 
diminished response to TRH with increasing age (1). The TSH 
response to TRH is linear from a TRH dose of 6.25 ug to 500 ug. 
Therefore, to ensure that depressed patients are receiving a supra- 
maximal dose of TRH, many, but not all, investigators Fave chosen 
600 pg of TRH as a probe dose for a possible blunted response. The 
maximum TSH response to TRH generally occurs 20 to 30 min after 
TRH administration, although it can be found as early as 15 or as 
late as 60 min afterward (1). These factors indicate tyat a study 
reporting the effect of a 600-,1.g dose of TRH on the concentration of 
TSH 30 min after TRH administration, such as ou^s, is quite 
different from a study reporting the effects of 500 ug of TRH on the 
maximum TSH response at any time between 15 and 45 min. 

Similar concerns have been expressed about the measurement of 
urinary MHPG, particularly regarding the duration of'a urine 
collection. Investigators have used collections ranging fom 24 to 72 
hours. However, within-subject variance for a 24-hour collection is 
so large (450 ug) that this measurement is of little use (2) Only after 
a 72-hour collection does the variance in urinary MHFG approach 
tolerable levels (2). The inability to replicate the relationship be- 
tween blunted TSH and urinary MHPG has many possible causes 
that derive from differing methods. However, a rigorous test of this 
relationship must include 72-hour collections of urine. The problems 
regarding the power of a statistica] test to discrim.nate a true 
difference between groups are a function of the veriance of a 
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теаѕше апа the size of the patient sample. Dr. Gwirtsman's data 
were derived from 18 patients and ours from 20. Obviously, decreas- 
ing the variance of the MHPG measurement by increasing the length 
of collection would increase an experiment's power and decrease 
the possibility of a false negative conclusion (3). 
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High Carbohydrate Loads and Respiratory Failure in Depressed 
Elderly Patients 


Sır: A recent article (1) reported that three patients (ages 64, 65, 
and 73 years) developed acute respiratory failure requiring ventila- 
tory support within hours after total parenteral nutrition was begun. 
The authors postulated that the high carbohydrate load provided in 
the parenteral solution resulted in the use of glucose as the main 
energy source, leading to increases in carbon dioxide production 
and respiratory quotient. Because these patients had a relatively 
fixed ventilatory response, hypercapnea ensued. In all three cases, 
the hypercapnea resolved after a reduction in carbohydrate load. 

The authors concluded that indiscriminate use of carbohydrate 
loads as provided in many hyperalimentation solutions can dramat- 
ically increase carbon dioxide production, which may precipitate 
respiratory failure manifested by hypercapnea and respiratory aci- 
dosis in patients with a limited ventilatory response. 

It has been demonstrated (2) that ventilatory response to increas- 
ing carbon dioxide production is significantly lower in normal 
elderly patients than in younger controls. Also, preliminary data (3) 
suggest that some depressed patients also have a decreased ventila- 
tory response to carbon dioxide. It has been theorized that in both 
normal elderly and depressed patients decreased neurotransmitter 
levels in the medullary respiratory center may be implicated in the 
lowered responsiveness. Thus, depressed elderly patients may also 
be at particular risk of developing hypercapnea and acidosis after 
large carbohydrate loads. 
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Standard Versus Individual Treatment for Research Subjects 


Sr: “Social Skills Training Compared with Pharmacotherapy 
and Psychotherapy in the Treatment of Unipolar Depression” by 
Alan S. Bellack, M.D., and associates (December 1981 issue) 
provides me with the opportunity to comment on a common 
misunderstanding in nearly all research comparing medication with 
psychotherapy. Those who want to show the superiority of pharma- 
cotherapy prescribe it in a very sophisticated fashion. Those who 
want to prove the superiority of psychotherapy prescribe the 
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pharmacotherapy in a very routine fashion, which I believe occurred 
in Bellack and associates’ study, and those who apparently do not 
have any great bias in one direction or another often fall short on 
both sides. As noted by the authors, psychotherapy is cften carried* 
out by residents or inexperienced therapists. ` 

Let me focus on merely the pharmacotherapy issue without 
commenting on other modalities. With the current broad range of 
antidepressant agents available, it seems unlikely that amitriptyline 
is the treatment of choice for all patients with unipolar depression. 
Next, one should note that uniform dose does not denote uniform 
blood levels because the metabolic activity is quite variable, and in 
some references it is stated that the blood levels can vary 30-fold 
between patients receiving the same dose of antidepressant medica- 
tion. One would suggest that blood levels would be a mcre accurate 
measure of the amount of agent being delivered to the patient. I 
note, with some distress, that the title indicates a comparison of 
"pharmacotherapy' with social skills training when in fact the 
therapy was limited to a reasonably uniform dose of amitriptyline. 
The two terms ‘‘pharmacotherapy”’ and ''amitriptyline tFerapy"' are 
definitely not interchangeable. 

If one assumes that the life of the depressed patient is in some 
disorder because he or she has been unable to use his 5r her own 
assets for coping, then the length of time that the patient has been 
depressed becomes an important variable. The point at which one 
measures outcome may well skew the results. A patient who has 
been depressed a long time and is placed on antidepressent medica- 
tion, whose assets then become available and allow him or her to 
eventually work out personal and occupational difficulties, may 
Show an excellent outcome if given enough time. A patient who has 
recently become depressed has not had the time to alter his or her 
life. In addition, a patient with poor capabilities aczording to 
premorbid personality or a patient who has no support system is 
more likely to require a variety of supportive measures as well as the 
medication. Although the current need to measure and justify the 
cost-benefit ratio of various forms of psychotherapy provides some 
pressure to do the kind of research reported in Bellack and asso- 
ciates' article, we should bear in mind that it is artificial aad patients 
have the right to expect that a sophisticated approach may use 
pharmacotherapy and psychotherapy at different times or simulta- 
neously to provide them the best opportunity for full recoverv. 

I acknowledge that the authors would be equally damred if they 
had followed my recommendations for more knowledgezble use of 
antidepressant medications. Someone would almost sure y criticize 
them for the lack of uniformity in prescribing, making it nearly 
impossible to replicate the study. Perhaps there are limits to how far 
one should try to simplify what is definitely a complex procedure; 
the use of various antidepressant medications, including criteria for 
their selection, can probably be described in some way so that other 
investigators can duplicate it. 


TONER M. OvzenLEr, M.D. 
Indianapous, Ind. | 


Dr. Bellack and Associates Reply 


Sır: In commenting on our article, Dr. Overley has raised some 
cogent issues. As clinicians as well as researchers, we fully agree 
that effective treatment requires careful tailoring of treatment to 
patient. Standard diagnostic categories, such as unipolar depres- 
sion, really constitute a heterogeneous group of patients. No single 
treatment modality is likely to be effective for all patients within this 
category. Moreover, even a modality that generally is effective 
cannot be applied in a uniform, ‘‘textbook’’ manner to all patients. 
In our own clinical work we certainly shape individual strategies to 
patient needs and often combine different treatment regimens. Dr. 
Overley has focused his comments on amitriptyline. 'Ve must 
underscore that social skills training also requires careful and 
selective application. No doubt, verbal psychotherapis:s would 
voice similar arguments. However, in spite of the above, we must 
underscore that the dictates of good experimental desiga require 
standardization and therefore some loss of clinical freedom. 

We also should point out that effective clinical tailoring does not 
imply total carte blanche. The clinician must base his or her 
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judgments on empirical data. Our study was by no means perfect. 
Nevertheless, it does suggest what may be expected from the 
relatively standard administration of three different and well-de- 
scribed treatments. The skilled clinician may well produce better 
results by using more idiosyncratic, ‘‘seat-of-the-pants”’ variations. 
If our findings for standardized strategies are replicated, more 
clinically sensitive applications should be subjected to empirical 
tests. Reliable and valid guidelines can then be established and 
quality of care can be maximized. 


ALAN S. BELLACK, PH.D. 

MICHEL HERSEN, PH.D. - 
JONATHAN HIMMELHOCH, M.D. 
Pittsburgh, Pa. 


Lithium Dosing Guide 


Sir: We read with interest ''Practicality of a Lithium Dosing 
Guide” by Ira F. Naiman, Pharm.D., and associates (October 1981 
issue). They claimed to have demonstrated that a normogram 
developed by us for the prediction of optimum dosage of lithium has 
little value ‘‘in a setting available to the practicing psychiatrist.” 
However, there are several problems with this study, the most 
important of which is that it has been repeatedly demonstrated (1—3) 
that there is a strong correlation (r>.8) between lithium levels 
determined frdm a single, 24-hour sample and steady-state lithium 
levels. Mathematical analysis of this phenomenon has demonstrated 
that such a strong correlation is to be expected (4). The data 
presented by Naiman and associates in table 1 do not demonstrate 
such a correlation. If all data are normalized to a standard daily dose 
of 1200 mg, then the correlation between the 24-hour and steady- 
state levels is extremely low (г =.29). Therefore, it is to be expected 
that these investigators would have such poor results. In the studies 
reported in references 1—3, lithium was given in tablet, liquid, or 
slow-release form to a total of 117 patients; the coefficients of 
correlation between 24-hour single-sample and steady-state plasma 
drug levels ranged from .79 to .97. 

Rather than leading to the conclusion that the prediction normo- 
gram does not work in a clinical setting, the total lack of agreement 
with the underlying theoretical principle, i.e., a strong correlation 
between the level determined at a single time point and the steady- 
state drug level, should have indicated the strong possibility of 
major problems at the laboratorv or clinic levels—or indeed both. 
We have consistently stated (1) that such techniques depend on 1) 
the patient ingesting all medication, 2) the blood sample being 
collected at the correct time, 3) the laboratory being capable of 
accurate, reproducible analysis, and 4) the clinician understanding 
the limitations of any predictive technique. It is surprising, there- 
fore, that Naiman and associates apparently did not check whether 
the patient was in steady state (by collecting at least two blood 
samples when the patient was supposedly in steady state), labora- 
tory accuracy (by submitting split samples in a blind fashion), or 
compliance (ty multiple blood sampling and/or tablet or capsule 
counts at each visit). 

It is also surprising that the authors did not cite any of the 
prospective studies using this normogram. The largest study is that 
of Gengo and associates (5), in which the dose of 23 of 24 patients 
was accurately predicted: the doses of 4% of the patients were 
outside the therapeutic range, as opposed to 47% (8 of 17) in Naiman 
and associates' study. The 1 patient in Gengo and associates' study 
who required much less medication was found to have markedly 
deviant pharmacokinetic characteristics. 

That Naimzn and associates were unable to use the normogram is 
self-evident. They discuss the difficulties of monitoring compliance, 
laboratory accuracy, and timing of blood sample collection. These 
authors’ discrepant data would appear to indicate that in their 
setting they have little control over any of these experimental 
variables. 
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THoMas B. Cooper, M.A. 
New York М.Ү. 

GEORGE M. Simpson, M.D. 
Los Angeles Calif. 


Dr. Muniz and Associates Reply 


Sir: We welcome the comments of Mr. Cooper and Dr Simpson. 
We believe, however, that they have overlooked the purpose and 
importance of our study, that is, the ‘‘practicality’’ of this dosing 
table for clinical practice. 

The papers to which they direct the reader confirm a strong 
correlation between the 24-hour lithium concertration and the 
ultimate steady-state concentration achieved. All of the work per- 
formed in these studies was not in a traditional clinical approach but, 
rather, under conditions in which adherence to a strict research 
method was maintained. Our study was performed in acczrd with a 
defined protocol in an atmosphere of clinical psychiatric practice. 
Thus, under ideal conditions in this clinical psychiatriz practice 
setting, the dosing table failed to be a reliable method wizh which to 
dose lithium. The effectiveness of a dosing method has been 
demonstrated for gentamicin, only to be followed by the many 
pitfalls encountered in clinical application (1). We caution the 
practitioner to closely observe the patient when apolying any dosing 
Schema that has been developed under research conditizns. 
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CARLOS E. Muntz, M.D. 
RONALD B. STEWAET, M.S. 
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Fluphenazine Decanoate and Tardive Dyskinesia 


Sir: In ‘‘Fluphenazine Decanoate and Tardive Dyskinesia: А 
Possible Association” (October 1981 issue), John G. Csernansky, 
M.D., and associates did not mention that any such association may 
be merely a consequence of both being associated with the cerebral 
pathology which has been shown to accompeny chronic schizophre- 
nia itself (1, 2) and possibly other so-callec functiona psychoses. 
Owens and associates (3) reported the same prevalence of 1/2 to 2/3, 
depending on the criterion of severity of abnormal involuntary 
movements, among 364 chronic schizophreric patients treated with 
neuroleptics and 47 never treated with neuroleptics. The lower 
prevalence of about 1/3 reported by Csernansky end asszciates may 
reflect their criterion of severity (5 or more on AIMS, which was 
higher than that of Owens and associates (3 ог more), es well as the 
fact that their patients were younger and had shorter durations of 
illness. 

With regard to the question of dose, although tre groups of 
patients with and without tardive dyskinesia “were no: differentiat- 
ed by age, duration of illness. or diagnosis," they were presumably 
given different doses of fluphenazine decanoate on the basis of the 
response of their symptoms to the drug. Thus the appzrent associa- 
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Фа of higher doses of fluphenazine decanoate with tardive dyskine- 
sia may be a resuit of an association of abnormal involuntary 
movements (an indicator of cerebral pathology [4]) with treatment- 
resistant forms of psychosis. 
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A.A. SCHIFF, M.R.C.S., L.R.C.P. 
Hounslow, England 


Dr. Csernansky and Associates Reply 


Sir: Dr. Schiff proposes an interesting alternative hypothesis for 
the cause of tardive dyskinesia. He suggests that patients with a 
more severe or chronic form of schizophrenia may require larger 
doses of fluphenazine and may be more likely to have a movement 
disorder, such as tardive dyskinesia, based on cerebral pathology. 
In other words, tardive dyskinesia is more the result of an organic 
brain disease than of neuroleptic exposure. However, recent re- 
views (1-4) offer strong evidence, based on a large number of 
studies, that tardive dyskinesia is related to neuroleptic treatment. 
Research has shown that spontaneous dyskinesias, even in elderly 
subjects, have accounted for only a minority of observed tardive 
dyskinesias (5). 

Specific relationships between tardive dyskinesia and dose or 
type of neuroleptic remain controversial and were the subject of our 
article. Among nondrug variables, we found no correlation between 
tardive dyskinesia and age, duration of illness, or number of 
hospitalizations. The ‘ack of a correlation between tardive dyskine- 
sia and any of these variables, which are indirect measures of 
chronicity, does not support Dr. Schiff's proposal. In summary, we 
showed an association between tardive dyskinesia and dose of 
fluphenazine decanoa-e, but no such association was observed for 
tardive dyskinesia and the dose of oral fluphenazine. As Dr. Schiff's 
hypothesis should apply to both forms of the drug, it does not 
account for the unique relationship between tardive dyskinesia and 
the dose of fluphenazine decanoate. 
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Jonn С. CsERNANSKY, M.D. 
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Elvis Presley, Reactive Hypomania, and Koro 


Sig: The concept of reactive hypomania is less well established 
than that of reactive depression. Only a few cases have been" 
reported of patients who have developed hypomanic illness after 
some adverse life circumstances (1—4). We wish to report a depres- 
sive and, subsequently, hypomanic illness on the anniversary of the 
death of Elvis Presley, 


Elvis Presley died as a result of drug overdose on Aug. 16, 1977. 
On Aug. 16, 1978, Mr. A, a 23-year-old Greek Cypriot immigrant of 
extreme pyknic habitus, developed the following symptoms: de- 
pressed mood, elective mutism, abdominal pain, and the belief that 
his penis was shrinking into his abdomen. Mr. A's father had 
suffered three episodes of depressive psychosis. Mr. A's depressive 
illness required hospital admission and was successtully treated with 
amitriptyline, 75 mg at night. Three years later, in August 1981, Mr. 
А developed hypomania (characterized by restlessness, talkative- 
ness, and insomnia) that necessitated his admission to the hospital. 
On this occasion Mr. А was anxious for his social workers to 
arrange for him to have interviews with recording studios because 
he wished to be а pop star. He wore many badges saying “I love 
Elvis,” and his persistent topic of conversation was the excellence 
of Elvis Presley and the recent publications referring to his life. Mr. 
А experienced auditory hallucinations briefly, saying, among other 
things, “Не will be all right.” The apparently first-rank symptom 
was syntonic with his mood and was not a self-reference because on 
inquiry Mr. A stated that the “he” was Elvis Presley. Because of 
the coincidence of both the depressive and hypomanic episodes with 
the anniversary of the death of Mr. A's hero, the hvpomanic illness 
was almost certainly reactive. ` 


This case is also an example of koro in Western culture in the 
context of a depressive illness. Koro is thought to be a culture- 
bound symptom found in Southeast Asia and was described by Yap 
(5) as a state of fear characterized by morbid preoccupation with 
penile shrinking. 
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Corrections 


In the March 1982 issue, on page 373 of the article ‘‘Perception of 
Tardive Dyskinesia in Outpatients Receiving Maintenance Neuro- 
leptics" by Arnold M. Rosen, M.D., and associates, the column 
headings in table 1 should read ‘‘Factor I: Extremities, Subjective 
Awareness” and ‘‘Factor II: Oral-Facial, Objective Severity.” 

In the May 1982 issue, on page 672 of, the article ‘‘Major 
Depressive Disorder in Children Admitted to an Inpatient Commu- 
nity Mental Health Center" by Javad Н. Kashani, M.D., and 
associates, the first sentence of the last paragraph shculd read, 
“DSM-III does not list somatic complaints even as associated 
features of depression." 
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Guidelines for the Psychiatrie Hospitalization of Minors 





This document was approved by the Assembly at its May 8—10, 1981, 
meeting and b» the Board of Trustees at its Dec. 11—12, 1981, 
meeting. It was prepared by the Task Force on the Commitment of 
Minors! under the Council on Children, Adolescents, and Their 
Families. 





Preamble: Legislative Purpose 


It is the purpose of this legislation to ensure that children in need 
of mental health care and treatment will receive appropriate care 
and treatment, to recognize parents' authority to make medical 
decisions for their children, to protect children against needless 
hospitalization and deprivations of liberty. and to enable medical 
decisions to be made in response to clinical needs and in accordance 
with sound psychiatric judgment. 


Section 1: Definitions 


For purposes of this Act, the following definitions shall apply: 

(a) "Child" means any person under the age of 18 years. 

(b) “Days” means every day other than Saturdays, Sundays, and 
legal holidays, except where otherwise expressly noted. 

(c) "Parent" means (i) a biological or adoptive parent who has 
legal custody of the child, including either parent if custody is shared 
under a joint custody agreement, (ii) a person or agency judicially 
appointed as legal guardian of the child, or (ii) a person who 
exercises the rights and responsibilities of legal custody by delega- 
tion from a biological or adoptive parent, upon provisional adoption 
or otherwise by operation of law. 

(d) “Court” means that court within a given jurisdiction which 
deals most frequently with family, juvenile, or civil commitment 
matters. 

(e) ‘‘Commissioner’’ means the state commissioner or director of 
the responsible department. 

(f) "Hospital means any facility or unit that is licensed and 
accredited for the provision of inpatient diagnosis and treatment 
services for mental and emotional disorders of children. 

(g) ‘Mental disorder’’ means a substantial disorder of the child's 
cognitive, volitional, or emotional processes that grossly impairs 
judgment or capacity to recognize reality or to control behavior; 
mental retardation is sufficient neither to justify nor exclude a 
finding of a ‘‘mental disorder’’ within the meaning of this section. 

(h) “Certification” refers to a judicial determination made after a 
hearing that a child satisfies the criteria for psychiatric hospitaliza- 
tion. 

(i) "Treatment plan” means an individualized plan for treatment 
designed for a particular patient and appropriate to his or her 
specific needs. 





"The Task Force on the Commitment of Minors included Michael 
G. Kalogerakis, M.D., chairperson; Rosalyn Innis, M.D.; Carl P. 
Malmquist, M.D.; Harold Boverman, M.D.; and David Zinn, M.D. 
Vicky C. Jackson, Esq., served as legal consultant, and James 
Asam, M.D., was APA/NIMH Minority Fellow. 

Reprints of the Guidelines/Alternatives are available from the 
Publications Sales Department, American Psychiatric Association, 
1700 18th St. N.W., Washington, DC 20009. The cost is $2.50 for a 
single copy; discounts are available for quantity orders. Orders must 
specify publication #P149-A and be accompanied by prepayment. 


G) “Ward of the state’’ means a child whose legal guardian is the 
state or a state agency or official in an official capacity, including a 
child in foster care. 

(k) “Accreditation” refers to the successful achieverr enm: of certi- 
fication by an acceptable accrediting body. 


Section 2: Voluntary Admission of a Child 


(a) Admission of children under 16. When, in the judgr-ent of a 
treating or admitting physician, a child under 16 is in need of 
hospitalization because of a mental disorder, the parent o7 the child 
may place him or her in an accredited hospital for diagnosis, 
evaluation, and/or treatment. 

(b) Parental admission of children 16 and clder. 

(i) The parent of a child 16 years of age or over mar, with the 
written consent of the child and with the concurrence of the treating 
or admitting physician, voluntarily admit the child to an accredited 
hospital for diagnosis, evaluation, and/or treatment. 

(ii) In order to assure that a child's consent to such hospital- 
ization is voluntary, the child shall be advised at or before the time 
of admission of his or her right pursuant to section 4 of this Act to 
contest the admission and of the provisions of subsection 1) of this 
section. If the child wishes to consult an attorney, the hoszital shall 
not proceed with admission under this section until such time as the 
child has an opportunity to consult with an attorney. 

(c) Self-admission by children 16 and older. A chile I6 years of 
age or over may, with the concurrence of the treating or admitting 
physician, admit himself or herself to an accredited hzspital for 
diagnosis, evaluation, and/or treatment provided, however, that 
notice is given by the hospital to the child's parents of the rights 
protected under section 3 of this Act. 

Any child admitted pursuant to this section shall 5e advised at the 
time of admission of the provisions of subsection (d) o7 this section 
and of the requirements of section 3 of this Act. At tae time of 
admission, the hospital shall obtain the child's written consent to 
hospitalization and treatment. A child admitted pursuant to this 
section who is a ward of the state may designate a friend or relative 
over the age of majority to receive notification of :he child's 
hospitalization. 

(d) Notice of intent to leave. 

(i) Form of notice. Any child admitted pursuant to subsection 
2(b) or (c) of this Act may give notice of intent to leave at any time. 
The notice need not follow any specific form so long as X is written 
and the intent of the child can be discerned. The note may be 
written by a person other than the child, provided that it reflects the 
stated wishes of the child. The staff members receiving the notice 
shall immediately date it, record its existence on the child’s medical 
chart, and send copies of it to a) the child's attorney, if eny, b) the 
court, and c) the parents or other legal guardian of the сга. 

(ii) Discharge or notice of contest. The director of the hospital 
shall discharge the child from the hospital within 5 Jays zfter receipt 
of the child's notice, unless either the hospital, the pareat, or other 
legal guardian files a Notice of Contest with the court within the 5- 
day period. Copies of the Notice of Contest must be del vered to &) 
the child or his or her attorney, b) the child's parents or сег legal 
guardian, and c) the hospital. If no petition for certificatior. has been 
previously filed under section 4 of this Act, the praponent of 
continued hospitalization shall do so with the filing of tbe Notice of 
Contest. 

(iii) Custody pending hezring. If a valid Notice cf Contest has 
been received, the director of the hospital may continue hospitaliza- 
tion on an involuntary basis until a hearing has been hek and the 
court orders otherwise. In no case may the child be held more than 
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> days beyond the expiration of the 5-day notice unless a hospital- 
ization or rehospitalization hearing has been held within 7 days of 
the court’s receipt of the notice of contest. ` 

(iv) Hearing. A hearing to determine the necessity for contin- 

ued hospitalization shall be held within 7 days of the court's receipt 
of the notice of the contest. The hearing will conform to the 
requirements of subsection (e) of section 4. After such a hearing, the 
court shall order the child discharged if it concludes that hospitaliza- 
tion is no longer justified under the criteria of subsection (e)(iii) of 
section 4. 

(e) Authority to adopt regulations. The commissioner is hereby 
authorized to promulgate detailed regulations to implement the 
preceding provisions of this section. 


Section 3: Parental Rights and Responsibilities 


(a) Notification of admission pursuant to subsection 2(c). In the 
event that a child is voluntarily admitted pursuant to subsection 2(c), 
the child's parents shall be notified immediately. The notice shall be 
in the form most likely to reach the parents and shall advise the 
parents of the admission and of the parents' right to participate in 
any proceeding under this Act. In the case of a ward of the state, the 
notice required by this section shall be sent to the appropriate state 
official. 

(b) Notification of petitions to certify or admit pursuant to 
sections 4 and 5. Any parent of a child shall be notified immediately 
in the event of the filing of a petition to certify that child pursuant to 
section 4 or of a petition for emergency admission pursuant to 
section 5. The notice shall be in the form most likely to reach the 
parents and shall advise the parents of the admission or certification 
and of the parents' right to participate in any proceeding under this 
Act. ; 

(c) Parental participation in treatment. Any parent of a child 
admitted to a hospital under this Act shall be entitled to confer at 
regular intervals with the treating or admitting physician concerning 
the child's condition, treatment, or diagnosis. The hospital or other 
proponent of certification may request that the parent of any child 
hospitalized under this Act be available for consultation and cooper- 
ation in connection with the treatment process and may seek a court 
order to require such parental cooperation. 

(d) Notice to withdraw. Any parent whose child has been admit- 
ted to a hospital pursuant to section 2 of this Act may at any time file 
a Notice to Withdraw the child from the hospital. Upon receipt of 
such notice, the hospital may (i) discharge the child immediately to 
the custody of his or her parent, or (ii) if, in the opinion of the 
treating physician, release would be seriously detrimental to the 
child's health, a) discharge the child to the custody of his or her 
parents after advising the parents of the physician's advice against 
discharge and seeking written parental acknowledgment that they 
have been so advised, or b) refuse to discharge the child for a period 
of no more than 3 days after receipt of the Notice to Withdraw, 
provided that the hospital or the physician files a petition for 
certification pursuant to section 4 of this Act. 

Xf the petition is filed within 3 days of the parent's Notice to 
Withdraw, the hospital may continue to hold the child for treatment 
until such time as a hearing is held pursuant to the requirements of 
section 4. 

(e) Right of child 16 or older to remain. ЇЁ a child 16 years of age 
or older admitted pursuant to subsection 2(b) or (c) of this Act 
objects in writing to a proposed discharge requested by his or her 
parent and states in writing his or her desire to remain as a patient 
pursuant to subsection 2(c) of this Act and if the child otherwise 
meets the requirements of 2(c), the hospital shall within 3 days so 
notify tbe parents and may continue to hold and treat the child. The 
parents shall be advised in the notice of their right to initiate judicial 
proceedings to procure the discharge of their child by filing a 
Petition to Discharge with the court. Such a petition shall set forth 
the basis for the parents' belief that the child is no longer in need of 
hospitalization, with specific reference to the criteria set forth in 
subsection 4(b) of this Act. Upon filing of the petition, the proce- 
dures set forth in subsection 4(e) of this Act shall apply, except that 
the burden shall be upon the parents to demonstrate that the criteria 
for hospitalization are not met. . 

(© Appointment of counsel. In the event that a parent opposes а 
. Certified admission or discharge which the child or the child's 
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representative seeks, іп any judicial proceeding held inder any 
section of this Act the court may, in its discretion, appoint separate 


counsel to represent the parent in the event that the parent cannot 
. 


afford to retain counsel. 


Section 4: Judicial Certification 


. 


(a) Applicability. Any parent of a child, any other person having 
physical custody of a child, including a hospital to which the child 
has been admitted under section 2 or section 5 of this Act, or the 
state, acting through its commissioner, may seek to have a child 
hospitalized for diagnosis, evaluation, and/or treatment pursuant to 
this section. Except as provided in sections 2 and 5 of this Act, a 
child may be admitted to a hospital only pursuant to the procedures 
prescribed in this section. 

(b) The petition. А petition for certification of a child under this 
section shall be filed by the proponent of certification with the court. 
The petition shall state (i) that the child has a mental disorder, (ii) 
that the child is in need of treatment or care available cnly at the 
institution or type of institution for which certification is sought, (iii) 
that no less structured means will be as effective in prov.ding such 
treatment or care, (iv) the factual bases for the above a legations, 
and (v) the name of the hospital for which the child would be 
certified. 

(c) Appointment of counsel; waiver of hearing. Upon receipt of 
such petition, the court shall appoint counsel to represent the child. 
Within 7 days of the appointment, counsel shall advise tte court in 
writing whether or not the child wishes to contest the petition. If 
counsel notifies the court that the child does not wish to contest the 
petition, the court may thereupon issue an order authorizing hospi- 
talization for an initial period not to exceed 45 days. If the attorney 
notifies the court that the child wishes to contest the petition, then 
the matter shall be set down for a hearing within 7 days of receiving 
such notice. 

(d) Custody pending hearing. Pending the certification hearing, 
the child's custodial status shall remain unchanged except as 
otherwise provided by law, provided further that, on motion and in 
compliance with any other constitutional or statutory requirements, 
the court may order a temporary change in the child's custodial 
status if it finds that such a change of custody would promote the 
best interests of the child. 

(e) The certification hearing. 

(i) АП hearings held under this section shall be held їл camera. 
Any disclosure made by the child during the course of evaluation or 
treatment under this Act shall be admissible in the certification 
hearing; however, no disclosure made by the child in connection 
with the proceedings under this Act shall be admissible in any 
delinquency or criminal proceeding unless the child introduces evi- 
dence concerning his or her mental condition in such a proceeding. 

(ii) The child shall be represented by counsel and, further, 
shall have the right to be present at the hearing unless a; both the 
child and his or her attorney waive the child's right to be present for 
all or part of the hearing or b) on motion of any interested participant 
or party or the court, the court determines that it would be seriously 
detrimental to the child's medical condition and/or treatment for him 
or her to be present for all or part of the hearing. 

(11) The burden shall be on the proponent of certif.cation to 
demonstrate, by clear and convincing evidence, that a) the child has 
a mental disorder and that b) the child is in need of treatmeat or care 
available at the institution for which certification is soug- and that 
no less structured means are likely to be as effective in »roviding 
such treatment or care. Medical testimony shall be presented and 
such lay testimony as the court in its discretion deems appropriate. 

(iv) The child shall have the right through his or her attorney 


to cross-examine those witnesses favoring certification and to 


present testimony and evidence (including the child's own unsworn 
statement) in opposition to certification and/or in favor of less 
structured alternatives. Я 

(v) The child's parents shall have a right to participate іп the 
hearing. 

(vi) The court may, on its own motion, subpoena and question 
relevant witnesses. | 

(9 Findings; verdict; appeal. At the conclusion of the bearing or 

within 3 days thereafter, the court shall enter an order eithe: denying 
or granting the petition and shall state the factual bass for its 


—N 
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findings regarding the criteria specified in subsection (е)(Ш) of this 
section. If the petition is denied, the court may enter such other 
order or referral as may be otherwise authorized by law to secure 

* proper care for the child. If the petition is granted, the court shall 
specify the period for which certification is authorized, which shall 
in no egent exceed 45 days, and the hospital for which certification 
is authorized. 

(g) Renewal petition. If the hospital staff or the person who 
sought the original hospitalization desires to extend the hospitaliza- 
tion beyond the period authorized by the court, a petition for 
rehospitalization must be filed with the court before the expiration 
of the hospitalization period. The continued necessity for and 
conditions of hospitalization of every child hospitalized under this 
section for a ccnsecutive period of more than 45 days shall be 
reviewed in accordance with this paragraph. Such review is a matter 
of right and may not be waived. The procedures set forth above in 
subsections (b)-(f) shall be applicable in the recertification proceed- 
ing except that 

(i) if an attorney has previously been appointed or undertaken 
to represent the child, such representation shall be continued unless 
the court for good cause determines otherwise, 

(ii) if the child's appearance was waived for the immediately 
prior certification or review proceeding, the court shall require that, 
at the least, the child be physically brought before the court unless 
the child's physical condition would thereby be threatened, and 

(iii) in evaluating the criteria set forth in subsection 4(e)(iii), 
the court, in any rehospitalization hearing, must consider the child's 
prior treatment. the ability of the hospital to provide effective 
treatment, and the likelihood of future cure or improvement through 
treatment, 

(h) Authorized period of hospitalization. The initial hospitaliza- 
tion period under any certification order shall be no longer than 45 
days; the next consecutive hospitalization period shall be no longer 
than 90 days; and all subsequent consecutive hospitalization periods 
shall be no longer than 6 months, except as otherwise set forth in 
this Act. 

For purposes of calculating the authorized certification period 
under this parzgraph, the word ''day" shall include every day, 
except that where the last day of a statutory period described in 
these sections falls on a Saturday, Sunday, or legal holiday the 
period shall be deemed to expire on the next following business day. 


Section 5: Emergency Admission 


The provisions of section 4 shall not apply to emergency admis- 
sions authorized by this section. 
(a) Procedures for emergency admission. 

(i) By taking the child to a hospital. When, as a result of a 
mental disorder, any child appears in need of immediate hospitaliza- 
tion for evaluation or treatment of a mental disorder, any concerned 
person may take the child to a mental hospital. On the basis of an 
examination of the child and any other available information, the 
examining physician shall make a determination as to the need for 
emergency hospitalization. If the physician determines that the 
child, as a result of a mental disorder, appears to be in need of 
immediate hospitalization, the child shall be admitted for emergency 
hospitalization and treatment. 

Gi) By petition. 

а) Any concerned person may file a petition for emergen- 
су hospitalization of a child. Such petition shall state that the 
petitioner believes that the child appears to be in need of immediate 
hospitalization for evaluation or treatment of a mental disorder and 
state the facts on which this belief is based. The petition shall be 
filed with the court, which shall cause an appropriate evaluation to 
be made of the facts alleged in the petition. Within 48 hours of the 
filing of the petition, the court shall either deny the application or 
issue an order authorizing a peace officer to bring the child to a 
designated hospital for evaluation for emergency hospitalization. 

b) Upon the child's arrival at the hospital, the admitting 
or treating physician shall examine the child to make a determina- 
tion as to the need for emergency hospitalization. If the physician 
determines that the child, as a result of a mental disorder, appears to 
be in need of immediate hospitalization for evaluation or treatment, 
the child shall be admitted for emergency hospitalization and 
treatment. А 
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(b) Acceptance. Whenever a child is brought to the hosrital th 
emergency admission, the hospital may accept physical custody of 
the child and may request the person who brought the ch:ld to the 
facility to remain on the premises until a decision concecning the 
child’s admission has been made. The hospital shal. then evaluate 
the child’s condition and admit or release him or her in accordance 
with the requirements of this Act. 

(c) Prompt examination. Each child accepted by a hospital shall 
promptly be examined and evaluated as to his or her mertal and 
physical condition. 

(d) Ensuring appropriate medical care. A hospital acceating any 
child pursuant to this section whose physical condition reveals the 
need for immediate medical attention shall take reasonable steps to 
ensure that appropriate medical care and treatment for such physical 
condition is made available. 

(e) Recommendations for further treatment. If a child is not 
approved for admission for emergency hospitalizaticn bv th2 hospi- 
tal, the hospital shall make such recommendations “or further care 
and treatment of the child as it may deem necessary. 

(f) Notification of parents or guardian. In any case where the 
proponent of the emergency admission is not tke child's legal 
custodian, the child's parents or other guardian, ircludimg, where 
applicable, the appropriate state official. shall be immediately noti- 
fied of the hospitalization. 

(в) Communication; attorneys; parental notification. LY1ring the 
period of emergency admission, the child has a right to irtitiate or 
receive communications from his parents or others, unless the 
treating physician concludes that it would be seriously detrimental 
to the child's condition or treatment, so indicates in tae child's 
medical record, and notifies the parents of this determinaticn. In no 
event, however, may the child be denied the opportunity to consult 
an attorney. 

(h) Seven-day limit on emergency admission; exception. If a 
hospital admits a child pursuant to this section, it may hold him or 
her for evaluation and treatment for a period not exceeding 7 days 
provided that, if an application for hospitalization under section 2 is 
filed, provisions of that section will govern and, further, if z petition 
for certification under section 4 is duly filed, the provisiozs of that 
section will govern and the hospital may continue to hold and treat 
the child pending the action of the court on the said petition. 


Section 6: Medical Services Review 


(a) Necessary and appropriate care. Everv child admi:ted to a 
hospital under this Act is entitled to receive nezessarv and appropri- 
ate medical care or treatment, as is more specifically provided 
below. 

(b) Commissioner's authority; internal medical review 'The com- 
missioner shall adopt regulations to ensure that necessary and 
appropriate care and treatment, and internal medical revie thereof, 
is afforded to all children admitted or certified to any hospital under 
this Act. 

(i) Such regulations shall provide reasonable time periods 
within which a written treatment plan must be developed for everv 
child and following which the treatment plan must bz carefully 
reviewed and updated in accordance with the child's ongoing 
progress and needs. 

(ii) Such regulations shall also provide proc2dures Zor assur- 
ing that the child's treatment is in accordance with the treatment 
plan then in effect for such child. 

(c) Opportunity for independent medical review. Any ctild hospi- 
talized under this Act, the child's parent, or, if the child :s a ward of 
the state, the appropriate state official is entitled to an independent 
medical review of the appropriateness of decisions made either to 
discharge or to continue hospitalization of the child. The Commis- 
sioner shall adopt appropriate regulations concerning the proce- 
dures for conducting such review. 


Section 7: Discharge 


(a) Duty to discharge. At any time that the chilé no locger suffers 
from a mental disorder or no longer is in need of hospita'ization, it 
shall be the duty of the treating physician to secure the expeditious 
and appropriate discharge of the child. 

(b) Petition for alternative discharge plan. A hospita. may dis- 
charge a child admitted under the provisions of this Act at any time : 
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Ju to the expiration of the authorized period of hospitalization 
when, in the medical judgment of the treating physician, continued 
hospitalization is inappropriate (except when otherwise mandated 
by law.) 
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(c) Petition for alternative custodian. In the event that a child's 
parent refuses to accept a child released or discharged under this 
Act, the hospital may petition the court to designate an alternative 
party into whose custody the child should be released. t 


Four Alternatives to the Guidelines for the Psychiatrie Hospitalization of 
Minors: Clinical and Legal Considerations 








This document was approved by the Assembly at its May 8—10, 1981, 
meeting and by the Board of Trustees at its Dec. 11—12, 1981, 
meeting. It was prepared and subsequently revised (Feb. 9, 1982) by 
Alan A. Stone, M.D., chairperson, and Richard Bonnie, J.D., 
consultant, Council on Governmental Policy and Law. 





1. Who should be considered a “parent” for the purposes of 
admitting children to mental health facilities without judicial re- 
view? 

As written, the guidelines contain an extremely broad definition of 
the term “parent.” Psychiatrists whose primary objectives are to 
facilitate hospitalization of children in need of inpatient services and 
to minimize judicial intervention prefer the definition of *‘parent’’ to 
be as broad as possible, including even public agencies responsible 
for the care of children who are wards of the state. 

Other psychiatrists find this approach unsatisfactory because it 
takes insufficient account of the problem of unnecessary hospitaliza- 
tion and of the special needs and situations of children who are 
wards of the state and are typically relegated to the least effective 
treatment settings. Psychiatrists giving greater weight to these 
concerns would distinguish between parents (including individuals 
who act, personally, as parents) and persons who make decisions 
about children in their official capacities as agents of the state. 
Parental decisions about hospitalization of children are well within 
the traditional legal deference given to family autonomy and there- 
fore should not ordinarily be subject to judicial review. However, 
agents of the state acting in loco parentis are not part of that legal 
tradition and are often inclined to act because of general administra- 
tive considerations rather than the actual psychiatric needs of the 
children. Therefore, it is argued, the decisions of such agencies to 
confine such children should not be insulated from judicial review. 
Judicial review in such cases does not subject a family to the 
adversarial process and therefore cannot be objected to on the basis 
of that clinical consideration. Proponents of this view would define 
parent so as to exclude state agencies and would substitute the 
following language for the definition of parent in subsection 1(c): 


Alternative 1 


(c) “Parent” means (i) a biological or adoptive parent who has 
legal custody of the child, including either parent if custody is 
shared under a joint custody agreement, (ii) a person judicially 
appointed as legal guardian of the child, or (iii) a person who 
exercises the rights and responsibilities of legal custody by 
delegation from a biological or adoptive parent, upon provisional 
adoption or otherwise by operation of law. However, the term 
"parent" does not include [the state or the Department of 
Welfare] when it has assumed the status of legal guardian of a 
child; nor does it include persons or agencies, including foster 


parents or others, who exercise custodial responsibilities upon 


delegation by [the state]. 


Although other crucial policy concerns are implicated in these two 
. Options, the major clinical choice is between an approach that 


imposes the fewest obstacles to admission of children to psychiatric 
hospitals and one which places some measure of restraimt on state 
agencies, whose decision may be responsive to pressures other than 
the best interests of the child. The danger of an approach that 
facilitates admission in all cases is the possibility of urnecessary 
institutionalization. The danger of subjecting state agencies to 
judicial scrutiny is that they may deprive a child of needed hospital 
services to avoid what may seem to them red tape and interference. 
The costs of unnecessary institutionalization are of course mitigated 
when the hospital facilities are such as to guarantee very h:gh quality 
care, treatment, and psychiatric participation. 


2. At what age should the line between parental autonomy and a 
teenager's autonomy be drawn for purposes of psychiatric hospital- 
ization? 

Because the guidelines establish separate procedures concerning 
psychiatric hospitalization of ''minors,"' it is obviously necessary to 
designate, for a variety of purposes, the age at which a :eenager's 
preferences will have any legal effect. All of the ps-chiatrists 
involved in the formulation of the proposed guidelines agree that a 
person 18 or older should be regarded as an adult fcr present 
purposes; accordingly, this means that the hospitalization of persons 
older than 18 would be governed entirely by the adult civil commit- 
ment procedures rather than by the proposed guidelines, which, by 
their terms, apply only to ‘‘children’’—i.e., persons younger than 18 
years old. 

Also, all of the psychiatrists involved in the developmer.t of these 
guidelines agree that children have "'rights"" and that older adoles- 
cents should be entitled to some degree of legal independence 
concerning their psychiatric treatment. The disagreemeni arises in 
connection with the designation of the ages at which tke adoles- 
cent’s preferences should have legal effect. In general, opinion is 
divided on whether the designated age should be 14 or 16. It is not 
possible, however, to evaluate this issue in the abstract; instead, the 
matter should be considered in the three contexts in which the age of 
the minor has operational significance under the guidelines: 

A. At what age, 14 or 16, should a parental decision to hospitalize 
a minor in a psychiatric facility be subject, at the outset, to judicial 
review through a certification procedure? 

B. At what age, 14 or 16, should a child who has been acmitted to 
a psychiatric facility upon parental request be entitled to initiate a 
legal proceeding to contest continued hospitalization? 

C. At what age, 14 or 16, should a child be entitlec to seek 
psychiatric treatment, including hospitalization, without parental 
consent? 

Each of these questions will be discussed briefly. 

A. At what age, 14 or 16, should a parental decision to hospitalize 
a minor in a psychiatric facility be subject, at the outset, t» judicial 
review through a certification procedure? , 

The parental admission procedure in subsection 2(a) of the 


. guidelines is designed to give parents the authority to admit children 


(assuming consent of a psychiatrist) without subjecting the family to 
an adversarial process in which the child, represented by counsel, is 
permitted to oppose the decision of the parents and the psychia- 
trists. Psychiatrists whose primary concern is the integrizy of the 
family and the authority of the parents would set the limi: of 
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childhood for this purpose at least as high as 16. This position is 
reflected in the guidelines: under subsection 2(а) a minor 16 or older 
could not be voluntarily hospitalized unless in need of emergency 

* treatment or certified by a court; however, a person 15 or younger 
would have no rizht at the outset to judicial review or to adversarial 
process encroaching on a parental-psychiatric decision concerning 
hospital admission. Although there was considerable debate in favor 
of both higher and lower ages (e.g., 18 and 14), the eventual 
consensus emphasizing clinical considerations was 16. (This was the 
vote of the Assembly. It appears that this issue, rather than any of 
the others here described, was the central focus of the Assembly's 
debate.) 

B. At what age, 14 or 16, should a child who has been admitted to 
a psychiatric facility upon parental request be entitled to initiate a 
legal proceeding to contest continued hospitalization? 

Given that parents are not entitled to hospitalize children aged 16— 
18 without judicial review, it follows that a child older than this who 
is admitted without protest and then decides that he or she does not 
wish to remain is entitled to be discharged unless he or she meets the 
criteria for involuntary certification by a court. The guidelines so 
provide in subsection 2(d). 

It is not clear, however, that the age chosen for subsection 2(d) 
should be 16 even though that is the designated age for purposes of 
parental admission under subsection 2(a). Although there is agree- 
ment on clinical grounds that a 14-year-old or 15-year-old child is not 
entitled, at the outset, to judicial review of parental-psychiatric 
decisions to hospitalize him or her, some psychiatrists believe that 
such a child shoulc nonetheless be entitled, at some point, to initiate 
a legal proceeding to contest continued hospitalization. Those who 
take this approach argue that even if the law should facilitate 
admission, crisis intervention, hospital evaluation, and an initial 
period of treatment, it is both legally and clinically desirable to 
respect the younger teenager's autonomy at some point thereafter if 
he or she resists continued confinement. Obviously, those psychia- 
trists who stress parental authority (when the decision to admit is 
approved by a psychiatrist) prefer to insulate this authority from 
judicial review and would not permit the 14- or 15-year-old child to 
contest continued hospitalization in an adversarial manner. They 
also believe that adolescent resistance to treatment is a crucial 
clinical reality and. that the legal right to contest hospitalization 
would feed that resistance. Thus they would, on treatment grounds, 
oppose giving legal weight to the adolescent's autonomy. 

As now written, the proposed guidelines reflect the view that 
adolescents younger than 16 should not have a legal right to resist 
hospitalization and that 16 should be the operative age in both 
subsections 2(a) and 2(b). Under the opposing view, the first 
sentence of subsection 2(d)(i) would be modified as follows in order 
to make 14, rather than 16, the operative age: 


Alternative 2 


(d) Notice of irtent to leave. 
(i) Form of notice. Any child 14 years or older admitted 
under this section may give notice of intent to leave at any time. 


C. At what age, 14 or 16, should a child be entitled to seek 
psychiatric treatment, including hospitalization, without parental 
consent? 

As a result of developments in the law governing drug abuse 
treatment, birth contzol, and abortion, teenagers are entitled to have 
access to such services without parental request or consent. The 
guidelines follow this same trend in subsection 2(c) by permitting 
older teenagers (16 and older) to admit themselves to psychiatric 
facilities; under this provision, parents would be notified and would 
be entitled to initiate a hearing to remove the child, but they could 
not automatically prevent the admission. 

The question, as before, is the age below which the parents should 
have a veto power over the child's autonomy—here, when the child 
opts for hospital treatment. As written, the guidelines set the age for 
self-admission at 16, thus allowing a parental veto of decisions by 
14- or 15-year-olds, even when a psychiatrist responding to the 
child's request specifically recommends admission. This approach 
reflects the view that the law should vindicate parental authority in 
such situations. Other psychiatrists would permit self-admission at 
14 even if a 14- or 15-year-old child had no right to resist parental 
decisions to admit him dr her or to continue hospitalization. Those 
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who favor this option believe that even young teenagers sŁould [4 
encouraged and have the opportunity to seek treetment on their 
own. They believe there are obvious clinical situations in which this 
alternative may be particularly important. Without such a provision, 
they argue, disturbed and exploitative parents could prevent a 
young teenager who needs hospital treatment from getting i. Under 
this approach, the first sentence of subsection 2(c) would Бе revised 
as follows to make 14, rather than 16, the operative age: 


Alternative 3 


(c) Self-admission by children 14 and older. A child 14 rears of 
age or older may, with the concurrence of the treating or emitting 
physician, admit himself or herself... . 


3. Should there be additional legal safeguards as the leagth of 
confinement to a mental health facility increases? 

Psychiatrists whose major concern is treatment naturally prefer 
guidelines that facilitate such treatment. Some psychiatrists. believe 
that children and adolescents with certain psychiatric disorders 
require long-term treatment and that no particular legal abstacles 
should be raised when long-term treatment is regarded as clinically 
desirable. Under this view, which is reflected in the guidelines as 
now written, long-term hospitalization of children hospita ized by 
their parents under subsection 2(a) would not be subject to jadicial 
review and would be subject onlv to the periodic medical review 
required by section 6. Again, this approach is bzsed on the clinical 
consideration that adolescent resistance to treatment world be 
intensified by judicial review. (It should be emphasized, hovever, 
that under subsections 4(g) and (h) older teenagers who are judicially 
certified would have to be recertified after 45 days, 90 dayz, and 
every 6 months thereafter.) 

Other psychiatrists believe that, despite the best therz»eutic 
intentions, long-term confinement of young children and te2magers 
involves consequential risks. Such confinement is also a more 
substantial deprivation of the child’s legal rights. Even in the case of 
minors the loss of liberty entailed by indefinite confinement should 
not be based on a purely medical decision. The assumption zf this 
responsibility by well-meaning psychiatrists in the past hes been 
tragic for children and damaging to the image of the psyc-iatric 
profession. Therefore, these psychiatrists believe there should be 
additional legal safeguards in all cases involving significant periods 
of hospitalization, whatever the child's age and without reszrd to 
whether the initial admission was by parental or judicial dex sion. 
However, proponents of this view would insist that the criter a for 
continued hospitalization be based on psychiatric treatment consid- 
erations. Implementing this alternative would require that section 2 
of the guidelines be amended by inserting the follow:ng language 
after subsection 2(d): 


Alternative 4 


(e) Certification for long-term hospitalization. No child acmit- 
ted to a facility under section 2 of this Act may be hospitalized for 
a consecutive period of more than 6 months unless a petitiza for 
certification has been filed in accordance with the procedures 
specified in section 4. Any petition for certification filed under this 
subsection shall state, with supporting reasons end facts, tiat 

(i) the child has a mental disorder that requires long- erm 
care, 

(ii) the child has not been, and is not likely to be, harmed by 
continued hospitalization, 

(iii) treatment is available and is being provided and a »lan 
of continued treatment has been formulated, 

(iv) continued hospitalization is the most effective and 
beneficial treatment available, and • 

(v) the recommendation for continued hospitalization has 
been reviewed and approved in accordance with the procedares 
for independent review specified by [the commissioner] w-der 
subsection 6(c). 

At a hearing for certification under this subsec-ion, the burden 
shall be оп the proponent of certification to prove, bv clea- and 
convincing evidence, that continued hospitalization is in the best 
interests of the child. Any certification order issued under .his 
subsection shall be valid for 6 months. 


“Authority to adopt regulations’ would become subsection 17). 
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(Trazodone HCI) 


THE NEW LIGHT 
IN EFFECTIVE 
ANTIDEPRESSANT 
THERAPY. 
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O Unlike tricyclics, tetracyclics or MAO inhibitors 


As effective as imipramine and amitriptyline1,2 


O Incidence of anticholinergic side effects 


comparable to placebo3 


О A simple dosage adaptable to patients’ needs 


RS 


Trazoc 


- 


HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE? 2 


Clinical studies have shown new Desyrel” (Trazodone HCI) to be comparable in thera- 
peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 
Significant, symptomatic improvement was often noted by the end of the first week of 
therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The clinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 





о (Percent of Patients) ШШШ razodone п=142 
20 Yo mum Placebo n- 95 
15% 
О, 8% О, 
e B BE $ ч 
DRY MOUTH BLURRED VISION 
8% 
4% 
ш - — 
шш — 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 


*Adaptedérom Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


NO CLINICALLY SIGNIFICANT EKG CHANGES 
IN STUDY PATIENTS 


Although no significant EKG changes have been reported as a result of Desyrel therapy, 
patients with cardiovascular disease should be closely monitored until more clinical 
experience is available. Sedation was the most frequently reported side effect during 


 dlinical trials. 
©1982 Mead Johnson & Company, Evansville, Indiana 47721 USA 
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FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


О Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
0 50 mg/day additionally every three to four days until optimal effect is obtained 


O Maximum outpatient dosage: 400 mg/day 
О Maximum inpatient dosage: 600 mg/day 


О Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 
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References: 
1. Gershon S, Mann J, Newton R, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter double-blind study. J Clin Psychopharmacology 1 (suppl): 395-445, Nov 1981. 
2. Goldberg HJ, Rickels, K, et al: Treatment of neurotic depression with a new antidepressant. J Clin Psychopharmecology 
1 (suppl): 355-385, Nov 1981. 
3. Gershon S, Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. J Clin Psychiatry 41:100-104, 
March 1980. ` 
Please see last page for prescribing information. 
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Tablets 


TO HELPAVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW  - 
ANTIDEPRESSANT THERAPY... 


DESYREL® 
(Trazodone HCI) 


DESCRIPTION 

DESYREI* (Trazodone Hydrochloride) is an antidepressant chemically un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. It is a 
triazolopyridine derivative designated as 71314-15 chlorophenyl) | pipers: 
inyl]propyl]-1,2,4-triazolo[4,3-alpyridin3-(2H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 408.3, The empirical formula is CisHez2CINsO*HCI and 
the structural formula is represented as follows: 


N "au 
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— TP 
m ON 
о с! 


INDICATIONS AND USAGE 

DESYREI? (Trazodone Hydrochloride) is indicated for the treatment of de- 
pression, The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nentanxiety The depressive illness of pariente studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, [1]! 

CONTRAINDICATIONS 

DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 

In clinical trials, various EKG changes were seen in DESYREL-treated patients, 
butnone were considered to be clinically significant or definitely attributable 
to DESYREL administration, Because the clinical trials were not large enough 
to rule out DESYREL-associated EKG effects, and animal studies have shown 
that DESYREL can cause EKG changes, patients with cardiovascular disease 
should beclosely monitored until moreclinical experience isobtained. DESY- 
REL is not recommended for use during the initial recovery phase of myocar- 
dial infarction. 

PRECAUTIONS 

General: The possibility of suicide in seriously depressed patients is inherent 
in the illness and may persist until significant remission occurs, Therefore, 
prescriptions should be written for the smallest number of tablets consistent 
with good patient managemert. Ў 1 

Information for Patients: Alert patients that (a) their mental or physical ability 
to perfarnf potentially hazardous tasks, such as operating machinery or driv: 
ing, may be impaired; (b) the response to CNS depressants such as alcoholor 
barbiturates may be enhanced;and (c) DESYREL should be taken shortly after 
a mealorl ight snack. Laboratory Tests: WBC and differential counts are rec- 
ommended for patients who develop fever, sore throat or other signs of 
infection, Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DE 

require a reduction in the dose of the antihypertensive drug. Since itis not - 
known whether an interaction will occur between DESY ; i 
hibitors, therapy should be initiated cautiously with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discontin-. 
ued shortly before oris to be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 
avoided because of the absence of н аган in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No drug- or dose-related occurrence of 


REL may- 
and MAO шт 
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carcinogenesis was evident in rats receiving DESYREL in daily oral doses upto 
300 тё for18 months. Pregnancy: Since there аге no adequate and well- 
controiled studies in pregnant women, DESYREL should be used during preg- 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Ногаре. Mothers: Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness in 
children below the age of 18 have not been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials are. 
the following: Autonomic- blurred vision, constipation, dry mouth; Cardiovas- . 
cular- hypertension, hypotension, shortness of breath, syncope, tachycardia! = 
palpitations; CNS- anger/hostility, confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal- 
abdominal/gastric distress, bad taste in mouth, diarrhea, nausea/vemiting: 
Musculoskeletal -musculoskeletal aches/pains; Neurological incoordi- S 
nation, paresthesia, tremors; Sexual Functrion- decreased libido: Skin-allergic 
condition/edema; and Other - decreased appetite, eyes red/tired/itching, a 
head full-heavy, malaise, nasal/sinus congestion, nightmares/ vivid dreams, 
pweatingiclamminess, tinnitus, weight gain, weight loss. Side-effects reported. 
by less than 1% of the study patients are the following: akathisia, allergic reaction, 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance. Occurrence o* drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. EE 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is sug 
gested. The dose may be increased by 50 mg/day every three to four days. The 
maximum dose for outpatients usually should not exceed 400 mg/day in: 
divided doses. Inpatients may be given up to but not in excess of 6O mg/day { 
in divided doses. 
Maintenance: Dosage during prolonged maintenance therapy should be 
kept at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE 
1. Williams IBW, Ed: Diagnostic and statistical manual of mental disorders-1l, 
American Psychiatric Association, May 1980. 


US. Pat. No. 3,381,009 
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The difference 
between night... 


RESTORII (temazepam) blood levels after consecutive nightly 30-mg doses: 





ncentration ng/m 


























RESTORIL® (temazepam): Effective at night ы were attained by patients who had taken a 30-mg dose of 
little residual daytime medication— flurazepam prior to bedtime. 


: Patients receiving benzodiazepines should be cautioned about 
patients awake alert and refreshed possible combined effects with alcohol and other CNS depressan 


The half-life of RESTORIL (temazepam) parallels normal sleep and about operating machinery or driving a vehicle after ingesting 

time. In contrast, n major active E of flurazepam has a the drug. 

65-hour mean half-life. With RESTORIL therapy, a major portion р : es теле : 

of active material is cleared by early Шашы er bling patients to Sleep time and quality significantly improved 

awake alertand refreshed. ` In 21 double-blind studies’ involving 1,221 adult patients (508 of 

whom [red ен capas) LE не {һегару ргоуес 

2 Es : : highly effective from the first night of administration. RESTORIL 

No significant impairment of EE is indicated for thé, relief of insomnia associated уу 

daytime activities the complaints of difficulty in falling asleep, frequent nocturnal 

In double-blind, placebo-controlled studies," no detectable awakenings and/or early morning awakenings from the first nigh 

impairment in cognitive function or motor coordination occurred in REM sleep remained essentially unchanged. Patients reported a 

patients who had taken a 30-mg dose of RESTORIL (temazepam) — significant improvement in the general б ad of sleep. 


the night before. In the same studies, poorer performance scores 
*night: 3 hours after a nightly 30-mg dose. tmorning: 12 hours after a 
© 1982, Sandoz. In nightly 30-mg dose. *before the next dose: 24 hgurs Нег a nightly 30-mg dose. 
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Works one night at a time... 
from the first night... 


(iv 
Y 
30 mg 
capsules 


(temazepam) 
E acron with insignificant accumulation : 


Please turn page for prescribing information. 
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erally пог necessary or recommended. Restoril h 
heen employed for sleep maintenance for up to 3 
consecutive nights of drug administration in sleep lab- 
“oratory stadie 

cose ibility that the insomnia may be related toa 
condition for which there is more specific treatment. 

ЇЧ be considered. 

JNTRAINDICATIONS: Benzodiazepines may 
cause fetal damage when administered during preg- 
nancy, An increased risk of congenital malformations 
E ed with the use of diazepam and chlordiaz- 
epoxide during the first trimester of pregnancy has 
been suggested in several studies, Also, ingestion of 
therapeutic doses of benzodiazepine hypnotics during 
othe last w of pregnancy has resulted in neonatal 
< CNS depression, Restoril is contraindicated in preg- 
| mant women. Consider a possibility of pregnancy 
; tuting therapy or whether patient intends to 














"GS: Patients receiving Restoril (temaze- 
ould be cautioned about possible combined 
cts with alcohol and other CNS depressants 
PRECAUTIONS: In elderly and/or debilitated 
p itis recommended that initial dosage be lim- 
Med 15 mg. The usual precautions are indicated for 
“severely depressed patients or those in whom there is 
any evidence of latent depression: it should be recog- 
that suicidal tendencies may be present and pro- 
ures may be necessary 
il is to be combined with other drugs hav- 
vpnotic properties or CNS-depressant 
effects, due consideration should be given to potential 
additive effe 
Information for Patients: Patients receiving Restoril 
should be cautioned about possible combined effects 
with alcohol and other CNS depressants, Patients 
should be cautioned not to operate machinery or drive 
a motor vehicle. They should be advised of the possi- 
bility of disturbed nocturnal sleep for the first or sec- 
ond night after discontinuing the drug. 
Laboratory Tesis: The usual precautions should be 
observed in patients with impaired renal or hepatic 
function. Abnormal liver function tests as well as blood 
dyscrasias have heen reported with benzodiazepines. 
Pregnancy; Pregnancy Category X. See Contraindica- 
йопх, 
Pediatrie Use: Safety and effectiveness in children 
below the age of 18 years have not been established. 
ADVERSE REACTIONS: The most common 
adverse reactions were drowsiness. dizziness and leth- 
argy. Other. side effects include confusion. euphoria 
and relaxed feeling. Less commonly reported were 
weakness, anorexia and diarrhea. Rarely reported 
Were tremor, ataxia. lack of concentration. loss of 
equilibrium. falling and palpitations. And rarely 
feported were hallucinations. horizontal nystagmus 
and paradoxical reactions, including excitement. stim- 
ulation and hyperactivity. 
с Restoril і а controlled substance in Schedule IV. 
Caution must be exercised in addiction-prone individ- 
‘nals or those who might increase dosage. 
DOSAGE AND ADMINISTRATION: Adults: 30 mg 
“usual dosage. before retiring: 15 mg may suffice in 
some, Elderly and/or debititated: 15 mg recommended 
initially until individual response is determined. 
SUPPLIED: Restoril (temazepam) capsules--15 mg 
maroon and pink, imprinted “К ORIL 15 mg": 
30 mg. maroon and blue, imprinted “Restorit 
30 mg". Packages of 100, 500 and ControlPak® pack- 
ages of 25 capsules (continuous reverse-numbered roll 
of sealed blisters SDZI-159 
ore prescribing, see package insert for full product 
iormation. 
; References: 
1. Schwarz HF. Br J Clin Pharmacol 8:235, 1979: 
Mean of 7 patients through 5 days of therapy pro- 
jected 10 14 days. Data on file indicate that steady- 
state values for plasma concentrations are reached 
by.day2or 3, 
1l Sleep lab studies on patients who received 
RESTORIL capsules for up to 27 consecutive 
nights indicate that steady-state plasma concentra- 
те achieved. by the second or third night. 
file. Sandoz Pharmaceuticals. 
Clin Psychiatry 4/:358. 1980. 
tJ Clin Pharmacol 8:47, 1979. 
5. Пата on file Medical Department. Sandoz 
Pharmaceuticals, : ; 
6. Ка 
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high blood 

the job is good 

b ° 
USIness. 

Ilinesses from uncontrolled 
high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. 

About 20% of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day, can prevent heart failure, 


stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
beeasily detected and controlled 
So a person can lead a normal, 
healthy and active life. On the 
job, and off. To learn how your 
company can start a high blood 
pressure control program, write: 
























































Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 


























gh Blood Pressure Education Program. 
National Hear tung: and Btood institute. 
:S. Department of Health and Mfiman Services 














< Rapid Clearance: 


. One of the reasons 
E nd ore changing to Ativan 


Nationa! data reveal a sharp decline in the prescribing 
of long-acting benzodiazepines ;* while a survey ata 
major psychiatric meeting has indicated a decided 
shiftto short-acting Ativan (lorazepam). The reasons 
most often cited in the survey are: 


Ativan: short period of elimination’ 
Once you discontinue Ativan, it will be out of your 
patient’s system 4 days after the final dose—unlike the 
long-acting agents which take up to 2 weeks to be 
totally eliminated. Ativan®, therefore, can offer youand 
your patients greater control. 


Ativan: short period of accumulation 


Long-acting benzodiazepines, together with their 
active metabolites, accumulate for as long as 20 days 
before reaching steady state. Ativan has no active 
metabolites and accumulates for only 2 to 3 days, less- 
ening the likelihood of excessive sedation due to over- 
accumulation. 


See important information on following page 


Wyeth Laboratories 


Philadelphia, PA 19101 
m 
тм 
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Ativan: short half-life 


The 12-hour half-life of Ativan,consistent with b.i.c 
dosage, is not extended by active metabolites. There 
are none. All the long-acting benzodiazepines given 
for anxiety are biotransformed to desmethylciazesam 
which can extend the half-life of the parent compcund 
to 200 hours! 


lorazepate CIV and prazepam CIV. 
y related to efficacy 







Agent of Change ~ 
Ativan _ 


Crazepan Jr 


erance for alcohol and other CNS depressants. 

Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbi- 
turates and alcohol have occurred following abrupt discontinuance of benzodiazepines 
&ocluding cónvulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
ion-prone individuals, e.g. drug addicts and alcoholics, should be under careful Surveillance 
и оп benzodiazepines because of their predisposition to habituation and dependence. 
rawal symptoms have also been reported following abrupt discontinuance of benzodi- 
ines taken continuously at therapeutic levels for several months. 


Precautions: in depression accompanying anxiety, consider possibility for suicide. 
Рог elderly or debilitated patients. initial daily dosage should not exceed 2mg to avoid over- 
sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
result in symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and 
Occasional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
, Ras not been shown of significant benefit in treating gastrointestinal or cardiovascular compo- 
nent. Esophageal dilation occurred in rats treated with lorazepam for more than 1 year at 
mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose of 10mg/day), Effect was reversible only when treatment was withdrawn within 2 months 
of first observation. Clinical significance is unknown; but use of lorazepam for prolonged 
periods and in geriatrics requires caution and frequent monitoring for symptoms of upper G.1. 
disease. Safety and effectiveness in children under 12 years have not been established. 
SSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LDH. As with other benzodiazepines, periodic blood counts and liver function tests 
'écommended during long-term therapy. 


LINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbiturates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in 
rats during an 18-month study. No studies regarding mutagenesis have been performed. 
REGNAN! Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotated limbs, gastroschisis, 
.maltormed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
заде. Although all these anomalies were not present in the concurrent control group, they 
› been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
ice Of fetal resorption and increased fetal loss in rabbits which was not seen at lower 
doses. Clinical significance of these findings is not known. However, increased risk of congeni- 
malformations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
bamate) during first trimester of pregnancy has been suggested in several studies. 
use use of these drugs is rarely a matter of urgency, use of lorazepam during thís period 
almost always be avoided. Possibility that a woman of child-bearing potential may be 
ant at institution.of therapy should be considered. Advise patients if they become preg- 
mmunicate- with their physician about desirability of discontinuing the drug. In 
ood fevels from umbilical cord blood indicate placental transfer of lorazepam and its 















































(15.9%), followed by dizziness (6.9%), 
(3.4%). Less frequent are disorientation, depression, nau- 
headache, sleep disturbance, agitation, dermatologica! symptoms, eye 
| , various gastrointestinal symptoms and autonomic manifestations. inci- 
dence of sedation and unsteadiness increased with age. Small decreases їп blood pressure 
have been noted but are not clinically significant, probably being related to relief of anxiety. 
in management of overdosage with any drug, bear in mind multiple agents may 
.. Manifestations of overdosage include somnolence, confusion and coma. 
luce vomiting and/or undertake gastric lavage followed by general supportive care, monitor- 
) vital signs and close observation. Hypotension, though unlikely, usually may be controlled 
Lew; terenol Bitartrate Injection U.S.P. Usefulness of dialysis has not been determined. 


((orazeparrje 

















giving higher evening dose before increasing 
usually 2-3mg/day given b.i.d. or t.i.d.; dosage 
Omg/day in divided doses. For elderly or debili- 
/day; insomnia due to anxiety or transient situa- 
опа! stress, 2-Amg h.s. 


How Supplied: 0.5, 1.0 and 2.0mg tablets. 
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cling drugs, warn patients not to cperate machinery or motor vehicles, and of diminished tok 
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reading 

for 

every 
professional 
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mental 
health 

field. 
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do without. 


The reason? 


Antidepressant side effects 
they didn’t expect: 

dry mouth...blurred vision... 
palpitations. 

Which, in turn, gives them 

a reason to discontinue their 
medication on their own. 
And, of course, the beneficial 
antidepressant effect. 


How many? 
Nobody knows. 
What we do know is that 








Surmontil® (trimipramine 
maleate) causes few 

side effects during the critical 
early weeks of treatment. 


Which encourages 
compliance. 


Without sacrificing 
effectiveness. 


So patients don t have to 


just wait out their depression. 


Surmontil. 


Your patient feels 
bad enough already. 


A chance to make effective 
treatment tolerable... 


'.. SURITIONTIL 


mes ^ Vrimiprarmine maleate 
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Before prescribing, please see complete product 
information, a summary of which follows: 
CONTRAINDICATIONS: Contraincicated in cases ofknown hyper- 
sensitivity to the drug, and during the acute recovery period 
after myocardial infarct on. The possibility of cress-sensitivity 

to other dibenzazepine compounds should be kept in mind. 
Surmontil (trimipramine maleate) should not be given in conjunc- 
tion with drugs of the monoamine oxidase inhibitor (MAOI) 
class. At least two weeks should elapse between cessation of 
therapy with an МАО! énd institution of therapy with Surmontil 
(trimipramine maleate) 

WARNINGS: Children: This drug is not recommended for use in 
children, since safety and effectiveness in the pediatric age group 
have not been established. Adults: Use extreme сашїїоп in giving 
the drug to patients with evidence of cardiovascw er disease. 
Caution is advised in patients with: increased intraocular pres- 
sure, history of urinary retention, narrow-angle glaucoma, seizure 
disorder, hyperthyroidism, a need for thyroid medication. In 
patients receiving guanethidine cr similar agents. Surmontil may 
block the pharmacologic effects 5f these drugs. Warn patients 
that the drug may impair the mental or physical abilities required 
for driving or performing other potentially hazardous tasks. 
PRECAUTIONS: Because of an irherently serious suicide poten- 
tial, the nonhospitalized severely depressed patient should be 
given the smallest drug amount ‘easible. In schizophrenic 
patients, activation of the psychosis may occur and require 
reduction of dosage or the addition of a major tranquilizer to the 
medication schedule. Manic or hypomanic episodas may occur, 
especially in patients with cyclic-type disorders. Surmontil may 
have to be discontinuec until the episode is reliewed and reinsti- 
tuted, if required, at lower dosage. Limit concurrent administra- 
tion of Surmontil and electroconvulsive therapy t»-those patients 
for whom it is essential. When possible, discontinue the drug 
for several days prior to elective surgery. The usa of alcoholic 
drinks during therapy may provoke exacgerated response. 
Potentiation of effects has been reported when tricyclic antide- 
pressants were administered with sympathomimetic amines, local 
decongestants, local anesthetics containing epineghrine, atro- 
pine, or drugs with an anticholirergic effect. Drugs having a 
parasympathetic effect, including tricyclic antidepressants, may 
alter ejaculatory response 

Usage in pregnancy: Pregnancy Category C. Surmontil has 
shown evidence of embryotoxicity and/or increesed incidence of 
major anomalies in rats or rabbits at doses 20 times the humar 
dose. There are no adequate and well-controlled studies in prag- 
nant women. Surmontil should be used during gregnancy only 

if the potential benefit justifies the potent al risk te the fetus. 
Cardiovascular—Hypotension hypertension, tachycardia, pal- 
pitation, myocardial infarction, arrhythmias, hear block, stroke. 
Psychiatric—Contusional states (espec ally іп the elderly) with 
hallucinations, disorientation, delusions; anxiety restlessness, 
agitation; insomnia and nightmares; hypomania: exacerbation of 
psychosis. 

Neurologic—Numbness, tingling, paresthesias cf extremities; 
incoordination, ataxia, tremors; peripheral neurmpathy; extrapyr- 
amidal symptoms; seizures, alterations in EEG patterns; tinnitus. 
Anticholinergic—Dry mouth and, rarely assoeiated sublingual 
adenitis; blurred vision, disturbances cf accommadation, 
mydriasis, constipation, paralyt c ileus; urinary retention, delayed 
micturition, dilation of the urinary tract 

Allergic—Skin rash, petechiae. urticaria, itching, photosensiti- 
zation, edema of face and tongue. 

Hematologic—Bone-marrow depression inciutimg agranulocyto- 
sis, eosinophilia; purpura; thrombocytcpenia. Leukocyte and dif- 
ferential counts should be performed in any patient who develops 
fever and sore throat during therapy; the drug should be discon- 
tinued if there is evidence of pathologic neutroph | depression. 
Gastrointestinal—Nausea and vomiting, anorexia, epigastric 
distress, diarrhea, peculiar taste, stomat tis, abdeminal cramps, 
black tongue. 

Endocrine—Gynecomastia in tne male; breast enlargement and 
galactorrhea in the female; increased or decreased libio; impo- 
tence; testicular swelling; elevation or depression of blood-sugar 
levels. 

Other—Jaundice (simulating obstructive); altered liver function; 
weight gain or loss; perspiration; flushing; urinary frequency 
drowsiness, dizziness, weakness, and fatigue; neadache; parotid 
swelling; alopecia. 

Withdrawal Symptoms— Though not indicative of addiction, 
abrupt cessation of treatment after prolonged therapy may pro- 
duce nausea, headache, and malaise. 

SUPPLIED: 25 mg in 5ottles of 100 opaque blue and yellow cap- 
sules, 50 mg in bottles of 100 opaque blue anc arange capsules. 


IVES LABORATORIES INC. 


685 Third Avenue. New York NY 10017 
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other antipsychotic agents shave become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
‘Stelazine’ in reducing psychotic target symptoms. 
Dependable, effective 'Stelazine' — a classic 
antipsychotic. From SK&F, pioneers in 


iore prescribing, sce complete pre- 
scribing information in SK&F Co. litera- 
or aisi сн The following is a brief 


Based on a review of this drug by the 
National Academy of National 
Research Council and/or other information, 
A has classified the indications as follows: 
Effective: For the management of the mani- 
festations of psychotic disorders. 
Possibly effective: To control excessive 
anxiety, tension and agitation as seen in 
neuroses or associated with somatic 
conditions. 
"Stelazine' has not been shown effective in 
| the management of behavioral complica- 
tions in patients with mental retardation. 
Final classification of the less-than-effective 





indications requires further investigation, 


Contraindications: Comatose or greatly 
depressed states due to C.N.S. depressants; 
blood дуѕсгаѕіаѕ; bone marrow depression; 
“liver damage. 
Warnings: General; g in parents 
¿hypersensitive { eg., blood dyscrasias, jaundice } 
to any phenothiaz Caution patients about 
"activities requiring alertness (eg, operating 
“vehicles or machinery), especially during the 
irst few days’ therapy. 
Additive effect is possible with other C.N.S. 
depressants, including alcohol. 
à pregnancy only when necessary for 
atient's welfare. There is evidence that pheno- 
nes are excreted in the breast milk of 


Precautions: 752 cáutiouslyin angina. Avoid 
ion whe 


high doses and parenteral admi is 


psychopharmacology. 


brand of 


trifluoperazine 


A Classic Antipsychotic 


istration of high doses may result in cumulative 
effects with severe C.N.S. or vasomotor symp- 
toms. If retinal changes occur, discontinue drug. 
Agranulocytosis, thrombocytopenia, pancyto 
penia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 

Patients with a history of long-term therapy with 
‘Stelazine’ and/or other neuroleptics should be 
evaluated periodically for possible adjustment 
or discontinuance of drug therapy. Neuroleptic 
drugs cause elevated prolactin levels that per 
sist during chronic administration. Since approx 
imately one-third of human breast cancers are 
prolactin-dependent in vitro, this elevation is of 
potential importance if neuroleptic drug admin 
istration is contemplated in a patient with a 
previously detected breast cancer. Neither 
clinical nor epidemiologic studies to date, how 
ever, have shown an association between the 
chronic administration of neuroleptic drugs and 
mammary tumorigenesis, 

Phenothiazmes may diminish the effect of oral 
anticoagulants. Phenothiazines can produce 
wpha-adrenergic blockade. Concomitant 
administration of phenothiazines with pro 
pranolol results in increased plasma levels of 
both drugs. Phenothiazines may lower the con 
vulsive threshold: dosage adjustments of anti 
convulsants may be necessary. Patients should 
not receive "Stelazine 48 hours before or 24 
hours after myelography with the contrast 
medium metrizamide. 

Adverse Reactions: Drowsiness, dizziness, 
skin reactions, rash, dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, 
anorexia, lactation, blurred vision. М 

muscular (extrapyramidal) reactions: motor 
resdessness, dystonias, pseudo-parkinsonism, 
persistent tardive dyskinesia 

Other adverse reactions reported with 
Stelazine (trifluoperazine HCl, SK&F) or 
other phenothiazines: s Se еге effects 


Grand mal and petit mal convulsions; altered 
cerebrospinal fluid proteins; cerebral edema; 
prolongation and intensification of the action 
OF C.N S. depressants, atropine, heat, and 
organophosphorus insecticides; nasal conges- 
tion, headache, nausea, constipation, obstipa- 
tion, adynamic ileus, inhibition of ejaculation; 
reactivation of psychotic processes, 
like states; hypotension (sometimes fat: 
cardiac arrest: leukopenia, eosinophilia, pan: 
cytopenia, agranulocytosis, thrombocytopenic 
purpura, bemolytic anemia, aplastic anemia, 
jaundice, biliary stasis; menstrual irregularities, 
galactorrhea, gynecomastia, false positive preg: 
папсу tests; photosensitivity aching, erythema, 
urticaria, eczema up to exfoliative dermatitis; 
asthma, laryngeal edema, angioneurotic edema, 
anaphylactoid reactions, periphera il edema; 
reversed epinephrine effect: hyperpyrexia; mild 
fever after large LM. doses; inéreased appetite; 
increased weight: а systemic рих егу 
matosus-like syndrome; pigmentary retinopathy; 
with prolonged administration of substantial 
doses, skin pigmentation, epithelial kerasopathy, 


changes have been reported 
to myocardial damage is not c 
tinue К ongt term, high dose indi graduali А 


asphyxia duen iè failure ofer ып е) ) 

been reported, but no causal zekirionship has 
been established. 

Supplied: Tablets, 1 mg. 2 mg. 5 mg and TO 
mg, in bottles of 105; in Single Unit Pe 

100 (intended for institutional use on: 

tion, 2 mg. ml; and Concen 

institutional use only). 10 me mi 


SKSSF CO. 


а SmithKline company 


Manufactured and distributed f 
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HALDO 


(holooeridol) 


: controls disturbed behavior with _ E 
the lowest potential for anticholinergic 


to falls and fractures, or limit patient mot 


he elderly have a predisposition to functional chronic 
onstipation, often aggravated by the medications 
еу take. Dry mouth is another common complaint 
-one that may interfere with both the act of 

tingand the enjoyment of food. These conditions are 
ifficult to tolerate for normal elderly persons; 
yt the disturbed patient they can aggravate an already 
recarious mental state. 


f all neuroleptics, HALDOL haloperidol has the lowest 
cholinergic potential. Therefore, patients are 
ely to experience side effects such as constipation, 
outh, urinary retention or tachycardia. 


rarely occur. Therefore geroft ^ "^ 
nduced dizziness and syncope, which can lead 


Extrapyramidal symptoms, when seen, are 
dose-related and readily controllable; u 
not occur at the very low doses cf HALDOL 
treating the elderly? | 


E t 
ihe 
sedin 


Tasteless, odorless, colorless concentrate _ 
HALDOL concentrate can be added to food, juic 
water to improve patient acceptabilitv. It also permits. 
the very small dosage adjustments som requir 
for geriatric patients. 

*Caution should be exercised, however, when admi 


haloperidol to patients with severe cardiovascu 


require discontinuation of the drug: 


page for summary of prescribing information. 
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Тһе disturbed elderly patient — 
. - With concomitant physical problems 


* Minimal sedation * fa 

eg E У | • Little or no hypotension* 
| 
| 
| 











* Minimal cardiovascular effects* 
* Lowest anticholinergic potential 


quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia’’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: Although rarely reported with HALDOL, tardive dyskinesia may 
appear during or after long-term therapy. The risk appears to be greater in elderly patients on 
high-dose therapy, especially females. Symptoms are persistent and sometimes appear irre- 
versible; there is no known effective treatment and all antipsychotic agents should be discon- 





to a different antipsychotic agent 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gy 
@ ODCT| О mastia, impotence, increased libido, hyperglycemia and hypoglycemia. Gastrointestii 

hypersensitivity to the drug, Parkinsor’s disease. tration of HALDOL. The nature of the evidence makes it impossible to determine definitively 
Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 

The injectable form is intended only for acutely agitated psychotic patients with moderately 

ntram І h 
centration or reduced pulmonary venti.ation occurs, especially in the elderly. Decreased serum intramuscular administration in ehiliren have riotib&en conducted 28812 


tinued. The syndrome may be masked by reinstitution of drug, increasing dosage, or switching 
Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitatjon, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
m" chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
h апа! e with responsive to drug withdrawal and/or treatment with anticholinergic drugs 
Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
m rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nausea and Met 
Autonomic Reactions: Dry mouth, blurred vision, urinary retention and diaphoresis. Respi- 
Brief Summary of Prescribing Information m ed od ee aga Mire rede qe and deni depth a гарох Other: 
Contraindications: Severe, toxic CNS depression or comatose states from any cause, ases О. Sudden апо unexpected death have Deen reported In association with the айлу 
what role, if any, HALDOL played in the outcome of the reported cases. The possibility that 
Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- HALDOL caused death cannot, of course, be excluded, but it is to be kept in mind that sudden 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants апа unexpected death may occur in psychotic patients when they go untreated or when they 
Should not be nursed during drug treatment are treated with other neuroleptic drugs. 
closely for early evidence of neurolog cal toxicity and treatment discontinued promptly if Such ^ administered or prescribed. 
Signs appear. 
General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, ^ severe to very severe 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- Vere to wary Severe Symptoms. Controlled trisis.to establish the sslety and ейесімелев 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
) drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous Dorado, PR 00646 ©McN 1982 
E tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
E and hypotension. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 


' is required, epinephrine should not be used since HALDOL may block its vasopressor activity HALDOL* concentrate 

and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant | - (haloperidol) * 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a tasteless, odorless and 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of T colorless; easily added to 
interference occurred with the etfects of one anticoagulant (phenindione). Concomitant anti- HALDOL* tablets Pd food, juices or water for ease 
— medication, if required, may have to be continued after HALDOL is discontinued (haloperidol) of dosage adjustmentand 

use of different excretion rates; if both are discontinued simultaneously, extrapyramidal erent strengths r patien ility. 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including mediam = Tor eris = иЕе te 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for dividualizina d { lactate). 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 'NOMIQualizing dosage. : 





icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An іпегеаѕе in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
P mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
| this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
E allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos. oculogyric crises) have been reported far less fre- 
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img | 5mg \ 20mg 
"Marked sedation is rare, although some instances of drowsiness have been reported. 5 ы 
*kansient and orthostatic hypotension rarely occur. y 4 McN El L 
**Caution should be exercised when administering HALDOL haloperidol to patients with severe PHARMACEUTICAL 
? «cardiovascular disorders. See precautions in summary of prescribing information Yo mg 2 mg 10 mg MCNEIL AB, INC., Spring House, PA 19477 
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Guess who's got epilepsy? 


Ж. 
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Sylvia 3 iV \ Топу Coelho, 
Thomas, ` U.S. Congressman 
working URN ! i p? ` : 
mother \ k 
= b al ы Garr Howatt, e: 
Bobby Tones. >. N.Y. Islanders і a 
E. ri E. = 
ordon 
Schengen, — ee, d Anderson, PhD, 
etn vanía Suzy Berge, A physicist 
schoo 4 1 
еа Jim ach one 
It may come as a big surprise, but chapter of the Epilepsy Foundation 
all these achievers have epilepsy. of America, or mail this coupon. 
Today, epilepsy isn't the handicap [ Epilepsy Foundation of America 1 
: : PO. Box 37207 
you might think. Thanks to medical || Washington, D.C. 20013 | 
progress, most people with epilepsy | тумат to learn more about epilepsy. | 
can do just about anything anybody | Name | 
else сап do...and then some. | Address | 





Get the facts. Contact your local EON CA qe cur e J 
: 9 
/ Epilepsy. | 
Its not what you thínk. 


E Epilepsy Foundation of America, P.O. Box 37207, Washington, D.C. 20013 This space donated by publisher. ' 
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E 50% of overall four-week improvement of depression 
occurred during the first week of treatment. * 

. Optimal antidepressant effect may not be evident 

_ for 2-8 weeks. 


E Somatic improvement parallels antidepressant 
response.” 


B Effective over a wide range of depressed patients." 
m Established antianxiety activity! — — 







































































Antidepressant effectiveness 
with a single h. s. dose 
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*Pooled analysis of 198 dépressed patients treated with Sinequan over a four-week period 
"Wiese data were compiled from different studies.! 

The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. 


‘The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. 


For a brief summary of Sinequan prescribing information, in luding adverse reactions, please 


see the following page i advertisement 
2 


©1981, Pfer Inc. 


SINEQUAN 


x 150-mg; * 100-mg, 75-mg, 50-mg, 25-mg, 
OXE | í ) and 10-mg CAPSULES and ORAL CONCENTRATE, 
10 mg/ml, 120-ml (4 oz) bottles 
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A Division of Pfizer Pharmaceuticals 


New York, New York 10017 
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Optima ntidepressant fect а; not be evident 
for 2-3 weeks. 2. 

O Somatic improvement parallels antidepressant 
response.” ® 

O Effective over a wide range of depressed patients.’ 

O Established antianxiety activity. 


emergin g f rom O Single h.s. dose appropriate for most patients 


(convenient dosage regimen enhances 
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“BRIEF SUMMARY 
SINEQUAN® (doxepin HCl) Capsutes/Oral Concentrate 
Contraindications. : SINE \ 
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The United Way is reaching out. It goes into 

every neighborhood. To every age group. Across 

every income level. 

'To help. In a thousand ways. Thanks to you ^ 
A neighbor. A relative. Maybe someone down the it works Y 
street who's oùt of work. Or sick. Or in trouble. ow 7, 


Chances are the United Way helps someone you know. FOR AL OF US 


Maybe someday it'll be helping you. 





United Way 


A Public Service of This Magazine & The Advertising Council Ad | 
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THE FIRST 
TRIAZOLO - 
BENZODIAZEPINE 


Its triazolo ring gives 
XANAX a structure 
uniquely different 
from other benzo- 
diazepines. 


THE FIRST OF A UNIQUE CLASS 


© 1982 The TS jhn Company 





PHYSICIANS’ EVALUATION OF THERAPEUTIC EFFECT 
тшш XANAX (alprazolam) 
‘ee: DIAZEPAM (Valium) 
| | - PLACEBO 
erate to severe clinical anxiety. - 
гару with XANAX was compared 
zepam (Valium).* < 
ients treated with XANAX had a 
ificantly lower incidence of drowsiness 
en compared directly to diazepam — 
erapy (Valium) in a 976-patient, - 
cebo-controlled. multicenter - 


“AND CLINICAL ANXIETY 
'H DEPRESSIVE SYMPTOM 


TIVE IN CLINICAL 
ПЕТҮ WITH DEPRESSIVE 


% Marked/Moderate improvement 


/ % IMPROVEMENT IN HAMILTON ANXIETY 
UT DEPRESSED MOOD SCORE 
ents with clinical anxiety may 
plain of having feelings of wmm XANAX (alprazolam)(362 patients) 
epression, such as sadness, blue- can ACEO H0 patents 
1е55. or loneliness. XANAX: 2.4 
Depressed mood is one of 14 PLACEBO: 2.4 
tems on the Hamilton Anxiety 
Rating Scale. Special analysis of 692 
anxious patients with a significant 
depressed mood item score showed 
that treatment with XANAX was 
significantly better than placebo in 
de easing depressed mood score. 


Percentage 


; SHE 1 \ The usual starting dose of 
..—. SIMPLE DOSAGE: | RB. o 295 барле HOSP oL 
XANAX 0.25—0.5 mg TLD. | race daily 0.25 to 0.5 mg (шее 


Please see next page for brief Summe sy of 
prescribing information. | 





CONTRAINDICATIONS - er 
Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow*angle glaucoma: 


WARNINGS 
Not of value in psychotic patients. Caution patients against РЕ, 
occupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 
Patients of the potential hazard to the fetus. Avoid during the first 
mester 


PRECAUTIONS 

General: If XANAX is combined with other psychotropics or anti- 
convulsant drugs. consider drug potentiation (see Drug Interaction 
section) Exercise the usual precautions regarding size of the prescription 
for depressed or suicidal patients. In elderly and debilitated patients, 
use the lowest possible dosage (see Dosage and Administration). 

< Observe the usual precautions in treating patients with impaired renal 
-or hepatic function. 


Information for Patients: Alert patients about. (a) consumption of alcohol 
and drugs, (b) possible fetal abnormalities, (c) operating machinery ог 
driving (d) not increasing dose of the drug due to risk of dependence, 
(e) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug Interactions: Additive CNS depressant 
effects with other psychotropics, anticonvulsants, antihistamines, ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 
consistent pattem for a specific drug or specific test. Carcinogenesis, 
utagenesis, Impairment of Fertility: No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Wamings. Nonteratogenic Effects: The child 
bom of a mother on benzodiazepines may be at some risk for with- 

_ drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 
lished use. Nursing Mothers: Benzodiazepines are excreted in human milk. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 

© ness in children below the age of 18 have not been established. 


ADVERSE REACTIONS 

de effects are generally observed at the beginning of therapy and 
Пу disappear with continued medication. In the usual patient, the 
st frequent Side effects are likely to be an extension of the pharma- 
logical activity of XANAX. eg. drowsiness or lightheadedness. 

intial. Nervous System: Drowsiness. lightheadedness, depression, 
ache, confusion, insomnia, nervousness, syncope. dizziness. 
kathisia, and tiredness/sleepiness. 
Gastrointestinal: Dry mouth, constipation, diarrhea, nausea/vomiting, and 
creased salivation. 

” Cardiovascular: Tachycardia/palpitations, and hypotension. 
- Sensony: Blurred vision. 
Musculoskeletal: Rigidity and tremor 
Cutaneous: Dermatitis/allergy 

- Other Side Effects: Nasal congestion, weight gain. and weight loss. 

лп addition, the following adverse events have been reported with the 
of anxiolytic benzodiazepines: dystonia, irritability, concentration 
ficulties, anorexia, loss of coordination. fatigue, sedation. slurred 

peech. jaundice. musculoskeletal weakness, pruritus. diplopia. dysarthria. 
changes in libido. menstrual irregularities, incontinence and urinary 
retention. 

Paradoxical reactions such as stimulation, agitation, increased muscle 
spasticity sleep disturbances, and hallucinations may occur Should 

ese occur discontinue the drug. 

During prolonged treatment, periodic blood counts, urinalysis, and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown 
< significance, have been observed. 


DRUG ABUSE AND DEPENDENCE 




































































































therapy dosage should be tapered. Controlled Substance Class: XANAX is 
са controlled substance and has been assigned to schedule IV. 


| CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 
PRESCRIPTION. BS-1 


*Cohn IB: Multicenter double-blind efficacy and safety study comparing 
alprazolam, diazepam and Placebo inc linically anxious i patients p Psychiatry 
42 (9347-351. 1981. 


: THE UPJOHN COMPANY - D 
Upjohn | Kalamazoo, Michigan 49001 USA. 








Libraries everywhere have found the 
easy way to fill photocopy requests 
legally and instantly, without the need to 
seek permissions, from this and over 
3000 other key publications in business, 
Science, humanities, and social science. 

Participation in the Copyright Clear- 
ance Center (CCC) assures you of legal 
photocopying at the moment of need. 
You can: 

Fill requests for multiple copies, 
interlibrary loan. (beyond the CONTU 
guidelines), and reserve desk without 
fear of copyright infringement. 

Supply copies simply and easily from 
registered publications. The CCC's 
flexible reporting system accepts 
photocopying reports and returns an 
itemized invoice. You need not keep any 
records, our computer will do it for you. 

The Copyright Clearance Center is 
your one-stop place for on-the-spot 
clearance to photocopy for internal use. 
You will never have to decline a 
photocopy request or wonder about 
compliance with the law for any 
publication registered with the CCC. 


For more information, just contact: 


Copyright 
Clearance 
Center 





| 21 Congress Street 
Salem, Massachusetts 01970 
| (617) 744-3350 


| a not-for-profit corporation 
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eei Seas at at the Intramural Research 


Health Associate Programat at the 
ational Institutes of Health 
offers Medical Staff Fellowships 
rmerly termed Clinical Asso- 

ciates) for two or three years of 

intensive training in virtually all 

* areas of clinical and basic 

* psychobiological research in 

* adult and child psychiatry. Ex- 

cellent facilites are available at 

{һе Clinical Center on the 306- 

с acre NIH campus in Bethesda, 

Maryland, and at nearby St. 

< Elizabeth's Hospital in Wash- 

‘ington, D.C. During the first 

year, Medical Staff Fellows 

- usually are assigned clinical 

* responsibility for adults or chil- 

-dren who are admitted for both 
therapeutic and research pur- 

` poses; in the second and sub- 
„sequent years, they usually 

* work full time on clinical or 


basic research projects, accord- 
ing to their interests. Research 
Fellows engage in fulltime lab- 
oratory research under the pre- 
ceptorship of one of the senior 
staff. All Fellows may partici- 
pate in tutorial seminars and 
other teaching programs. 

Staff Fellows usually begin 
their appointments at the com- 
pletion of residency training. 
The Clinical Center is approved 
for 1 year of psychiatric resi- 
dency training at the PGY4 
level. Since selections for these 
positions will be made in the 
spring of 1982, PGY2 or PGY3 
psychiatric residents may now 
apply. 

Applications are due by 
November 15, 1982, for appoint- 
ments which begin July 1984. 
Both U.S. citizens and nonciti- 
zens can apply. 


As a Medical Staff Fellow, you 
will receive an initial salary of 
$30,000, with increments of 
$2,000 per year up to a maxi- 
mum salary of $34,000. Moving, 
travel expenses and Federa! 
health care benefits are 
available. 

For a detailed cataloc about 
the program, write or call 
collect: 

The Fellowship Program 
The Clinical Center 

Bldg. 10, Room 2N220 
National Institutes of Health 
Public Health Service 
Bethesda, Maryland 20205 
Phone: (301) 496-2427 


An NIH Associate Training Program 
NIH is an Equal Opportunity Employer 
GP INS>, 
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BECAUSE 
HER HEART'S ON YOUR MIND 
WHEN YOU TREAT HER 
DEPRESSION... 


Help minimize the risk of cardiotoxicity— 
build confidence in your antidepressant regimen 


Incidence of hypertension, hypotension, syncope, or tachycardia with 
ASENDIN'" (amoxapine) has been less than 1%. Related symptoms such as 
dizziness or light-headedness have occurred infrequently. Reports of arrhythmia 
or heart block occurring during ASENDIN therapy have been extremely rare.* 


Help minimize the incidence of anticholinergic effects- 
promote patient comfort and compliance 


Anticholinergic effects such as dry mouth and blurred vision are few 
and generally mild, rarely require discontinuation of therapy.* 


*Patients with cardiovascular disorders who are receiving ASENDIN should be watched 
closely since antidepressant drugs can induce sinus tachycardia, changes in conduction time, 
arrhythmias, myocardial infarction and strokes. Antidepressants are not recommended for use during 
the acute recovery phase following myocardial infarction. 

‘As with any agent having anticholinergic effects, ASENDIN should be used with caution in patients 
with a history of urinary retention, angle-closure glaucoma, or increased intraocular pressure 


Help patients come out 
of depression in days, not weeks... 


with A safety concerns " 


AMOXAPINE æ 


See ASENDIN prescribing information on next page for indications. warnings. and precautions and 
for more detailed information concerning side effects 











` Amoxapine е» 


* 


DESCRIPTION | 
ASENDIN amoxapine is an antidepressant of the dibenzoxazepime class. chemically distinct from the 
dibenzazepines, dibenzocycloheptenes, and dibenzoxepines 


itis designated chemically as 2-chloro-1-(1-piperazinyl) dibenz[b.t] [1.4] oxazepine. The molecular 
weight is 313.8. The empirical formula is C; H,«CIN.O. 


ASENDIN is supplied for oral administration as 50 mg. 100 mg. and 150 mg tabiets 


CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a milc sedative component to its action. The mechanism of its clinical 
action in man is not well understood. In animals, amoxapine reduced the uptake of norepinephrine and 
serotonin and blocked the response of dopamine receptors to dopamine. Amoxapine is nat a monoamine 
oxidase inhibitor. 


ASENDIN is absorbed rapidly and reaches peak blood levels approximately 90 minutes after ingestion. It 
is almost completely metabolized, The main route of excretion is the kidney. /п vitro tests show that 
amoxapine binding to human serum is approximately 90% 


Inman, amoxapine serum concentration declines with a half-life of 8 hours. However, the major 
metabolite, 8-hydroxyamoxapine, has a biologic half-life of 30 hours. Metabolites are excreted in the urine 
in conjugated form as glucuronides. 

Clinical studies have demonstrated that ASENDIN has a тоге rapid onset of action than either amitrip- 
tyline or imipramine. The initial clinical effect may occur within four to seven days and occurs within twa 

. Weeks in over 80% of responders. 


INDICATIONS AND USAGE 

ASENDIN is indicated for the relief of symptoms ot depression in patients with neurotic or reactive 
"depressive disorders as well as endogenous and psychotic depressions. It is indicated for depression 
accompanied by anxiety or agitation. 

CONTRAINDICATIONS 

ASENDIN is contraindicated in patients wno have shown prior hypersensitivity to dibenzoxazepine com- 
pounds. It should not be given concomitantly with monoamine oxidase inhibitors Hyperpyretic crises 
Severe convulsions, and deaths have occurred in patients receiving tricyclic antidepressants and mono- 
amine oxidase inhibitors simultaneously. When it is desired to replace a monoamine oxidase inhibitor with 
ASENDIN, a minimum of 14 days should be allowed to elapse after the former is discontinued ASENDIN 
should then be initiated cautiously with gradual increase in dosage until optimum response is achieved 
The drug is not recommended for use during the acute recovery phase following myocardial infarction 

























WARNINGS 
ASENDIN should be used with caution in patients with a history of urinary retention angle-closure 
glaucoma or increased intraocular pressure. Patients with cardiovascular disorders shouid be watched 
Closely. Tricyclic antidepressant drugs. particularly when given in high doses. can induce sinus tachycar- 
dia, changes in conduction time. and arrhythmias. Myocardial infarction and stroke have been reported 
with drugs of this class. 
There have been rare rep 
Extreme caution shoul 
PRECAUTIONS » 
General: 
In prescribing the drug it should be borne in mind that the possibility of suicide is inherent in any severely 
' depressed patient, and persists until a significant remission occurs. the drug shouid be dispensed in the 
smallest suitable amount. Manic depressive patients may experience a shift to the manic phase 
Schizophrenic patients may develop increased symptoms of psychosis. patients with paranoid symp- 
tomatology may have an exaggeration of such symptoms. This may require reduction of dosage or the 
addition of a major tranquilizer to the therapeutic regimen 
information for the patient: 
Patients should be warned of the possibility of drowsiness that may impair performance о? potentially 
hazardous tasks such as driving an automobile or operating machinery 
Drug interactions: 
See "Contraindications" about concurrent usage of tricyclic antidepressants and monoamine oxidase 
inhibitors. Paralytic ileus Meu in patents taking tricyclic antidepressants in combination with 
anticholinergic drugs. ASENDIN may enhance the response to aicoho! and the effects of barbiturates and 
other CNS depressants. 
Therapeutic interactions: 
> Concurrent administration with electroshock therapy may increase the hazards associated with such therapy 
Carcinogenesis, impairment of fertility: 
Ina 21-month toxicity study at 3 dose leveis in rats. pancreatic isiet cell hyperplasia occurred with slightly 
increased incidence at doses 5-10 times the human dose. Pancreatic adenocarcinoma was detected in low 
incidence in the mid-dose group only. and may possibly have resulted from endocrine-mediated organ 
typerfunction. The significance of these findings to man is not known. 
Treatment of male rats with 5-10 times the numan dose resulted in a Siight decrease in the number of fertile 
matings. Female rats receiving oral doses within the therapeutic range displayed a reversible increase in 
estrous cycle length. 
Pregnancy. Pregnancy category C: 
Studies роси in mice, rats and rabbits have demonstrated no evidence ої teratogenic effect due to 
ASENDIN. Embryotoxicity was seen in rats and rabbits given oral doses approximating the human dose 
Fetotoxic effects (intrauterine death, stillbirth, decreased birth weight) were seen in апта! studies at ога! 
‘doses 3-10 times the human dose. Decreased postnatal survival (between gays 0-4) was demonstrated in 
{һе offspring of rats at 5-10 times the human dose. There are no adequate and well-controfied Studies in 
= pregnant women. ASENDIN should be used during pregnancy only if the potential benefit justifies the 
potential risk to the fetus. 
: Nursing mothers: 
> Itis not know® whether this drug is excreted in human milk, but amoxapine and/or its metabolites have 
_ been shown to be freely transported into milk of lactating rats 
Pediatric use: { 
Safety and effectiveness in children below the age of 16 have not been established 
ADVERSE REACTIONS. 
Adverse reactions reported in controlled studies in the United States are categorized with respect to 
incidence below: Following this isa listing of reactions known to occur with other antidepressant drugs of 
this class but not reported to date with ASENDIN. А : 
INCIDENCE GREATER THAN 125 ; 


The most frequent types of adverse reactions occurring with ASENDIN in ontralied clini trials were - 
Sedative and anticholinergic: these included drowsiness (14%), dry mouth (14%), constipation (12 
blurred vision (7%). à UD 


orts of grand mai seizures with dosages of ASENDIN above recommended тїї 
be taken in patients with a history of convulsive disorders 
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. Fot relief of depression that often begins 
in days, not weeks, with fewer safety concems 
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Less frequently reported reactions were: 

CNS and Neuromuscular—anxiety. insomnia, restiessness, nervousness. paipitations, tremors, con- 
fusion, excitement. nightmares. ataxia, alterations in EEG patterns. 

Allergic—skin rash, edema 

Gastrointestinal —Nausea. 

Other — dizziness, headache. fatigue. weakness. excessive appetite, increased perspiration. 


INCIDENCE LESS THAN 1% 

Anticholinergic—disturbances of accommodation, mydnasis, delayed micturition, nasal stuffiness. 
Cardiovascular —hypotension, hypertension. syncope, tachycardia. 

Allergic —drug fever. photosensitization. pruritus 

CNS and Neuromuscular—tingling, paresthesias of the extremities, tinnitus, disorientation. extra- 
pyramidal symptoms. seizures, hypomania, numbness 

Hematolegic—Leukopenia 

Gastromtestinal—epigastnc distress. vomiting, flatulence. abdominal pain, peculiar taste, diarrhea, 
Endocnne-—ircreased or decreased libido, impotence, menstrual irregularity, breast enlargement and 
galactorrhea in the female. 

Other—-lacrimation, weight gain or loss, altered liver function 


DRUG RELATIONSHIP UNKNOWN , 
Other reactions have been reported rarely but occurred under circumstances where a drug relationship 
was unknown. These observations are listed to serve as alerting information to physicians. 
Cardiovascular —stroke 

Other-—urinary frequency, testicular swelling, anorexia. 


ADDITIONAL ADVERSE REACTIONS REPORTED WITH OTHER ANTIDEPRESSANT DRUGS 
Anticholinergic— Sublinguat adenitis, paralytic Heus, urinary retention. dilation of urinary tract. 


Cardiovascular —atrhythmias, myocardial infarction, heart block. 
Allergic — urticaria. petechiae. 


CNS and Neuremuscular —disturbed concentration. delusions, hallucinations peripheral neuropathy, 
‘coordination. syndrome of inappropriate ADH (antidiuretic hormone) secretion. 


Hematologic —agranulocytosis. eosinophilia. purpura. thrombocytopenia 

Gastrointestinal—stomatitis. parotid swelling, black tongue 

Endocrine —gynecomastia, elevation and lowering of the blood Sugar levels. 

Other—alapecia, hepatitis (including jaundice} 

OVERDOSAGE 

There has been limited experience with overdosage of ASENDIN. One young female patient experienced а 
convulsive seizure following ingestion of 1000 mg: no other serious adverse reactions or Sequeiae were 
reported in this case. Another young woman ingested 2700 mg ASENDIN together with 325 mc imipramine 
and 210 mg flurazepam without serious adverse effect She repartediy slept for 14 hours and required no. < 
treatment. Electrocardiographic and laboratory findings obtained 26 hours post drug were normal. 


їп general. treatment of overdosage must be symptomatic and supportive. If the patient is conscious, 
induced emesis followed by gastric lavage with appropriate precautions to prevent pulmonary aspiration: 
Should be accomplished as soon as possible. Following lavage, activated charcoal may be administered 

to reduce absorption. An adequate airway should be established in comatose patients and assisted 
ventilation instituted if necessary. The possibility of occurrence of seizures should be керил mind, 0: 
Convulsions. should they occur, may respond to standard anticonvulsant therapy: however, barbiturates: ` > 
May potentiate any respiratory depression. Specific treatment should be guided by the predominant 
symptoms which may suggest use of a particular pharmacologic agent. For example, the slow mtra- 
venous administration of physostigmine salicylate has been reported to reverse most of the serous : 
cardiovascular and CNS effects of ha ies e with tricyclic antidepressants, such as cardiac arrhythmias 
and convulsions. Avoid rapid injection to reduce the possibility of physostigmine-induced convulsions, 
A patient who has ingested a toxic overdose of a tricyclic antidepressant may remain medically and 
psychiatrically unstable for several days due to sustained excessive drug levels. Unexpected cardiac 

deaths have occurred up to six days post overdose with other antidepressants. The ORS interval of the 
etectrocardiogram appears e reliable correlate of the severity of overdosage. If the QRS interval exceeds 

100 milliseconds anytime during the first 24 hours after overdose, cardiac function shouid be cantinu- 
ously monitored tor five or $x days. 

DOSAGE AND ADMINISTRATION 

Effective eg of ASENDIN may vary from one patient to another, Usual effective dosage is 200 mg to 

300 mg daily Three weeks constitutes an adequate period of trial providing dosage has reached:300 mg 
daily (or a lower level of tolerance} for at least two weeks. If no response is seen at 300 mg. dosage may be 
increased, depending upon tolerance, up to 400 mg daily. Hospitalized patients whe have been refractory: 
lo antidepressant therapy and who have no history of convulsive seizures may have dosage ra:sed ^ 
Cautiously up to 600 mg daily in divided doses 


ASENDIN may be given in a single daily dose. not to exceed 300 mg, preferably at bedtime. If the total 
daily dosage exceeds 300 mg. it should be given in divided doses 


Initial Dosage tor Aduíts — Usual starting dosage is 50 mg three times daily. Depending upon to:erance; 
dosage may be increased to 100 mg three times daily on the third day ot treatment. (initial dosage of 

300 mg daily may be given. but notable sedation may occur in some patients during the first few days of 
therapy at this ‘вме! ) Increases above 300 mg daily should be made only if 300 mg daily has been i 
ineffective during a trial period of at least two weeks. When effective dosage is estabiished, the drug may < 
be given in a single dose (not to exceed 300 mg) at bedtime 


Eiderly Patients —-in general, tower dosages of the tricyclic antidepressants are recommended for these. = 
patients. Recommended starting dosage of ASENDIN is 25 mg three times daily. It no intolerance is 
observed. dosage may be increased after three days to 50 mg three times daily. Although 150 mg daily 
may бе adequate for many eiderly patients, some may require higher dosage. Careful increases ap to. 
300 mg daily are indicated in such cases. 


Опсе ап effective dosage is established. ASENDIN may conveniently be given in a single bedtime dose, um 
not to exceed 300 mg. 
Maintenance— Recommended maintenance dosage of ASENDIN is the lowest dose that will maintain 
remission. И symptoms reappear. dosage should be increased to the earlier level until they are controlled. 
For maintenance therapy at dosage of 300 mg or less, а single dose atpedtime is recommended. 
HOW SUPPLIED: ASENDIN amoxapine Tablets are supplied as follows: ; 

50 mg heptagonal, scored tablets, orange-— bottles of 100, 500 and Unit Dose 10 x 10's. 

100 mg heptagonal. scored tablets, bliie— battles ot 100. 

150 mg heptagonal. scored tablets. peach bottles of 30. `~ 


Rev. 87/80 
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С] PSYCHIATRISTS 
DEPARTMENT OF HEALTH 
MENTAL HEALTH SERVICES 
| BRANDON MENTAL HEALTH CENTRE 
-BRANDON, MANITOBA, CANADA 


IÉS: Brandon Mental Health Centre offers a chal- 


ging career opportunity for qualified psychiatrists to 
tk with a community-oriented, multi-disciplinary team 
1 providing in-hospital and community-based mental 
ealth services, including adult and child services, travel- 
Clinics, and day care facilities. Our approach is eclec- 
ic and we require creative, innovative individuals to be 
embers of a multi-disciplinary team. 
QUALIFICATIONS: Canadian Certification in Psychiatry 
г eligibility for Canadian Certification. Applicants must 
be eligible for full registration with the College of Physi- 
cians and Surgeons of Manitoba. Enquiries regarding 
eligibility must be made to: Registrar, College of Physi- 
ians and Surgeons of Manitoba, 1410-155 Carlton 
treet, Winnipeg, Manitoba R3C 3H8 Canada. 
SALARY RANGE: up to $63,883.00 per annum (under 
view) dependent upon qualifications and experience. 
xtra remuneration for stand-by and on-call duty. 
OMPETITION NO. 333 


PLEASE SEND APPLICATION, QUOTING COMPETI- 
TION NUMBER, DIRECTLY TO: 


'SYCHIATRISTS 


Board certified or Board eligible 
for staff and director positions, in- 
terested in joining new psychiat- 
ric group forming in suburban 
Pittsburgh area. Regular weekday 
hours. Excellent compensation 
and other benefits. Malpractice 
paid. 


.FOR INFORMATION call Her- 
bert T. Caskey, M.D. or Joyce 
Rossi in Pa. (215) 925-3511 and 
outside of Pa. (800) 523-0776. Or 

end resume to NEEMA Medical 


PROVINCE OF NEWFOUNDLAND * 
DEPARTMENT OF HEALTH 


OPPORTUNITIES FOR 
PSYCHIATRISTS 


The Province of Newfoundland has a number of challenging oppor- 
tunities for psychiatric practice. 

Psychiatrists will be involved with multic:sciplinary mental health 
teams based in psychiatric units of accredited generat hospitals. 
Leadership in the further development of area psychiatric:services is 
expected. 


Newfoundland provides many cultural and outdoor activities, 
excellent professional and personal atmosphere, and the resources 
of an accredited medical school and library facilities. 


Candidates must have, or be eligible for, the L.M.C.C. and a Cana- 
dian Fellowship in Psychiatry. А 


SALARY AND BENEFITS 

Benefit packages apply in both contract and civi! service appoi 
ments as well as a generous relocation allowance. E 
Salary scale (1982): $60.073-$72,209 depending on experience, fi 
fully qualified candidates. A $10,000 tax free incentive bonus is 
also available. : 


For further information contact: 
Dr. Howard R. Strong 
Director, Mental Health Services 
Department of Health 
Confederation Building 
St. John's, Newfoundland 
AIC 5T7 
Telephone: (709) 737-3657 


SCIENTIFIC WRITING FOR 
GRADUATE STUDENTS . 


First printing, 1968 • Reprinted, 197 


This manual is a "must" for those who woul 
Courses of instruction in scientific writing in 
graduate schools. The first nine chapters pro 
essentials for ‘Writing a Journal Article", an 
maining five chapters cover "Related Topics’ 
tific communication. $8 


* . . * * + . * * өз: 


CONTENTS 


Clearing Away the 10. Designs of Tables anc 
Underbrush Figures : y 
. The Ground Plan 11. Preparation for: Writing: 
. The Master Plan the Doctoral Thesis 
. The First Draft 12. Writing a Research 
. The First Revision: Prciect Proposal 
Structural Alterations 13. Oral Presentation of a 
. Further Revision: Scientific Paper 
Polishing the Style 14. Prirciples and: Practices 
. Editing Assignments in Searching the Scien: 
. The Final Steps tific Literature — 
. Responding to the Editor 2 oe 


+ . „ . * . * Li * + 


Price $7.50, including postage and handling 
190 pages !softbound) 2 
Orders of 10-or more copies, delivered 10 one address, 


L 
9650 Rockville Pike, Bethesda, MD 20014 
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oncompliance with 
Prolixin Decanoate’ 


=luphenazine Decanoate Injection 





Noncompliance rates in schizophrenic 
outpatient populations range from 24 
to 63 percent,’ with studies suggesting 
a relapse-readmission rate of approxi- 
mately 40 to 55 percent.” 
Consequently, these patients face 
progressive deterioration and increasing 
problems in rehabilitation. 
However, repeated relapses and their ad- 
verse consequences “...тау be prevent- 
able by administration of long-acting 
injectable... fluphenazine decanoate.”” 
Prolixin Decanoate— an excellent tool 
to help you combat noncompliance in 
the chronic schizophrenic—delivers medi- 
cation as prescribed—with a duration of 
action ranging from 14 to 28 days. 
The benefits—reducec anxiety for pa- 
tient, family, employer— patient conven- 
ience— savings in administration time and 
costs for outpatient treatment centers. 
Prolixin Decanoate—keystone in Commu- 
nity Mental Health Center programs—can 
help you maintain the noncompliant schizo- 
phrenic population as outpatients, not inpatients. 


'Van Putten T: Arch Gen Psychiat 31:67-72, 1974 

*Imlah NW: Psychiatr Ann 13:22-32, 1973 

‘Gregory |, Smeltzer D: Psychiatry: Essentials of 

Clinical Practice, Boston, Little Browm & Co., 1977 p. 185 


Prolixin Decanoate 
Fluphenazine Decanoate Injection 
long-acting therapy for long-term maintenance 


See following page for brief summary 








PROLIXIN DECANOATE® 
Fluphenazine Decanoate Injection 


Prolixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg 
fluphenazine decanoate per ml in a sesame oil vehicle with 1.2% (wiv) 
benzyl alcohol as a preservative. 

CONTRAINDICATIONS: In presence of suspected or established 
subcortical brain damage. In patients who have a blood dyscrasia or liver 
damage, or who are receiving large doses of hypnotics, or who are 


comatose or severely depressed. In patients who have shown hypersensi- 


tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may 
occur. 
Not intended for use in children under 12. 


WARNINGS: Mental and physical abilities required for driving a car or 
operating heavy machinery may be impaired by use of this drug. 
Physicians should be alert to tne possibility that severe adverse reactions 
may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not 
been established because of inadequate experience in use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been 
established; weigh possible hazards against potential benefits if 
administering this drug to precnant patients. 

PRECAUTIONS: Caution must be exercised if another phenothiazine 
compound caused cholestatic jaundice, dermatoses or other allergic 
reactions because of the possibility of cross-sensitivity. When psychotic 
patients on large doses of a phenothiazine drug are to undergo surgery, 
hypotensive phenomena should be watched for: less anesthetics or 
central nervous system depressants may be required. Because of added 
anticholinergic effects, fluphenazine may potentiate the effects of 
atropine. 

Use fluphenazine decanoate cautiously in patients exposed to extreme 
heat or phosphorus insecticides; in patients with a history of convulsive 
disorders since grand mal convulsions have occurred; and in patients 
with special medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with 
prolonged therapy there is the possibility of liver damage, pigmentary 
retinopathy, lenticular and corneal deposits, and development of 
irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of 
a physician experienced in the clinical use of psychotropic drugs. 
Periodic checking of hepatic and renal functions and blood picture should 
be done. Renal function of patients on long-term therapy should be 
monitored; if BUN becomes abnormal, treatment should be discontinued. 
“Silent pneumonias” are possible. 

Neuroleptic drugs elevate prolactin levels: the elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third of human breast cancers are prolactin dependent 
in vitro, a fagtor of potential importance if the prescription of these drugs 
is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia 
and impotence have been reported, the clinical significance of elevated 
serum prolactin levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an 
association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be 
conclusive at this time. 

ADVERSE REACTIONS: Centra/ Nervous System — Extrapyramidal 
Symptoms are most frequently reported. Most often these symptoms are 
reversible, but they may be persistent. They include pseudoparkinsonism, 
dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 


. 


hyperreflexia. Muscle rigidity sometimes accompanied by hypertherm 
has been reported following use of fluphenazine decanoate. One cay 
expect a higher incidence of such reactions with fluphenazine decafhic 
than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individual 
patient sensitivity, but dosage level and patient age are also 
determinants. As these reactions may be alarming, the patient ould 
forewarned and reassured. These reactions can usually be conffolled 
administration of an antiparkinsonian drug such as benztropine mesyl: 
and by subsequent reduction in dosage. ° 

Fersistent Tardive Dyskinesia: As with all antipsychotic agents, 
persistent and sometimes irreversible tardive dyskinesia maya pear i 
some patients on long-term therapy ог may occur after discontinuatioi 
drug. The risk seems greater in elderly patients, especially females, or 
high dosages. The syndrome is characterized by rhythmical involuntar 
movements of tongue, face, mouth, or jaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth, chewing movements) and may 
accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia: usually the symptoms : 
not alleviated by antiparkinsonism agents. If the symptoms appear, 
discontinuation of all antipsychotic agents is suggested. The syndrome 
may be masked if treatment is reinstituted, or drug dosage increased, 
a diferent antipsychotic agent used. Reports are that fine vermicular 
movements of the tongue may be an early sign of the syndrome whict 
may not develop if medication is stopped at that time. 

Phenothiazine derivatives have been known to cause restlessness, 
excitement, or bizarre dreams; reactivation or aggravation of psychoti: 
processes may be encountered. If drowsiness or lethargy occur, the 
dosage may need to be reduced, Dosages, far in excess of the recom 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System—Hypertension and fluctuations in bloo 
pressure have been reported. Although hypotension is rarely a problen 
patients with pheochromocytoma, cerebral vascular or renal insufficiei 
or severe cardiac reserve deficiency such as mitral insufficiency appe: 
to be particularly prone to this reaction and should be observed carefu 
Supportive measures including intravenous vasopressor drugs should | 
instituted immediately should severe hypotension occur; Levarterenol 
Bitartrate Injection is the most suitable drug; epinephrine should not be 
used since phenothiazine derivatives have been found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry 
mouth, headache and constipation may occur. Reducing or temporarih 
discontinuing the dosage will usually control these effects. Blurred visit 
glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycarc 
or nasal congestion have occurred in some patients on phenothiazine . 
derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, 
abnormal lactation, gynecomastia, menstrual irregularities, false result: 
on pregnancy tests, impotency in men and increased libido in women 
have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, 
photosensitivity, eczema and exfoliative dermatitis have been reported 
with phenothiazines. The possibility of anaphylactoid reactions should b 
borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytos 
thrombocytopenic or nonthrombocytopenic purpura, eosinophilia, and 
pancytopenia have been observed with phenothiazines. If Soreness of tl 
mouth, gums or throat or any symptoms of upper respiratory infection 
occur and confirmatory leukocyte count indicates cellular depression, 
therapy should be discontinued and other appropriate measures institut 
immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, 
particularly during the first months of therapy, may occur; treatment 
should be discontinued. A cephalin flocculation increase, sometimes 
accompanied by alterations in other liver function tests, has been 
reported in patients who have had no clinical evidence of liver damage. 

Others— Sudden deaths have been reported in hospitalized patients : 
phenothiazines. Previous brain damage or seizures may be predisposing 
factors. High doses should be avoided in known seizure patients. Shorth 
before death, several patients showed flare-ups of psychotic behavior 
patterns. Autopsy findings have usually revealed acute fulminating 
pneumonia or pneumonitis, aspiration of gastric contents, or 
intramyocardial lesions. Although not a general feature of fluphenazine, 
potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe 
enough to cause fatal cardiac arrest, altered electrocardiographic and 
electroencephalographic tracings, altered cerebrospinal fluid proteins, 
cereoral edema, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, skin pigmentation and lenticular and corneal opacitie 
have occurred with phenothiazines. Local tissue reactions occur only 
rarely with injections of fluphenazine decanoate. 

For full prescribing information, consult package insert. 

HOW SUPPLIED: 1 mi Unimatic® single-dose preassembled syringes 
and cartridge-needle units and 5 ml vials. 
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'Norpramin — | 


(desipramine hydrochloride tablets USP) 
25, 50, 75, 100, 150 mg 


for the elderly depressed 


atient who must remain 


active during the day 


Helps the patient remain calm yet active* 
In addition 
begins to improve sleep patterns within 


one week in some patients.' 
в As the depression is relieved, difficulty in falling asleep, restlessness, and early 
morning awakening diminish. 


Less anticholinergic activity 
ee Warnings. 


Studies in the laboratory? and in normal human subjects?;^ have shown that 
desipramine has less anticholinergic activity than amitriptyline or doxepin. 
This may mean: 

mlessdrymouth ™ less blurred vision ж less urinary retention 


Potent blocker of norepinephrine 
re-uptake E p. 


Current evidence®:® suggests 
depression results from inadequate 
levels of norepinephrine or sero- 
tonin here, at the synaptic cleft. 





val 
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If your patient is unresponsive 

to treatment with one tricyclic, 
consider switching to a tricyclic that 
blocks the re-uptake of a different 
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neurotransmitter. Electron micrograph of human Laboratory evidence suggests that | 
synaptic cleft, postulated site of desipramine bloc«s the re-uptake of 
реон: бога кшш Ap ae nonna activity, оч tricyclic antidepressant activity. norepinephrine a: the presyneptic 
ras асно ped (See Wondngs Precaaions, nerve terminal,’ ensuring increased 
and Adverse Reactions.) cleft and receptor site neurotransmitter 
concentration. 
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& FNY . 
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d A 
Me rrel : Dow (Please read the brief summary overleaf before prescribing Norpramin.) 
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Norpramin’ 
(desipramine hydrochloride tablets USP) 


< AVAILABLE ONLY ON PRESCRIPTION 
“Brief Summary 


. MECHANISM OF ACTION: Available evidence suggests that 
тапу depressions have a biochemical basis in the form of 
a relative deficiency of neurofransmitters such as 
norepinephrine and serotonin. Norepinephrine deficiency 
May be associated with relatively low urinary 
3-methoxy-4-hydroxyphenyl glyccl (MHPG) levels, while 
serotonin deficiencies may be associated with low spinal 
fluid levels of 5-hydroxyindolacetic acid. 
While the precise mechanism of action of the tricyclic 
antidepressants is unknown, a leading theory suggests 
that they restore normal levels of neurotransmitters by 
blocking the re-uptake of these substances from the 
„ Synapse in the central nervous system. 
“Evidence indicates that the secondary amine tricyclic 
antidepressants, including Norpramin, may have greater 
activity in blocking the re-uptake of norepinephrine. Ter- 
tiary amine tricyclic antidepressants. such as amitrip- 
tyline, may have greater effect on serotonin re-uptake 
Norpramin (desipramine hydrochloride) is not a 
Monoamine oxidase (MAQ) inhibitor and does not act 
prmariiy as à central nervous system stimulant. It has 
een found in some studies to have a more rapid onset of 
action than imipramine. Earliest therapeutic effects may 
occasionally be seen ín 2 to 5 days, but full treatment 
benefit usually requires 2 to 3 weaks to obtain. 
INDICATIONS: Norpramin (desipramine hydrochloride) is 
f сеа for relief ot symptoms in various depressive 
Syndromes, especially endogenous depression, 
CONTRAINDICATIONS. Desipramine hydrochloride should 
not be given in conjunction with, or within 2 weeks of, 
treatment with an MAO inhibitor drug; hyperpyretic 
Crises, severe convulsions, and death have occurred in 
patients making МАО inhibitors and tricyclic antidepres- 
sänts, When Norpramin (desipramine hydrochloride) is 
‘substituted for an MAO inhibitor, at least 2 weeks should 
elapse between treatments. Norpramin should then be 
“Started cautiously and should be increased gradually. 
The drüg is contraindicated in the acute recovery period 
following myocardial infarction. It should not be used in 
those-who have shown prior hypersensitivity to the drug 
Cross sensitivity between this and cther dibenzazepines is 
а possibility: 
WARNINGS; 1. Extreme caution shculd be used when this 
drug is given in the following situations: a. In patients with 
cardiovascular disease, because of the possibility of con- 
duction defects, arrhythmias, tachycardias, strokes, and 
acute myocardial infarction. b. In patients with a history of 
urinary retention or glaucoma, because of the anti- 
cholinergic properties of the drug. c. In patients with 
thyroid disease or those taking thyroid medication, be- 
; Cause of the possibility of cardiovascular toxicity, includ- 
ing arrhythmias. d. In patients with a history of seizure 
disorder, because this drug has been shown to lower the 
Seizure threshold. 2. This drug is capable of blocking the 
antihypertensive effect of guanethidine and similarly act- 
ing compounds. 3. ei Safe use of 
desipramine hydrochloride during pregnancy and lacta- 
tion has not been established; there’ore, if it is to be given 
io pregnant patients, nursing mothers, or women of 
childbearing potential, the possible benefits must be 
weighed against the possible hazards to mother and child. 


Animal reproductive studies have been inconclusive. 4. 
USE IN CHILDREN: Norpramin idesipramine hydro- 
Chloride) isnot recommended for use in children since 


safety.and effectiveness in the pediatric age group have 
not been established. 5. The patien: should be cautioned 
that this drug may impair the mental and/or physical 
abilities required for the performance of potentially 
hazardous tasks such as driving a car or operating ma- 
chinery. 6. in patients who may use alcohol excessively, it 
Should be borne in mind that the potentiation may increase 
the danger inherent in any suicide attempt or е 
PRECAUTIONS: 1. It is important that this drug be dis- 
pensed in the least possible quantities to depressed outpa- 
tients, since suicide has been accomplished with this 
class of drug. Ordinary prudence requires that children 
not have access to this drug or to potent drugs of any kind; 
if possible this drug should be dispensed in Containers 
with child-resistant safety closures. Storage of this drug 
in the home must be supervised responsibly. 2. If serious 
adverse effects occur, dosage should be reduced or 
treatment should be altered. 3. Norpramin (desipramine 
hydrochloride) therapy in patients with manic-depressive 




































Norpramin offers improved sleep patterns 
beginning within one week in some patients. 
_ LI. Norpramin provides less anticholinergic activity 
than amitriptyline or doxepin, as shown in laboratory 
_ Studies and studies in normal human subjects. 

. (See Warnings section of Brief Summary.) 


C Norpramin is a potent blocker of norepinephrine 










illness may induce a hypomanic state after the depressive 
phase terminates. 4. The drug may cause exacerbation of 
psychosis in schizophrenic patients. 5. Close supervision 
and careful adjustment of dosage are required when this 
drug is given concomitantly with antiche inergic or sym- 
pathomimetic drugs. 8. Patients should be warned that 
while taking this drug their peice te alcoholic bever- 
ages may be exaggerated. 7. Clinical experience in the 
concurrent administration of ECT and antidepressant 
drugs is limited. Thus, if such treatmert is essential, the 
possibility of increased risk relative to benefits should be 
considered. 8. if Norpramin ее hydrochloride) 
is to be combined with other psychotropic agents such as 
tranquilizers or sedative/hypnotics, careful consideration 
Should be given to the pharmacology of the agents em- 
ployed since the sedative effects of Norpramin and ben- 
zodiazepines (e.g., chlordiazepoxide or diazepam) are 
additive. Both the sedative and anticholinergic effects of 
the major tranquilizers are also additive to those of Nor- 
pramin. 9. This drug should be discontinued as soon as 
possible prior to elective surgery because of the possible 
cardiovascular effects. Hypertensive episodes have been 
observed during surgery in patients taking desipramine 
hydrochloride. 10. Both elevation and lowering of blood 
Sugat levels have been reported. 11. Leukocyte and differ- 
ential counts should be performed in any patient who 
develops fever and sore throat during therapy; the drug 
should be discontinued if there is evidence of pathologic 
neutrophil depression. 12. Norpramin 25, 50, 75, and 100 
mg. tablets contain FD&C Yellow No. 5 (tartrazine), which 
May cause allergic-type reactions (including bronchial 
asthma) in certain susceptible individuals. A hough the 
overall incidence of FD&C Yellow No. 5 (tartrazine) sensi- 
tivity in the general population is low. it is frequently 
seen in patients who also have aspirin hypersensitivity, 
ADVERSE REACTIONS: Note: included in the following 
listing are a few adverse reactions that have not been 
reported with this specific drug. However, the phar- 
macologic similarities among the tricyclic antidepressant 
drugs require that each of the reactions be considered 
when Norpramin (desipramine hydrochloride) is given. 
Cardiovascular: hypotension, hypertension, tachycardia, 
palpi Pd , arrhythmias, heart block, myocardial infarc- 
tion, stroke 
Psychiatric: confusional states (especially in the elderly) 
with Ро disorientation, delusions: anxiety, 
restlessness, agitation; insomnia and nightmares: 
hypomania; exacerbation of psychosis. 
Neurologic: numbness, tingling, paresthesias of ex- 
tremities: incoordination, ataxia, tremors: peripheral neu- 
ropathy; extrapyramidal symptoms; seizures; alteration in 
EEG patterns; tinnitus. 
лог: dry mouth, and rarely associated sub- 
ingual adenitis; blurred vision, disturbance of accom- 
Modation, mydriasis, increased intraocular pressure; 
constipation, paralytic ileus; urinary retention, delayed 
micturition, dilatation of urinary tract. 
Allergic: skin rash, petechiae, urticaria, itching, photo- 
Sensitization (avoid excessive exposure to sunlight), 
edema (of face and tongue or general), drug fever, cross 
Sensitivity with other tricyclic drugs. : 
Hematologic: bone marrow depressions including agran- 
ulocytosis, eosinophilia, purpura, thrombocytopenia. 
гой inal: anorexia, nausea and vomiting, epigas- 
tric distress, peculiar taste, abdominal cramps, diarrhea, 
Stomatitis, black tongue. 
Endocrine: gynecomastia in the male, breast enlargement 
and galactorrhea in the female; increased or decreased 
libido, impotence, testicular swelling; elevation or de- 
pression of blood sugar levels. Я 
рег jaundice (simulating obstructive), altered liver 
unction; weight gain or loss; perspiration, flushing; uri- 
nary frequency, nocturia; parotid swelling; drowsiness, 
сатен. Momo ала fatigue, гайре. дорес. 
drawal Symptoms: Though not indicative of addic- 
tion, abrupt San of treatment after prolonged 
therapy may produce nausea, headache, and malaise. 


DOSAGE AND ADMINISTRATION: Not recommended for 
use in children. Lower dosages are recommended tor 
elderly patients and adolescents. Lower dosages are also 
recommended for outpatients compared to hospitalized 
patients. who are closely supervised. Dosage should be 
initiated at a low level and increased according to clinical 
response and any evidence of intolerance. Following re- 
mission, maintenance medication may be required for a 
period of time and should be at the lowest dose that will 
maintain remission. 

Usual Agus Dose: The usual adult dose is 100 to 200 mg. 
per ay. in more severely ili patients, dosage may be 
urther increased gradually to mg./day if necessary. 





Е = my 

Dosage Flexibility 
Convenient 
choice of 5 tablet 
strengths and 
once daily or 
divided dosage 
schedule allows 
titration to individual 
response. 























Dosages above 300 mg/day are not recommended. 

Dosage should be initiated at a lower level and in- 
creased according to tolerance and clinical response. 

Treatment of patients requiring as much as 300 mg. 
Should generally be initiated in hospitals, where regular 
visits by the physician, skilled nursing care, and frequent 
electrocardiograms (ECG's) are available. 

The best available evidence of impendin toxicity from 
very high doses of Norpramin is prolongation of the CRS 
or QT intervals on the ECG. Prolongation of the PR interval 
is also significant, but less closely correlated with plasma 
levels. Clinical symptoms of intolerance, especially drow- 
Siness, dizziness, and postural hypotension, should also 
alert the physician to the need for reduction: in соқи, 
Plasma desipramine measurement would constitute the 
optimal guide to dosage monitoring. 

Initial therapy may be administered in divided doses or 
a single daily dose. 

Maintenance. therapy may be given on a once-daily 
Schedule for patient convenience and compliance. 
Adolescent and Geriatric Dose: The usual adolescent and 
geriatric dose is 25 to mg. daily. 

Dosage should be initiated at z*lower level and in- 
creased according to tolerance and clinical response to a 
usual maximum of 100 mg. daily. In more severely ill 

atients, dosage may be further increased to 150 mg/day. 
loses above 150 mg./day are not recommenced in these 
age groups. eke 

Initial therapy may be administered in divided doses or 
a single daily dose. 

Maintenance therapy may be given on a once-daily 
schedule orent Convenience and compliance. 
OVERDOSAGE: See prescribing information for a discus- 
Sion of symptoms and treatment of overdose. 


Product information as of May, 1980. 
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If youre concerned | 
abouttranquilizer"buzz? — 
consider the low lipid 


solubility of 


]ranxenec .. 
clorazepate dipotassium 


Expert opinion’ holds that the benzodiaze- 
pine “buzz” or “rush” effect is correlated with 
lipid solubility — i.e., a highly lipid soluble 
agent is more likely to produce initial 
euphoria. 


Tranxene starts working promptly. Yet it is 
not associated with the reports of tranquilizer- 
induced "buzz' in the medical literature. 


Pharmacokinetic investigators* have demon- 





INDICATIONS — For management of anxiety disorders or 
short-term relief of symptoms of anxiety: for symptomatic 
relief of acute alcohol withdrawal: for adjunctive therapy in 
partial seizures 

Anxiety or tension associated with stress of everyday life 
usually does not require treatment with an anxiolytic 
Effectiveness in long-term management of anxiety (over 4 
months) not assessed by systematic clinical studies. The 
physician should periodically reassess usefulness for each 
patient. 


CONTRAINDICATIONS — Known hypersensitivity to the 
drug. Acute narrow angle glaucoma 


WARNINGS — Not recommended for use in depressive 
neuroses or psychotic reactions. Caution patient against 
hazardous occupations requiring mental alertness, such as 
operating dangerous machinery ia€luding motor vehicles 
Advise against simultaneous yse of other CNS depressants 
and caution patients that effects of alcohol may be increased 
Not recommended for patients under 9. Nervousness 
insomnia, irritability, diarrhea, muscle aches, and memory 
impairment have followed abrupt withdrawal from long-term 
high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for several months. Use caution in 


soluble than diazepam. 


patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
Not give to nursing mothers 


PRECAUTIONS — Observe usual precautions in depression 
accompanying anxiety, or in patients with suicidal tendency, 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated 


ADVERSE REACTIONS — Drowsiness, dizziness, various 
g.i. complaints, nervousness, blurred vision. dry mouth. 
headache, mental confusion, insomnia, transient skin 
rashes, fatigue, ataxia, genitourinary complaints, irritability 
diplopia, depression, slurred speech, abnormal liver and kid- 
ney function tests, decreased hematocrit. decreased systolic 
blood pressure 


INTERACTIONS — Potentiation may occur with ethyl alco- 
hol. hypnotics, barbiturates, narcotics, phenothiazines, MAO 
inhibitors, other antidepressants. In bioavailability studies 


strated that Tranxene is two-thirds less lipid 


with normal subjects, concurrent administration of antacids 
at therapeutic levels did not significantly influence bioavail- 
ability of TRANXENE 


OVERDOSAGE — Take general measures as for any CNS 
depressant 


SUPPLIED — TRANXENE 3.75, 7.5, anc 15 mg capsules and 
scored tablets. TRANXENE-SD Half Strength 11.25 and 
TRANXENE-SD 22.5 mg single dose tabiets 


REFERENCES — 1. Hollister LE Proceedings of Symposium, 
Anxiety: The Therapeutic Di'emma, Nonogtaph 97-0663:6, 1981 
2. Tranxene Drug Monograph 97-0185:9, 1981. 3. Greenblatt DJ 
et al: Psychopharmacology 66:289-290, 1979. 4 Riagi GL et al 
J Med Chem 23:193-201, 1980 
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North Chicago. IL 60064 
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LITHIUM CARBONATE 450 
Controlled Release Tablets: 


-. Gradual Release of Lithium 


.. New ‘Eskalith CR’ 450 mg Controlled Release Tablets, when administered every 12 hours, gradually 
release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


> Therapy in manic-depressive illness with new ‘Eskalith CR’ 450 mg Controlled Release Tablets offers the 
. convenience of b.i.d. administration. And increased patient convenience can mean increased patient 
compliance— an important factor in successful long-term lithium therapy. 


. *. e. eye 
Prescribing Flexibility 
The ‘Eskalith’ line of lithium products—300 mg Capsules, 300 mg Tablets and new ‘Eskalith CR’ 
450 mg Controlled Release Tablets—offers you a dosage form and strength for every patient’s needs. 















































оге prescribing, see complete prescribing information in SK&F literature. Sweating, diarrhea, and concomitant infection wit elevated temperatures may 
he following is a brief summary. require temporary reduction or cessation of dosage. : 





Where hypothyroidism exists, thyroid function should be monitored during lithium 
WARNING | stabilization and maintenance; where hypothyroidism occurs during stabilization an 
Lithium toxicity is closely related to serum lithium levels, and can occur at doses maintenance, supplemental thyroid treatment may be used : 
close to therapeutic levels. Facilities for prompt and accurate serum lithium Adverse Reactions: Mild to moderate toxic reactions may occur at serum lithium 
determinations should be available before initiating therapy (see DOSAGE AND levels from 1.5 to 2.5 mEq./1., and moderate to severe reactions at levels from 2.0 
ADMINISTRATION in complete prescribing information). 2.5 mEq./l. Fine hand tremor, polyuria, and mild thirst may occur during initial E 





therapy and persist. Transient and mild nausea anc general discomfort may also“ 
appear during initial therapy. These effects usually subside with continued treatment 
or temporary reduction or cessation of dosage. If persistent, discontinue dosage. ` 
Diarrhea, vomiting, drowsiness, muscular weakness, and lack of coordination may be 
early signs of toxicity and may occur at levels below 2.0 mEq Л. At higher levels, 
Warnings: Lithium should generally not be given to patients with significant renal or ataxia, giddiness, tinnitus, blurred vision, and a lerge output of dilute urine may be 
. cardiovascular disease, severe debilitation or dehydration, sodium depletion, or to seen. Serum levels above 3.0 тЕ4./. may produce a complex clinical picture, 
patients receiving diuretics. involving multiple organs and systems. Serum levels should not exceed 2.0 mEq. 
during acute phase. : 
The following reactions appear to be related to serum lithium levels, including 
within the therapeutic range: Neuromuscular/Central Nervous System —tremor, m 
hyperirritability (fasciculations, twitching, clonic movements of whole limbs}; ataxi 
choreo-athetotic movements, hyperactive deep tendon reflex, extrapyramidal 
symptoms, blackout spells, epileptiform seizures, slurred speech, dizziness, vertigo 


Indications: Treatment of manic episodes of manic-depressive illness. Maintenance 
therapy prevents or diminishes the intensity of subsequent episodes in manic- 
. depressive patients with a history of mania. 


Chronic lithium therapy may be associated with diminution of renal concentrating 
lity; such patients should be carefully managed to avoid dehydration with resulting 

lithium retention and toxicity. Morphologic changes with glomerular and interstitial 

fibrosis and nephron atrophy have been reported. When renal function is assessed, 

progressive or sudden changes in function indicate the need for reevaluation of 

- treatment. 


Caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, confusion, stupor, coma, tongue movements, tics. tinnitus, hallucinations, poor 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue memory, slowed intellectual functioning, startled response; Cardiovascular —cardiac- 
therapy and contact a physician should they occur. Patients receiving combined arrhythmia, hypotension, peripheral circulatory collapse, bradycardia; 
therapy with lithium and an antipsychotic should be monitored closely for early Gastrointestinal —anorexia, nausea, vomiting, diarrhea, gastritis 


г evidence of neurologic toxicity and treatment discontinued promptly if such signs swelling, abdominal pain, excessive salivation, flatulence. indigestion 
appear. Caution patients about activities requiring alertness (e.g., operating vehicles 
or machinery). | 

Lithium may prolong the effects of neuromuscular blocking agents. Such agents 
“should be given with caution to patients receiving lithium. 


ith indomelbacin and other nonsteroidal anti-inflammatory drugs s пеш ae oi 
in increased plasmlithium levels; therefore, increased monitoring of е, swollen lipe, tightness in chest; impotence/ 
jum levels is recomMended. len and/or bad polyarthralgia, hypertox 

г may lead to sodium depletion: Normal diet (including salt) and а d fesembling Raynaud's save Deor reports 
паке (2500-3000 ml.) must be maintained, at least during initial release buff colored tablets in bottles of 100, 300 
rotragted sweating or diarrhea can decrease tolerance; in such 
supplemental fluid and salt. 


Laboratories Philadelphia, PA 
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WE REMODEL DREAMS. 





Life is full of broken dreams. That's reality. 
The St. Francis Boys’ Homes are not in the 
business of merely repairing broken dreams, 
or of making dreams come true. 


We are in the business of remodeling— 
reshaping, if you will, the broken dreams of 
boys into workable form—models that serve 
as guidelines for day-to-day living. 


One reality of the St. Francis program is 
that follow-up studies show a success rate in 
the upper quartile* for the rehabilitation of 
boys with conduct disorders in grades seven 
through twelve. That’s our clientele. 


This is how we work. 
The St. Francis program in Kansas and New 


* York offers year-round, twenty-four hour 


supervised treatment utilizing individual, 


An equal opportunity employer. 


Certified by OCHAMPUS. 


group, family, and milieu modalities with 
adjunctive occupational, remedial, and 
recreational therapies. Treatment is based 
upon the concepts of therapeutic 
community, reality therapy, Christian 
theology, and ego and behavorial 
psychology. Our size and staff ratio allow us 
to do all this, and more, on a refreshingly 
personal level. That’s the reality of 

our dream. 


* Copies available upon request. 
For information and referral, contact: 


Richard W. Burnett, 

MSSW, ACSW, LSCSW 
Clinical Coordinator 

St. Francis Boys’ Homes 

P.O. Box 1348 

Salina, Kansas 67401 

Please call collect 913-825-0541 


The Kansas programs are accredited as 
psychiatric facilities for children and 
adolescents by The Joint Commission on 
Accreditation of Hospitals. 
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€ Psychotherapy and Pharmacotherapy: 
Toward an Integrative Model 
By Toksoz B. Karasu 
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psychotic fury 


.Navane 
- (thiothixene) (thiothixene HCl) 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane® (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, intramuscular: 2 mg/ml, 5 mg/ml 

Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory cot- 

lapse, comatose states, central nervous system depression due to any cause, and blood 

dyscrasias. Navane is contraindicated in individuals who have shown hypersensitivity to the 
drug. tt is not known whether there is a cross-sensitivily between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered 

Warnings: Usage in Pregnancy — Safe use o! Navane during pregnancy has not been estab- 

lished. Therefore. this drug should be given to pregnant patients only when, in the judgment of 

the physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus Animal reproduction studies and clinical experience to date have not demonstrated 
any teratogenic effects 

in the animal reproduction studies with Navane, there was some decrease in conception rate 
and litter size, and an increase in resorption rate in rats and rabbits, changes which have been 
Similarly reported with other psychotropic agents. After repeated oral administration of Navane 
to rats (5 to 15 mg/kg/day), rabbits (3 to 50 mg/kg/day). and monkeys (1 to 3 mg/kg/day} before 
and during gestation, no teratogenic effects were seen. (See Precautions ) 

Usage in Children — The use of Navane in children under 12 years of age is not recommended 
because safety and efficacy in the pediatric age group have not been established 

As is.true with many CNS drugs. Navane may impair the mental and/or physical abilities 
tequired for the performance of potentiaily hazardous tasks such as driving a car or operating 
machinery, especially during the first few days of therapy. Therefore, the patient should be 
cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with alcohol. 

Precautions: An antiemetic elfect was observed in animal studies with Navane, since this 

effect may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 

drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

in consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alzohol withdrawal since it may lower the convuisive threshold 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
herapy should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indícated when Navane is used in 

conjunction with other CNS depressants other than anticonvulsant drugs 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 

i aution in patients who are known or suspected to have glaucoma, of who might be exposed to 

extreme heat, or who are receiving atropine or related drugs 

Use with caution in patients with cardiovascular disease 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 

tation (fine lenticular pigmentation has been noted in a small number of patients treated with 

Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, throm- 

bocytopenic purpura), and liver damage (jaundice, biliary stasis) have been reported with 

retated drugs. 

Undue exposure to suniight should be avoided. Photosensitive reactions have been re- 

ported in patients on Navane. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 

tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 

“are prolactin dependent in vitro, a factor of potential importance if the prescription of these 

drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 

bances such as galactorrhea, amenorrhea. gynecomastia. and impotence have been re- 
ported, the clinical significance о? elevated serum prolactin levels is unknown for most patients 

An increase in mammary neoplasms has been found in rodents after chronic administration of 

-feuroteplic drugs. Nether clinical studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and 

. mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 

this time 

intramuscular Administration -- As with all intramuscular preparations, Navane Intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the buttock (i.e. gluteus maximus) and the mid-latera! thigh 
The депо area should be used only if well developed, such as in certain adults and older 
children, and then only with caution to avoid radial nerve injury. Intramuscular injections should 
not be made into the lower ang mid-thirds of the upper arm. As with all intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessei 

Reactions: Note. Not al of the following adverse reactions have been reported with 

Navane (thiothixene). However since Navane has certain chemical and pharmacologic 

similarities to the phenothiazines, all of the known side effects and toxicity associated with 

phenothiazine therapy should be borne in mind when Navane Is used 

Cardiovascular effects: Tachycardia. hypotension. lightheadedness. and syncope. In the 
event hypotension occurs, epinephrine should not be used as a pressor agent since a 
paradoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible and 
frequently difappear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance of these changes is not 
known, 

CNS effects: Drowsiness, usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness. 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently. 

Hyperreliexia has been reported in infants delivered from mothers having received structur- 
ally relatec drugs 

in additon, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities 

№ Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia. and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 


























































agent. More siowly emerging symptoms may be managed by reducing the dosage of Navane 
pov administering an ога! antiparkinson agent 


severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson с 





i s with all antipsychotic agents. tardive dysiinesia may 
appear in some patients-on long term therapy or may occur after drug therapy has been 
discontinued. The risk seems to be greater in elderly patients on high-dcse therapy, especially 
females. The symptoms. are persistent and in some. patients appear to be irreversible. The 
syndrome is characterized by rhythmical involuntary movements of the tongue, face, mouth or 
jaw (e.g.. protrusion of tongue. puffing of cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompanied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia: antiparkinsonism agents usually 

do not alleviate the symptoms of this syndrome. it is suggested that all antipsychotic agents be 

discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 

to a different antipsychotic agent, the syndrome may be masked. 
it has been reported that fine vermicular movements of the tongue may be an early sign ofthe 

syndrome and if the medication is stopped at that time, the syndrome may not develop 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reportec 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anemia, 
thrombocytopenia and pancytopenia 

Allergic reactions: Rash, pruritus. urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. It persistent, ihis may necessitate a 
reduction in dosage or the discontinuation of therapy. Phenothiazines have beer associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglyzemia, and 
glycosuria 

Autonomic effects: Ory mouth blurred vision, nasal congestion, constipation, increased 
sweating, ncreased salvation, and impotence have occurred infrequently with Navane 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpyrexia. anorexia, nausea, vomiting, diarrhea, increase in 
appetite ard weight. weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives. in some cases the cause о! death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. In others, the cause ceuld not be 
determined nor could it be established that death was due to phenothiazine administration. 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the condition. in general, small doses shougi be usec initially and 
gradually increased to the optima! effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy 

Usage in children under 12 years of age is not recommended because safe concitions for its 
use have not been established 

Navane Intramuscular Solution: Navane For Injection — Where more rapid control and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. it is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication. the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controtled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30mg/day. An 
oral form should supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs 

Navane Capsules: Navane Concentrate — in milder conditions, an initial dose of 2 mg three 
times daily. if indicated. a subsequent increase to 15 mg/day total daily cose is often effective. 

in more severe conditions, an initial dose of 5 mg twice daily. 

The usua! optimal dose is 20 to 30 mg daily. If indicated, an increase ta 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response 
Overdosage: Manifestations include muscular twitching. drowsiness, and dizziness, Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticcilis, tremor, 
salivation, cysphagia, hypotension, disturbances of gait, or coma. 

Treatment: Essentially is symptomatic and supportive. For Navane ora’, early gastric lavage 
is helpful. For Navane oral and Intramuscular, keep patient under careful observation arid 
maintain an open airway, since involvement of the extrapyramidal systern may preduce dys- 
phagia and respiratory difficulty in severe overdosage. If hypotension occurs, the standard 
measures for managing circulatory shock should be used (I. V. fluids and'or vasoconstrictors.) 

If a vasoconstrictor is needed, levartereno! and phenylephrine are the most suitable drugs 
Other pressor agents, including epinephrine. are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause furtherfowering of 
the blood pressure. 

it CNS depression is present and specific therapy is indicated. recommended stimulants 
include amphetamine. dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin or pentyleneretrazol) should be avoided. Extrapyrami- 
da! symptorns may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known tc be of little 
value in phenothiazine intoxication 
How Supplied: Navane 'thiothixene) is available as capsules containing 1 mg, 2 mg. 5 mg, and 
10 mg of thicthixene in bottles of 100, 1.000, and unit-cose pack of 100 (10 x 10's). Navane is also 
available as capsules containing 20 mg of thiothixene in bottles of 100, 500, and unit-dose pack 
of 100 (10 x 105). 

Navane (tniothixene hydrochloride) Concentrate is available in 120 ml (4 oz.) botes with an 
accompany ng dropper calibrated at 2 mg. 3mg. 4 mg, 5 mg. 6mg. 8 mg, and 10 mo. and in 30 
mi (1 02.) bottles with an accompanying dropper calibrated at 2 mg. 3 mg. 4 то. апа 5 mg. 
Each mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
U S.P 7.0% v/v (small loss unavoidabie). 

Navane (thiothixene hydrochioride) Intramuscular solution is available in a 2 ml amber glass 
vial in packages of 10 vials. Each ml contains thiothixene hydrochloride equivalentto 2 mg ot 
thiothixene, dextrose 5% wiv, benzyl alcohol 0.9% меу and propyl gallate 0.02% we, 

Navane (iniothixene hydrochloride) Intramuscular For injection is avapable in amber glass 
vials in packages of 10 viais. When reconstituted with 2.2 ті of Sterile Water for Injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane intramuscular Forinijection may be stared for 48 
hours at room temperature before discarding. 
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A New Radioreceptor Assay 
for for Psychiatric Research: 


The Wellcome Neuroleptic Assay Kit 


Wellcome Diagnostics is pleased to announce the To order the WELLCOME NEUROLEPTIC ASSAY: Ki 
vailability of a new radioreceptor assay for assessing call 800-334-9332 (North Carolina, call collec:: 919-758 
he in vitro potency of neuroleptic drugs — the 3436) or to obtain technical information please call 800- 
IELLCOME NEUROLEPTIC ASSAY KIT. 334-8570 (in North Carolina, call collect: 916-541 9090 

Ext. 4617). 



































intended for research use only, and not for use in 
diagnostic procedures, this in vitro assay measures the Reference 1. Creese І, Snyder SH: A simple and sensitive 
opamine receptor blocking activity of neuroleptic drugs radioreceptor assay for antischizophrenic drugs in blood. 
and their pharmacologically active metabolites. The test Nature 270: 180, 1977. 

is based on the competitive binding assay method 
escribed by Creese and Snyder! Specifically, the test 
Irug and ^H-spiperone (spiroperidol) compete for bind- 
ing to dopamine receptors on calf caudate membranes. 

"When the competitive reaction has approached comple- = Wellcome Diagnostics 
tion, receptor-bound neuroleptic drug is separated from і A Division of Burroughs Wellcome Co. — 
that remaining unbound by A Wellcome 3030 Cornwallis Rd., Research Triangle Park 
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Malpractice Costs Can Be Reduced! 


For years we have been administering professional liability programs at rates lower than most. Here's a few of our programs. 
American Psychological Assoc. 
National Assoc. of Social Workers 
American Chemical Society 
American Assoc. of Marriage & Family Therapists 
Now we are offering you the same advantages of professional handling and excellent stability for your coverage 


Coverage Features 


* Ano deductible Plan of insurance for qualified applicants against claims arising out of pro- * Coverage applies anywhere in the world as long as a suit 6 brought in tae United Sia 











fessional services including coverage for the insured's liability arising aut of actsof employees * No charge for insulin shock therapy, hypnotism or accepted physical thérapies: 
ar others for whom you are legally liable * Lass of Income Coverage — provides payment for loss of income from professional dti 
ге A broad “ occurrence policy" providing protection against acts occurring during the policy when appearing in court in the defense of a claim covered by thepolicy. The policy pays $250 
period, even though the claim is submitted after the policy expires per day subiect to maximum of $2,500 per claim. SNR 
Jue Automatic coverage of additional putes during the policy term if all Psychiatrists and e Professional Employee Coverage no additional charge. 
Neurologists are insured at inception of the policy * Separate limits are provided for each professional narred on the policy. 


Professional Premises Liability at no additional charge to protect you for third party suits * An A+ rated company licensed in every state 
arising from your office premises. 
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For Information write or call: 

Program Administrator: 
AMERICAN PROFESSIONAL AGENCY, INC. 
. * 95 Broadway, Amityville, New York 11701 

E (516) 691-6400 
National Union Fire Insurance Company of Pittsburgh, Pa. 
A Member Company of American International Groug » 


« Policy coverages and benelits are опіу briefly outlined here: For complete prow 











buding: exclusi ioris; please refer to the policy it зей which s available upor 22 
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A Оте VU ОТЕП Л 
action than with 
amitriptyline or imipramine 


Major symptom improvement within 4-7 days has 
been common. In over 80% of responsive patients, 
improvement occurs within two weeks. 


See ASENDIN prescribing information on next page for indications, warnings, and precautions, and for more detailed information conesrning side effects. 


INO SCITOUS Е i 
and a low incidence 
of anticholinergic effects 


Less than 1% incidence of hypertension,syncope, 
or tachycardia was seen in 11 years of clinical 
trials. This finding is generally supported эу broad- 
er clinical experience. Anticholinergic effects were 
infrequent: dry mouth (1496), constipation (12%), 
and blurred vision (7%). 


*Antidepressants are not recommended for use during the acute 


recovery phase following myocardial infarcticn. 


Rapid relief of anxiety 
or agitation associated 
with depression 


THE NEW T THERAPEUTIC STANDARD. 
М Ишин, з LED! 


Data from National Prescription 
Audit IMS America, Ltd. 








DESCRIPTION i | 
-ASENDIN amoxapine is an antidepressant of the dibenzoxazepine class, chemically distinct from the 
dibenzazepines, dibenzocycioheptenes, and dibenzoxepines 


7 itis designated chemically as 2-chloro-11-(1-piperaziny! dibenz(b.f] [1 .A]oxazepine. The molecular 
weight is 313.8. The empirical formula is C His CIN.O 


ASENDIN is supplied for oral administration as 50 mg. 100 mg. and 150 mg tablets 


CLINICAL PHARMACOLOGY 
ASENDIN is an antidepressant with a mild sedative component to its action. The mechaaism of its clinical 
‘action in man is not well understood. In animals, amoxapine reduced the uptake of norepinephrine and 
serotonin and blocked the response of dopamine receptors to dopamine Amoxapine is not a monoamine 
oxidase inhibitor, 


ASENDIN is absorbed rapidly and reaches peak blood levels approximately 90 minutes after ingestion. It 
“4g almost completely metabolized. The main route of excretion is the kidney. /n vitro tests show that 
: amoxapine binding to human serum is approximately 90%. 


in man, amoxapine serum concentration declines with a half-life of 8 hours. However, tre major 
metabolite, 8-hydroxyamoxapine, has a biologic hait-hfe of 30 hours. Metabolites are excreted in the urine 
in conjugated form as glucuronides 


Clinical studies have demonstrated that ASENDIN has a more rapid onset of action than either amitrip- 
чупе or imipramine. The initial clinical effect may occur within four to seven days and occurs within two 
weeks in over 80% of responders. 


INDICATIONS AND USAGE 

"ASENDIN is indicated for the reliet of symptoms of depression in patients with neurotic or reactive 
depressive disorders as well as endogenous and psychotic depressions. It is indicated for depression 
accompanied by anxiety or agitation. 
CONTRAINDICATIONS 

"ASENDIN is contraindicated in patients who have shown prior hypersensitivity to dibenzaxazepine com- 
pounds. it should not be given concomitantly with monoamine oxidase inhibitors Hyperpyretic crises 

Severe convulsions, and deaths have occurred in patients receiving tricyclic antidepressants and mono- 
amine oxidase inhibitors simultaneously. When it is desired to replace a monoamine oxidase inhibitor with 
А IN, a minimum of 14 days should be allowed to elapse after the former is discontinued. ASENDIN 

«should then be initiated cautiously with gradual increase in dosage until optimum response is achieved 
The drug is not recommended for use during the acute recovery phase following myocardial infarction 


grand та! seizures with dosages of ASENDIN above recommended limits 
n in patients with a history of convulsive disorders 






In prescribing the drug it should be borne in mind that the possibility of suicide is inherent in any severely 
depressed patient, and persists until a Significant remission occurs. the drug should be cispensed in the 
Smallest suitable amount. Manic depressive patients may experience a shift to the manic phase 
Schizophrenic patients may develop increased Symptoms of psychosis; patients w:th paranoid symp- 
tomatology may have an exaggeration of such symptoms. This may require reduction of dosage or the 
addition of a major tranquilizer to the therapeutic regimen 
Information for the patient: 
Patients should be warned of the possibility of drowsiness that may impair performance of potentially 
lazatdous tasks such as driving an automobile or operating machinery 
"Drug interactions: 
See “Contraindications” about concurrent usage of tricyclic antidepressants and monoamine oxidase 
inhibitors. Paralytic ileus may occur in patients taking tricyclic antidepressants in combination with 
anticholinergic drugs. ASENDIN may enhance the response to alcohol and the effects of barbiturates and 
other CNS depressants. 
Therapeutic interactions: 
Concurrent administration with electroshock therapy may increase the hazards associated with such therapy 
Carcinogenesis, impairment of fertility: 
< Ina 2t-month toxicity study at 3 dose levels in rats. pancreatic istet сей hyperplasia occurred with slightly 
increased incidence at doses 5-10 times the human dose. Pancreatic adenocarcinoma was detected in [ow 
incidence in the mid-dose group only, and may possibly have resulted from endocrine-mediated organ 
hypertunction. The significance of these findings to man is not known. 


atment of male rats with 5-10 times the human dose resulted їп а slight decrease in the number ot fertile 
matings. Female rats receiving ога! doses within the therapeutic range displayed a reversible increase in 
trous cycie length. 
Pregnancy: Pregnancy category C 
Studies [оте in mice, rats and rabbits have demonstrated no evidence of teratogenic effect due to 
г ASENDIN. Embryotoxicity was seen in rats and rabbits given oral doses approximating the human dose 
_ Fetotoxic effects (intrauterine death. stillbirth. decreased birth weight) were seen in animzi studies at oral 
. doses 3-10 times the human dose. Decreased postnatal survival (between days 0-4) was cemonstrated in 
: offspring of rats at 5-10 times the human dose. There are no adequate and well-controiled studies in 
pregnant women. ASENDIN should be used during pregnancy oniy if the potential benefit :ustifies the 
potential risk to the fetus. 
‘Nursing mothers: 
fis по! known whether this drug is excreted in human milk, but amoxapine and/or its metabolites have 
been shown to be freely transported into milk of lactating rats 
Pediatric use: 
Safety and effectiveness in children below the age of 16 have not been established 
ADVERSE REACTIONS 
Adverse reactions reported in controlled studies in the United States are categorized with respect to 
incidence below, Following this is a listing of reactions known to occur with other antidepressant drugs of 
this class but not reported to date with ASENDIN 
INCIDENCE GREATER THAN 1% 


The most frequent types of adverse reactions occurring with ASENDIN in controlled clinical trials were 
се and ae these included drowsiness (14%), dry mouth (14%), constipation (12%), and 
штей vision (7% 










For relief of depression that often begins 
_ in days, not weeks, with fewer safety concems 






















Less frequently reported reactions were: 
CNS and Necromuscular—anxiely, insomnia, restlessness, nervousness. palpitations, tremors. con- 
fusion, excitement. nightmares. ataxia, alterations in EEG patterns. 

Allergic —sisn rash. edema. 

Gastrointest:znal—Nausea. 

Other— dizziness, headace, fatigue, weakness, excessive appetite. increased perspiration 
INCIDENCE LESS THAN 1% 

Anticholinergic —disturbances of accommodation. mydriasis, delayed micturition, nasal stuffiness 
Cardiovascuiar—hypotension. hypertension, syncope, tachycardia. 

Allergic —drag fever. photosensitization. pruritus. 4 

CNS апа Nevromuscular—tingling, paresthesias of the extremities, tinnitus. discrientation, extra- 
pyramidal symptoms. seizures, hypomania, numbness. 

Hemalologic-—Leukopenia 

Gastrointestinal —epigastric distress. vomiting, flatulence. abdominal pain, peculiar taste, diarrhea, 
Endocnne—increased or decreased libido. impotence, menstrual irregularity. breast enlargement and 
gaiactorrheain the female 

Other—{acrimation, weight gain or loss, altered liver function 

DRUG RELATIONSHIP UNKNOWN 

Other reactions have been reported rarely but occurred under Circumstances where a drug relationship 
was unknown. These observations are listed to serve as alerting information to physicians 
Cardiovascuiar—stroke 

Other—urinary trequency, testicular swelling, anorexia. 


ADDITIONAL ADVERSE REACTIONS REPORTED WITH OTHER ANTIDEPRESSANT DRUGS 
Anticholinergic—Sublingual adenitis, paralytic ileus, urinary retention, dilation ot yrinary tract. 


Cardiovascuiar —arrhythmias. myocardial infarction, heart block 
Allergic—ur'icaria, petechiae 


CNS and Neuromuscular—disturded concentration. delusions, hallucinations. peripheral neuropathy. 
incoordinaticn. syndrome of inappropriate ADH {antidiuretic hormone) secretion. 
Hematologic—agranulocytosis. eosinophilia. purpura, thrombocytopenia. 

Gastrointestma!—stomatitis. parotid Swelling, black tongue. 

Endocrine —gynecomastia, elevation and lowering of the blood sugar levels. 

Other—alopacia. hepatitis (including jaundice) 

OVERDOSAGE | 

There has been limited experience with overdosage of ASENDIN. One young female patient experienced a i 
convulsive seizure following ingestion of 1000 mg: no other serious adverse réactions or sequelae were 
teported in this case. Another young woman ingested 2700 mg ASENDIN Together wan 325 mg imipramine 
and 210 mg flurazepam without serious adverse effect. She теро nedi slept for 14 hours and required no 
treatment. Electrocardiographic and laboratory findings obtained 26 hours post drug were normal 


in general. treatment of overdosage must be symptomatic and supportive. if the patient is conscious, 
induced emesis followed by gastric lavage with appropriate precautions to prevent pulmonary aspiration 
should be accomplished as soon as possible Following na activated charcoal may be administered 
to reduce absorption. An adequate airway should be established in comatose patients and assisted 
ventilation instituted if necessary. The possibility of occurrence of seizures should be kept in mind. 
Convulsions. should they occur. may respond to standard anticonvulsant therapy: however, barbiturates 
May potentiate any respiratory depression. Specific treatment should be guided by the predominant 
Symptoms which may suggest use of a particular pharmacologic agent. For example, the slow intra- 
venous administration of physostigmine salicylate has been reported to reverse most of the serious 
cardiovascular and CNS effects of overdosage with tricyclic antidepressants. such as cardiac arrhythmias. 
and convulsions. Avoid rapid injection to reduce the possibility of physostigmine-induced convulsions. 


A patient who-has ingested a toxic overdose of a tricyclic antidepressant may remain medically and 
psychiatrica!ly unstable for several days due to sustained excessive drug levels. Unexpected cardiac 
deaths have occurred up to six days post overdose with other antidepressants. The QRS interval of the 
electrocardiogram appears a reliable correlate of the Severity of overdosage. If the QRS interval exceeds 
100 milisecoads anytime during the first 24 hours after overdose, cardiac function should be continu- 
ously monitored for five or six days 

DOSAGE AND ADMINISTRATION 

Effective dosage of ASENDIN may vary trom one patient to another. Usual effective dosage is 200 mg to 
300 mg daily. Three weeks constitutes an adequate period of trial providing dosage has reached 300 mg 
бану (ora lower level of tolerance) for at least two weeks. If no response is seen at 300 mg, dosage may be 
increased, depending upon tolerance, up to 400 mg daily. Hospitalized patients who have been refractory 
to antidepressant therapy and who have no history of convulsive seizures may have dosage raised 
cautiously up to 600 mg daily in divided doses 


ASENDIN may be given in a single daily dose. not to exceed 300 mg, preferably at bedtime. if the total 
daily dosage exceeds 300 mg. it should be given in divided doses 


Initial Dosage for Aduits — Usual Starting dosage ts 50 mg three times daily. Depending upon tolerance, 
dosage may оз increased to 100 то three times daily on the third day of treatment. (initial dosage of 

300 mg daily may be given. but notable sedation May occur in some patients during the first few days of 
therapy at this level.) Increases above 300 mg daily should be made only if 300 mg daily has been 
ineffective dusing a trial period of at least two weeks. When effective dosage is established. the drug may 
be given in a sngie dose (not to exceed 300 mg) at bedtime. 

Eiderly Patienis— In generai, lower dosages of the tricyclic antidepressants are recommended for these 
patients. Recommended starting dosage of ASENDIN is 25 mg three times daily. If no :ntolerance is 
observed, dosage may be increased after three days to 50 mg three times daily Although 150 mg daily 
may be adequate for many eideriy patients, some may require higher dosage. Careful increases up to 
300 mg daily are indicated in such cases. 

Once an effective dosage is established. ASENDIN may conveniently be given in a single bedtime dose, 
notto exceed 300 mg 

Maintenance— Recommended maintenance dosage of ASENDIN is the lowest dose that will maintain 
remission. If symptoms reappear, dosage should be increased to the earlier level until they are controlled. 


For maintenance therapy at dosage of 300 mg or tess, a single dose at bedtime is recommended. 


HOW SUPPLIED: ASENDIN amoxapine Tablets are Supplied-as follows? 
50 mg heptagonal, scored tablets, orange — bottles of 100, 500 and Unit Dose 10 x 10's. 
100 mg hep'agonal, scored tablets, biue— bottles of 100. 
150 mg hep'agonal, scored tablets, peach— bottles of 30. . 


Rev. 8/80 


LEDERLE LABORATORIES ^ bn i 
«у A Division of American Соате Сотралу t : 
Wayne, New Jersey 07470 € 1982, Lederle Laboratories 








Computerized Services 
Scoring-Interpreting 


The Roche Psychiatric Service Institute (RPSI) scores and 
interprets the MMPI and prepares a COMPLETE report which 
contains: Ш A comprehensive interpretation of test results 
- derived from established MMPI configural patterns and 
computer-stored interpretive facts. Ш Scores of the 
clinical, validity and MacAndrew scales and, upon 
request, scores for over 100 additional research 
scales. W Critical items list and content scales. lI 
Answer matrix (a record of patient responses to 
each MMPI item). BI MMPI profile sheet. 
|»... As a'convenience for those highly skilled in 
the clinical use of the MMPI, the ABBREVIATED 
report provides: W Scores of the clinical, validity 
and MacAndrew scales and, upon request, scores for over 100 additional 
research scales. Ш Answer matrix. BI MMPI profile sheet. 


RPSI Provides 
Ш Rapid processing... reports processed generally within 24. 
hours. lil Patient anonymity assured through the use of а simple 
coding system. ll A monthly statement of all business : 
transactions is provided for easier record-keeping. (Vo coupons. . 
necessary) W MMPI TESTBOOK also available in Spanish. W- 
Revised norms for adolescents between the ages of 14 and ^7... . 
New from RPSI Ш Clinica! Notes on the MMPI, a new monograph 
series from distinguished authors designed to extract from - 
published literature the most relevant findings for clinical anc 
research applications. : 











































































тте ШЫ og Restricted Use of This 

Roche Psychiatric Service Institute Service: MMPI test 

Hoffmann-LaRoche Inc. processing by RPSI is 

: Nes i NOn EUR RN restricted to clinical use | 

| 0 7 under the supervision of a - 
. Introductory Offer 


physician, Ph.D. or licensed - 

L Please send me the MMPI TESTKIT which includes a test booklet, 20 psychologist. it is not 
patient-arswer sheets and re ee nó for administering the MMPI. available for routine 

| have enclosed a check for $5.00 (payable to Roche Psychiatric : 
Service Irstitute) to cover the cost of the TESTKIT. screening and should be 

| understand that (1) the two MMPI answer sheets marked used solely with patient 
complimentary will be processed (scored and interpreted) at no extra populations. 
charge; (2) this service is restricted to clinical applications of the MMPI: and 
(3) my name and address will be verified. 

indicate type of report desired |] Complete С) Abbreviated 
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“Address . >» 
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Some Things Аге Hard 
to Improve Upon. 


Ed 








ome things are hard to improve upon. Like а 
Stradivarius...and ‘Stelazine’. Я 
In the 24 years since ‘Stelazine’ was introduced, 
other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
‘Stelazine’ in reducing psychotic target symptoms. 
Dependable, effective 'Stelazine' — a classic 
antipsychotic. From SK&F, pioneers in 
psychopharmacology. 


STELAZINE i= 


^ A trifluoperazine НСІ 
A Classic Antipsychotic 





Before prescribing, see complete pre- 
scribing information in SK&F Co. litera- 
ture or PDR. The following is a brief 


summary. 


Indications 
Based on a review of this drug by the 
National Academy of Sciences — National 
Research Council and/or other information, 
FDA has classified the indications as follows: 


Effective: For the management of the mani 
festations of psychotic disorders. 
Possibly effective: To control excessive 


anxiety, tension and agitation as seen in 
neuroses or associated with somatic 
conditions. 

'Stelazine' has not been shown effective in 
the management of behavioral complica- 
tions in patients with mental retardation. 
Final classification of the less-than-effective 
indications requires further investigation. 


Contraindications: Comatose or greatly 
depressed states due to C.N.S. depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 

Warnings: Generally avoid using in patients 
hypersensitive (e.g., blood dyscrasias, jaundice) 
to any phenothiazine. Caution patients about 
activities requiring alertness (e.g., operating 
vehicles or machinery), especially during the 
first few days’ therapy. 

Additive effect is possible with other C.N.S. 
depressants, including alcohol. 

Use in pregnancy only when necessary for 
patient's welfare. There is evidence that pheno- 
thiazines are excreted in the breast milk of 
nursing mothers. 


Precautions: Use cautiougly in angina. Avoid 
high doses and parenteral administration when 
cardiovascular system is impaired. Antiemetic 
effect may mask the signs of overdosage of ` 
other drugs or obscure diagnosis and treatment 
of certain physical disdfders. Prolonged admin- 





brand of 


istration of high doses may result in cumulative 
effects with severe C.N.S. or vasomotor symp- 
toms. If retinal changes occur, discontinue drug. 
Agranulocytosis, thrombocytopenia, pancyto 
penia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 

Patients with a history of long-term therapy with 
'Stelazine' and/or other neuroleptics should be 
evaluated periodically for possible adjustment 
or discontinuance of drug therapy. Neuroleptic 
drugs cause elevated prolactin levels that per: 
sist during chronic administration. Since approx- 
imately one-third of human breast cancers are 
prolactin-dependent in vitro, this elevation is of 
potential importance if neuroleptic drug admin 
istration is contemplated in a patient with a 
previously detected breast cancer. Neither 
clinical nor epidemiologic studies to date, how 
ever, have shown an association between the 
chronic administration of neuroleptic drugs and 
mammary tumorigenesis. 

Phenothiazines may diminish the effect of oral 
anticoagulants. Phenothiazines can produce 
alpha-adrenergic blockade. Concomitant 
administration of phenothiazines with pro- 
pranolol results in increased plasma levels of 
both drugs. Phenothiazines may lower the con 
vulsive threshold; dosage adjustments of anti 
convulsants may be necessary. Patients should 
not receive 'Stelazine' 48 hours before or 24 
hours after myelography with the contrast 
medium metrizamide. 


Adverse Reactions: Drowsiness, dizziness, 
skin reactions, rash, dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, 
anorexia, lactation, blurred vision. Neuro 
muscular ( extrapyramidal ) reactions: motor 
restlessness, dystonias, pseudo-parkinsonism, 
persistent tardive dyskinesia. 

Other adverse reactions reported with 
Stelazine (trifluoperazine HCl, SK&F) or 
other phenothiazines: Some adverse effects 
are more frequent or intense in specific dis- 
orders ( e.g., mitral insufficiency or pheo- 
chromocytoma ). 








Grand mal and petit mal convulsions, altered 

cerebrospinal fluid proteins; cerebral edema; 

prolongation and intensification of the action 

of C.N.S. depressants, atropine, heat, and 

organophosphorus insecticides; nasal conges 

tion, headache, nausea, constipation. obstipa 

tion, adynamic ileus, inhibition of ejaculation; 
"activation of psychotic processes, catatoric 

; hypotension (sometimes fatal ); 

cardiac arrest; leukopenia, eosinophilia, pan 

cytopenia, agranulocytosis, thrombocytopenic 

purpura, hemolytic anemia, aplastic anemia, 

jaundice, biliary stasis; menstrual irregularities, 

galactorrhea, gynecomastia, false positive preg- 

nancy tests; photosensitivity, itching, erythema, ч 

urticaria, eczema up to exfoliative dermatitis { 

asthma, laryngeal edema, angioneurotic edema, 

anaphylactoid reactions, peripheral edema 

reversed epinephrine effect. hyperpyrexia; mild 

fever after large І.М. doses; increased appetite; 

increased weight; a systemic lupus erythe. 

matosus-like syndrome; pigmentary retinopathy; Р 

with prolonged administration of suostant-al 8 

doses, skin pigmentation, epithelial keratopathy, 

and lenticular and corneal deposits. EKG 

changes have been reported, but relationship 

to myocardial damage is not confirmed. Discon 

tinue long-term, high-dose therapy gradually 

NOTE: Sudden death in patients taking pheno 

thiazines (apparently due to cardiac arrestor 

asphyxia due to failure of cough reflex) has 

been reported, but no causal relationship has 

been established. 

Supplied: Tablets, 1 mg., 2 mg., 5 mg. and 10 Ы 

mg., in bottles of 100; іп Single Unit Packages of 

100 ( intended for institutional use only ); Injec 

tion, 2 mg./ml.; and Concentrate (intended for 

institutional use only), 10 mg. ml. 


KSF CO. 


a SmithKline company 


Manufactured and distributed by 
SK&F Co., Carolina, Р.К. 00630 
Stelazine* trademark licensed from 
SmithKline Beckman Corporation 
©SK&F Co., 1981 
































RESTORIL (temazepam) blood levels after consecutive nightly 30-mg doses'.2 


x паве Ж 


£g before th 
next dos 


4 DAYS 











RESTORIL" (temazepam): Effective at night — re attained by patients who had taken a 30- mg dos 
little residual daytime medication— e оре 
patients aw vake alert and refreshed 


poss 
hahalf-life of RESTORIL (temazepam) parallels normal sleep and about operating machi 
metabolite of flurazepam has a the drug. 


TORIL therapy, a major portion 


лиш enone patents fo Sete red esaet improved 


No significant impairment of died T. 
daytime activities ect f difficulty in falling 
c no detectable akening 3 M morning awakenin 
ir cognitiv Function or motor coor ination occurred i in. REM y remained jaliy unche m 
itakena 3C i U 











— one night at a time... 
from the first night. ы 


RESTORI 


(temazepam) 
Hypnotié action with insignificant accumulation 


Please turn page for prescribing informati 





nocturna 
ings. Sine mi 

the prolonged: 
erally not: necessary. < e r 
been employed for sleep ma : "up te 
consecutive nights of drug administration in sleep lab- 
oratory studi 
The possibility that the insomnia may be related toa 
condition for which there is more specific treatment, 
should beconsidered. 
CONTRAINDICATIONS: Benzodiazepines may 
cause fetai damage when administered during preg- 










































































папсу. An increased risk of congenital malformations H 
associated with the use of diazepam and chlordiaz- Essenti al 
epoxide during the first trimester of pregnancy has H 
been suggested in several studies. Also. ingestion of readin g 
therapeutic doses of benzodiazepine hypnotics during for 
the last weeks of pregnancy has resulted in neonata 
S. depression, Restoril is contraindicated in preg- every 

ant women, Consider a possibility of pregnancy А 
wher instituting therapy or whether patient intends to professional 
become pregnant. И А 
WARNIN xS: Patients receiving Restori} (temaze- In the 






^pami) should be cautioned about possible combined 
есе with alcohol and other CNS depressants. mental 


health 


PRECAUTIONS: In elderly /or debilitated 
field. 











patients. it is recommended that initial dosage be lim- 
Чейчо 15 mg. The usual precautions are indicated for 
severely depressed patients or those in whom tbere is 
ny evidence of latent depression: it should be recog- 
кл nized that suicidal tendencies may be present and pro- 
^ Aective measures may be necessary. 
If Restoril is to be combined with other drugs hav- 
known hypnotic properties or CNS-depressant 


Ф 

ig known hypnonc properties on CNS depressant О Enclosed is my check payable to the Ameri- 
effects, due consideration shou e given to potentia А : H ^ 

additive effects. eee can Psychiatric Association.* 

Information for Patients: Patients receiving Restoril 
should be cautioned about possible combined effects А 
with alcohol and other CNS depressants. Patients О Please bill me. 
should be cautioned not to operate machinery or drive signature 
a, motor vehicle, They should be advised of the possi- 
bility of disturbed nocturnal sleep for the first or sec- 








gnd'nigh after discontinuing Ше rug. One year subscription—12 issues Em 
аһоғшоғу Tests: The usual precautions should be А Y 
observed in patients with impaired renal or hepatic C] $24.00 (U.S.) О $31.00 (Foreign) 

function. Abnormal liver function tests as well as blood 


, dyscrasias have been reported with benzodiazepines. р 
Pregnancy: Pregnancy Categorv X. See Contraindica- Mail to: Circulation Department 


tions. Hospital & Community Psychiatry 


Pediatric Use: Safety and effectiveness in children { 

below the age of 18 years have not been established. 1700 Eighteenth Street, N.W. 

ADVERSE REACTIONS: The most common Washington, D.C. 20009 

adverse reactions were drowsiness, dizziness and leth- 

2 argy- Other side effects include confusion. euphoria 
andr 














nd relaxed feeling. Less commonly reported were IMPORTANT: Please provide the following information for our 
weakness, anorexia and diarrhea. Rarely reported subscription records. 
. Were tremor. ataxia. lack of concentration. loss of Discipline _ Work Setting __ . 
equilibrium. falling and palpitations. And rarely Psychiatrist a 11 Public Psychiatric Hospital 


Psychiatric Resident 

Other M.D. 

Psychologist 

Social Worker 

Nurse 

Pharmacist 

Activity Therapist 

Other Clinical Staff i 

Nonmedical Administrator j 

Librarian k 

Chaplain 

Medical Student m 
n 
o 


Private Psychiatric Hospital 
General Hospital 

Medical School. 

Mental Retardation Facility 
Correctional Facility 
Geriatric Facility 

Community Mental HealthCenter 
Drug/Alcohol Treatment Center 
Outpatient Clinic 

£4 Day Treatment Center 
Administrative Agency 
Office Practice 

2j Other 

D Not Applicable 


reported were hallucinations, horizontal nystagmus 
and paradoxical reactions, including excitement. stim- 
lation and hyperactivity 
Restoril is a controlled substance in Schedule IV. 
Caution must be exercised in addiction-prone individ- 
uals or those who might increase dosage. 
DOSAGE AND ADMINISTRATION: Adulis: 30 mg 
usual dosage before retiring: 15 mg may suffice in 
ome, Elderly and/or debilitated: 15 mg recommended 
“initially untilindividual response is determined. 
SUPPLIED: Restoril (temazepam) capsules—-15 mg 
“maroon and pink, imprinted "RrsrORIL 15 mg": 
.;30mg. maroon and blue. imprinted “КЕЅТОВИ 
30mg”. Packages of 100. 500 and ControlPak® pack- 
: ар of 25 capsules (continuous reverse-numbered roll 
ol 
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sealed blisters). SDZI-139 
Before prescribing, see package insert for full product 
information. Name 


References: 

‘Schwarz HJ: Br J Clin Pharmacol 8:235, 1979: 

“Mean of 7 patients through 5 days of therapy pro- 

jected to 14 days. Data on file indicate that steady- Facility (it part of mailing address) 

state values for plasma concentrations are reached 

by day 2 6r 3. 

. ee lab studies оп patients who received 
RESTORIL capsules for up to 27 consecutive Address 

nights indicate that steady-state plasma concentra- 

tions are achieved by the second or third night. 

Data on file, Sandoz Pharmaceuticals. 

. Pishkin V. et al: J. Clin Psychiatry 4/:358, 1980. 

Roth T. et al: BrJ Clin Pharmacol 8:47. 1979. 

Data on file; Medical Department, Sandoz 

Pharmaceuticals. 


. Kaplan SA. et al: J Pharm Sci 62:1932,1973:Mean || "Subscriptions «CP are tax-deductible for 
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of 4 patients through 14 days of therapy. — 1] mental health professionals. 5 
Sandoz Pharmaceuticals RI de Ж ЖЫЛЫН : See E 
SDZ-1-159 - East Hanover, NJ.07936 . SARBOZ ; ze 
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The B24 Ill...a new 
generation of electro- 
convulsive therapy 
instrumentation from 
Medcraft. 


Designed with patient and operator safety in mind, this 
new series of instrumentation meets the rigorous 
requirements for listing by Underwriters Laboratories — UL 
544, Standards for Medical and Dental Equipment. The 
B24 Ill provides the physician with the ultimate in precision 
dosage levels. Consistancy of desired output level is 
assured with the following features: 


e Line Voltage Compensation — allows compen- 
sation for fluctuations in incoming line voltages. 

€ Pre-programmed Voltage Selection — choice of 
eleven voltage levels from 70 volts to 170 volts. 

e Automatic Treatment Timing — adjustable from 0.1 
second to 1.0 second with or without Glissando. 

e Current Output Indicators — visual assurance of 
current flow during treatment. 


Exclusive Patient Test Module allows a complete systems 
integrity check of insturmentation prior to treatment. 
Clinical accuracy and dependability are assured by the 
use of 100% solid state circuitry. Double shielded 
transformer provides an additional margin of treatment 
safety. Write or call for ordering information, specifications 
and prices. 
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Medcraft 


Medcraft, a Division of 
Hittman Medical Systems 


9190 Red Branch Rd. / Cclumoia, MD 21045 
301/730-7800 / Call toll-free 800/638-2896 


Medcraft is a registered trademar« of Hit*man Corp. 





he Brown Schools offers a continuum of psychi- 

atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 
rate facilities provide programs designed for persons 
with varying degrees of mental illness, emotional | 
disturbance, behavior disorders, and developmental 
disabilities. Special services are available for the Jy 
deaf, for autistic children and adolescents, for posi P 


handicaps. 


For Information write: Director of Admissions 

The Brown Schools / P.O. Box 4008 / Austin, Texas 78765 
Toll Call: (512) 478-6662 

Out of State Free: (800) 531-5305 

From Texas Free: (800) 252-5404 


An Equal Opportunity employer. THE | | 7 » 
Psychiatric hospitals accredited BROWN 
Рр SCHOOLS 

































































n 













































» 
pag 

Н 

NC 

Art dt 

RA 

HE 

HM 
























A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they weara variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
tímes of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental "fuzziness" (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 


Antipsychotic efficacy he can live wi 


(Napenda) 


И. - 'oblets/concentrate/injection - 





* Marked sedation is rare; some instances of drowsiness have beer. reported: 


Please see following page for brief summary of prescribing informa: 











* New 20-mg tablet facilitates h.s. administration, 
which may enhance patient compliance 


e Six tablet strengths aid in dosage adjustment 
during all phases of therapy, including ( 


* Easy switchover from IM to oral forms 


»  * Tasteless, odorless, colorless concentrate 
permits very small dosage adjustments 


; Seer) — See Brief Summary of Prescribing Information below for 
long-term maintenance m — | contraindications, warnings, precautions and adverse reactions. 
HALDOL?* concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 


А e, 






Pda 


\ 


1 


al 








acceptability. 2 mg per ml Ee 
haloperidol (as the lactate). HALDOL New 20 mg 
PALOPERIDOL 
CONCENTRATE . 
HALDOIL? tablets 
(haloperidol) 
in 6 different strengths, for 
HALDOL? (haloperidol) í convenience in individualizing 
sterile injection 4- Pre-filled Syringe dosage. 


for rapid control (often within hours) ` 
in acutely айып patients. 5 mg | 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

prop araben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity тау occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
Cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


rgent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
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тр Img 2mg 5mg 10mg 


therapy is generally uneventful. However, some patients on maintenance treatment experienc 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishabl 
from "Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual with 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: Although rarely reported with HALDOL, tardive dyskinesia may 
appear during or after long-term therapy. The risk appears to be greater in elderly patients or 
high-dose therapy, especially females. Symptoms are persistent and sometimes appear irre 
versible; there is no known effective treatment and all antipsychotic agents should be discon 
tinued. The syndrome may be masked by reinstitution of drug, increasing dosage. or switchinc 
lo a different antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres 
Sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may bt 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated witl 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardi: 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho 
monocytosis; agranulocytosis rarely reported and only in association with other medication 
Liver Effects: Impaired liver function and/or jaundice reported Dermatologic Reactions 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco 
mastia, impotence, increased libido, hyperglycemia and hypoglycemia. Gastrointestina 
Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nausea and vomiting 
Autonomic Reactions: Dry mouth, blurred vision, urinary retention and diaphoresis. Respi 
ratory Effects: Laryngospasm, bronchospasm and increased depth of respiration. Other 
Cases of sudden and unexpected death have been reported in association with the adminis. 
tration of HALDOL. The nature of the evidence makes it impossible to determine definitively 
what role, if any, HALDOL played in the outcome of the reported cases. The possibility tha 
HALDOL caused death cannot, of course, be excluded, but it is to be kept in mind that sudder 
and unexpected death may occur in psychotic patients when they go untreated or when they 
are treated with other neuroleptic drugs 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 

Severe to very severe symptoms. Controlled trials to establish the safety and effectiveness o 

intramuscular administration in children have not been conducted 28812 
. 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co. 
Dorado, PR 00646. 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
ofa population. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with s@izophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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THE NEW ПОНТ 
IN EFFECTIVE 
ANTIDEPRESSANT 
THERAPY 
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(Trazodone HCI) 




















O Unlike tricyclics, tetracyclics or MAO inhibitors 


As effective as imipramine and amitriptyline1.2 


O Incidence of anticholinergic side effects 


comparable to placebo3 
A simple dosage adaptable to patients’ needs 


UAE с 
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HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE"? 


Clinical studies have shown new Desyrel” (Trazodone НСІ) to be comparable in thera- 
peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 
Significant, symptomatic improvement was often noted by the end of the first week of 
therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The clinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


(Percent of Patients) 





о ИШНЕН Trazodone п = 142 
20 Jo Gum Placebo n- 95 
15% 
О, 8% °, 
| : ^ Bn E * 
D3Y MOUTH BLURRED VISION 
896 
4% 
ш - 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 


"Adaptedfrom Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


NO CLINICALLY SIGNIFICANT EKG CHANGES à 
IN STUDY PATIENTS 


Although no significant EKG changes have been reported as a result of Desyrel therapy, 
patients with cardiovascular disease should be closely monitored until more clinical z^ 
experience is available. Sedation was the most frequently repcrted side effect during L 
, clinical trials. 
um (C 1982 Mead Johnson & Company, Evansville, Indiana 47721 USA 
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FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


О Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
0 50 mg/day additionally every three to four days until optimal effect is obtained 

O Maximum outpatient dosage: 400 mg/day 

O Maximum inpatient dosage: 600 mg/day 


О Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 





Mead [irem PHARMACEUTICAL DIVISION 


* 
References: 
1. Gershon S, Mann J, Newton R, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter doublé-blind study. J Clin Psychopharmacology 1 (suppl): 395-445, Nov 1981. 
2. Goldberg HJ, Rickels, K, et al: Treatment of neurotic depression with a new antidepressant. J Clin Psychopharmacology 
1 (suppl): 355-38S,Nov 1981. 
3. Gershon S, Newtgn RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. J Clin Psychiatry 41:100-104, 
March 1980. 


Please see last page for prescribing information. . 











TO HELP AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW . 
ANTIDEPRESSANT THERAPY... 


DESYREI* 
(Trazodone HCI) 


DESCRIPTION 

DESYREL” (Trazodone Hydrochloride) is an antidepressant chemiċally un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. Iris a 
triazolopyridine derivative designated as atla- Grhlorophenyl)-kpiperaz: 
inyllpropyll-1,2, 4-triazolo[4,3-a|pyridin3-(2H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is CisHe2CINsO*HCl and 
the structural fórmula is represented as follows: 
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INDICATIONS AND USAGE 

DESYREI* (Trazodone Hydrochloride) is indicated for the treatment of de- 

pression. The efficacy of DESYREL has been demonstrated in both inpatient 

and outpatient settings and for depressed patients with and without promi- 

nent anxiety The depressive illness of pees studied corresponds to the 

Major Depressive Episode criteria of the American Psychiatric Association's 

Diagnostic and Statistical Manual, III. 

CONTRAINDICATIONS 

DESYREL is contraindicated in patients hypersensitive to DESYREL. 

WARNINGS 

In clinical trials, various EKG changes were seen in DESYREL-treated patients, 
ut none were considered to be clinically significant or definitely attributable 

to DESYREL administration, Because the clinical trials were not arge enough 

to rule out DESYREL-associated EKG effects, and animal studies have shown 

that DESYREL can cause EKG changes, patients with cardiovascular disease 

should be closely monitored until moreclinical experience isobtained. DESY- 

REL isnot recommended for use during the initia recovery phase of myocar- 

dial infarction. 

PRECAUTIONS 

General: The possibility of suicide in seriously depressed patients is inherent 

in the illness and may persist.until significant remission occurs, Therefore, 

prescriptions should be written for the smallest number of tablets consistent 

with good patient management, 

Information for Patients: Alert patients that (a) their mentalor physical ability 

| to perforrh potentially hazardous tasks, such as operating machinery or driv- 

ing, may be impaired: (b) the response to CNS depressants such as alcoholor 

barbiturates may be enhanced; and (c) DESYREL should be taken shortly after 
a meal or light snack. Laboratory Tests: WBC and differential counts are rec- 
ommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive drug. Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated и with a gradual increase in 
dosage until pomum response is achieved, if a MAO inhibitor is discontin- 
ued shortly before or is to be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 
avoided because of the absence of experience in this area. Carcinogenesis, 

,Mutagenesis, Impairment of Fertility: No drug- or dose-related occurrence of 
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carcinogenesis wasevident in rats receiving DESYREL in daily oral doses up to 
300 mg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg- 
nancy only ifthe potential benefit justifies the potential risk to the fetus. 
Nursing Mothers: Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nu rsing woman; Pediatric Use: Safety and effectiveness in 
children below the age of 18 have пог been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials аге 
the following: Autonomic = blurred vision, constipation, dry mouth; Cardiovas- 
cular- hypertension, hypotension, shortness of breath, syncope, tachycardia/ 
palpitations; CNS -anger/hostility confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal 
abdominal/gastric distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal -musculoskeletal aches/pains; Neurological -incoordi- 
nation, paresthesia, tremors; Sexual Function-decreased libido: Skin-allergic 
condition/edema; and Other - decreased appetite, eyes red/tired/ itching, 
head full-heavy, malaise, nasal/sinus congestion, nightmares/vivid dreams, 
sweating/clamminess, tinnitus, weight gain, weight loss. Side-effects reported 
by lessthan 1& of the study patients are the following: akathisia, allergic reactior 
anemia, chest pain, delayed urine flow, early menses, Hatulence. hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches; numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance, Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime ora reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is sug- 
gested. The dose may be increased by 50 mg/day every threeto fou rdays. The 
maximum dose for outpatients usually should not exceed 400 mpldav in 
divided doses. Inpatients may be given up to but not in excess of mgiday 
in divided doses. : : 
Maintenance: Dosage during prolonged maintenance therapy should be 
ept at the lowest effective level: Once ап adequate response bas been 
achieved, dosage may be gradually reduced, with subsequent edjustment 
depending on therapeutic response. 
HOW SUPPLIED j 
ЗО mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE : a 
1. Williams BW, Ed: Diagnostic and statistical manual of mentaldisorders-I11, 
American Psychiatric Association, May 1980, 


US. Pat. No. 3,381,009 
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Designed for 


| PSYCHIATRISTS! | 


The 


1983 


American Psychiatric Association | 


APPOINTMENT 
BOOKS 


The new, 1983 Desk | 
Appointment Book includes reference | 
charts to the DSM-III Classification. 
tables of Commonly Abused Drugs . 
with their Street Names, Legal Terms, 
and Neurologic Deficits, and а new 
feature enabling busy psychiatrists to - 
keep an accurate record of their 
participation in Continuing Medica! | 
Education (CME). 
At the same time, the APA Appointment Books 
maintain all of the essential features that have made 
them popular with psychiatrists for the past thirteen | 
years. Each double page gives you a complete week 
with each day divided into 15-minute time 
periods. There is a comprehensive list of the | 
addresses and annual meeting dates of all . 
major psychiatric and mental health . 
organizations and agencies, and a convenient - 
alphabetical section for names, addresses, and 
telephone numbers. 


The 1983 Appointment Books аге | ORDER FORM —— — — н нн 
spiralbound, with a special light- | Mail to: Publication Sales Department, American Psychiatrie |. 
igh j | Association, 1700 18th Street, N.W., Washington, D.C. 20009 | 
on nur ne сы that fits | — copies 1983 DESK Appointment Book (#P107-A) at 815,00 
И copies 1983 POCKET Appointment Book (#Р108-А) at $9.00- 
.copies 1983 Appointmeni Book Set (#P109-A) at 820.00 | 
(Orders under $35 must be prepaid. Shipping charges will bé . 
. On Sale at the added if order is not prepaid.) i 


\pookshop 


Institute on Hospital & | 
Community Psychiatry 
Louisvilie. KY, Oct. iE 1% 1982. 
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Break the web of 
noncompliance with 
Prolixin Decanoate’ 


Fluphenazine Decanoate Injection 





Noncompliance rates in schizophrenic 
outpatient populations range from 24 
to 63 percent,' with studies suggesting 
a relapse-readmission rate of approxi- 
mately 40 to 55 percent.’ 
Consequently, these patients face 
progressive deterioration and increasing 
problems in rehabilitation. 
However, repeated relapses and their ad- 
verse consequences "...may be prevent- 
able by administration of long-acting 
injectable... fluphenazine decanoate.”” 
Prolixin Decanoate—an excellent tool 
to help you combat noncompliance in 
the chronic schizophrenic—delwers medi- 
cation as prescribed—with a duration of 
action ranging from 14 to 28 days. 
The benefits—reduced anxiety for pa- 
tient, family, employer—patient conven- 
ience—savings in administration time and 
costs for outpatient treatment centers. 
Prolixin Decanoate—keystone in Commu- 
nity Mental Health Center programs—can 
help you maintain the noncompliant schizo- 
phrenic population as outpatients, not inpatients. 


Van Putten T: Arch Gen Psychiat 31:67-72, 1974 

Imlah NW: Psychiatr Ann 13:22-32, 1973 

'Gregory |, Smeltzer D: Psychiatry: Essentials of 
Clinical Practice, Boston, Little Brown & Cc., 1977 p. 185 


Prolixin Decancate 
Fluphenazine Decanoate Injection 
long-acting therapy for long-term maintenance 
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See following page for brief summary 











PROLIXIN DECANOATE^ 
Fluphenazine Decanoate Injection 


Prolixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg 
fluphenazine decanoate per ml in a sesame oil vehicle with 1.2% (w/v) 
benzyl alcohol as a preservative. 

CONTRAINDICATIONS: In presence of suspected or established 
subcortical brain damage. In patients who have a blood dyscrasia or liver 
damage, or who are receiving large doses of hypnotics, or who are 


comatose or severely depressed. In patients who have shown hypersensi- 


tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may 
occur. 
Not intended for use in children under 12. 


WARNINGS: Mental and physical abilities required for driving a car or 
Operating heavy machinery may be impaired by use of this drug. 
Physicians should be alert to the possibility that severe adverse reactions 
may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not 
been established because of inadequate experience in use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been 
established; weigh possible hazards against potential benefits if 
administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine 
compound caused cholestatic jaundice, dermatoses or other allergic 
reactions because of the possibility of cross-sensitivity. When psychotic 
patients on large doses cf a phenothiazine drug are to undergo surgery, 
hypotensive phenomena should be watched for; less anesthetics or 
central nervous system cepressants may be required. Because of added 
anticholinergic effects, fluphenazine may potentiate the effects of 
atropine. 

Use fluphenazine decanoate cautiously in patients exposed to extreme 
heat or phosphorus insecticides; in patients with a history of convulsive 
disorders since grand mal convulsions have occurred; and in patients 
with special medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with 
prolonged therapy there is the possibility of liver damage, pigmentary 
retinopathy, lenticular and corneal deposits, and development of 
irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of 
a physician experienced in the clinical use of psychotropic drugs. 
Periodic checking of hepatic and renal functions and blood picture should 
be done. Renal function of patients on long-term therapy should be 
monitored; if BUN becomes abnormal, treatment should be discontinued. 
“Silent pneumonias” are possible. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third сї human breast cancers are prolactin dependent 
in vitro, a factpr of potential importance if the prescription of these drugs 
is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, 
and impotence have been reported, the clinical significance of elevated 
serum prolactin levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an 
association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be 
conclusive at this time. 

ADVERSE REACTIONS: Centra/ Nervous System— Extrapyramidal 
symptoms are most frequently reported. Most often these symptoms are 
reversible, but they may be persistent. They include pseudoparkinsonism, 
dysfonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 


hyperreflexia. Muscle rigidity sometimes accompanied by hyperthermia 
has been reported following use of fluphenazine decanoate. One can 
expect a higher incidence of such reactions with fluphenazine decanoat 
than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individual 
patient sensitivity, but dosage level and patient age are also 
determinants. As these reactions may be alarming, the patient should be 
forewarned and reassured. These reactions can usually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate 
and by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, 
persistent and sometimes irreversible tardive dyskinesia may appear in 
Some patients on long-term therapy or may occur after discontinuation c 
drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary 
movements of tongue, face, mouth, or jaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth, chewing movements) and may b 
accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms art 
not alleviated by antiparkinsonism agents. If the symptoms appear, 
discontinuation of all antipsychotic agents is suggested. The syndrome 
may be masked if treatment is reinstituted, or drug dosage increased, o! 
a different antipsychotic agent used. Reports are that fine vermicular 
movements of the tongue may be an early sign of the syndrome which 
may not develop if medication is stopped at that time. 

Phenothiazine derivatives have been known to cause restlessness, 
excitement, or bizarre dreams; reactivation or aggravation of psychotic 
processes may be encountered. If drowsiness or lethargy occur, the 
dosage may need to be reduced. Dosages, far in excess of the recom- 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System — Hypertension and fluctuations in blood 
pressure have been reported. Although hypotension is rarely a problem, 
patients with pheochromocytoma, cerebral vascular or renal insufficienc 
or severe cardiac reserve deficiency such as mitral insufficiency appear 
to be particularly prone to this reaction and should bg observed carefully 
Supportive measures including intravenous vasopressor drugs should be 
instituted immediately should severe hypotension occur; Levarterenol 
Bitartrate Injection is the most suitable drug; epinephrine should not be 
used since phenothiazine derivatives have been found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry 
mouth, headache and constipation may occur. Reducing or temporarily 
discontinuing the dosage will usually contro! these effects. Blurred visior 
glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycardic 
or nasal congestion have occurred in some patients on phenothiazine 
derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, 
abnormal lactation, gynecomastia, menstrual irregularities, false results 
on pregnancy tests, impotency in men and increased libido in women 
have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, 
photosensitivity, eczema and exfoliative dermatitis have been reported 
with phenothiazines. The possibility of anaphylactoid reactions should be 
borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, ag!anulocytosi: 
thrombocytopenic or nonthrombocytopenic purpura, eosinophilia, and 
pancytopenia have been observed with phenothiazines. If soreness of th 
mouth, gums or throat or any symptoms of upper respiratory infection 
occur and confirmatory leukocyte count indicates cellular depression, 
therapy should be discontinued and other appropriate measures institute 
immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, 
particularly during the first months of therapy, may occur; treatment 
should be discontinued. A cephalin flocculation increase, sometimes 
accompanied by alterations in other liver function tests, has been 
reported in patients who have had no clinical evidence of liver damage. 

Others — Sudden deaths have been reported in hospitalized patients о 
phenothiazines. Previous brain damage or seizures may be predisposing 
factors. High doses should be avoided in known seizure patients. Shortly 
before death, several patients showed flare-ups of psychotic behavior 
patterns. Autopsy findings have usually revealed acute fulminating 
pneumonia or pneumonitis, aspiration of gastric contents, or 
intramyocardial lesions. Although not a general feature of fluphenazine, 
potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe 
enough to cause fatal cardiac arrest, altered electrocardiographic and 
electroencephalographic tracings, altered cerebrospinal fluid proteins, 
cerebral edema, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, skin pigmentation and lenticular and corneal opacitie: 
have occurred with phenothiazines. Local tissue reactions occur only 
rarely with injections of fluphenazine decanoate. 

For full prescribing information, consult paokage insert. 


HOW SUPPLIED: 1 ml Unimatic® single-dose preassembled syringes 
and cartridge-needle units and 5 ml vials. t 
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Task Force Report 14, ELECTROCONVULSIVE THERAPY, н. a 
rational perspective on a subject surrounded by controversy. It opens 
with the results of a survey of APA members regarding the use of ECT 
The efficacy of ECT for affective disorders, schizophrenia, and 
other mental illnesses is discussed, as are the adverse effects of ЕСТ. 
Chapters on methods of administration and the physiological actio 
of ECT follow. The report then examines the social, ethical, and 
legal aspects of ECT as well as the training and education which 
it requires. Possible future research in this area is also dis- — 
cussed. А vital concluding section presents the Task. Force's 
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electroconvulsive therapy. (1978) 









Task Force Heport 18, 
TARDIVE DYSKINESIA, a study 
done by an АРА Task Force of well 
known psycho-pharmacologists, is à 
documented and in-depth review f 
what is presently known about | 
most pervasive side effect of cur- | 
rently available antipsychotic 
drugs—tardive dyskinesia. The 
Task Force, after comprehen- 
sively reviewing available 
data, concluded that ‘the | 
currently available anti- 
psychotic agents virtually 

all carry some risk of 

inducing early or late neuro- 
logical toxic effects," although most 
“сап be managed with antiparkinsonian. 
agents or by thoughtful and conservative use 
of the available neuroleptics..." (1980) . 



















Task Force Report 19, 
BIOFEEDBACK, reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
.. cation of biofeedback techniques 
in psychiatry, and a chapter on the 
_ nature of alpha feedback training. This 
report should be read by everyone who is 
- interested in biofeedback therapy. (1981) 
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| Please send те _ copies TFR 14, ELECTROCONVULSIVE 
THERAPY, Publication #214-1, $10. 00. 


__ copies TFR 18, TARDIVE DYSKINES:A, 
Publication 4218-4, $11.00 


copies TFR 19, BIOFEEDBACK, 
Publication #219-2, $11.00 


| Enclosed is a total раушепіої$ : Us 
| (All domestic orders amounting to $35.00 or less must be accompanied . 
| by payment. Non-prepaid orders (over $35.00) wil be invoice with 
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| Mail order to: Publication Sales, American Psychiatric Association, 
1700 18th Street, М.М. 
Washington, DC 20009 
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when dépression 
disrupts the day.. 


Electron Micrograph 
of human Synaptic cleft.” 


*Postulated site of tric yelic antidepressant activity 
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Norpramin | 
(desipramine hydrochloride tablets USP) 
25, 50, 75, 100, 150 mg 


For the depressed 
patient who must remain 
active during the day ~ 


Helps the patient remain calm yet active’ 
In addition 


begins to improve sleep patterns within 


one week in some patients.’ 


m As the depression is relieved, difficulty in falling asleep, restlessness, and early 
morning awakening diminish. 


Less anticholinergic activity 
(See Warnings.) 


Studies in the laboratory? and in normal human subjects?:^ have shown that 
desipramine has less anticholinergic activity than amitriptyline or doxepin. 
This may mean: 


m less dry mouth ш less blurred vision — less urinary retention 


Potent blocker of norepinephrine 
re-uptake 


Current evidence®:® suggests 
depression results from inadequate 
levels of norepinephrine or sero- 
tonin here, at the synaptic cleft. 


If your patient is unresponsive 

to treatment with one tricyclic, 
consider switching to a tricyclic that 
blocks the re-uptake of a different 
neurotransmitter. 





Electron micrograph of human Laboratory evidence suggests that 
synaptic cleft, postulated site of desipramine blocks the re-uptake of 
zNipcamin. егп not n inhibit poama activity, ало tricyclic antidepressant activity. norepinephrine at the presynaptic 
machinery if drowsiness occurs (See Warnings, Precautions, nerve terminal," ensuring increased 
andAdverseReactions.) — , cleft and receptor site neurotransmitter 
concentration. 


і 
е е OW (Please read the brief summary overleaf before prescribing Ncrpramin.) 
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C Norpramin offers 


re-uptake. 


.Norpramin 
(desipramine hydrochloride tablets USP) 


< AVAILABLE ONLY ON PRESCRIPTION 
Brie! Summary 


MECHANISM OF ACTION: Available evidence suggests that 
many depressions have a biochemical basis in the form of 
а relative deficiency of neurotransmitters such as 
norepinephrine and serotonin. Norepinephrine deficiency 
may be associated with relatively low urinary 
3-methoxy-4-hydroxypheny! glycol (MHPG) levels, while 
Serotonin deficiencies may be associated with low spinal 
fluid levels о? 5-hydroxyindolacetic acid. 

-- While the precise mechanism of action of the tricyclic 
antidepressants is unknown, a leading theory suggests 
that they restore norma! levels of neurotransmitters by 
blocking the re-uptake of these substances from the 
synapse in the central nervous system. 

Evidence. indicates that the secondary amine tricyclic 

г antidepressants, including Norpramin, may have greater 

activity in blocking the re-uptake ot norepinephrine. Ter- 
oo Магу amine tricyclic antidepressants. such as amitrip- 

i; tyline, may have greater effect on serotonin re-uptake. 
' Norpramin (desipramine hydrochloride) is not a 
monoamine oxidase (МАО) inhibitor and does not act 
primarily. as а central nervous system stimulant. It has 
been found in some studies to have a more rapid onset of 
action than imipramine. Earliest therapeutic effects may 
occasionally be seen in 2 to 5 days, but full treatment 
benefit usually requires 2 to 3 weeks to obtain. 
INDICATIONS: Norpramin (desipramine hydrochloride) is 
indicated for relief of symptoms in various depressive 
syndromes; especially endogenous depression 
CONTRAINDICATIONS: Desipramine hydrochloride should 
not be given in conjunction with, or within 2 weeks of, 
treatment with an MAO inhibitor drug: hyperpyretic 
crises; Severe convulsions, and death have occurred in 
patients faking MAO inhibitors and tricyclic antidepres- 
sants. When Norpramin (desipramine hydrochloride) is 
Substituted for an МАО inhibitor, at least 2 weeks should 
elapse between treatments. Norpramin should then be 
‘Started ‘cautiously and should be increased gradually. 

The. drug is contraindicated in the acute recovery period 
following myocardial infarction. It should not be used in 
those who have shown prior hypersensitivity to the drug. 
Cross sensitivity between this and other dibenzazepines is 
а ЫШЫ 
WARNINGS: 1. Extreme caution should be used when this 
drug is given in the following situations: a. In patients with 
-;gardiovascular disease, because of the possibility of con- 

“duction defects, arrhythmias, tachycardias, strokes, and 

acute myocardial infarction. b. In patients with a history of 
urinary retention or glaucoma, because of the anti- 
votholinergit. properties of the drug. c. In patients with 
thyroid. disease or those taking thyroid medication, be- 
cause of the possibility of cardiovascular toxicity, includ- 
ing arrhythmias. d. In patients with a history of seizure 
disorder, because this drug has been shown to lower the 
seizure threshold, 2. This drug is capable of blocking the 
-antihypertensive effect of guanethidine and similarly act- 
ng compounds. 3. : Safe use of 
desipramine hydrochloride during pregnancy and lacta- 
tion has not been established; therefore, if itis to be given 
to pregnant patients, nursing mothers, or women of 
childbearing potential, the possible benefits must be 
weighed against the possible hazards to mother and child. 
"Animal reproductive studies have been inconclusive. 4. 

USE. IN CHILDREN: Norpramin (desipramine hydro- 
chloride) is not recommended for use in children since 
Safety and effectiveness in the pediatric age group have 
hot been established. 5. The patient shouid be cautioned 
that this drug may impair the mental and/or physical 
- abilities: required for the performance of potentially 
Hazardous tasks such as driving a car or operating ma- 
= chinery. 6. In patients who may use alcohol excessively, it 
2 should be borne in mínd that the potentiation may increase 
the danger inherent in any suicide attempt or overdosage. 
PRECAUTIONS: 1. It is important that this drug be dis- 
pensec in the least possible quantities to depressed outpa- 
tients; since suicide has been accomplished with this 
class of drug. Ordinary prudence requires that children 
hot have access to this drug or to potent drugs of any kind; 
if possible this drug should be dispensed in containers 
with child-resistant safety closures. Storage of this drug 
in the home must be supervised responsibly. 2. if serious 
adverse effects occur, dosage should be reduced or 
treatment should be altered. 3. Norpramin (desipramine 
hydrochloride) therapy in patients with manic-depressive 
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| improved sleep patterns 
beginning within one week in some patient m 
LJ Norprámin provides less anticholinergic activity — 
than amitriptyline or doxepin, as shown in laboratory 
Studies and studies in normal human subjects. 
(See Warnings section of Brief Summary.) 


-EJ Norpramin is a potent blocker of norepinephrine 


А maintain temission. 








T Convenient 


strengths and 
once daily or 








response. 




































































illness may induce a пуротад state after the depressive 
phase terminates. 4. The drug may cause exacerbation of 
psychosis in schizophrenic patients. §. Close supervision 
and careful adjustment of dosage are required when this 
drug is given concomitantly with anticholinergic or sym- 
pathomimetic drugs. 6. Patients should be warned that 
while taking this drug their response to alcoholic bever- 
ages may be exaggerated. 7. Clinical experience in the 
concurrent administration of ECT and antidepressant 
drugs is limited. Thus, if such treatment is essential, the 
possibility of increased risk relative to benefits should be 
considered. 8. If Norpramin (desipramine hydrochloride) 
is to be combined with other psychotropic agents such as 
tranquilizers or sedative/hypnotics, careful consideration 
Should be given to the pharmacology of the agents em- 
ployed since the sedative effects of Norpramin and ben- 
zodiazepines (e.g.. chlordiazepoxide or diazepam) are 
additive. Both the sedative and anticholinergic effects of 
the major tranquilizers are also additive to those of Nor- 
pramin. 9. This drug should be discontinued as soon as 
possible prior to elective surgery because of the possible 
cardiovascular effects. Hypertensive episodes have been 
observed during surgery in patients taking desipramine 
hydrochloride. 10. Both elevation and lowering of blood 
sugar levels have been reported. 11. Leukocyte and differ- 
ential counts should be pertormed in any patient who 
develops fever and sore throat during therapy: the drug 
should be discontinued if there is evidence of pathologic 
neutrophil depression. 12. Norpramin 25, 50, 75, and 100 
mg. tablets contain FD&C Yellow No. 5 (tartrazine), which 
may cause allergic-type reactions (including bronchial 
asthma) in certain susceptible individuals. Although the 
overall incidence of FD&C Yellow No. 5 (tartrazine) sensi- 
tivity in the general population is low, it is frequently 
Sean in patients who also have aspirin hypersensitivity. 
ADVERSE REACTIONS: Note: Included in the following 
listing are a few adverse reactions that have not been 
reported with this specific drug. However, the phar- 
macologic similarities among the tricyclic antidepressant 
drugs require that each of the reactions be considered 
when Norpramin (desipramine hydrochloride) is given. 
Cardiovascular: hypotension, hypertension, tachycardia, 
palpitation, arrhythmias. heart block, myocardial infarc- 
tion, stroke. 

Psychiatric: confusional states (especially in the elderly) 
with hallucinations, disorientation. delusions. anxiety, 
restlessness, agitation, insomnia and nightmares; 
hypomania; exacerbation of psychosis 

Neurologic: numbness, tingling, paresthesias of ex- 
tremities; incoordination, ataxia, tremors; peripheral neu- 
ropathy; extrapyramidal symptoms; seizures; alteration in 
EEG patterns: tinnitus 

Anticholinergic: dry mouth, and rarely associated sub- 
lingual adenitis; blurred vision, disturbance of accom- 
mocation, mydriasis, increased intraocular pressure, 
Constipation, paralytic ileus; urinary retention, delayed 
micturition, dilatation of urinary tract 

Allergic: skin rash, petechiae, urticaria, itching, photo- 
Sensitization (avoid excessive exposure to sunlight), 
edema (of face and tongue or general), drug fever, cross 
sensitivity with other tricyclic drugs 

Hematologic: bone marrow depressions including agran- 
ulocytosis, eosinophilia, purpura, thrombocytopenia. 
Gastrointestinal: anorexia, nausea and vomiting, epigas- 
tric distress, peculiar taste. abdominal cramps. diarrhea, 
stomatitis, black tongue. 

Endocrine: gynecomastia in the male, breast enlargement 
and galactorrhea in the female; increased or decreased 
libido, impotence, testicular swelling; elevation or de- 
pression of blood sugar levels. 

Other. jaundice (simulating obstructive), altered liver 
function; weight gain or loss; perspiration, flushing; uri- 
nary frequency, nocturia, parotid swelling; drowsiness, 
фнкер, oe ang fatigue: поа. оска. 
Withdrawal Symptoms: Though not indicative of addic- 
tion, abrupt cessation of treatment after prolonged 
therapy may produce nausea, headache, and таѓаіѕе. 


DOSAGE AND ADMINISTRATION: Not recommended for 
use in children. Lower dosages are recommended for 
elderly patients and adolescents. Lower iy ood are also 
recommended for outpatients compared to hospitalized 
patients, who are closely supervised. Dosage should be 
initiated at a low level and increased according to clinical 
response and any evidence of intolerance. Following re- 
mission, maintenance medication may be required for a 
period of time and should be at the lowest dose that will 





: The usual adult dose is 100 to 200 mg. 
per jay. in more severely ill patients, dosage may be 
urther increased gradually to mg ./day if necessary. 





. Dosage Flexibility 
choice of 5 tablet 


divided dosage 
schedule allows 
titration to individual 






25mg @ 75mg 


* 50 mg 






















Dosages above 300 mg./day are no! recommended. 

Dosage should be initiated at a lower level and in- 
creased according to tolerance and clinical response. 

Treatment of patients requiring as much as 300 mg. 
Should generally be initiated in hospitals, where regular 
visits by the physician, skilled nursing care, and frequent 
electrocardiograms (ECG's) are available. 

The best available evidence of impending toxicity from 
very high doses of Norpramin is prolongation of the QRS 
or QT intervals on the ECG. Prolongatíon of the PR interval 
is also significant, but less closely correlated with plasma 
levels. Clinical symptoms of intolerance, especially drow- · 
siness, dizziness, and postural hypotension, should also 
alert the physician to the need for reduction in dosage: 
Plasma desipramine measurement would constitute the 
optimal guide to dosage monitoring. 

Initial therapy may be administered :n divided doses or 
a single daily dose. 

Maintenance therapy may be given on a once-daily 
Schedule for patient convenience and compliance. 
Adolescent and Geriatric Dose The usual adolescent and 
geriatric dose is 25 to mg. daily. 

Dosage should be initiated at a lower level and in- 
creased according to tolerance and cfinical response to a 
usual maximum of 100 mg. daily. In more severely iff 

atients, dosage may be further increased to 150 mg/day. 
oses above 150 mg./day are not recommended in these 
age groups. 

Initial therapy may be administered ія divided doses or 
a single daily dose. : 

Maintenance therapy may be given on a once-daily 
schedule рен convenience and compliance. 
OVERDOSAGE: See prescribing information for a discus- 
Sion of symptoms and treatment of overdose. 


Product Information as of May. 1980. 


References: 

1. Zung WWK: The pharmacology of disordered sleep. 
A laboratory approach. JAMA 211 :1532-1534, 1970. 
2. Snyder SH and Yamamura HI: Antidepressants and 
the muscarinic acetylcholine receptor. Arch Gen 
Psychiat 34:236-239, 1977. 

3. Blackwell B, Stefopoulos A, Enders P Kuzma R, 
and Adolphe A: Anticholinergic activity of two tricyclic 
antidepressants. Amer J Psychiat 135:722-724, 1978. 
4. Peterson GR, Blackwell B, Hostetler RM, Kuzma R, 
and Adolphe А: Anticholinergic activity of the tricyclic 
antidepressants despiramine {sic} and doxepin in non- 
depressed volunteers. Communic Psychopharmacol 
2:145-150, 1978. 

5. Maas JW: Biogenic amines and depression. 
Biochemical and сое separation of two 
mw T E. bs Arch Gen Psychiat 32:1357- 
6. Davis JM: Central biogenic amines and theories of 
depression and mania. іп, Phenomenoiogy and Treat- 
ment of Depression. WE Fann. | Karacan, AD Pokorny, 
and RL Williams, Ed, New York, Spectrum Publica- 
tions, Inc., 1977, pe 17-32. 

7. Ross SB and Renyi AL: Tricyclic antidepressant 
agents. 1. Comparison of the inhibition of the uptake of 
*H-noradrenaline and '*C-5-hydroxytryptamine in 
Slices and crude synaptosome preparations of the 
midbrain-hypothalamus region of the rat brain. Acta 
Pharmaco! (Kobenhavn) 36:382-394, 1975. 


D» 


MERRELL DOW PHARMACEUTICALS INC 
Subsidiary of The Dow Chemicai Company 
Cincinnati, OH 45215,U.S.A 


Merrell Dow 


18361 (v4ascs MNGOITS 


If youre worried about cancer, remember this. 
Wherever you are, if you want to talk to us about cancer, 
call us. Were here to help you. 
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Tablets 
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THE FIRST 


TRIAZOLO- 
BENZODIAZEPINE 


Its triazolo ring gives 
XANAX a structure 
uniquely different 
from other benzo- 
diazepines. 


THE FIRST OF A UNIQUE CLASS 





P /SICIANS' ALU. TION OF THERA 
u 
: d. placebo-cónimlle dd в Sete 
linical trials in 976 patients with ves PLACEBO — 
Yoderate to severe clinical anxiety, 
erapy with XANAX was compared. 
о diazepam (Valium)* —. 
- Patients treated with XANAX had a 
gnificantly lower incidence of drowsiness 
when compared directl ly to diazepam 
therapy (Valium) in a 976-patient, 
placebo-controlled multicenter 


AND CLINICAL ANXIETY 


% Marked/Moderate Improvement 


% IMPROVEMENT IN HAMILTON ANXIETY 
M NK NAE | DEPRESSED MOOD SCORE 
Patients with clinical anxiety may 

omplain of having feelings of umm XANAX (alprazolam) (362 patients) 
depression, such as sadness, blue- Woe PEDE 
ness, or loneliness. XANAX: 2.4 

Depressed mood is one of 14 PLACEBO: 24 

items on the Hamilton Anxiety 
Rating Scale. Special analysis of 692 
anxious patients with a significant 
depressed mood item score showed 


Percentage 


sig ificantly better than placebo in 
decreasing depressed mood score. 


: чу 3 Y The usual starting dose of | 
| SIMPLE DOSAGE: : | 
SUT ! _ B XANAX is 0.25 to05 m free 
XANAX 0.25—0.5 mg T.I.D. еи 


-Please see next page for brief summary ot 
prescribing information. 











7 Not of value in psychotic patients Caution patients against hazardous 
‚ eccupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 
patients of the potential hazard to the fetus. Avoid during the first 
trimester 


PRECAUTIONS 

- General: if XANAX is combined with other psychotropics or anti- 
convulsant drugs, consider drug potentiation (see Drug Interaction 
section) Exercise the usual precautions regarding size of the prescription 
for depressed or suicidal patients. In elderly and debilitated patients. 
use the lowest possible dosage (see Dosage and Administration). 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function. 


Information for Patients: Alert patients about (a) consumption of alcohol 
and drugs,(b) possible fetal abnormalities, (с) operating machinery or 
driving (d) not increasing dose of the drug due to risk of dependence, 
(e) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug Interactions. Additive CNS depressant 
‘effects with other psychotropics, anticonvulsants, antihistamines. ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 
consistent pattern for a specific drug or specific test. Carcinogenesis, 
Mutagenesis, impairment of Fertility: No carcinogenic potential or impairment 
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dry mouth...blurred vision... 
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ie. third edition of the Diagnostic and Statistical Manual of Mental 
Disorders (DSM-III, February 1980), is the first major revision of the 
psychiatric nomenclature in 12 years. Now, its long-awaited companion 
есе, the DSM-III Case Book, brings the diagnostic concepts of 

M-HI to life, through 214 case vignettes of real patients, representing 
he wide range of psychopathology seen in clinical practice. The 
M-III Case Book can facilitate the learning of the new concepts 
terminology in DSM-III, be helpful in preparing for examinations, 
' used to test knowledge of diagnosis, illustrate cases rarely seen 
most treatment settings, and stimulate discussions about treatment 

mmendations. 

















! case history: 
Includes a comprehensive description of the clinical picture 


Presents the rationale for making each diagnosis 
Notes other disorders that should be considered 
Recognizes diagnostic uncertainty when it exists 
Refers the reader to the appropriate diagnostic category in DSM-III 
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Contraindications: Severe central nervou em depression 
comatose states from any cause, hypertensive or hypotensive 
heart disease of extreme degree 
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jaundice) to phenothiazines. Phenothiazines are capable of poten- 
tiating central nervous system depressants (e.g., anesthetics, 
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The specificity of Mellaril 


tin levels is unknown for most patients. Daily doses in excess of 
300 mg should be used only in severe neuropsychiatric 
conditions 

Adverse Reactions: Central Nervous System- Drowsiness 
especially with large doses, early in treatment; infrequently, pseu- 
doparkinsonism and other extrapyramidal symptoms; rarely, 
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Dryness of mouth, blurred vision, constipation, nausea vomiting, 
diarrhea, nasal stuffiness, and pallor. Endocrine System 
Galactorrhea, breast engorgement, amenorrhea, inhibition of 
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reversible and due to altered repolarization, not myocardial 
damage. While there is no evidence of a causal relationship 
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electrocardiographic changes while taking the drug. While 
proposed, periodic electrocardiograms aie ло! regarded as 
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Active inthe — 
limbic system 
where psychotic 
symptoms arise... 


less active where 
neurotoxic · 
effects occur’ 


Striatal system— minimal 
extrapyramidal stimulation 


hypothalamus—little effect on 
temperature-control mechanisms 


hippocampus— minimal effect on 
seizure threshold 


emetic center— minimal antiemetic 
activity 


Although extrapyramidal effects are 
characteristic of antipsychotic agents in 
general, with Mellaril (thioridazine) 
extrapyramidal stimulation is minimal. 
Adding an antiparkinsonism agent— 
which can cause its own side effects— 
can usually be avoided. Neuroleptic 
drugs elevate prolactin levels; the 
elevation persists during chronic 
administration. 
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Social Networks and Mental Health: An Overview 


BY MILTON GREENBLATT, M.D., ROSINA M. BECERRA, PH.D., AND E.A. SERAFETINIDES, M.D., PH.D. 





Research has shown that social networks can act as social 
support systems to promote mental health and buffer psy- 
chological stpess. In this selective review the authors illumi- 
nate patterns and characteristics of social networks that 
-maintain health and help prevent illness, explore the rela- 
tionship between social networks and the course and out- 
come of treatment for mental illness, and describe clinical 
network interventions that have been used to facilitate 
inpatient care and maximize performance of ex-patients in 
- the community. The authors also discuss the implications of 
research findings for mental health practice. (Am J Psychia- 
try 139:977--984, 1982) 





R ecently, mental health practitioners have become 
increasingly interested in the social support and 
stress-buffering roles of social ties. As evidence has 
accumulated on the detrimental effects of social dis- 
organization, researchers have set out to discover 
what benefits may accrue to individuals as a result of 
various patterns of social interrelationships. Over the 
past decade, investigators have attempted to define, 
describe, and isolate quantitative and qualitative char- 
acteristics of social networks that appear to protect 
and support mental health. Studies (1—5) have indicat- 
ed that social bonds not only may act as support 
systems to maintain health but also may prevent 
physical or mental breakdown and: maladjustment in 
times of stress. 

In view of this research, mental health professionals 
have begun to design and implement strategies to build 
or restructure social networks of ill or poorly adjusted 





Received March 12, 1981; accepted June 19, 1981. 

From the Neuropsychiatric Institute Hospital and Clinics and the 
Department of Psychiatry and Behavioral Sciences, University of 
California, Los Angeles; and the VA Medical Center, Brentwood, 
Los Angeles. Adáressfeprint requests to Dr. Greenblatt, Neuropsy- 
chiatric Institute, 750/%еѕіугооа Plaza, Los Angeles, CA 90024. 

The authors thgnkMs. Margie Norman for research and editorial 
assistance in the preparation of this paper. 


persons to increase social support and thus enhance 
the course and outcome of treatment. In addition, 
community mental health programs are being designed 
to improve social interaction skills among troubled 
people in the community and among mental patients 
discharged from hospital care. 

In this paper we will review selected research on the 
supportive and protective functions of social net- 
works, discuss social network research on the course 
and outcome of treatment, and describe network inter- 
ventions that have been used to facilitate treatment of 
the mentally ill. Finally, we will address the implica- 
tions of this research for mental health programs and 
treatment. 


SOCIAL NETWORKS DEFINED 


Speck and Attneave (6) described social networks as 
all human relationships that have a lasting impact on 
the life of the individual. In this review, however, we 
will focus on those human relationships of nuclear 
family members, kin, neighbors, and friends to which 
most of us are connected throughout our lives. We will 
be concerned with those connections we form with 
persons we are likely to see often, are most intimate 
with, and with whom we exchange emotional, physi- 
cal, economic, and informational support—the group 
that forms our *'natural suppor: system." : 

Caplan (7) described support systems as an enduring 
pattern of social ties that play a major role in maintain- 
ing the psychological and phvsical integrity Qf the 
individual. These social networks—the configuration 
of significant others—operate by mobilizing the re- 
sources of the individual, enabling him to master his 
emotional burdens. Network members share his tasks; 
provide him with extra supplies of money, materials, 
tools, and skills; and provide guidance for improving 
his problem-solving capabilities. Caplan pointed out 
that social ties are supportive because they meet some 


978 SOCIAL NETWORKS AND MENTAL HEALTH 


of our most basic human needs. They provide us with 
someone to talk to and allow us to give and receive 
love and affection, to be dependent and depended on, 
1o control others and be controlled by them in return; 
. in short, they provide a sense of belongingness. Partic- 
ipating in such a social group raises self-esteem, self- 
confidence, and feelings of self-worth, which, in turn, 
maintain and promote psychological adjustment. Sup- 
port provided by these social bonds is of two basic 
types: emotional sustenance and instrumental aid such 
as money, goods, services, and information. 

Although health professionals have long appreciated 
that the patient's social network is important to both 
his health and his survival, support systems as a 
working concept apparently did not come into popular 
use until studies of the family came prominently to the 
fore in the 1950s. In 1954 the anthropologist J.A. 
Barnes (8) employed a measure of what he called 
*social networks" to elucidate the nature of social 
class and status hierarchies in a small island parish in 
Norway. The Barnes tool was picked up by a number 
of workers whose studies began to reveal how impor- 
tant the behavior of network individuals was to the 
long-term health of patients. 

Approaches to the analysis of social networks have 
been both quantitative and qualitative. Quantitative 
analysis usually deals with one or more of the follow- 
ing: size of the network, frequency of contacts among 
members, strerigth of ties, homogeneity (similarity or 
dissimilarity of individuals in the network regarding 
sex, age, race, and culture), dispersion (membérs 
physically close versus widely separated), symmetry 
of contacts (degree of initiative versus receptive be- 
havior among members), and relationship between the 
network and outside influences (open versus closed 
and impervious). 

Qualitative characteristics of network relationships 
usually refer to their emotional valence—whether the 
behaviors are supportive or destructive; warm, friend- 
ly, intimate, confidential; tolerant, cheering, comfort- 
ing; or their opposite or mixed. 

Recently a definite progression of emphasis has 
been manifested in the study of human relationships; 
both social scientists and practitioners have moved 
from the dyadic relationship to the family and now to 
the social network as the center of concern. Social 
network theory has the attractions of a more embrac- 
ing concept, but research and practice in this area have 
evolved slowly because of the many variables in- 
volved. 


SOCIAL NETWORKS AS SOCIAL SUPPORT SYSTEMS 


After reviewing more than 200 studies describing 
how social ties act as natural support systems, the 
Task Panel on Community Support Systems of the 
President’s Commission on Mental Health (9) conclud- 
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ed that a necessary goal of the community mentat 
health movement should be to "recognize and 
strengthen the natural networks to which people be- 
long and on which they depend. . . .”” However, de- 
signing mental health programs to meet thet goal may 
be difficult, for it is not altogether clear just which 
types of social relationships are supportive and which 
are not. 

One direction of research ‘has probed the functions 
of different key actors in social networks. Several 
studies (10—12 and an unpublished study by М.Е. 
Colten and R. Kulka, 1979) seem to confirm the belief 
that spouses and members of the immediate family 
provide the most support in times of mental or physi- - 
cal crises. Litwak and Szelenyi (12), for example, 
outlined the differential functions of some of these 
significant others. They found that relatives most often 
supply long-term assistance, neighbors provide emer- 
gency services such as driving an injured child to the 
hospital, and friends help when the problem involves 
peer-related or personal and social problems associat- 
ed with human development. In their study of men 
recovering from a heart attack, Croog and associates 
(11) found that while family members formed the 
nucleus of support, there existed a wider system of 
friends and neighbors who made concrete contribu- 
tions that were equal to and often greater than that of .. 
kin. In addition, Horwitz (13) reported that psychiatric 
patients were likely to receive more forms of support 
from friends than from relatives living outside the 
home. 

Nevertheless, most evidence suggests that the nu- 
clear family member is the most influential in provid- 
ing emotional support. Gore's study (14) of unem- 
ployed men found that those who had the emotional 
support of their wives had fewer emotional and physi- 
cal symptoms of illness than did unemployed men 
without such support. 

Brown and associates (15) studied psychiatric dis- 
turbances among women and learned that one of the 
most important factors that discriminated between 
women who developed symptoms of psychiatric ill- 
ness and those who did not was the former's lack of an 
intimate, confiding relationship with a husband or 
boyfriend. The researchers hypothesized that the 
woman's protection against illness was due to the 
presence of a supportive confidant or to a man's 
reminding her that she was successfully fulfilling an 
important social role such as housewife, girlfriend, or 
mother. Lowenthal and Haven (16) learned in their 
study о> psychological adjustment among elderly per- 
sons that individuals with confidants (not necessarily 
spouses or lovers) were best able to survive traumatic 
social losses such as retirement or death of a spouse. 
Winefield (17) reported that depressed women were 
likely ‘‘co have по or few confidants\ nobody confiding 
in them, and little confidence in bajng liked by oth- 

rs," These two studies suggest it № the supportive 
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ùnd confidential nature of the relationship rather than 
the mere presence of a spouse or lover that provides 
social role verification and enhances self-reliance. 

In an іп:епѕіуе follow-up of mental patients released 
from hospital care in Massachusetts, Freeman and 
Simmons (18) discovered that married ex-patients per- 
formed markedly better socially and occupationally 
after release and remained in the community some- 
what longer than did single patients or those who lived 
with their parents. It was not solely the conjugal milieu 
that accounted for the superior functioning of married 
ex-patients, but rather the personal characteristics of 
the married persons that correlated with good per- 
formance. Married ex-patients expected that they 
would perform at higher levels upon release than did 
single patients. 

In some cases differential demands and expectations 
of family members influenced the length of time ex- 
patients remained in the community. For example, the 
patient who was regarded as the chief breadwinner 
was more likely to achieve higher performance levels. 

Dinitz and associates (19), in their study of 376 
women discharged from inpatient care, also found a 
positive relationship between marital status and com- 
munity tenure. They discovered that the expectations 
and demands of the maternal role enhanced the likeli- 


- hood of long community stay (particularly if the wom- 


en were of relatively high socioeconomic status and 
lived in nuclear families with young children but 
without other adult women to serve as role replace- 
ments). Other researchers (20, 21) have also found 
marked differences in how well married and single 
patients perform after release from the hospital, and 
they credit the conjugal life style and the heightened 
expectations of spouse and others for the superior 
functioning of married persons. 

Whether support comes from a spouse or someone 
else, the availability of a close, intimate relationship 
seems to be critical. Lowenthal and Haven (16) stud- 
ied the psychological adjustment of elderly persons 
and concluded that individuals with confidants of any 
sort (not necessarily spouses or boyfriends) were 
better able to survive gradual social losses in role and 
social interaction or more traumatic losses accompa- 
nying widowhood and retirement. House and Wells 
(unpublished study, 1979) also came to this conclusion 
in their study of how best to buffer occupational stress. 
They found that a single close and caring source of 
support was as effective as the sum of dispersed social 
support and often completely mitigated the effects of 
stress on health. 

Weiss (22, 23) and Henderson (24) took issue with 

‚ the contention that one person can provide all of the 
social support another person needs. They stated that 
different types of support come from different relation- 
ships and sectors, of the social network. Weiss agreed 
that the type,ofysupport that a marriage partner can 
provide is quantitatively and qualitatively different 
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from that of a friend, and vice versa, but each may be 
able to provide support in particular areas that the 
other cannot. 

Walker and associates (25) contended the: the type 
of support provided depends on the structure of the . 
person’s network and the quality of the relationships. 
They suggested that the extent to which network 
members know and contact one another independently 
of the target individual (netwcrx density. and the 
extent to which network members share social attri- 
butes, including demographic characteristic: and atti- 
tudinal and behavioral characteristics (network homo- 
geneity), increase the probabil:ty that persons are 
aware of and discuss network members’ prc>lems and 
agree on the best means for providing emotional 
support. (See also Caplan [7], Laumann [26], and 
Wellman and associates [27]). 

These studies, too, suggest it is the quality rather 
than the mere existence of an intimate relationship that 
seems to be important. Moreover, social networks that 
are helpful in one situation may be less useful in 
another. For example, once a person becomes mental- 
ly ill, a rather dispersed network of friends, neighbors, 
and acquaintances seems to be more helpzul than a 
close-knit, homogeneous network in provicing infor- 
mation and guiding persons to professional care (13, 
28). However, a dense, homogeneous network seems 
to provide more psychological support during the 
crisis period (7, 25). In all circumstances, Forritt (29) 
pointed out, the qualities of empzthetic understanding, 
respect, and constructive genuireness conveyed in 
interactions between stressed individuals and their 
social networks are essential ingredients fz- effective 
support. 


SOCIAL NETWORKS AND MENTAL ILLNESS 


If social bonds help maintain mental well-being and 
ameliorate psychological turmoil, zan strengthening or 
constructing viable social support systems for mental- 
ly ill persons help restore them to healthy mental 
functioning? Because researchers have found that 
mentally ill and normal persons have quite different 
social networks, in terms of both quabty and quantity, 
it may be that restructuring netwo-ks of ill persons can 
facilitate the course and outcome of treatment. 

Several investigators agree on the cheracteristic 
differences between social networxs o? mentally ill and 
well individuals (30—32). Pattiscn and associates (30) 
noted that persons who suffered no mental illness were 
able to recall and list about 22 to 25 persons whom 
they felt were important to them, with 5 or € belonging 
to each of the following subgroups: the family, other 
relatives, friends and neighbors, and social and work 
associates. 

Psychiatrically distressed persons, on the other 
hand, had a decidedly less rewarding social world. 
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They listed about half as many people in their net- 

works, and their reiationships were further restricted 

because people they knew also related more closely to 

each other, thus providing fewer links to other social 

. groups. In fact, more than two-thirds of the network 
members of ill persons were relatives of the mentally 
ill person. Yet Silberfeld (33) reported that mentally ill 
persons are less involved with relatives than are well 
individuals and that their closest relationships are with 
friends. 

In assessing the contribution to mental illness made 
by network structures and the responses of network 
members to patients, one must take into consideration 
the diagnosis of mental illness. Schizophrenic patients, 
for example, may receive as much support from others 
as normal people do; they may report otherwise, since 
the characteristic svmptoms of their illness are dissat- 
isfaction, hostility. and ambivalence toward others, 
particularly family end friends. Tolsdorf (34), in study- 
ing coping and support systems of schizophrenic and 
other psychotic patients, reported that schizophrenic 
patients were reluctant to seek help from relatives and 
felt decidedly hostile toward them. The social/emo- 
tional schism was so great that the families themselves 
were unaware of the psychosis until the overt manifes- 
tations of the illness were exhibited. In addition, 
negativism toward significant others was one aspect of 
the early symptoms of schizophrenia, often dating 
back to early childhood. 

Yet Goldstein and Rodnick (35) pointed out in their 
research on the family’s role in the etiology of schizo- 
phrenia that the behavior of family members did 
increase the risk of mental illness because relatives of 
ill persons tended to communicate by sending con- 
fused and disorganized messages that reinforced the 
patient's distrust and negative attitudes toward others. 
Tolsdorf (34) suggested that these kinds of social 
deficits are not caused by the illness, but rather are a 
response to the disiocated supportive social ties; this 
implies that if mere positive social ties could be 
restored or introduced, the schizophrenic patient's 
social relationships could be more beneficial to him. 

Brown and associates (36—38) studied the home 

environments to which schizophrenic patients were 
released when they left the hospital. Measuring the 
overt manifestations of relatives’ expressed emotion 
toward the returned patient, they found that hostility, 
emotional overinvelvement, and criticism were signifi- 
cantly associated with the return of the schizophrenic 
symptoms within 9 months after hospital discharge. 

Baker (unpublished study, 1979) found that patients 
who were released to family-dominated, emotionally 
supportive, secure networks had less severe symp- 
toms of illness than did patients who returned to 
larger, more socially diverse networks. However, the 
latter group adjusted better socially and occupational- 
ly in the community. Baker concluded that the optimal 
environment for returning patients would include both 
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warm and accepting close relatives and confidants and 
ties to persons outside the family who could connect 
them to community life outside the home. 

As might be expected, Meszaros and Meszaros (39) 
found that attitudes of schizophrenic patients toward 
their family also can affect progress and treatment. 
Patients who were emotionally isolated or alienated 
from their relatives were poorly adjusted socially, 
whereas those who felt positively about family mem- 
bers did well socially. Patients who improved relation- 
ships with relatives after release from the hospital 
came from much more accepting homes than did those 
whose social relationships deteriorated after they re- 
turned home. The better adapted patients with the 
fewest residual symptoms of schizophrenia had the 
least conflicted attitudes toward relatives, and their 
families were more accepting of them and of their 
illness. 

Since the evidence continues to point to the fact that 
the mentally ill tend to be members of restricted, 
impoverished social networks (see Carstairs [40], Bar- 
rett and associates [41], Kelly [42], and Kreisman and 
Joy [43]), it does appear that one facet of a treatment 
plan should focus on strengthening or constructing a 
large and meaningful support network stressing the 
import of persons who in normal circumstances would 
naturally provide support. 


SOCIAL NETWORK INTERVENTION 


Mental health practitioners have begun to structure 
institutional environments to maximize social cortact 
among patients and between patients and staff. In the 
1960s and 1970s, token economies were set up on 
psychiatric wards to reward patients for being socially 
active. More recently, social skills training programs 


have been employed to help hospitalized patients learn 


to act in more adaptive and socially acceptable ways. 
Adler (44) reported on a state hospital program de- 
signed to enhance socialization skills for patients 
about to be released into the community. А major 
thrust ofthe program was to improve social interaction 
and decision-making abilities. At another institution, 
psychiatric patients were taken on a camping trip to 
the mountains to encourage social interaction, This 
activity had a positive effect on patients’ social func- 
tioning (45). These examples reflect efforts being un- 
dertaken to improve patients' chances of forming and 
maintaining supportive social relationships after their 
release from inpatient care. 

According to Kazdin (46), the outcome of many 
token reinforcement programs has, been favorzble. 
Patients who are rewarded for improved social behav- 
ior learn to adapt socially and have higher discharge 
rates and lower recidivism rates than patients who do 
not receive such training. Howeven, treatment gains 
are often diminished when the rewards of token econo- 
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thies are withdrawn. Because this is often the case, 
and because many of the skills needed for community 
adjustment are not always developed in these pro- 
grams, Kazdin recommended the implementation of 
community aftercare programs to sustain social gains 
made during in-hospital training. 

With the goal of facilitating treatment, programs 
have been developed to restructure or build health- 
promoting networks for patients being released into 
the community. Halfway houses serve as social train- 
ing grounds. Budson and Jolley (47) supported the 
contention that ex-patients need to be connected to an 
"extended psychosocial kinship system” rather than 
to the more restrictive nuclear family network. They 
explained bow such a network of family, friends, 
neighbors, and family associates can be built or simu- 
lated in a community halfway house: 


The halfway house can provide two essential services: a 
core nuclear family system, and an off-premises activity 
program that contributes to an extended psychosocial 
family system in the community. The requirement of a 
daily program off the premises reinforces health, fosters 
progressicn, and ultimately provides the resident with an 
opportunity to enter into a true psychosocial system in 
which he is sustained (47). 


In a follow-up study of ex-residents of Berkeley 
House, a psychiatric halfway house affiliated with the 
McLean Hospital in Belmont, Mass., researchers 
found that 91% of them were living independently in 
the community, 7496 were working or enrolled in 
School, and 1196 were between jobs and actively 
seeking employment (47). In an earlier report (48), a 
high percentage of ex-residents maintained contact 
with the halfway house and participated in its ex- 
residents’ program. This ongoing social support en- 
abled patients to continue to live independently in the 
community. Others (49, 50) have supported the need 
for ongoing contact with halfway house staff to main- 
tain social gains and provide continuing support. 

Patients about to be returned to the community have 
been encouraged in many other ways to build and 
sustain supportive social networks. One Veterans Ad- 
ministration hospital developed social groups that met 
together and shared activities before the patients were 
released. As social cohesion developed, patients were 
“graduated” from inpatient care together and released 
to live in groups in a ‘‘community lodge." When they 
were ready to move out of the lodge and into the 
community, they again moved in groups so that they 
would have the necessary social support to remain 
outside of institutional care (50). Again, when the 
program was curtailed and hospital staff no longer 
were available to advise and consult with ex-patients, 
the positive effects’ of group living disappeared. 

Chien (51) set up a similar program for ex-patients 
released from. Boston State Hospital. The patients 
were released into the community in groups of four to 
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six to reside in apartments locatec near the hospital. 
They lived in apartments in the same buildings where 
their landlords resided. Under the care and supervi- 
sion of the landlord, patients learned to cook, keep' 
house, shop, do the laundry, and function successfully . 
in the community. A team of mental health profession- 
als from the hospital assisted residem caretakers. A 
10-year follow-up of the program showed that patients 
released to these cooperative apartments were func- 
tioning better socially than were patients who had 
been released to other living situations. 

At the Philadelphia Psychiatric Center, a group of 
clinicians applied social network concepts to psycho- 
therapy (52, 53). They compiled a list of the patient's 
network members; these members were invited to 
participate in psychotherapy sessions, and with guid- 
ance from the therapist thev helped define the pa- 
tient's social problems and looked for pathclogy with- 
in the network that might adverse: y affect the patient's 
social adjustment. The assumption underlying this 
therapeutic approach was that shared psychopatholo- 
gy existed in the social milieu cf a patient and that 
treating the network was vital to the patient's recovery 
(52—54). 

Several other rehabilitative models fcr ex-patients in 
the community that rely heavily on creating new 
support systems for patients have received attention. 
Stein and Test (55) studied the results of an experiment 
in which seriously ill patients were discharged to the 
community to live ''independenily" in rooms or 
homes and compared them to cortrols. The patients 
were supported intensively on a 24-hour basis by 
hospital staff assigned to ease their transizion, help 
them develop living skills, and buffer them against 
dependency on their families. The staff also monitored 
whatever medication was prescribed by рлуѕісіапѕ. 
This form of concentrated community support by 
hospital personnel paid off handsomely in terms of the 
patient's ability to remain in the community, reduction 
of symptoms, increase in ability to work for a living, 
and reduction of burden to the family. The program 
also proved to be fiscally sound. 

Polak and Kirby (56) described still another program 
along the same lines. In this case, patients were 
housed with selected surrogate families in the commu- 
nity with whom hospital staff had established a close 
working relationship. With this foster family network 
and intensive follow-up support from staff, patients 
fared better in the community than did those without 
such support. . 

Foster homes have been a significan: part of mental 
bealth care since the noble and enlightened experience 
of the people in Gheel, Belgium, who for centuries 
have provided work and family and community sup- 
port for psychotic individuals. In his fascinacing book, 
The Discovery of the Asylum (57), Rothmzn tells us 
that in the period before the asylum (before the Age of 
Jackson), the American yeomanry would look after 
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the mentally ill by boarding them in foster homes. In a 
similar manner, they cared for children whose families 
were decimated bv illness or death. 

Board and care homes, foster family placements, 
- foster grandparent programs, student volunteer pro- 
grams, home treatment programs, and a host of other 
devices have been tried by imaginative people to 
bolster sagging social networks of individuals in need 
or to supply support contacts for those who have 
never had them. In Sweden the postman checks on the 
health and welfare of older people on his route, 
providing materiel and all-important human contact 
for lonesome souis (58). In England the Samaritans 
provide support, comfort, and surveillance for people 
who are depressed and may be at risk for suicide (59). 
In America, in the widow-to-widow program, widows 
who have successfully negotiated the heaviest part of 
mourning offer psychological and social support to 
newly bereaved widows (60, 61). 

As might be expected, in the U.S.S.R. (52), where 
life is oriented around the collective, the Soviet psy- 
chiatrist makes active and frequent use of members of 
the collective for therapeutic purposes. He depends on 
them to visit a mentally ill patient so as to prevent his 
or her isolation and withdrawal from reality. The 
doctor may write to a patient's trade union, giving 
instructions as to what attitudes will be most helpful in 
promoting the patient's recovery. 

While it is not our intention to provide an exhaustive 
list of community support systems that give aid and 
comfort to individuals with all kinds of maladjust- 
ments, it is impossible to leave this topic without 
mentioning the large number of so-called mutual sup- 
port groups that today exist and help maintain thou- 
sands in a state of equilibrium or at least permit them 
to better endure daily hardships. These groups vary all 
the way from Parents Without Partners to Alcoholics 
Anonymous, Gamblers Anonymous, Schizophrenics 
Anonymous, Recovery Incorporated, and so on. Most 
of these groups have a tenuous relationship, if any, to 
established facilities, and often well-trained profes- 
sionals in the field do not make much use of their 
rehabilitative potential. They represent the survival 
mechanism of suffering individuals who realize they 
need support from others and who are trying in their 
own way to create for themselves a stable and sustain- 
ing human network. ў 


IMPLICATIONS FCR MENTAL HEALTH POLICY 


Although a great deal of research will be needed to 
delineate precisely the components and qualities of 
social networks that ameliorate mental distress, we 
believe there are important implications for mental 
health planning that can now be broadly outlined. 

1. Every individualized treatment plan for a given 
patient should include assessment of the patient’s 
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social network on the ward in which he resides, in the 
larger intramural community, and in the extramural 
environment to which he will return. The assessment 
should determine whether the human network (as well 
as the physical environment) is likely to support or 
retard the patient's social and emotional growth. 

2. When network deficiencies are found, profes- 
sionals should attempt to repair the defects, quantita- 
tively and/or qualitatively, by working with the family, 
laypersons who act as helpers in the community 
(natural community helpers), social agencies, and in- 
stitutions. 

3. When possible, volunteers, paraprofessionals, 
indigenous workers, and agencies should be fostered 
and mobilized as part of the available support system; 
and halfway houses, cooperative apartments, foster 
care services, and aftercare services should be estab- 
lished in the community to help patients build social 
support networks. 

4. Liaison between professionals and the family and 
neighborhood support systems should be part of the 
therapeutic plan. 

5. Social skills training programs focused on build- 
ing social supports should assist treatment. Patients 
should be educated to mobilize their own support 
systems in tímes of stress, and mental health workers 


should educate the public about how to use natural and -- 


community support systems to solve personal and 
social problems. 

6. Mental health agencies should provide local offi- 
cials with social impact statements (much like environ- 
mental impact reports) to document the noxious ef- 
fects of proposed community changes on social sup- 
port systems. 


DISCUSSION 


In recent years interest in the relationship between 
social interaction and mental health has gradually 
shifted from the dyadic relationship to the family 
constellation and, finally, to the social network. Al- 
though the social network concept is an embracing one 
and therefore attractive to many social scientists, it in 
no way invalidates or diminishes the importance of 
dyadic or family relationships. Rather, it complements 
and enriches the other two dimensions of social theory 
and practice. 

For most individuals the social network can be 
conceptualized as a series of concentric rings, with the 
nuclear family in the smallest circle, relatives in the 
next, friends in the third, and perhaps work associates 
and others in the outer circle. In a comprehensive view 


- of the patient's relationships, "others" would include 


conventional social institutions and agencies that en- 
hance and guide the patient's treatment and rehabilita- 
tion program. Within this very large network the 
individual must obtain the two types of support he 
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fleeds: emotional sustenance and instrumental aid. 
Oftentimes the outer circles are the most efficient in 
providing instrumental aid, while the inner circles 
provide the greatest amount of emotional sustenance. 

By their very nature, social networks—since they 
involve human relationships—may be supportive and 
life enhancing or destructive and life diminishing. 
Different parts of the network may have different 
effects, and members of the network may, in their 
relevant lifetimes, play many roles. Studies of social 
networks have identified both quantitative and qualita- 
tive variables for analysis. The weight of evidence 
supports the assumption that, although networks of 
healthy individuals differ from those of mentally ill 
individuals in some quantitative measure, it is the 
quality of network members' interactions with sick 
indivicuals that has the most impact. 

The patient's mental illness may be improved by 
interventions that make his existing natural social 
network more supportive or by provision of additional 
supports. The latter may take the form of new friends 
or prcfessional caregivers or may result from the 
patient's connections to new support groups, such as 
Alcoholics Anonymous, or to surrogate families (as in 
foster homes and halfway houses). The science and art 
of network intervention and manipulation is still in its 
infancy, although human invention in this field has 
been ective for centuries. Formerly it was referred to 
as "environmental manipulation," ‘‘social therapy,” 
"human engineering," ‘‘people helping people," and 
so forth. Thus far the social network concept appears 
to introduce a new element of rationality in a field that 
has lacked structure. It has also encouraged a great 
deal of new research and fostered social therapeutic 
interventions within a more comprehensive and criti- 
cal framework. 


CONCLUSIONS 


The idea that social forces may cause or aggravate 
mental illness and obstruct treatment has spurred 
research into the mental-health-promoting aspects of 
social networks. In this paper we have summarized 
some of the intervention strategies that can help 
patients build, mobilize, and use social support sys- 
tems. Honing and refining these methods will be 
possible as researchers learn more about the conse- 
quences of various types and qualities of social con- 
necticns. However, enough information is probably 
available now to help mental health planners and 
practitioners design network interventions that may 
benefit patients’, psychological adjustment and in- 
crease their social competence. 
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Human Ecology and Mental Illness 


CHARLES B. WILKINSON, M.D., AND WILLIAM A. O'CONNOR, PH.D. 





Psychiatrists and others in the mental health field have long 
been aware that forces within the surrounding social net- 
work affect both favorably and unfavorably the individual 
psyche and the course of mental illness, but the systematic 
use of such factors in therapy and prevention has awaited a 
model.:The authors identify a beginning yet workable ap- 
proach to what an APA task force termed “‘ecopsychiatry”’ ; 
the model proposed is not that of traditional linear or cause- 
and-effect perspectives but is based on a systemic model 
derived originally from biological ecology. (Am J Psychiatry 
139:985-990, 1982) | 








he significance of social and familial factors in 

mental health has been increasingly recognized in 
both clinical and community psychiatry. These eco- 
logica! factors in mental illness emphasize the impor- 
tance of extrapsychic dynamic forces that can influ- 
ence individual behavior. The theoretical foundation 
of such a larger systems perspective can be traced at 
least as far back as Lewin's field theory (1) and the 
work of Park and Burgess at the University of Chicago 
Center for Ecological Research during the 1920s (2). 
However, at a practical level it was the development 
of community mental health centers that turned the 
attention of clinicians to larger institutional and com- 
munity contexts. The differences in organizational 
structure and service delivery between state hospitals 
and community mental health centers made obvious 
the eifects of organizational variables beyond the 
therapist-patient dyad on practical issues such as 
treatment outcome. At the same time, new. popula- 
tions of patients were presented to the mental health 
practitioner. The working clinician began to deal with 
child abuse, sexual assault, substance abuse, geriatric 
mental health, and a host of other problems that are 
intertwined with community process. The problem in 
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separating clinical and community interventions be- 
came unavoidable: both treatment and prevention 
were occurring within the same organizatio-, within 
the same catchment area, and often with the same staff 
participating in each process. 

The resulting recognition that the context in which 


behavior occurs is important led the APA ТК Force 


on Ecopsychiatric Data Base (3) to suggest that the 
term ''ecopsychiatry'"' be adopted to describ2 person- 
environment interactions and that envirorment be 
considered as broadly affecting mental hea.th, from 
the biological and physical levels to comple» psycho- 
social levels. Controversy still exists as to whether 


‘traits within the individual or situations surrounding 


the individual contribute more to behavior and clinical ` 
process. From a strict personality dynamics point of 
view, what is clinically significant exists within the 
individual and the environment provides a ‘‘stage’’ on 
which life events unfold. For a strict behaviorist or 
environmentalist, the organism is reinforcec and be- 
havior is modified by contingencies that exist beyond 
the individual. Even within a systems framework, the 
focus may be the social network, the physical environ- 
ment, the family, the culture, the service delivery 
system or organizational framework, or even = specific 
dyadic relationship. i 

The first application of ecological concerts to hu- 
man behavior was a direct transfer of concepts from 
general ecology; Park and Burgess's **urbar zones," 
described by Hawley (2), were based on the concepts 
of competition and succession in a biologiczl ecosys- 
tem. However, the model was not applied to practical 
mental health issues. Similarly, erganismic theories 
such as those of Goldstein, Lewin's field theory, and 
Barker's ecological psychology all have had limited 
application in the service delivery and clin cal area. 
Only in family systems were concrete clin.cal tech- 
niques developed which were consistent witk the view 
that an individual is part of a larger surrourding unit 
(F.V. Mannino, M.F. Shore, paper presentzd at the 
1980 annual meeting of the American Psychological 
Association, Montreal). To a degree this 15 under- 
standable: the family is the most obvious and immedi- 
ately accessible ongoing system which presents the 
clinician with evidence that behavior may nct be fully 
understood and assessed by isolating the individual 
from context. However, the underlying perspective 
has implications beyond the treatment of chadren and 
adolescents in the family context. Mental-health may 
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Be viewed more broadly from the perspective of an 
interactive persor-environment unit. 


ECOLOGICAL PERSPECTIVE: BASIC DEFINITIONS 
AND ASSUMPTIONS 


From an ecological perspective, the unit to be 
evaluated and at which intervention is directed is a 
population and its environments (4). Translated to 
individual terms, an ecological focus by a clinician 
involves observing the individual in whatever life 
contexts appear relevant to clinical issues and the 
presenting problem. The person is considered part of a 
unit that can include interactions not only with signifi- 
cant others in the individual's life or social network 
but also with the physical environment, orzanizational 
environment, and sociocultural context. For example, 
the functioning of a geriatric patient may be deter- 
mined not only by family and social relationships and 
individual clinical status but also by access to ade- 
quate transportation and housing, availability of serv- 
ices that may maximize the person's healthy function- 
ing, and the coordination of the total treatment deliv- 
ery system beyond psychiatric services. Whereas a 
social network approach appropriately deals with per- 
sons in the patient's life, an ecological perspective 
merely draws attention to other extraindividual varia- 
bles that may affect mental health. It does not compete 
with or replace existing clinical techniques in either 
assessment or treatment; rather, the primary advan- 
tage of an ecological model is that it conceptualizes 
both individual clinical functioning and broader com- 
munity mental health and service delivery processes in 
a consistent fashion (W.A. O'Connor, S. Daniels, 
paper presented at the 1980 annual meeting of the 
American Psychological Association, Montreal). 

Mental health, therefore, is defined as a congruent 
relationship between person and surrounding environ- 
ments or systems. The mentally healthy person inter- 
acts with an environment in which the requirements 
and resources are congruent with the needs and capa- 
bilities of the individual (5). The focus is on interac- 
tion: Is the exchange between persons and surround- 
ings acceptable and beneficial to both? Certainly, 
there are particular cases in which environments can 
contribute to mental health problems (e.g., the effects 
of institutionalization on chronicity). There are also 
circumstances in which the individual can largely 
disrupt the functioning of a surrounding system (e.g., 
antisocial behaviors, incest and child abuse, violence). 
The practical problem which becomes immediately 
evident in such a broad systems approach is that of 
focusing both assessmént and intervention in the 
working clinical setting. To do this, we must consider 
specifically the areas of mental illness, intervention 
(including treatment and prevention), and service de- 
livery from an ecological perspective. 
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MENTAL ILLNESS 


Whether one views a specific patient as disturbed or 
disturbing, existing diagnostic classification systems 
largely focus on the description of consistent patterns 
of symptomatic behavior. Given the validity of such 
assessment techniques, a further question then arises. 
What are the primary sources of stress or contributing 
context events and what are the primarv areas of life 
functioning in which the individual's psychopathology 
has disrupting or disturbing effects? The question is 
not unfamiliar to the clinician: in communitv mental 
health centers, the clinician typically decides whether 
the relationship between patient and environment at a 
given time should involve crisis intervention, inpatient 
hospitalization, partial hospitalization, outpatient 
treatment, aftercare follow-up, referral to related ser- 
vice agencies, involvement of family members, or use 
of vocational training resources, for example. This 
decision-making process involves two key elements. 
First, the clinician decides which social systems or 
contexts are significant in the assessment and treat- 
ment of the patient. Second, the clinician determines 
the level at which intervention will take place (from 
individual components to broader system compo- 
nents). · 

For example, we have suggested (6, 7) 10 key areas 
in which assessment and intervention can be consid- 
ered: work, education, recreational and other stress- 
reducing settings, social settings, public organizations 
(e.g., welfare or legal organizations), physical and 
mental health, commercial settings (practical re- 
sources such as housing and food), family, transporta- 
tion, and private or intimate relationships. These 10 
areas are the environmental-interpersonal-social, con- , 
texts that commonly affect the individual's behavior 
and present practical problems in community function- 
ing or community reintegration. A particular area may 
be a source of stressful life events or may be a source 
of stabilizing and supportive functioning for the pa- 
tient. | 

Determination of the level of the system toward 
which assessment and intervention are directed is also 
a practical clinical decision. Theoretically, there are 
interactions between the most molecular brain func- 
tion, through progressive levels of organization, and 
the culture as a whole, but such comprehersive as- 
sessment and intervention are rarely feasible and are 
clearly not technically possible given the current state 
of the art. The individual patient is ordinarily the most 
accessible level and can be evaluated and treated in 
such a manner that interactions with surrounding 
systems become progressively more.functional. What 
an ecological perspective would suggest, however, is 
that the various levels of organization in progressively 
larger surrounding systems be considered in the clini- 
cal context. Bandler and Grinder (8) suggested that 
""people end up in pain not because their world is not 
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tich enough to allow them to satisfy their needs, but 
because their representational world is impover- 
ished." In many cases, such a perspective may be 
practical, but the realities of clinical practice are that 
an individual may very well be impoverished with 
respect to a particular type of resource that is more 
than symbolic, e.g., he or she may be too poor, too 
isolated, too uninformed, or too poorly educated. To 
suggest, for example, that only the symbolic, repre- 
sentational world of the institutionalized elderly per- 
son is impoverished is inadequate in a practical 
sense. 

The APA task force.suggested that pathology can be 
viewed in the context of the deviation-amplifying or 
deviation-counteracting processes in the human eco- 
system. Levels of the system in which the individual is 
situated, from the internal physiological to broad soci- 
ocultural, collectively exert constraints on behavior. A 
"feedback loop,” or circular process, occurs in which 
small variations in the system can be progressively 
amplifed, build up deviation, and diverge from the 
initial condition. 

For example, the mental health functioning of chil- 
dren from single-parent black families has been related 
(6, 9) to the mother's ability to use community net- 
works and to the availability of specific and concrete 
community resources. Similar observations have been 
made with respect to other populations. Swap, for 
example, observed that in a large percentage of young 
children identified as having mental health problems 
very specific environments, such as school, may be a 
focalized area of disturbing interaction, with relatively 
little generalization to other systems and aspects of the 
child's life (paper presented at the 1980 annual meeting 
of the American Psychological Association, Montre- 
al). Moos and Ruhr (10) reported similar findings with 
respect to populations of alccholics, middle-class ado- 
lescents with school-related disturbances, geriatric 
patients, and patients discharged from public facilities. 
O'Connor end Ahmed (11) identified areas of commu- 
nity functioning critical to drug use and specific treat- 
ment modalities. Pattison (12) and Marsella and Sny- 
der (paper presented at the 1979 Conference on Stress, 
Social Supports, and Schizophrenia, Burlington, Vt.) 
have identified multilevel social and ecological pro- 
cesses related to both the incidence of psychopatholo- 
gy in a population and individual clinical symptoms. 
Goodhart and Zautra identified environmental varia- 
bles that affect quality of life, stress levels, and indi- 
vidual capacity to cope in either a symptom-free or 
psychopathological fashion (paper presented at the 


1980 annual meeting of the American Psychological. 


Associatior, Montreal). Hume and associates (13) and 
O'Connor and Stachiowiak (14) identified components 
of the interaction between the family unit and its 
surrounding community that were critical to the 
mental health of a suburban elementary school popula- 
tion. 


CHARLES B. WILKINSON AND WILLIAM. A. O'CONNCR 


987 


INTERVENTION 


Assessment and intervention in an ecosystemic 
framework extend beyond the individual, to tae inter- 
actions within the individual's ecosystem. In concrete _ 
terms, the clinician focuses intervention on zhe dys- 
functional processes of the ecosystem rather than 
simply aiming for adaptation o? the individnal (15). 
Whereas adaptation refers to the individual's attempts 
to cope with the environmental demands, optimization 
refers not only to individuals’ adaptation tc 2nviron- 
mental demands but also to the maintenance »r modifi- 
cation of their surroundings to better meet the-r needs. 

А second important point concerning intervention in 


-an ecosystemic framework is thet existing therapeutic 
.techniques are not discarded (R.B. Bechtel, paper 


presented at the 1979 annual meeting of the American 
Psychological Association, New York). Rather, the 
appropriateness of these technicues is consicered for 
each clinical situation. The tas« confronting mental 
health clinicians is choosing a particular intervention 
at a particular time with a particular patient. T-adition- 
al techniques do not necessarily have intrinsic short- 
comings, but assessment of the ecosystem can point to 
appropriate interventions, both old and new. 

The APA task force suggestec that the psychiatrist 
helps the patient structure her or his environment and 
relation to it. For example, the various linguistic and 
cognitive techniques which are frequently zpplied in 
family therapy may be quite effective when tie basic 
difficulty in the system involves a relationship »etween 
an individual and the immediate environment (8). 
Nondirective approaches may also be effective at this 
level: some individuals enter therapy ambivalent about 
known choices to problems. The essential task of the 
mental health worker, then, is tc support and provide 
some input into the decision-making process. Behav- 
ioral techniques may also be appropriate at this level: 
an individual who has already labeled a Теаг as а 
phobia and has already chosen to seek treatment is 
quite likely to succeed with a simple aad straightfor- 
ward behavior modification approach. These interven- 


.tions are what O'Connor (16) has termed *'overt" 


therapeutic contracts: the patiemt and clinician agree 
on a definition of the problem and the paiient then 
deals with the problem with a qualified prof23sional. 

However, assessment may also result in interven- 
tions in other aspects of the individual's ecosystem. 
The clinician may choose to work with the family as a 
system or with a network of iaterpersonal relation- 
ships that are critical to the patient (17). The tech- 
niques chosen affect the interaction betweer. the pa- 
tient and the context. Some of the insight or group 
dynamic techniques may be Zocused on inducing 
change in the way the patient relates to others outside 
the therapeutic setting. Such techniques modify the 
patient's role-related behaviors or recurring patterns 
of interpersonal behavior. 
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- In what O'Connor (16) has termed the ‘‘ecosystemic 
contract," intervention may be aimed at an even 
broader context. On a formal level this contract is 
* often expressed zs prognosis, a prediction of outcome 
based on symptoms. This prognosis indicates what 
changes the culture will support in the behavior of an 
individual of a particular age, sex, socioeconomic 
level, symptom complex, and set of circumstances. To 
modify this prognostic contract, the clinician must 
influence not only the patient but also the ‘‘extraindi- 
vidual” aspects of the ecosystem (17). This can be 
done by literally changing the patient's demographic 
characteristics—recommending further education or 
job training or suggesting a major change in occupa- 
tion. The psychiatrist is often accepted as an advocate 
for the patient with community agencies, as a case 
coordinator to monitor and facilitate contacts with 
agencies, or as a community consultant who identifies 
the organization-patient dysfunction and facilitates 
organizational change (F.V. Mannino, M.F. Shore, 
paper presented at the 1980 annual meeting of the 
American Psychological Association, Montreal). 
Pattison (12) made the important point tnat society's 
mandate to mental health workers continues to be to 
influence the individual, even in ecosystemic interven- 
tions such as social network therapy. The individual 
continues to be the special province of the field of 
mental health. To justify actions in other ecounits, 
clinicians must show that the individual is affected by 
these extraindividual aspects and that interventions on 
these levels can improve individual functioning. This 
is accomplished by redefining the basic unit from 
isolated individual to related individual within a clear 
psychosocial context. Using the Goal Attainment 
Scaling method for therapeutic and environmental 
goals (18) or the Psychosocial Kinship Inventory to 
determine social networks (12) is an example of such 
an approach. The social systems of normal persons 
have a finite primary group of 20 to 30 people, who 
have about a 60% level of interconnectedness among 
themselves. This primary group contrasts with that of 
patients with diagnoses of neurosis, which comprises 
10-12 people, who have only a 3046 level of social 
connectedness among themselves, and with that of 
psychotic patients, which contains 4—5 people, who 
have 9096—10096 social connectedness. Neurotic pa- 
tients appear to have an impoverished psychosocial 
network in terms of interconnectedness and numbers, 
whereas psychotic patients seem to have an exclusive, 
small social matrix. Pattison (12) suggested a number 
of intervention categories, such as the kinship replace- 
ment systems in self-help groups and crisis interven- 
tion teams. Cronkite and Moos developed a conceptu- 
al framework. for assessing the interrelationships 
among pretreatment, treatment, and posttreatment 
variables in an alcoholic population, as well as these 
variables' effects on treatment outcome (paper pre- 
sented at the 1979 annual meeting of the American 
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Psychological Association, New York). Usirg sophit- 
ticated data analysis techniques, they showed that 
posttreatment stressors, coping skills, and family envi- 
ronment had a sizable impact on the ouicome of 
alcoholic patients 2 years after treatment. Sozial back- 
ground and symptoms at intake were the pre-reatment 
variables most closely related to outcome. The com- 
plexity of ecosystemic functioning is only now being 
documented by techniques such as these. 


SERVICE DELIVERY AND POLICY 


The delivery or structure and organization of mental 
health efforts is a part of the human ecosystem. Data 
on the optimum psychosocial environment for satis- 
faction and competence are abundant, for example, in 
the numerous studies of business organizations, but 
such data have infrequently been applied to the deliv- 
ery of mental health services (7). Team treatment 
systems, continuity of care tracking and«traasfer sys- 
tems, standardized treatment assignment, ar.d routing 
procedures can reduce the patient's individuzlity while 
the patient and the mental health worker s-ruggle to 
achieve the most personal and individual human rela- 
tionship possible. Mental health professionals have 
dual commitments: to the unique individual and the 
integrity of each patient-professional interaztion and 
to the community as a whole (19). 

One of the most interesting findings concerning the 
relationship between the mental health system and the 
larger context comes from our studies (6, 9) of single- 
parent black families in the inner city. There was an 
inverse relationship between parental emphasis on 
specific aspects of mental health and church participa- 
tion. Apparently these families viewed many develop- 
mental behavioral problems in one of two contrasting 
ways: as an indication of personal dysfunction or as an 
indication that religious and moral training should be 
emphasized. These different approaches were illustrat- 
ed by different consumer" patterns on the part of the 
parent; namely, use of mental health and hezith facili- 
ties increased as the use of more neighborhood-cen- 
tered, church-related settings decreased. It appears 
that mental health services acted as socializing agen- 
cies for developing psychosocial competerce when 
other community services were not being used. 

The same finding has occurred in research on Native 
Americans, who were found to seek out men:al health 
services after the resources of their families, extended 
families, and tribes had been depleted (20). It is 
apparent that mental health service delivery can be 
coordinated with existing community supports. 

The structures of the private practice psychothera- 
peutic service delivery and public ‘institution delivery 
models are different. In the private practice setting, 
accessible only to those with substantial resources, the 
most highly trained professional engages almost exclu- 


` ae 
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esively in a dyadic or small group relationship with a 
service recipient; administration, paperwork, schedul- 
ing, telephoning, and similar functions are generally 
relegated to adjunctive or nonprofessional personnel. 
In the large organizational structure of most communi- 
ty mental health centers or public facilities, adjunctive 
personnel have a substantial share of patient contact 
(to an extreme degree on an inpatient service), and the 
more highly trained professional personnel tend to be 
responsible for administration, legal paperwork, and 
supervision. Such a structure may be undesirable if 
most mental health contacts involve a small proportion 
of the patients’ time and tend to be intermittent or 
temporary. Much of the influence on patients' life 
styles and mental health over extended time periods 
may derive from the multiple settings in which the 
individual lives. 

A further look at the place of mental health organi- 
zations within the human ecosystem is warranted. If 
the community is a massive pyramid in which compe- 
tence and power concentrate at the top and progres- 
sively greater conformity is demanded down the levels 
of the geometrically expanding structure, then the 
system can be viewed as containing a finite amount of 
resources that are not distributed equally, as attested 
by the different populations served by the aforemen- 
tioned men:al health structures. Only those individuals 
who perform appropriately in a given ecological niche 
may cbtain the resources of the community. If this is 
the case, then the mental health system struggles with 


the revolving door largely at the mercy of the sur- . 


rounding community; for patients who lack competen- 
cies end resources, an effective psychotherapeutic 
intervention in the institution may return the individ- 
ual to a community in which adequate functioning and 
maintenance of mental health are not possible. 

We described this as the ‘‘complementary niche" 
process (4, 16). This process is the creation of an 
additional niche in society in which the individual must 
be labeled as deviant and excluded from areas of 
community participation. When resources are limited 
for a particular population, the larger ecounits provide 
niches—what might be very loosely termed new 
"roles"—that allow two individuals to occupy the 
resource space otherwise allotted to a single individ- 
ual. Thus doctor and patient, therapist and client, 
helper and helped are paired together in an institution- 
al setting in which the professional is rewarded with 
the resources of the system and the object of the 
professional's efforts is placed in a role that requires 
few additional resources. 

Although it is unfair to burden mental health facili- 
ties vith the responsibility for an individual's total 
functioning, it is not inappropriate to recognize the 
limited role and appropriate limits of traditional mental 
health efforts. For example, there are questions as to 
the capacity of traditional mental health interventions, 
which are aimed at the individual, to deal with such 
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contemporary social problems as epidemic substance 

abuse, child abuse, maintenance of successful marital 

relationships, prevention of adolescent pregnancies, 

and a host of other problems that have been welcomed 

into the mental health area. Either ће mode of inter- 

vention needs to change, as suggested earlier, to 
include ecounits larger than the individual or the 

limitations of the mental health organizations need to 
be realistically assessed. The mental health system is a 
part of the overall community and as such has con- 
straints and responsibilities imposed on it. If mental 
health efforts are to be effective, then an expanded 

notion of their proper province may give the latitude 
necessary for a wider range of interventions. 


CONCLUSIONS 


We have attempted to illustrate the ecosystems 
perspective in mental health. By viewing the individ- 
ual as intertwined in a number of larger systems, we 
can better understand and, if need be, chznge the 
benefits of human ecosystems. Mental health and 
illness are defined by dynamic processes in the interre- 
lationships within the ecosystem. The larger extraindi- 
vidual ecounits serve as context for understanding the 
individual's behavior. Change, from the ecosystem 
perspective, can be induced in whatever part of the 
ecosystem is deemed appropriate. To accomplish 
these goals, however, the service delivery systems 
and policies must be understood :n a systems con- 
text. 
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d-Amphetamine-Induced Heterogeneous Changes in Psychotic 


Behavior in Schizophrenia 


BY DANIÉL P. VAN KAMMEN, M.D., PH.D., WILLIAM E. BUNNEY, JR., M.D., 
JOHN P. DOCHERTY, M.D., STEPHEN R. MARDER, M.D., MICHAEL H. EBERT, M.D., 
JACK E. ROSENBLATT, M.D., AND JUDITH N. RAYNER 





In this placebo-paired, double-blind study, 13 of 45 schizo- 
phrenic patients showed an acute improvement in schizo- 
phrenic symptoms following d-amphetamine infusion (20 
mg). The 18 patients who worsened tended to have higher 
CSF 3-methoxy-4-hydroxyphenylglycol levels than did those 
who improved. d-Amphetamine blood levels and clinical 
descriptors of schizophrenic subgroups did not differentiate 
patients who improved from those who worsened; however, 
patients who improved had been significantly more psychot- 
ic before the infusion. Patients who worsened had been more 
psychotic than those who did not change. The authors 
suggest that sensitivity to dopamine stimulation in schizo- 
Phrenia is state-dependent rather than trait-dependent and 
that the simple, unidirectional hypothesis of schizophrenia 
needs to be reformulated. (Am J Psychiatry 139:991—997, 
1982) 





he administration of low doses of amphetamine 

has been reported to exacerbate psychotic symp- 
toms in schizophrenic patients (1-10). We reviewed 
the literature written since 1937 on amphetamine ad- 
ministration in schizophrenia and selected those publi- 
cations which provided enough information to allow us 
to reevaluate amphetamine effects on psychosis (1- 
12). We identified 285 drug-free schizophrenic patients 
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listed in 12 publications (see table 1). Two of the 3 
placebo-controlled studies in schizophrenia (1, 2, 11) 
reported that psychotic symptoms worsened (1, 2) 
after amphetamine administration. Janowsky and Da- 
vis (1) reported that 18 patients as a group had become 
significantly more psychotic but did not specify how 
many of the patients had improved or had not 
changed. Angrist and associates (2) noted that 15 of 21 
schizophrenic patients worsened. An additional 39 
patients from single-blind or nonblind studies (3-8, 10) 
also experienced an intensification or exacerbation of 
schizophrenic symptoms. However, Kornetsky (11) 
observed that none of the 25 schizophrenic patients in 
his double-blind study responded о 19—40 mg of d- 
amphetamine. In several other studies 107 patients 
failed to show a change in psychosis after empheta- 
mine administration (2, 3, 6, 8-10, 13), and &1 patients 
showed definite clinical improvement (2-6, 8, 9). This 
differential response to amphetamine has usually not 
been considered in articles reviewing pharmacological 
evidence for the dopamine hypothesis. Because the 
heterogeneous response to d-amphetamine challenges 
the unidirectional dopamine hypo-hesis, we studied 
the differential effects of d-amphetamine in schizo- 
phrenic patients under double-blind conditions. 

In this report we focus on the apparently first 
Observation of significant improvement of psychotic 
symptoms in schizophrenic patients following double- 
blind, placebo-controlled infusions of d-amphetamine. 
We also report that patients tended to respond to 
subsequent infusions in a similar way if their clinical 
state had not changed. We retrospectively evaluated 
the relationship between the effects of d-amphetamine 
on psychosis and the independently obtained clinical 
and biochemical preinfusion data. This report is one of 
a series of studies of d-amphetzmine response in 
schizophrenic patients after treatment with placebo, 
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TABLE 1. Review of the Literature on the Response to d-Amphetamine in Drug-Free Schizophrenic Patients 


d-AMPHETAMINE-INDUCED CHANGES IN SCHIZOPHRENIA 
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Number of Patients 








Study Improved | Worsened No Change Dose 
. Schube et al, 1937 (10) (N=38) 0 3 35 10-30 mg of dl-amphetamine orally or 

subcutaneously 

Anderson, 1938 (12) (IN —2) 0 0 2 20 mg of dl-amphetamine orally 

Davidoff and Reifenstein, 1939 (9) (N=45) 15 0 30 10-30 mg of dl-amphetamine orally for 3 
days to 3 months 

Belart, 1942 (8) (N=15) 3 10 2 15 mg of methylamphetamine 

Simon and Taube, 1946 (7) (N=1) 0 1 в) 15 mg of methylamphetamine i.v. 

Bischof, 1951 (6) (N=15) 11 2 2 15 mg of methylamphetamine 
subcutaneously 

Hope et al, 1951 (5) (N30) 17 11 2 20 mg of methylamphetamine i.v. 

Pennes, 1954 (4) (N55) 20 11 24 . 20-40 mg of methylamphetamine i.v. 

Kiloh e: al, 1974 (3) QN=20) 14 1 5 15 mg of methylamphetamine i.v. 

Janowsky and Davis, 1976 (1) (= 18) 0 18 Ü) 20 mg of d-amphetamine sulfate (0.11 
mmol) i.v. 

Kornetsky, 1976 (11) (N=25) 0 0 25 10—40 mg of d-amphetamine orally 

Angrist et al, 1980 (25 (N=21) 1 15 5 0.5 mg/kg of d-amphetamine i.v. 

Total 81 72 132 





aJanowsky and Davis did not subdivide their 18 patients but reported that the patients as a group worsened. 


pimozide (13-16), or lithium (17 and an unpublished 
paper by van Kammen and associates). An earlier, 
preliminary repor- (18) dealt with d-amphetamine re- 
sponse in 20 of the 45 patients in the present study. 


METHOD 


Forty-five drug-free schizophrenic patients (20 
women and 25 men; age range= 18-53 years, mean=23 
years) who were voluntarily admitted to an inpatient 
clinical-research unit at the National Institutes of 
Health participated in this study. They were physically 
healthy and adhered to a controlled monoamine diet. 
They were diagnosed as having schizophrenia (N=39) 
or schizoaffective disorder (mainly schizophrenic) 
(N=6) using 1978 Research Diagnostic Criteria (RDC). 
In addition, to be included in the study the patients had 
to have 4 or more (mean+SE=6.8+.2) of the 12 
differentiating symptoms (''flexible" system) of the 
International Pilot Study of Schizophrenia, thus pro- 
viding a high probability of a diagnosis of schizophre- 
nia (19). They also were evaluated for the presence of 
Schneiderian first-rank symptoms (20). They had giv- 
en written informed consent, and informed consent 
was reviewed on an ongoing basis. When it was 
indicated, a relative signed the consent forms as well. 
Patients were drug free for a mean of 34 days (range of 
21-54 days) before the study. Premorbid functioning 
and prognostic indicators were scored on the Vaillant 
scale (21) and the modified Strauss-Carpenter Prog- 
nostic Scale (22). In the week before the infusion 
patienis received a lumbar puncture between 2:45 and 
3:15 p.m. after oral administration of 100 mg/kg of 
probenecid to measure the turnover of dopamine 
through its metabolites, dihydroxyphenylacetic acid 
and homovanillic acid (HVA), as well as the turnover 
of norepinephrine through its metabolite, 3-methoxy- 


4-hydroxyphenylglycol (MHPG) (23). Levels of these 
three metabolites were evaluated against the change in 
psychosis following the d-amphetamine administra- 
tion. 

A saline placebo or 20 mg of d-amphetamine was 
administered to patients over 30 sec in a running i.v. of 
0.976 saline solution 3 to 5 days apart in a double-blind, 
partly randomized design. The infusions took place 1 
to 1% hours after the patients had been awakened. 
Vital signs were monitored every 5 min by a nurse 
familiar to the patient. Blood was drawn to determine 
whether response differences could be explained by 
differences in d-amphetamine levels. After storage at 
—20°C, d-amphetamine plasma levels were measured 
by a double antibody radioimmunoassay with less 
than 10% interassay and 5% intra-assay variation 
(24). 

During a semistructured interview patients' acute 
behavioral responses to d-amphetamine were rated 
before and after the infusion by means of the Brief 
Psychiatric Rating Scale (BPRS) (25) and the National 
Institute of Mental Health Amphetamine Interview 
Rating Scale (AIRS) (17 and an unpublished study by 
van Kammen and associates). The AIRS includes the 
following items: psychosis (a modification from the 
Bunney-Hamburg global psychosis item [26]), delu- 
sions, increased speech, elation, and dysphoria. All of 
these items were rated on a scale from 1 (not present) 
to 7 (most severe). A score of 2 points indicated some 
minor residual psychotic symptoms. The changes in 
scores on BPRS and AIRS items were calculated by 
subtracting the preinfusion ratings from those obtained 
in the 45 min following the infusion, A change of 1 
point in the 7-point psychosis item (AIRS) indicated a 
clearly observable, meaningful clinical change in psy- 
chotic symptoms. Patients with a decrease in psycho- 
sis of 1 point ог more were designated ,“‘improved’’; 
those with an increase in psychosis of 1 point or more 
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* were designated ‘‘worsened’’; and those with no rat- 
able change were designated ‘‘not changed." A sec- 
ond independent rater observed the patients' behavior 
during the interview from behind a one-way mirror and 
provided ratings for determining the interrater reliabil- 
ity of the global psychosis score (intraclass correla- 
tion-.9131. The patients were well known to the 
raters. Changes in psychosis ratings correlated signifi- 
cantly with changes in the composite scores for psy- 
chosis on the BPRS, i.e., the thinking disturbance 
cluster, which consists of unusual thought content, 
hallucinatory behavior, and conceptual disorganiza- 
tion (27) (r=.81, p<.0001), and a 13-item schizophre- 
nia c-uster (28) (r2.79, p<.0001). 


RESULTS 
Heterogeneous Response to d-Amphetamine 


As shown in table 2, 13 of the 45 patients improved 1 
point or more on the psychosis item (AIRS) and 18 
worsened. After the placebo infusion 6 patients im- 
proved and 6 worsened. Over 6995 of the patients 
changed 1 point or more in psychosis in either direc- 
tion after d-amphetamine infusion, and only 2796 
changed after placebo, indicating that d-amphetamine 
more frequently induced a change in psychosis (table 
2): The mean change scores after placebo and d- 
amphetamine infusion were not significantly different 
(mean+SE=.02+.58 and .31+1.28, respectively), but 
the variance was significant (p<.01). A paired t test 
revealed that psychosis ratings were not affected sig- 
nificantly by d-amphetamine (mean+SE=2.9+.35 ver- 
sus 1.2.32) or placebo (mean+SE=2.9=.25 versus 
2.84.22). 

The change profiles in the BPRS and AIRS items 
(excluding the psychosis item) were significantly dif- 
ferent following d-amphetamine infusion, compared 
with placebo infusion (F=14.2, df=1, 37, p<.001). We 
used the Tukey multiple comparison test to compare 
the patterns of response to the two infusions. This test 
allowed us to evaluate the d-amphetamine response 
while controlling for placebo effects. Scores on the 
BPRS and AIRS items that rated activation and eupho- 
ria were changed significantly in different directions by 
the two infusions: motor retardation and blunted affect 
(i.e., negative symptoms) decreased, while elation, 
increased speech, grandiosity, and somatic concern 
increased with d-amphetamine, compared with place- 
bo. The mannerisms and posturing item increased only 
with d-amphetamine. The placebo infusion produced a 
Significant interaction effect on the BPRS and AIRS 
items (F=4.2, df=1, 39, p<.05, repeated measures 
analysis of variance), indicating that the behavior 
pattern after the infusion was significantly different 
from that before (i.e., significant decreases in emotion- 
al withdrawal and anxiety were observed with an 
increase in depressed mood). 
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TABLE 2. Effect of d-Amphetamine Infusion on 45 Schizophrenic 
Patients’ Scores on the Psychosis Item of the Amphetamine Interview 
Rating Scale 





Response to d-Amphetamine Infusion* ` 





Response to 





Placebo Infusion Improved Worsened No Change Total 
Improved 1 5 0 6 
Worsened 2 1 3 6 
Мо сһапде 10 12 11 33 
Total 13 18 14 45 





*Only 1 worsened patient and 1 improved patient changed in the same 
direction, indicating that the d-amphetamine effezt was highly dissimilar from 
the random placebo effect (kappa=—.046, n.s.). 


Amphetamine-Induced Improvement 


Improvers usually showed a marked decrease in 
hallucinations, delusions, paranoic ideation, and con- 
ceptual disorganization with an increase in attention, 
alertness, clarity of thinking, and trust and a decrease 
in anxiety. The average improvement lasted approxi- 
mately 20 min to 1 hour but extenced to several hours 
in some patients. Clinical observations and self-re- 
ports of 2 patients are presented to further document 
the paradoxical improvement in psychosis seen in 
these patients. The first patient manifested markedly 
loose associations and behavior indicative of con- 
fused, hallucinatory activity. She moaned and groaned 
and rocked back and forth in her chair during the first 
half of the interview. At one point she put her head on 
the table. She screamed at a hallucinatory girl, ‘‘She is 
bugging me, torturing me. Stop touching me. I have to 
be in her." She complained of an ‘‘acid’’ taste in her 
mouth. Following the d-amphetemine infusion she 
quickly became lucid and clearly communicated the 
events surrounding the onset of her illness 7 years 
before. However, within an hour following the d- 
amphetamine infusion she resumed her rocking move- 
ments and showed a marked recurrence of hallucina- 
tions. Five days later she receivec a placebo infusion 
and showed no change in psvchotic behavior. 

The second patient changed from being very para- 
noid and incoherent, with gross auditory and olfactory 
hallucinations during prolonged silent moments, to 
being coherent and cooperative after receiving d- 
amphetamine. He stated that things cid not seem as 
fragmented and that his hallucinations were less prom- 
inent. His delusional percepts decreased. He said he 
was better able to retain and integrate his thoughts and 
to focus his attention. He stated that he had been 
afraid that he would be sexually assaulted and that the 
voices had been commenting on Lis behavior, calling 
him a homosexual and using foul language. He claimed 
that the bad smell was gone. During the infusion he 
clearly described for the first time since his admission 
how he felt; 20 min following the infusion, however, he 
once again became suspicious, incoherent, and hallu- 
cinatory and was silent for the remainder of the 
interview except for occasional delaved responses 
such as “Huh?” and “Маі?” to some of the psychia- 
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FIGURE 1. Preinfusion Ratings on the Brief Psychiatric Rating Scale 
and the Amphetamine Interview Rating Scale of Psychotic Patients 
Who improved, Worsened, and Did Not Change After d-Amphetamine 
Administration А 
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trist’s questions. Previously, during the plecebo infu- 
sion, he had not shown a change in schizophrenic 
symptoms. f 


Preinfusion Conditions and Changes in Psychosis 


Preinfusion global psychosis ratings (26) were signif- 
icantly different among patients who improved, wors- 
ened, and did not change (mean+SE=4.3+.4 versus 
2.74.4 versus 1.75.2; F=12.5, df=2, 42, p<.001) 
even though there was considerable overlap in ratings 
among the three groups. Similarly, the preinfusion 
profiles of the BFRS and AIRS items of the three 
groups showed a significant and fairly consistent dif- 
ference in level (F=11.1, df=2, 39, p<.0002) (see 
figure 1) but not z significant interaction effect with 
repeated measures analysis of variance. The preinfu- 
sion difference in symptom level indicates that the 
severity: of symptoms, rather than the type (i.e., 
interaction of symptoms), is related to the direction of 
change in psychosis following d-amphetamine (i.e., 
state-dependency). 

Traditional clinical and demographic variables failed 
to differentiate the patients who improved from those 
who worsened or гот those who did not change in 
psychosis. No significant differences were observed 
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among the three types of response groups for any of’ 
the following: diagnostic subtypes, 12 differential 
symptoms (19), the number of Schneiderian symptoms 
(20), prognostic indicators (21), premorbid functioning 
(21), age at onset, duration of illness, months of 
hospitalization, or number of hospitalizations. CSF 
MHPG levels correlated positively with global psycho- 
sis change after d-amphetamine (r=.58, p«.002). In 
contrast, neither of the CSF dopamine metabolites, 
HVA and dihydroxyphenylacetic acid, correlated sig- 
nificantly (r=.098 and .002, respectively). d-Ampheta- 
mine blood levels were available for 5 improved and 3 
worsened patients at 15 min and for 6 improved and 7 
worsened patients at 25 min. There were no significant 
differences between the 2 groups at 15 min postinfu- 
sion (mean X SE-73.2::6.4 versus 62.2+12.2 ng/ml) or 
at 25 min postinfusion (meant+SE=73.3+9.6 versus 
89.8+33.6 ng/ml), which suggests that differences in d- 
amphetamine levels do not explain a differential re- 
sponse. : 


DISCUSSION 


In contrast to the current formulation of the dopa- 
mine hypothesis of schizophrenia, we did not observe 
a significant increase with d-amphetamine in the mean 
psychosis ratings of our schizophrenic patients. How- 
ever, we found that there was heterogeneity in the 
change in psychosis. Of the 45 patients, we observed a 
worsening only in 18 patients, no change in 14, and an 
improvement in 13. Our findings differ from those of 
Angrist and associates (2), who observed improve- 
ment in only 1 of 21 patients. It is possible that their 
patients were less psychotic as a group because neuro- 
leptic therapy was discontinued only 6 to 15 days 
before the amphetamine infusion (2), while our pa- 
tients were drug free for at least 3 weeks, Further- 
more, Angrist and associates (2) used different evalua- 
tion criteria. 

One may wonder whether the results could be 
explained by either a regression to the mean or by the 
effect of the initial value. However, the variance in the 
global psychosis ratings after d-amphetamine infusion 
was not significantly smaller than before the infusion, 
which indicated that regression to the mean did not 
explain the lack of a significant change in psychosis in 
the entire group after d-amphetamine. The change 
scores were not a function of the preinfusion values 
either, as shown with the Pittman test (г= —.048, n.s.) 
(29). Individual changes in psychosis that were in- 
duced by d-amphetamine, including improvement, ap- 
peared to be bona fide drug-induced changes and not 
spontaneous fluctuations in behavior. 

The d-amphetamine-induced improvement in disor- 
ganized thinking should not be considered paradoxical 
given that d-amphetamine also produces improved 
performance on cognitive tests among normal prepu- 
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* bertal children (30). Kornetsky (11) and Janowsky and 
Davis (1) noted lack of change in psychosis in remitted 
or clirically stable psychotic patients. Of the 14 pa- 
tients in our study who did not change in psychosis 
following d-amphetamine infusion, 7 were nonpsycho- 
tic (a score of 1 point) at the time of the infusion; 4 
patients were minimally psychotic (a score of 2 
points); and 3 were moderately psychotic (a score of 3 
points) but had been in a stable delusional state for 
some time. However, patients who had gone into 
remission just recently (5 patients with a psychosis 
score of | point and 3 patients with a psychosis score 
of 2 points) responded with an increase in psychosis. 

Presumably, only schizophrenic patients experience 
a change in psychosis with d-amphetamine (i.e., trait 
phenomencn). Van Kammen and associates (18), Se- 
gal and Janowsky (31), and Angrist and associates (2), 
in particular, have focused on the dopamine agonist- 
induced increase in psychosis and have stressed that 
amphetamine- or methylphenidate-induced effects in 
schizophrenic patients are an illness-specific increase 
in schizophrenic symptoms and do not appear to be a 
toxic psychosis (18, 31). However, this alleged dopa- 
mine respansiveness can disappear with a change in 
clinical staze (14 and 16 and an unpublished study by 
van Kammen and associates). Four months after the 
index infusion we retested 17 patients with 20 mg of d- 
amphetamine during a similar drug-free condition (un- 
published data). Most patients had changed considera- 
bly in the manifest intensity of their illness; many had 
gone into remission and 2 had relapsed. Of the 8 who 
worsened following the index infusion, only 3 did so 
again. Two of the 3 who had improved were still 
psychotic when retested and improved once again 
during the infusion. The third improved patient was 
not psychotic at the time of the repeat infusion and did 
not change in psychosis. Another patient who relapsed 
in the interim period improved during the repeat 
infusion (preinfusion psychosis score of 4). He had not 
shown a change previously when he was nonpsychotic 
(psychosis score of 1). The heterogeneous response to 
these repeat infusions suggests that the increase, de- 
crease, and lack of change in psychosis following d- 
amphetamine are state-dependent in schizophrenia. 

The duration of the euphoria and activation respons- 
es following d-amphetamine was independent of the 
duration of the changes in psychosis, which supports 
the assessment by Angrist and associates (2) and 
Janowsky and associates (1, 32, 33) that the activating 
and psychotogenic effects of d-amphetamine are unre- 
lated. We observed that the only statistically signifi- 
cant amphetamine effects in the entire group appeared 
to be the traditionally observed stimulation. Most of 
the 14 unchanged patients in our study experienced 
stimulating effects from d-amphetamine. We also not- 
ed a decrease in sleep during the night following the 
infusion that was independent of the effect on the 
psychosis ratings (34). In contrast to the state-depen- 
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dent psychotogenic response, the activation response 
seems to be trait dependent. Van Kammen and Mur- 
phy (35) observed that the activation following oral d- 
amphetamine could be replicated with a second admin- 
istration in a given individual. Nurnberger and asso- 
ciates (36) indicated that the activating d-amphetamine 
effects are similar in identical twins. It is conceivable 
that these different amphetamine effects mediated the 
different dopamine receptors, different amphetamine 
binding sites, or even through peptides (14—16). 

Surprisingly, we observed no relationships between 
preinfusion CSF levels of dopamine metabolites and 
change in psychosis. Whether d-amphetamine-induced 
improvement in psychosis reflects acute induction of 
postsynaptic dopamine receptor subsensitivity, acute 
desensitization of postsynaptic receptor supersensitiv- 
ity, or stimulation of relative supersensitive autorecep- 
tors (i.e., temporary amphetamine-induced ncrmaliza- 
tion of regulatory mechanisms) remains an open ques- 
tion. Some evidence (35, 37) also implicates dopamine 
in euphoria and activation; if this is true, it suggests 
that different dopamine systems (i.e., receptc-s) could 
be involved in the psychotogenic and excitatory ef- 
fects of d-amphetamine in schizophrenia. Higher CSF 
MHPG levels in those patients who worsened briefly 
after d-amphetamine appear to be compatible with 
reports that depressed patients with low urinary 
MHPG excretion tend to improve with d-amphe:amine 
(38, 39). 

Norepinephrine activity, as expressed by MHPG, 
may be a critical factor during certain clinical states 
and may determine whether increased dopamine stim- 
ulation will lead to a change in psychosis. Several 
studies have suggested that norepinephrine acts syner- 
gistically with dopamine stimulation (40, 41) and may 
determine the type of behavioral response £42). An- 


 grist and associates (2) drew a similar conclusion. 


Almost all of the psychopharmacological agents that 
increase dopamine neurotransmission affect "unctional 
norepinephrine activity as well (43—48). Therefore, in 
addition to the continued emphasis on the role of 
central dopamine in schizophrenia, a modulatory role 
for norepinephrine in the observed behavioral changes 
cannot be excluded (49-52). Our report of increased 
norepinephrine levels in the CSF of schizophrenic 
patients (53) and the subsequent decline in CSF nor- 
epinephrine levels with pimozide treatment (54) and 
altered alpha receptor function (55) are consistent with 
this interpretation. We hypothesize that the varying 
clinical and biochemical states of schizophrenia, rath- 
er than trait variables (such as diagnostic subtypes, 
age at onset of illness, or premorb:d functioning), 
modulate the psychosis-related response to d-amphet- 
amine (stress responsiveness?) (16). 

The placebo infusions induced marked zehavicral 
changes. We noted, retrospectively, that the inter- 
viewer had to use his interview skills more when 
placebo was given than during the d-amphetamine 
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infusions to get the information necessarv to rate the 
patients. This more active role of the interviewer can 
perhaps be attributed to a decrease in the patients' 
emotional withdrawal and anxiety and to an increase 
in their depression. Emotional withdrawal may be an 
adaptive response to the illness of schizophrenia (i.e., 
inability to deal with interpersonal stimulation). 
Schooler and associates (56) suggested that a hyper- 
aroused person may try to cope with stressful environ- 
mental stimulation by withdrawing emotionally. 

Many reviews of the potential dopamine involve- 
ment in schizophrenia have based their hypotheses on 
two pillars: 1) the ability of d-amphetamine in both 
high and repeated doses to induce psychosis in normal 
subjects and, in doses of less than 50 mg, to exacerbate 
psychosis in schizophrenic patients, and 2) the block- 
ade of dopamine receptors with acute neuroleptic 
treatment. If, as has been suggested, schizophrenic 
patients are more sensitive to developing ampheta- 
mine psychosis, then not just 18 but all 45 patients in 
our study should have experienced an increase in 
psychosis and psvchosis-related items. If we consider 
the worsening as well as the improvement in psychosis 
to be dopamine dependent, different underlying bio- 
chemical mechanisms must have been present. The 
data presented in this paper suggest that vulnerability 
to d-amphetaminz-induced changes in psychosis is 
state dependent. They support a role for norepineph- 
rine, in addition to dopamine, in the psychosis-related 
effects of d-amphetamine and add a new dimension to 
the unidirectional dopamine hypothesis of schizophre- 
nia. 
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Predictors and Correlates of Adaptation to Conjugal 


Bereavement 
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The authors interviewed 162 widows 1, 6, 12, ard 24 months 
after bereavement :o determine which sociodemographic, 
prebereavement, and response variables and circumstances 
of the husband's death were related to distress level, as 
measured by the General Health Questionnaire (GHQ). The 
most important variable associated with high distress at 1 
month was the woman's perception that she was seeing old 
friends less than before her husband's death. At 2 years it 
was possible to predict distress levels with 86% accuracy by 
means of a multiple regression analysis using !0 variables, 
including 1-month GHQ score, short final illness of the 
husband, and satisfaction with available help. (Am J Psychi- 
atry 139:998-1002, 1982) 





^ his article is concerned with the factors affecting 
responses to the death of a husband and adapta- 
tion to widowhood. Since Freud's ‘‘Mourning and 
Melancholia'" (1). psychiatric clinicians have been 
concerned with predicting those most at risk for patho- 
logical grief reactions. For example, in 1944 Linde- 
mann (2) suggested that one signal of pathological 
reaction was the adoption by the bereaved of some of 
the traits of the deceased. He also found that the 
intensity of the interaction between the bereaved and 
the deceased, whether positive or negative, could 
predict the type and severity of the grief reaction. 
More recently, prediction of outcome has focused 
on the significance of the age of the bereaved (3—6), 
the type of death (e.g., sudden or following a chronic 
illness) (7-9), the initial response to bereavement (5, 
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10), and the kind and amount of social support (10, 11). 

We attempted to identify and to estimate the effect 
of the variables associated with distress 1 mon:h after 
bereavement and those predictive of outcome 2 years 
later. We compare our findings with those of other 
investigators in the hope that cumulative knowledge of 
important antecedents of poor outcome can eventually 
be used to determine who might profit from interven- 
tion. 


METHOD 
Procedure 


Seven Toronto hospitals (North York Branson, 
North York General, Princess Margaret, St. Mi- 
chael’s, Sunnybrook Medical Centre, Torontc West- 
ern, and Wellesley) participated in this project with the 
Clarke Institute of Psychiatry. These hospitals initiat- 
ed contact with the widows of all married men aged 67 
years and younger who died in the hospitals during a 
17-month period. A letter written on the hospital 
letterhead and signed by the attending physician, 
medical director, or administrator requested the wom- 
en’s participation in the study and gave them the 
option of refusing any contact with the investigators. 
Of the 319 women to whom letters were sent, 9: (28%) 
were unable to be contacted, 37 (12%) did not speak 
English, 6 (2%) were unable to participate because of 
mental or physical incapacity, and 23 (7%) refused to 
participate. The 162 women (51%) who agreed to 
participate represent 88% of available subjects who 
were suitable for participation; i.e., the refusal rate 
was a surprisingly low 12%. 

These 162 women were interviewed in their homes 
approximately 1 month after bereavement. Subse- 
quent interviews took place at 6, 12, and 24 months 
after the husband's death. The original design included 
interviews with one-third of the women at 3 months 
and two-thirds at 12 months after bereavement. How- 
ever, because the 1-month interview took place up to 8 
weeks after bereavement, very few 3-month inter- 
views were done. Three-month data have, therefore, 
been excluded from the analysis. The 6-month inter- 
view time was allowed to extend to 8 months and the 
12-month interview time to 14 months. Interviews 
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ranged from 30 min to 2 hours; the mean was slightly 
more than 1 hour. All interviews were conducted by 
the same research assistant. 

One facet of our study of adaptation to bereavement 
was a widow-to-widow program, in which 68 of the 
widows received emotional support and practical as- 
sistance from other widows (12, 13). The women in 
this program achieved the landmark stages of adapta- 
tion more quickly than those who did not participate in 
the program. 


Sample 


At initial interview. The median age of the 162 
participants was 52 years, with a range of 22-69 years. 
The sample was predominantly middle-class according 
to the Hollingshead two-factor index. The majority of 
the women had been born in Canada (68%) and spoke 
English as their primary language (88%). Seventy-five 
percent of the women were Protestant, 15% Catholic, 
and 7% Jewish. More than half (57%) lived with 
someone 'else, usually with their children. Twenty- 
nine percent were employed outside their homes and. 
71% "were homemakers. Thirteen percent of the hus- 
bands had died suddenly; 45% died of cancer, 38% of 
chronic cardiovascular disease, and 4% of chronic 
alcoholism. The median length of final illness was 
about 6 months. Only 1996 of the husbands had had a 
final illness of 2 weeks or less. 

‘Because 19% seemed a small proportion of a rela- 
tively young sample (husbands! mean age was 58 
years), we looked for factors that might bias our 
sampie. There were two sources of bias toward longer 
illnesses. According to information from medical rec- 
ords, the 91 women we were unable to contact were 
predcminantly over 50 (80%) and most had been 
widowed within 2 weeks of their husbands entering the 
hospital (67%); their other characteristics were very 
similar to those of the available sample. The other 
source of bias is due to the fact that several of the 
participating hospitals do not define deaths which 
occur in the emergency room or before arrival at the 
hospital as in-hospital deaths; therefore, the widows of 
men who died under these circumstances were not 
included in the potential subject pool. A potential 
source of bias was the number of deaths in the one 
participating hospital that was a cancer hospital, but 
because only 1196 of the subjects' husbands died in 
that hospi:al the sample should not be appreciably 
biased. 

At follow- -up interviews. A high attrition rate is the 
general ruie in studies of bereavement, due both to 
refusals and to follow-up losses caused by the in- 
creased mobility of the newly bereaved. The refusal 
rate їл this study was exceptionally low (12% initially, 
2% at 12 months, and 1% at 24 months). With regard to 
subjects being lost to follow-up, however, the usual 
difficulties were experienced. The overall attrition rate 
was 3396 at 6 months and 3996 by 24 months. When a 
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woman was unavailable for a particular follow- -up 
interview, she was not excluded from the study; 
attempts to contact her were renewed for each sched- 
uled interview. Follow-up interviews were conducted 
with 108 women at 6 months, 76 at 12 montks, and 99 
at 24 months. 

The available data suggest that those lost то follow- 
up were different from those who remained in the 
study. They tended to have younger husbar.ds, more 
psychological problems, a higher initial score on the 
General Health Questionnaire, fewer social supports, 
and more health problems. They also tended to have a 
lower socioeconomic status and to report widowhood 
as more stressful than those who stayed in the study. 
These facts, plus the exclusion of emergency room and 
dead-on-arrival deaths from the sampling pool, indi- 
cate that the data presented here may well underrepre- 
sent the problems of certain potentially high-distress 
groups. 


Measures 


Structured interviews and self-administered ques- 
tionnaires were used to gather data on soziodemo- 
graphic variables, prebereavement situatioral varia- 
bles (e.g., quality of marriage, years married, previous 
health), the circumstances of the husband's death and 
funeral, and various correlates of distressful response 
(e.g., use of medication, changes in health, socializa- 
tion patterns). 

The principal outcome measure of the stud y was the 
score on the 30-item General Health Questionnaire 
(GHQ) developed by Goldberg (14). This .s a self- 
administered screening test originally used to detect 
nonpsychotic psychiatric disorders in a general medi- 
cal practice setting. The scale items focus on ability to 
carry out one's normal functioning, rele sat:sfacticn, 
and outwardly observable behavior (13). A score of 5 
or more on the 30-item GHQ indicates a level of 
distress sufficient to warrant further psychiatric as- 
sessment. Other studies (15, 16) with the GHQ have 
demonstrated that the GHQ score correlazes fairly 
well (.70 or better) with clinical assessments of sever- 
ity and with a 35-item version of the Hopkins symptom 
distress checklist. 

. In our study, at each interview time ststistically 
significant correlations were observed betwzen vari- 
ous questionnaire items indicative of poor adaptation 
to bereavement and GHQ scores of 5 or higher (chi- 
square analyses, p values ranging from .00C1 to .02). 
These included consistent self-ratings cf health as less 
than good; use of tranquilizers, sedatives, cr antide- 
pressants; the identification of widowhood as “уегу 
stressful" or ‘‘the worst possible disaster," with the 
expectation of poor adjustment; and feeling the need 
to keep up a front instead of expressing feelings. The 
consistent correlations between high GHQ scores and 
items of this type support the validity of the GHQ asa 
measure of distress in this population. 
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RESULTS 


Psychosocial Factors Associated with High Distress 
1-Month After Bereavement 


At the time of the 1-month interview, the median 
GHQ score for the widows was 10.4. Seventy percent 
(N=114) had a score of 5 or higher; 31% (N=50) had a 
score of 15 or higher. By comparison, in an Australian 
community Finlay-Jones and Burvill (17) found that 
only 16% of women of the same age range as our 
subjects had scores of 5 or higher. 

The relationship between identifiable psychosocial 
factors and GHQ score at 1 month after bereavement 
was investigated through use of a multiple regression 
analysis. The analysis was first run as a stepwise 
regression with all information available at 1 month 
except the a priori correlates of distress described in 
the previous section, e.g., use of tranquilizers. These 
correlates of distress were excluded to avoid, as much 
as possible, the common dilemma in psychosocial 
research of confounding dependent and independent 
variables. Correlates of distress would, by definition, 
explain a large amount of the variance in score on a 
measure of distress, such as the GHQ. 

Twelve variables had F levels that indicated signifi- 
cant effects on the regression equation. These 12 
variables seemed to fall into 3 distinct categories 
(sociodemographic characteristics, prebereavement 
situation, and social support) plus 2 additional un- 
grouped variables. The regression analysis was rerun 
with only these 12 variables, which were entered by 
grouping in the order shown in table 1, and accounted 
for 4596 of the variance in 1-month GHQ scores. 

In table 1 the variable ‘‘ethnic background" refers 
to having a primary language other than English or 
being Jewish. If the husband's final illness was less 
than 2 months it was defined as short. The woman's 
prebereavement health, stress of the husband's final 
illness, contact with old friends, satisfaction with help, 
and helpfulness o? religion were self-report items on 
the I-month questionnaire, answered on a Likert 
scale. The use of psychiatric help was a yes/no item on 
the questionnaire. Rating of marriage was by self- 
assessment on a 3-point scale reported to the inter- 
viewer. Sources of informal help and the presence of 
additional problems were probed by the interviewer 
and recorded in a standardized format. 

As seen in table 1, the social support variables were 
the most important in explaining the level of distress 1 
month» after bereavement. Among these, the most 
. relevant was the woman’s perception that she was 
seeing old friends less than before the death of her 
husband. The predictive power of this variable is 
probably due to the fact that it reflects a number of 
possible situations: the woman’s friends were never 
very close or supportive, the friends withdrew during 
the time of the final illness and after the death, the 
friends avoided the grieving widow, the widow’s emo- 
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Ф 
TABLE 1. Regression Analysis with 12 Variables Significantly Relat- * 
ed to High General Health Questionnaire Scores of 162 Widows 1 
Month After Bereavement 








Change in Regression Weight 
Ў Variance of Standardized 

Variable (R2) Scores (B) 
Sociodemographic 12 

Ethnic background 08 14 

Younger age .04 AC 
Prebereavement situation 10 

Husband's final illness 

was short 04 AE 

Poor health .03 3 

Marriage rzted as good .01 | 13 

Husband's last illness 

rated very stressful .01 ‚07 

Psychiatric help .01 .0e 
Social support 21 

Not seeing old friends 19 37 

Multiple informal sources 

of help .01 ale 

Low satisfaction with help 01 12 
Religion rated as not very 

helpful .01 e 
Additional problems .01 e 15 





tional state led her to reject overtures of friendship, or 
the woman’s perception was distorted by depression 
and she believed that her friends were not as available 
as she might have expected. 


Patterns of Distress During Adaptation 


The cutoff score of 5 on the GHQ, used in previous 
studies aimed at screening for psychiatric disorders 
(17, 18), was used to divide the sample according to 
distress level. Women whose GHQ score was lower 
than 5 at 1 month after bereavement were assigned to 
the low-distress group (N=48), and the women whose 
]-month scores were 5 or higher were assigned to the 
high-distress group (N=114). Two years after bereave- 
ment, 59% of the high-distress group (N=67) and 67% 
of the low-distress group (N=32) remained in the 
study. At the 2-year interview, 26 of the 67 women in 
the high-distress group (37%) still had a GHQ score of 
5 or higher, and 30 of the 32 women in the low-distress 
group (94%) still had low distress levels. Low distress 
according to the 1-month GHQ score was, therefore, a 
good predictor of low distress 2 years later. : 

From analysis of the 2-year data for the 99 women 
who remained in the study, three distinct distress 
patterns emerged: no high distress level at any time | 
(30%), an initial high distress level that gradually 
returned to normal (41%), and continuation of high 
distress levels even at the end of 2 years (26%). Only 2 
subjects had low 1-топіһ distress levels and high 
distress levels at one or more follow-up intervizws. 


Psychosocial Factors Predictive of High Distress 2 
Years After Bereavement 


We expected that the continued presence of distress 
24 months after bereavement would be related to 


„” 


Ат J Psychiatry 139:8, August 1982 


TABLE 2. Regression Analysis with 10 Variables Predicting High 
Distress? Among 99 Widows 2 Years After Bereavement 








Change in Regression Weight 
f Variance? of Standardized 

Variable R3 Scores (В) 
High GHQ score 1 month 

after bereavement .16 .54 
Lower socioeconomic status 04 .13 
Prebereavement situation 

Husband's final illness wàs 

short .05 14 

Poor health .03 .38 

Psychiatric help .01 .09 
Low satisfaction with help .05 .19 
Good health 1 month after 

bereavement .02 :21 
Sense of husband's presence 

at ] month .02 .21 
Religion not helpful ‚03 .18 
No participation in the 

widow-to-widow program .02 .15 





3Score of 5 or higher on the General Health Questionnaire (GHQ). 
bAccounting for 43% of the total variance. 


multiple psychological factors and individual varia- 
tions in experience. Nevertheless, we wondered 
whether information available as early as 1 month after 
bereavement could be used to predict outcome 2 years 
later. i 

For the 99 subjects who completed the 24-month 
interview, the information available 1 month after 
bereavement was used in a regression analysis with 
the dichotomized GHQ score (0-4=low distress, 
5+=high distress) as the outcome variable. As with 
the previous analysis, we present only those variables 
showing a statistically significant effect on the regres- 
sion equation. А combination of 10 variables explained 
4396 of the variance (see table 2) and resulted in the 
correct prediction of good (low GHQ score) or poor 
(high GHQ score) outcome at 2 years for 8696 of the 
subjects. 

We then looked specifically at the 14 misclassified 
subjects to see if other information available during the 
2 years could help explain the misclassification. Al- 
though the numbers are too small for statistical analy- 
sis, the evidence points to the importance of interven- 
ing life events and the quality of social support in 
determining distress level 2 vears after bereavement. 
Eight women who were predicted to have a high 
distress level actually had a low distress level at 24 
months. These 8 ‘‘false highs” were more likely than 
the 25 ‘‘true highs” to report good health, no financial 
problems, and indicators of good social support (no 
need to keep up a front and no dissatisfaction with 
social life at 24 months). Six women who were predict- 
ed to have a low distress level actually had a high 
distress level. These 6 ‘‘false lows” were more likely 
than the 71 “true lows" to report having had an 
accident or injury, poor general health, and one of the 
indicators оѓ poor social support (i.e., feeling the need 
to keep up a front). 
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DISCUSSION 


One month after bereavement, a high distress level 
was the norm in our sample of widows. Tais high 
distress level was more likely to occur if the widow 
perceived a lack of available social suppor-, if she 
reported a variety of prebereavement stressors, if she 
was young, or if she was not acculturated to the 
prevailing attitudes toward bereavement end mourn- 
ing. 

Twenty-four months after bereavement, a low dis- 
tress level was the norm in our sample. However, a 
woman was more likely to be among the 28% with a 
high distress level if she had had multiple indicators of 
distress 1 month after bereavement (i.e., high score on 
the GHQ, dissatisfaction with available help, a contin- 
ued sense of the husband's presence), if sae had had 
multiple stressors before bereavement (i.e., low socio- 
economic status, poor health, psychiatric help), if she 
did not find religion helpful, or if she was net among 
the group offered the widow-to-widow inte-vention 


program. Short final illness of the husband was also 


associated with high distress at 2 years, perhaps 
suggesting that the absence of opportunity fer antici- 
patory grieving may lengthen the course of gief reso- 
lution (19). 

The importance of social support as an intervening 
variable between a major life event and a stressful 
outcome has been demonstrated in a number of studies 
(for example, references 18 and 19). In our svidy, not ` 
seeing old friends was the predominant social support 
variable associated with distress at 1 month. Maddison 
and Walker (11) reported that 20 subjects ide=tified as 
having a bad outcome perceived their environment as 
failing to meet their needs and as actively ur3elpful. 

The contribution of ethnic background to variance 
in 1-month distress levels demonstrates th= impor- 
tance of taking into account that portion of a reaction 
style that is determined or conditioned by rrevailing 
sociocultural norms. 

Interestingly, low satisfaction with help at 1 month 
was the only social support variable to retam impor- 
tance in the 24-month regression analysis. However, 
the score on the 1-month GHQ was the most powerful 
predictor of high distress (the ОНО incluces items 
relating to social functioning). The effec:s of other 
variables were similar to those described be Parkes 
(5), who conducted a study of 43 young wicows and 
widowers. He found that low socioecononrc status, 
husband's sudden death, multiple life crises, znd reac- 
tions of distress, yearning, anger, and self--e-roach at 
]-month were predictors of poor outcoms at 13 
months. In our study, the predictive power of the 
widow's sense of her husband's presence at 1 month is 
reminiscent of Lindemann's finding (2) that a preoccu- 
pation with the image of the deceased was related to 
the severity of the grief reaction. The fincing that 
participation in the widow-to-widow program was 


1002 ADAPTATION TO CONJUGAL BEREAVEMENT 


associated with a good outcome reiterates the appro- 
priateness of the social support system as a focus for 
intervention. 

. "From the 1-month interview to thé end of the study 
period, almost one-third of the 99 women followed for 
2 years did not exLibit high distress as measured by the 
ОНО. This consistent absence of measurable symp- 
toms did not show a statistically significant association 
with either long £nal illness of the husband or older 
age of the widow, although both of these factors have, 
in other studies (19), been associated with anticipatory 
grieving. Thus we have evidence, as noted earlier, that 
lack of opportunity for anticipatory grieving (i.e., 
short final illness) may lengthen the grief process. 
However, we did not find the converse, that a hypoth- 
esized consequence of anticipatory grieving (i.e., less 
distress after bereavement) is associated with more 
opportunity for anticipatory grieving (i.e., longer final 
illness). Our data therefore demonstrate a need for 
careful investigation into the causal relationships 
among length of illness, anticipatory grieving, and 
postbereavement grief. 

Unfortunately, our data are insufficient to tell us 
whether these low-distress women had effective cop- 
ing styles, resilient personalities, a propensity for 
denial, or a particular type of marital relationship or 
whether they had adapted quickly to the prevalent 
societal widow role, which dictates the ‘‘correct’’ way 
to answer questions about distress. Although it is also 
possible that the GHQ failed to detect their particular 
manifestations of distress, high scores on the GHQ 
showed consisten: statistical relationships со question- 
naire items clearly indicative of poor adaptation to 
bereavement (see Method section). 

In short, the low distress among опе group of 
widows remains unexplained; it is certainly common 
enough and intriguing enough to warrant further study. 
Clearly, if delayed grief reaction is a factor in this 
phenomenon, it did not manifest itself ir. the first 2 
years. | 

The factors associated with distress at 1 month and 
those predictive of distress at 24 months constitute a 
reasonably good starting point for developing a reli- 
able prognostic scale. In the meantime, in the planning 
of research or intervention programs, the 1-month 
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GHQ score can be used to identify the one-third of 
women who will show little distress in the first 2 years 
of widowhood. The group at high risk for distress at 2 
years will be found in the remaining two-thirds. 
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The authors reviewed studies of attitudes toward psychiatry 
held by 368 medical students at the University of California, 
Los Angeles (UCLA), and 204 senior medical students from 
two schools in Washington, D.C. They found that the 
attitudes of all of these students were remarkably similar: 
they viewed psychiatry as a worthwhile medical specialty but 
one of low prestige and low precision and thought that most 
psychiatric patients could be adequately managed by non- 
physicians. On the basis of their findings the authors offer 
recommendations for teaching basic psychiatric skills and 
for improving psychiatry's image and attractiveness. (Am J 
Psychiatry 129:1003--1009, 1982) 





sychiatric educators are greatly concerned both 

with medical students' attitudes about the psychi- 
atric profession and with their views about the teach- 
ing of psychiatry in medical schools (1-4). Students’ 
views can help educators to improve the teaching of 
basic psychiatric knowledge and skills necessary for 
all physicians. Students' attitudes also help illuminate 
influences on the choice of psychiatry as a career (5, 6, 
and unpublished 1980 paper by Nadelson and Fuchs), 
and some adverse attitudes may be related to the 
recent decline in psychiatric recruitment (5, 7, 8). 
Finally, students’ impressions about psychiatry may 
be influenced by the availability and quality of psychi- 
atric services for their own emotional needs. 

A comprehensive review of psychiatric education 
for medical students and related activities at the Uni- 
versity of California, Los Angeles (UCLA), provided 
the opportunity to study these questions. А compo- 
nent of the UCLA study included a survey of attitudes 
about psychiatry. By asking similar questions, we 
were able to compare our results with a parallel survey 
of 204 senior medical students conducted a year earlier 
in Washington, D.C., at the medical schools of 
Georgetown University and George Washington Uni- 
versity (5). These data provide a unique cross-country 
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comparison of medical students' views about psychia- 
try. The remarkable similarity of the responses sug- 
gests that they may be representative of attitudes of 
other medical students throughout the country. 

The UCLA medical student program in psychiatry 
involves all 4 years. The first-year course concerns 
basic behavioral sciences and has changed substantial- 
ly over the past few years in reponse to student 
feedback. It consists of a 6-mon:h series of weekly 
lectures taught by a variety of clinicians and behavior- 
al scientists, small-group interviewing exerc:ses and 
discussions related to the lectures, field trips to institu- 
tions such as state hospitals and nursing homes, visits 
to the emergency rooms of general and psvchiatric 
hospitals as observers and ‘‘ombudsmen’’ for the 
patients, and a monthly evening "'iutorial' in which 
they meet in the homes of faculty members fcr dinner 
and topical discussion. The second-year curriculum 
includes a 6-month series of lectures on psychorathol- 
ogy. Psychiatric faculty and residents also teach a 
section of the 6-month ‘‘Fundamentals of Clinical 
Medicine” course, a series of mcdules in which’ stu- 
dents learn to take histories and perform physical 
examinations. During the 4-week psychiatry section 
student groups observe faculty demonstrations and 
conduct their own interviews with psychiztric pa- 
tients. 

Students take the 6-week psychiatric clinical clerk- 
ship during either their third or fourth vear. They are 
assigned to one or two of five different locations, 
including the university’s hospital, two Veterans Ad- 
ministration (VA) hospitals, two county hospitals, and 
acommunity hospital. The clerkships provide students 
with scheduled experiences in inpatient, outpatient, 
emergency room, child, and consultation/lia’son psy- 
chiatry. Following the required clerkship, a variety of 
clinical electives are available. This general program is 
similar to psychiatry programs offered bv many medi- 
cal school departments, including the two scHfools in 
Washington, D.C. 


METHOD 
In anticipation of a major departmental review of 


medical student programs we distributed a question- 
naire to UCLA students in all 4 medical school years 


е 
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in January 1980. The questions assessed their attitudes 
and opinions about psychiatry in general, experiences 
with psychiatric teaching, and anticipated career 
choices. The attitude survey portion of the question- 
naire was virtually identical to one used by Nielsen 
and Eaton in Washington, D.C. (5). 

The UCLA survey also contained questions in the 
following five areas: interest in various potential psy- 
chiatric support services for students (6 items), struc- 
ture of psychiatric teaching over the 4 years (2 items), 
teaching of behavioral sciences (11 items), teaching of 
psychopathology and clinical fundamentals of psychia- 
try (15 items), and clinical clerkships (14 items). Only 
those students who had completed a given course were 
asked to complete the corresponding items. For each 
teaching area, questions were included that covered 
the structure, content, and impact of the methods and 
material. Items were rated on a 5-point Likert scale 
(strongly agree to strongly disagree). (A copy of the 
survey instrument is available on request from Dr. 
Yager.) Following the specific questions for each area, 
students were invited to write additional comments 
and suggestions. 

Questionnaires for the first- and second-year classes 
were distributed during scheduled lectures, and those 
for third- and fourth-year students were mailed with 
return-addressed envelopes to students' homes. Stu- 
dents were assured about the anonymity of their 
responses. А second mailing to the third- and fourth- 
year students was sent to secure a higher response rate 
than the 25% originally obtained. The attitudes of 204 
fourth-year medical school classes at Georgetown and 
George Washington University Medical Schools simi- 
larly surveyed in the spring of 1979 (5) were available 
for comparison with the UCLA group. 

Of the 624 UCLA medical students, 368 (59%) 
responded. The response was reasonably constant 
across medical school classes and included 63% of the 
first-year students (91 of 144), 67% of the second-year 
students (97 of 144), 5396 of the third-year students (93 
of 177), and 55% of the fourth-year students (87 of 
159). These response rates were essentially the same 
as the Washington rate of 58%. In addition to complet- 
ing the structured sections of the questionnaire, stu- 
dents provided several hundred additional comments 
related to all aspects of their experiences. These were 
categorized, and those which appeared most frequent- 
ly are discussed here. 

To compare attitudinal differences by specialty 
choice, students were categorized into three career 
groups in a manner similar to that used in the Washing- 
ton study. The 12 UCLA students who listed psychia- 
try as their first career choice were placed in group 1; 
the Washington group 1 contained 6 seniors currently 
planning to enter psychiatry. The 22 UCLA students 
who listed psychiatry as their second or third choice 
were placed in group 2; the Washington group 2 
contained 31 seniors who had listed psychiatry as one 
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of their top three choices at an earlier point in their / 


training. Group 3 contained all the remaining students: 
334 in UCLA and 167 in Washington. 


RESULTS 
Attitudes Toward Psychiatry 


The attitudes of UCLA medical students toward 
psychiatry did not differ significantly by year in 
school. The similarities in attitudes between the medi- 
cal s:udents at UCLA and in Washington, D.C., are 
striking (see table 1). Chi-square statistics and 
Cramer's phi were used to compare the Washington 
and UCLA results; no significant differences were 
found between the two sets of data. 

The attitudes held by each of the three career groups 
were compared using Kendall's tau B; although they 
were not large, statistically significant differences in 
attitudes toward psychiatry were found among the 
three career groups (see table 1). Of the 12 attitude 
items, 10 were significantly different by career group 
choices for UCLA students and 6 for the Washington 
seniors. However, because the correlations by career 
choice were not large for any of the items, the opinions 
of students choosing psychiatry did not differ very 
much in a practical way from those in other specialty 
groups. 

These surveys confirm findings reported by others 
that medical students view psychiatry as low in status 
relative to other medical specialties (9—12) and believe 
that psychiatry is unscientific and imprecise (4, 11). 
The survevs also found that students felt that, with few 
exceptions, nonphysician mental health workers are 
just as qualified as psychiatrists to work with emotion- 


‚ ally disturbed persons. Nonetheless, students did not 


believe that entering psychiatry is a waste of time or 
that psychiatrists treat predominately trivial problems. 
Students further expressed confidence in the profes- 
sion by indicating that they would recommend a 
psychiatric consultation to a member of their family 
who was disturbed. 


Career Choice 


At the time of the survey, 182 (49%) of UCLA 
students listed a primary care specialty, general or 
family practice, internal medicine and its subspecial- 
ties, or pediatrics as their first career choice. Sixty- 
nine (19%) listed surgery, surgical specialties, and 
obstetrics/gynecology. Twelve (3%) listed psychiatry 
as a first choice, although later in the year, following 


the survey, 32 (18%) of the third-year medical student : 


class requested special counseling about applying for 
residencies in psychiatry. Sixty-four (17%) of the 
students were ‘“уегу much undecided,” and the re- 
maining 39 (11%) were scattered among a variety of 
specialties. These percentages are essentially identical 
to those in the Washington, D.C., data, except that 


^ 
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N TABLE 1. Responses of Medical School Students at the University of California, Los Angeles (UCLA), and Fourth-Year Medical Schcol Students 





at Georgetown University and George Washington University, Washington, D.C. 


Correlation with Career 








Number Аргее Neutral Disagree Interest in Psychiatry? 

Question, by Group of Students Responding N 96 N % N % TaB Significance 
1. Psychiatry has advanced considerably in the 

past two decades in the biological treatment and 

understanding of schizophrenia and depression. 

UCLA 365. 229 63 78 21 58 16 13 . p«.01l 

D.C. 203 156 77 16 8 31 15 12 p<.05 
2. Scientific knowledge in psychiatry is rapidly 

changing/is a rapidly expanding frontier in 

medicine. 

UCLA 364 199 55 114 3I 51 14 17 p<.001 

D.C. 204 96 47 65 32 43 21 -14 p<.05 
3, If someone in my family was very emotionally 

upset and the situation didn't seem to be 

improving, I would recommend a psychiatric 

consultaticn. 

UCLA 365 305 84 29 8 31 8 09 p<.05 

D.C. 203 177 87 12 6 14 7 338 p<.001 
4. Entering psychiatry is a waste of a medical : 

education. 

UCLA . 367 48 13 60 16 259 71 —.11 »«.01 

D.C. . 203. 4| 20 30 15 132 `65 —.25 ; 2«.001 
5. Psychiatrists frequently abuse their legal power 

to hospitalize patients against their will. ; 

UCLA 367 11 3 116 32 240 65 —.13 »«.01 

D.C. 203 4 2 39 19 160 79 ILS. 
6. Psychiatrists spend too much time seeing 

patients with trivial psychological complaints. 

while ignoring the problems of those most in 

need./ Psychiatrists spend too much time seeing 

patients who don’t need their care. 

UCLA 362 43 12, 132 36 187 52 n.s 

D.C. 203 20 10 57 28 126 62 n.s 
7. Today's рЕу$їсїап does not have time to deal 

with patients’ emotional problems. 

UCLA 366 40 ll 19 5 307 84 9 p<.05 

D.C. 203 41 20 12 6 150 74 n.s 
8. Within medicine, psychiatry has high status. 

UCLA 365 21 6 H9 331 225 62 —.16 р<.001 

D.C. 202 3 36 18 160 79 n.s 
9. On the average psychiatrists make less money 

than other physicians. 

UCLA 360 74 2l 167 46 119 33 .18 р<.001 

D.C. 202 67 33 52 26 83 41 7 р<.01 
10. Psychiatry is unscientific and imprecise. - à 

UCLA 361 149 41 -96 27 116 32 —.15 р<.001 

D.C. 204 82 40 47 23 75` 37 n.s. 
11. With few exceptions clinical psychologists and 

social workers are just as qualified as 

psychiatrists to work with emotionally 

disturbed persons. 

UCLA 364 132 36 99 27 133 37 n.s 

D.C. 202 65 32 40 20 97 48 n.s 
12. Psychiatrists are fuzzy thinkers. 

UCLA 366 30 8 83 23 253 69. —.09 p<.05 

D.C. 202 29 14 36 18 137 68 —.28 р<.001 





aNo significant differences were found between the UCLA and D.C. groups as measured by Cramer's phi. 


there were no undecided seniors in the Washington 
group. . 

Students currently uninterested in psychiatry as a 
career меге asked whether they had ever considered 
entering psychiatry. Twenty-eight (8%) indicated 
"yes, very seriously," 44 (12%) “yes, somewhat 
seriously," 129 (3596) ‘‘yes, but fleetingly," and 154 


(42%), the remainder, ‘‘no, not at all.” Thus, among 
students who did not list psychiatry among their first 
three specialty choices, 201 (55%) had at least enter- 
tained the thought of a career in psychiatry. The most 
frequently mentioned unattractive aspecis of psychia- 
try with respect to a career were that it lacks precision, 
or some variation on that theme (N=150, or 4126), that 
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psychiatric patients fail to get better fast enough 
(N=113, or 31%), and that psychiatry does not fully 
make use of one’s medical training (N=73, or 20%). 
One hundred one (27%) felt that they were not suited 
for the field because it was too emotionally intense. 

These complaints tended to be more frequently 
mentioned by students who had not listed psychiatry 
as one of their first three specialty choices. 


The Teaching of Psychiatry and the Behavioral 
Sciences 


Behavioral sciences. In addition to responding to 
the 11 items, the students provided 132 additional 
comments. Students repeatedly suggested that behav- 
ioral science teaching focus more оп “‘human’’ issues 
and on material directly relevant and useful to the 
practice of medicine, and that experimental laboratory 
data be used primarily to illustrate particular clinical 
points. A number strongly urged that basic behavior- 
al psychology, sometimes dubbed ‘‘rat behavior," 
should be taught :n required premedical courses rather 
than in medical school; others felt that the material on 
experimental psychology presented was too elemen- 
tary and, in fact, лаа been learned by most in premedi- 
cal courses. Students requested more systematic edu- 
cation about the ‘psychosocial care of the. poor and 
minorities and non-elective education regarding com- 
mon sexual dysfunctions. 

: With respect toiteaching methods, students stressed 
the importance of continuity between lectures; they 
preferred a single lecturer presenting an integrated 
sequence of talks rather than individual experts pre- 
senting ‘‘guest shots.” National-Board-style multiple- 
choice examinations were heavily criticized as inap- 
propriate for most of the important concepts present- 
ed; they were especially attacked when students felt 
that questions tested trivial material. 

To analyze opinions about courses and desires for 
psychiatric services, students were categorized by 
their first choice of career specialty and compared by 
means of ANOVA statistics. When responses were 
compared by first specialty choice, those who listed 
psychiatry and obstetrics/gynecology were somewhat 
more likely to have positive opinions about course 
content and impact than other specialty groups, those 
choosing primary care specialties were intermediate, 
and those choosing surgery and its subspecialties 
voiced the most negative opinions (content F=2.29, 
df=8, 254, p<. 05; impact F=2.11, df=8, 254, p< 
.05). * 

Psychopathology. In addition to responding to the 
15 items in this area, the students offered 110 addition- 
al comments. In general, students found psycho- 
pathology interesting and relevant to the practice of 
medicine. Many students wanted lectures on common 
psychosocial problems in medical practice such as 
"stress," anxiety, sleep disturbances, alcoholism, 
smoking, and obesity. They also expressed an interest 
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in therapeutics and wanted to learn indications for and 7 
techniques of psychotherapy and psychopharmecolog- 
ical treatment. 

With respect to teaching methods, the students 
again endorsed the value of a single talented instructor 
presenting most lectures. Once again, questions in a 
multiple-choice format were criticized for the same 
reasons mentioned above. There were no significant 
differences by medical specialty choice regarding opin- 
ions about this course (ANOVA). 

Concerning the ‘‘Fundamentals of Clinical Medi- 
cine" course, the students stressed the importance of 
having psychiatrists teach general interviewing tech- 
niques in medical settings. In addition, some suggested 
extending the interview course to allow students to 
conduct a large number of closely supervised inter- 
views. 

Psychiatric clerkships.'In addition to responding to 
the 14 items in this area, the 101 responding students 
who had completed the clerkship at the time of the 
survey provided 60 additional comments. Several hun- 
dred additional written comments about the clerkships 
were also available, compiled by the course coordina- 
tor and obtained from every student for several years 
on the last day of the clerkship. Although five different 
clerkship settings were used, student opinions did not 
differ significantly among them (ANOVA). Most stu- 
dents thought that their clerkships provided sufficient 
patient responsibility, were relevant and useful to the 
practice of medicine, were sufficiently demanding, and 
were conducted as well as most other clinical clerk- 
ships. Of particular importance to the students were 
contact with attending psychiatrists, close supervision 
of their clinical work, and close contact with psychiat- 
ric residents. Negative experiences were more com- 
mon when the primary clinical setting treated predomi- 
nantly chronic, long-term inpatients, did not adequate- 
ly distinguish between the roles of psychiatr:sts and 
the other mental health professionals, and used the 
attending psychiatrist primarily in an administrative 
role involving little direct patient contact. 

Opinions about the clerkship experience differed 
significantly by specialty choice. The complicated, 
multifaceted clerkship structure was viewed most pos- 
itively by potential psychiatrists and least positively 
by undecided students (F=3.19, df=8, 92, p<.01). As 
might be expected, the clerkship was most stimulating 
to the psychiatry group and least stimulating to those 
choosing surgery and its specialties (F=2.47, di—8, 92, 
p<.05). In spite of the generally positive response to 
specific items described above, average globa: ratings 
of the clerkship for most groups (with the exception of 
those going into psychiatry) were more negative than 
positive. There were no significant group differences 
for opinions about supervision, the frequency of 
psychiatric teaching on medical units, or the level of 
interest in psychiatry aroused by tae clerkship 
(ANOV A). 
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Nunterest in Psychiatric Services 


In addition to responding to the 6 items in the area of 
interest in psychiatric services provided by the De- 
partment of Psychiatry, students offered 24 additional 
comments. Many students expressed interest in pro- 
grams that might be offered by the department to help 
students with emotional problems. A majority 
(ЇЧ = 195, or 53%) were interested in attending seminars 
or lectures on common stresses experienced by medi- 
cal students and physicians—first- and fourth-year 
medical students were more interested than the others. 
Many students expressed interest in individual coun- 
seling (N=150, or 41%), in group discussions of per- 
sonal concerns and problems in medical school 
(N=117, or 32%), in assertiveness-training workshops 
(106, or 29%), and in marital-problem discussion 
groups (79, or 21%). Preferences for these services did 
not differ by career choice. 


DISCUSSION 


The present discussion focuses primarily on issues 
of psychiatry's image and the teaching of medical 
students. Issues specifically related to recruitment 
have been discussed in greater detail elsewhere (4—6, 
8, and unpublished 1980 paper by Nadelson and 
Fuchs). 

Because only 5996 of the UCLA students and 58% of 
the Washington, D.C., students responded, we must 
be cautious about generalizing these findings to medi- 
cal students as a whole. The 58%-59% response rate is 
in the range generally expected from medical students 
to such a long questionnaire—perhaps the only types 
of long questionnaires to which higher percentages of 
students regularly respond are examinations or match- 
ing plan lists. Still, it may well be that the nonre- 
sponders were, as a group, either more hostile or at 
least less concerned about psychiatry. No data are 
available to examine this question for the UCLA or for 
the Georgetown University sample. However, a com- 
parison of career choices among survey respondents 
versus the entire medical school class at George 
Washington University revealed that whereas virtually 
identical percentages of the sample and of the entire 
class chose family practice, internal medicine, and 
obstetrics/gynecology as specialties, the responding 
sample contained significantly more prospective pedi- 
atricians, fewer surgeons, and fewer men (5). In the 
aggregate, these influences were deemed likely to 
produce views toward psychiatry in the respondent 
group that were slightly more positive than would be 
expected from the entire medical school class (5). The 
present findings must be interpreted with these cave- 
ats in mind. 

Student attjtudes among the responders indicate a 
generally positive view of psychiatry. The fact that 876 
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of the students ‘‘very seriously” and 12% ‘‘scmewhat 
seriously" considered psychiatry as a zaree? choice 
but only 4296 of the students never considered psychi- 
atry may indicate a substantial reservoir of good will 
and interest among responding students towzrd psy- 
chiatry. 

The figures for UCLA students zre essentially iden- 
tical to those obtained in Washington (5). The UCLA 
group included medical students from all four years of 
school, but the Washington group consisted entirely of 
seniors. Although this difference in sample composi- 
tion might have influenced response patterns in the 
two groups, the fact that we found no significant 
differences in attitudes toward psychiatry bv year of 
school among the UCLA students leads us to believe 
that it is reasonable to compare the two samples in this 
regard. Many important attitudes of respond:ng stu- 
dents about psychiatry were quite favorable; e.g.. thev 
did not feel that entering psychiatry is a waste of time 
and they believed that psychiatry is making advances. 
However, student beliefs that psychiatry is scientifi- 
cally imprecise, has low status, and that it does not 
fully use medical training deserve considerab-e atten- 
tion and may be critical factors in the profession's 
recruitment difficulties (5, 13). The remarkable similar- 
ity of responses in the UCLA and Washington, D.C., 
attitude surveys encourages us to believe that these 
findings are generalizable and not due to idiosyncra- 
cies of program or geography or private versus state 
medical schools (5). 

Although educational programs should not be de- 
signed only according to student popularitv, these 
"consumers" often suggest sound educaticaal im- 
provements. The following recommendations regard- 
ing teaching programs were stimulated by and derived 
in large measure from responses to the 48 structured 
items in the five areas described in the Method section 
and to the several hundred comments and sugzestions 
provided by the UCLA students. They are consistent 
with recommendations obtained in a previous survey 
of medical school deans and chairmen of departments 
of psychiatry (14). 


Administration 


Centralized coordination of the entire 4-year teach- 
ing program is highly desirable to assure adequate 
instruction in general topics such as medical interview- 
ing and in the assessment and management of psychi- 
atric problems commonly encountered in general med- 
ical practice—alcoholism, substance abuse, zmxiety, 
depression, stress responses, smoking, eating distur- 
bances, nonadherence to treatment regimens. Faculty 
teaching responsibilities need to be explicit, and most 
clinical teaching of medical students should be done by 
psychiatrists who can serve as career role models. 
Pragmatic, pluralistic psychiatrists who are ideologi- 
cally and therapeutically flexible are probably best 
suited to teach medical students. The personal :nterest 
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and dedication of instructors are critical, and academic 
rewards for medical student teaching assignments 
must.adequately zcknowledge faculty efforts. 


Preclinical Teaching 


Fragmented lecture courses in which a series of 
“expert” instructors each gives one or two lectures 
may be less desirable than courses in which one or a 
small number of talented teachers cover all the materi- 
al. At the very least, the flow and continuity between 
presentations made by different individuals need close 
attention. Poor lecturers and poor teachers of small 
groups need to be quickly dropped because the bad 
impressions they make lead to negative overgenerali- 
zations about the field. The value of such faculty 
pruning is obvious; carrying it out is often emotionally 
and politically difficult. 

Basic experimental laboratory data in behavioral 
Science courses should be discussed only in relation to 
specific clinical issues. Basic concepts in ethology and 
learning theory based on experiments with fish, birds, 
and rats might be discussed in reference to theories of 
human bonding, aggression, or memory and their 
disorders but should not be presented without such 
clinical anchor points. 

When possible, psychotherapy and pharmacother- 
apy should be actively taught, and this teaching should 
include discussion of controlled clinical trials. Effec- 
tive psychological, behavioral, family, and environ- 
mental intervention techniques should be described in 
detail so that students can more realistically appreci- 
ate the specific skills that are available to them and so 
they can learn more about the clinical roles of psychia- 
trists. | 

Psychiatrists are very profitably involved in teach- 
ing the general medical interviewing component of the 
- course in traditional medical history and physical 
diagnosis. Whenever possible, small-group clinical in- 
terviewing practicums should be a component of 
teaching psychopathology as well. 

Finally, examinations should avoid trivia and limit 
the use of multiple-choice formats to those topics for 
which intelligent questions can be written. Poorly 
devised examinations generate powerful negative re- 
actions, whereas meaningful examinations command 
respect. 


tinical Clerkships 


Students should be assigned only to strong clinical 
services. If a given departmental service (child or 
consulation/liaison psychiatry, for example) is weak, 
students should not be forced to intimately explore its 
weaknesses, Clase clinical supervision and high-quali- 
ty role modeling by attending psychiatrists and resi- 
dents are most important in providing good education- 
al experiences and in awakening possible interest 
among medical students in psychiatric careers. The 
enthusiasm of attending psychiatrists should be an 
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important criterion for assigning students to their f 
services. Clerkships create better impressions about 
psychiatry when the roles of mental health profession- 
als are clearly differentiated and the psvchiatrist has 
primary responsibility. 

So they may learn that patients do change, students 
need to be assigned preferentially to patients most 
amenable to their therapeutic efforts. Although faculty 
who see à need for student exposure to chronic 
patients may oppose this policy; the twin difficulties of 
student inexperience and brief clerkships often con- 
spire to teach students the erroneous belief that psy- 
chiatry is ineffective and of little value. In addition to 
the importance of providing students with responsive 
patients, our results agree with those of others (3, 15, 
16) in emphasizing the importance of providing stu- 
dents with active clinical responsibilities. Such re- 
sponsibilities are what medical students have come to 
expect from other clinical rotations, and psychiatry 
should be no different. Passive observation, perform- 
ing extensive workups, and writing detailed case sum- 
maries should come second to active involvement in 
patient management. Core lectures during clerkships 
should supplement clinical supervision and cover com- 
mon problems and therapeutics. 


Mental Health Services for Medical Students 


There was considerable interest in mental health 
services among our responding students. Such serv- 
ices should be of high concern to departments of 
psychiatry. In addition, faculty must reduce barriers to 
care or risk losing the trust and confidence of students. 
No matter how good an image a department ''talks,"' 
students will judge it by what it does, especially 
regarding their own needs. The Washington, D.C., 
study demonstrated that student interest in and re- 
spect for psychiatry correlate with positive psycho- 
therapeutic experiences (5). Student mental health 
needs bear careful attention by psychiatry depart- 
ments in allocating their resources (17). ; 

Finally, many of the recommendations offered here 
are labor intensive and require a considerable commit- 
ment to teaching on the part of the departmental and 
individual faculty members. In psychiatry no less than 
in any other field of medicine, exciting, readily avail- 
able role models and close clinical supervision are 
given high priority by medical students. Students 
enjoy learning specific skills that they can use to 
produce observable changes in their patients. High- 
quality psychiatric education seems to result in both 
better recruitment (18) and more positive attitudes 
about our field (3, 6, 15). | 

The recommendations we have put forward аге 
tentative, nonexperimental, and dependent on the 
views of consumers. Nonetheless, they dovetail with 
previous work in psychiatric education (4, 14, 15, 17, 
19) and seem reasonable. Their systematic implemen- 
tation could improve psychiatry's attractiveness as a 
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career, its image among nonpsychiatrists, and, most 
importantly, the quality of psychiatric and psychoso- 
cial care delivered by both psychiatric and nonpsy- 
chiatric physicians. 
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Санаев in Children's Behavior After a Natural Disaster 


BY JACK D. BURKE, JR., M.D., M.P.H., JONATHAN F. BORUS, M.D., BARBARA J. BURNS, PH.D., 
KATHLEEN HANNIGAN MILLSTEIN, A.C.S. W., AND MARY C. BEASLEY 





Five months after a severe winter storm, a survey of children 
whose behavior had. been assessed by means of a parent 
rating scale during a Head Start program 6 months before 
the disaster showed that some problem-behavior scores had 
increased significantly. The subgroups of children at higher 
risk were boys, whose Anxiety scale scores increased, and 
children accepted for Head Start only because their parents 
said they had special needs, whose Aggressive Conduct 
scale scores increased. For the entire group of children, 
school behavior improved. The findings support previous 
impressions that parents deny their children's problems 
after a natural disaster. (Am J Psychiatry 139:1010—1014, 
1982) 





here is continued controversy about the impact of 
L disasters on the victims, including children (1, 2), 
and some investigators deny that serious psychologi- 
cal effects occur (3-5). C.J. Frederick, Chief of the 
NIMH Disaster Assistance Section, has said that this 
denial is based on ''inadequate, extremely narrow" 
reseárch conducted by nonclinicians and has called for 
more systematic, clinically relevant investigations (6). 
Children have been described as having problems 
for as long as 4 years after natural disasters such as 
floods (7-11). However, even the best studies have 
relied on general-opinion surveys of observers or 
parents, and some investigators have noted that after a 
natural disaster many adults deny that their children 
have problems (7-11). As a result of this denial, 
children's reactions to natural disasters may be under- 
estimated by broad surveys of adult opinion. By 
contrast, after wars and ‘‘man-made’”’ disasters, such 
as the collapse of a dam holding coal wastes in Bufalo 
Creek, W. Va., parents' denial has not been reported 
(12-18). | 
Using а more sophisticated design than these earlier 
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surveys, with predisaster assessments of affected chil- 
dren and with objective, accepted clinical measures, 
Milgram and Milgram (19) studied a group of fifth- and 
sixth-grade Israeli children after the 1973 Yom Kippur 
war in the Middle East. These children had completed 
an anxiety rating scale in May 1973; in December, just 
after the war, Milgram and Milgram readministered 
this test along with scales designed to measure the 
child's self-concept and the family's involvement in 
the war. Average anxiety levels for all children in- 
creased significantly; girls had higher anxiety levels 
initially, but boys had higher anxiety levels in Decem- 
ber. However, no significant relationship between 
anxiety and either the child's self-concept or the 
family's involvement in the war could be demonstrat- 
ed. Farents' denial was not studied (19). 

With a design similar to that of the Israeli study but 
considering a natural.disaster instead of a war, we 
made a predisaster-postdisaster assessment of urban 
children who had been evaluated on an objective, well- 
accepted rating scale 6 months before the disaster. The 
children's behavior was examined again 5 months after 
the disaster, which was the blizzard of February 6—7, 
1978: and subsequent flood in Revere, Mass., a small 
coastal city north of Boston (20). The questions asked 
in the study were 1) whether an increase in behavior 
problems occurred after the disaster; 2) whetker chil- 
dren considered potentially more susceptible to psy- 
chological disturbances showed more problems than 
did other, presumably healthier children; and 3) 
whether any evidence of parents’ denial of children’s 
problems could be demonstrated. 


METHOD 


Eighty-one preschool children who participated in 
the 1977 Revere summer Head Start program had been 
screened in July 1977 by clinicians from the Revere 
Community Counseling Center (including J.D.B. and 
K.H.M.). Of.these 81 children, 24 had also been 
screened as part of the 1976 Head Start program 
(repeaters, subgroup A). The remaining 57 (sub- 
group B) had not participated in Head Start before the 
1977 program. In mid-June of 1978, parents of all 81 
children were sent a copy of the same parent rating 
scale they had completed for the 1977 Head Start 
program as well as a questionnaire about their family’s 
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\ experience in the storm. Sixty-four children, or 79% of 
the total group of 81, had questionnaires completed by 
their parents for this study. The 64 included 21 of the 
24 repeaters in subgroup A, or 87.5%, and 43 of the 57 
in subgroup B, or 75.4%. 

For the initial screening in 1977 we had used the 93- 
item Conners Parent Questionnaire (PQ) and the simi- 
lar Conners Teacher Questionnaire (TQ) (21, 22); only 
the PQ was used in the 1978 follow-up survey, since 
the children no longer had a Head Start teacher. These 
questionnaires list specific items of problematic be- 
havior, which are rated as being present “пої at all," 
“just a little," “pretty much," or “very much’’; the 
responses are scored from 0 to 3 points, respectively. 
A total score is calculated, with higher scores indicat- 
ing more psychopathology. On the basis of Conners’ 
factor analysis of samples of normal, hyperactive, and 
neurotic childen, scores on eight subscales are ob- 
tained from the PQ for specific types of problem 
behaviors; these subscales are Aggressive Conduct, 
Anxiety, Impulsive-Hyperactive, School Behavior, 
Psychosomatic, Perfectionism, Anti-Social, and Mus- 
cular Tension (21). These factors resemble those ob- 
tained with other standard rating scales for children 
(23, 24). For 63 of the 64 respondents, the same parent 
rated the child on both the predisaster (1977) question- 
naire and the postdisaster (1978) questionnaire. 

A storm questionnaire was devised to obtain infor- 
mation about the effects of the blizzard and the flood 
on the family and the child; about any problems the 
family had experienced after the disaster in coping 
physically, medically, financially, or psychologically; 
about whether, and how long, the child had been 
separated from relatives and/or absent from school; 
and about the kind of assistance obtained or still 
needed. Families were contacted by telephone until 
the completed questionnaire was returned or until the 
parent declined to participate. An interviewer visited 
two mothers at home at their request to assist them in 
completing the forms. 

Children were classified according to five variables 
that were hypothesized to indicate greater susceptibil- 
ity to negative effects of the disaster. These were sex 
(there were 33 boys and 31 girls) and family income (36 
children had families that qualified for Medicaid and 28 
did not). Family income was used because children 
whose families qualified for Medicaid were eligible for 
Head Start without any other entry requirements; 
those whose families had higher incomes could enter 
only if the parents could show school officials that 
their children had ‘‘special needs" that made Head 
Start attendance necessary. 

1. Vulnerability status. In the 1977 Head Start pro- 
gram, children whose PQ and/or TQ results suggested 
any problems hád been assessed individually by a 
clinician who interviewed the teacher, a parent, and 
the child and who administered standard developmen- 
tal tests to the child. Recommendations for special 
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educational programs, for mental health refe-rals, ог 
for other interventions were made after complete 
assessment of each case. The 31 children who had 
been judged by the clinician in 1977 to need supple- 
mentary educational or other services were classified 
as "vulnerable" for this study; the 33 other children 
were considered not vulnerable. In fact, for Апапс1а1 
reasons, the school system had not accepted any 
recommendations for supplementary educaticnal pro- 
grams, and none of the recommended services had 
been provided. 

2. Home address. In addition to the blizzard, which 
immobilized the entire city, some houses in coastal 
areas were flooded by high ocean tides. Ветоге the 
questionnaires were analyzed, every house wzs coded 
as being in the immediate neighborhood of flooding 
(fringe) or as being in a noncoastal part of the city. 
Nine of the houses were in the fringe area, anc 55 were 
in the noncoastal areas. None was directly flooded. 

3. Storm-related problems. A positive rating was 
given to the 25 children whose pzrents reported at 
least one problem, such as physical damage, forced 
evacuation, or food shortages, on the storm question- 
naire; the other 39 children were given a aegative 
rating. 


RESULTS 
Comparability of Groups 


On the basis of the classifying variables and the 1977 
PQ and TQ scores, no significant differences were 
found between the 64 respondents and the total origi- 
nal group or between respondents in each subgroup 
and the original subgroups (A, B). The only difference 
found between the two subgroups of respondents was, 
as expected, that the 21 *'repeaters" were 10 months 
older, on average, than the other children (83.2 months 
versus 73.2 months, Student's t——6.55, df=62, 
p<.001). 


Postdisaster Findings 


Results of this study were analyzed using г repeated 
measures analysis of covariance, with age as the 
covariate. For all analyses, a comparison rating period 
was used. We made this comparison with re=ponders 
from subgroup A using scores for the 1976 znd 1977 
ratings (a period when there was no similar storm). 

On the Aggressive Conduct subscale, scores in- 
creased significantly from 1977 to 1978. This subscale 
is composed of seven items including such t2haviors 
as "bullying," “‘mean,’’ “‘fights constantlv," and 
‘picks on other children." As a check on this finding, 
an externalizing score (23) was calculated b» adding 
the scores for the Aggressive Conduct subscale and for 
the Impulsive-Hyperactive subscale, which is com- 
posed of eight items such as ‘‘inattentive’’ ard ‘‘con- 
stantly fidgeting.” This externalizing score also in- 
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TABLE 1. Scores on Conners Parent Questionnaire for 64 Children Before and After a Natural Disaster 








Predisaster Postdisaster Е 
Measure (1977) Score (1978) Score (df=1, 62) Significance т? 
Total questionnaire 40.26 40.65 0.22 n.s. .0035 
Aggressive Conduct subscale 2.47 3.37 7.46 p=.0082 ‚1074 
Externalizing behavior composite scale 7.69 8.99 5.56 p=.0216 .0848 
Sckool Behavior subscale 2.23 1.13 8.85 p=.0042 1249 





Tests of significance are reported for main effect (time). 
*df- 1, 60. 


TABLE 2. Scores on Conners Parent Questionnaire Identifying Children at Higher Risk for Behavior Problems After a Natural Disaster 








Predisaster Postdisaster Fa 
Measure and Group (1977) Score (1978) Score (df=1, 62) р n? 
Total questionnaire 7.07 .0100 .1024 
Low-income children 43.77 37.46 
Special-needs children 35.74 44.75 
Externalizing behavio> composite scale 4.745 .0335 .0732 
Low-income children 8.04 '8.16 
Special-needs children 7.25 10.05 
School Behavior subszale 5.36 .0239 .0796 
Low-income children 2.77 0.99 1 
Special-needs children 1.53 1.31 
Anxiety subscale 4.60 .0359 .0691 
Boys 3.09 3.57 
Girls 4.33 3.04 


*Tests of significance are reported for interaction effect (Group х Time). 
*df-1, 60. 


creased significantly after the disaster. Neither of 
these effects was observed in the comparison rating 
period for the year when no disaster occurred (table 1). 

Scores on the School Behavior subscale decreased 
significantly after the disaster (table 1). By contrast, 
this score increased for the comparison rating period 
during the year without a disaster (F=4.43, df=1, 19, 
p=.0489, т^=.18©1). The School Behavior subscale is 
composed of four items including such behaviors as 
"does not like to go to school" and ‘‘will not obey 
school rules.” 

For the 43 younger children (subgroup B), scores on 
the Anti-Social subscale increased significantly after 
the disaster (F—9.84, df=1, 41, p=.0032, т2=.1935). 
The Anti-Social subscale is composed of four items 
including such behaviors as ‘“‘stealing from parents” 
and ‘‘stealing at school.” This effect did not occur in 
the comparison rating period. 

Three classifying variables—family Medicaid status, 
sex, and home address—indicated that some children 
had a higher risk of experiencing problems after the 
disaster. The most consistent group difference was 
shown, for children whose families did not receive 
Medicaid and thus were not “‘low-income’’ but who 
entered Head Start because they had ‘‘special needs." 
These special-needs children had significantly wors- 
ened behavior ccmpared with low-income Medicaid 
children on the to-al 93-item score and on the compos- 
ite scale for externalizing behavior (see table 2). The 
scores of special-needs children also showed a small- 
er improvement on the School Behavior subscale 


than did scores of low-income children (see table 
2). These effects did not occur in the comparison 
period. 

Scores on the Anxiety subscale showed a significant 
sex difference after the disaster: scores for girls de- 
creased and scores for boys increased (table 2). This 
effect did not occur in the comparison period. The 
Anxiety subscale is composed of seven items including 
such behaviors as ''afraid of people," ''shy," and 
‘afraid of being alone." 

Only one subscale, Anti-Social, showed a difference 
in scores depending on the child's home address. 
Among the younger children in subgroup B, whose 
Anti-Social scores had increased generally, those who 
lived close to the flooded area had significantly greater 
increases after the disaster than did those who lived in 
noncoastal parts of the city (F=6.66, df=1, 41, 
p=.0135, 52.1397). There were no significant effects 
over time for groups defined by vulnerability status or 
presence of storm-related problems. 

Parents were asked to report changes in their child's 
behavior in an overall rating similar to the general 
assessments made by parents in reports of other 
disasters. Two questions on the storm questionnaire 
asked the parent to rate the child's overall behavior 
after the storm, once before and once after the 93 
specific items were rated. Despite the significant be- 
havior changes found in parent ratings of the 93 
specific items, on the first presentation of the overall 
question, not a single parent indicated that the child's 
behavior had worsened, and on the second presenta- 
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\tion of the question, only one parent indicated a 
worsening of the child’s behavior. 


DISCUSSION 


Most studies of children’s reactions to disaster have 
depended on general-opinion surveys of observers or 
parents. Using a standard, well-accepted, clinically 
useful instrument, this study confirmed previous sug- 
gestions that increased behavior problems occur and 
persist for at least 5 months after a disaster. Beyond 
this general finding, one group of children was found at 
higher risk of having problems than the others. The 
available data do not provide a clear understanding of 
how to characterize these children, beyond their spe- 
cial-needs status: local Head Start officials and teach- 
ers were not able in retrospect to describe the special 
needs that qualified non-Medicaid children to enter the 
program, and these children could not be distinguished 
from the low-income Medicaid children by information 
from the 1977 predisaster assessment. 

` To the extent that previous investigators have been 
able to identify high-risk children, they have empha- 
sized factors reflecting the family’s capacity to cope 
with stress after a disaster (7-9). Two problems after 
the disaster in Revere are likely to have stressed the 
special-needs families more than the low-income fam- 
ilies. First, wage earners lost income in the first few 
weeks after the disaster, as businesses closed and 
transportation was restricted; by contrast, special ef- 
forts were made to ensure that public assistance funds 
were distributed normally in March (the month after 
the blizzard). Second, families of wage earners who 
needed special forms of public assistance, such as food 
stamps during temporary unemployment after the di- 
saster, might have been more distressed, since they 


were not accustomed to depending on public assist- 


ance. 

Two of the classifying variables, vulnerability status 
and presence of storm-related problems, were similar 
to variables examined in the Israeli study. As in that 
study, these failed to identify children with greater 
problems after the disaster. In addition to these nega- 
tive findings, the sex difference for anxiety shown in 
the Israeli study was also replicated. 

This study provides additional evidence of parents' 
denial of their child's problems. When parents were 
queried generally, they twice denied changes; when 
queried with a list of specific items of behavior, they 
reported that behavior changed significantly in several 
areas. As with parents who blame themselves for 
somehow being. responsible for a child's malignant 
disease (25), it has been suggested that victims of 
natural disasters feel more personally responsible for 
their suffering than do victims who can blame an 
external agent such as a war or other man-made 
disaster (26), This self-blame and guilt might lead 
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parents to suppress their own or their children's 
distress. As in the case of pathological grief -zactions, 
suppressing the difficult feelings may lead to zersistent 
distress; being able to acknowledge the feelings may 
lead to a fuller, more rapid recovery (27). If children 
can acknowledge their feelings more easily in school 
than at home, as suggested by Bloch and associates (7, 
8), and if they are reassured by the familiar st-ucture of 
School activities, these factors might accoua: for the 
improved school behavior found in this study. School 
might have been especially important for ѕ:эрогіпр 
the coping skills of children whose parents used the 
greatest amount of denial after the disaster, although 
this question cannot be examined directly without 
information from teachers. 

Some potential limitations of this study can be 
addressed. The comparison rating period shows that 
few changes occur in a year without a disaster, but it 
does not control for the possibility that othzr events 
besides the disaster might have caused the changes 
reported in July 1978; however, the replication of 
earlier findings, including the negative findirgs in the 
Israeli study, increases confidence that the reported 
changes are associated with the disaster. Also, repeat 
administration of the rating scale produced greater 
familiarity with the PQ, which might have affected the 
ratings; however, any practice effects after multiple 
administrations of the РО have been reportec to cause 
decreased rather than increased scores (28). The PQ 
does not provide diagnostic information; however, it 
has been found useful in describing childhood psycho- 
pathology and in providing scores that are sezsitive to 
change, e.g., as valid indicators of treatment response, 
for children from 3 to 17 years of age (23, 24. 27). 

While we believe that the instrument provides a 
valid measure of changes in problem behaviors, and 
while the findings confirm those reported ty earlier 
writers, clinical impressions suggest that this study 
might have underestimated the problems children had. 
For example, during an interviewer's visii to one 
family living near the flooded area, the mother denied 
that her child had any problems after the stcrm and 
minimized symptoms when completing the rating 
scale. As the interviewer was leaving, this с1а tried 
to go outside with him but, at the mother's direction, 
was physically restrained by an older sister. On in- 
quiry, the mother explained that the child had rot gone 
outside by herself since the storm and had missed 
school during most of May and June, when a change in 
the mother's work schedule had kept her from-taking 
the child three blocks to school. 

To explore the extent of problems, their course, and 
the impact of parents' denial, further studies might use 


"longitudinal designs allowing continuing, clinically rel- 


evant assessments of children and their families, such 
as those in studies of family stress resultinz from a 
child's illness and hospitalization (25, 29, 39). This 
approach might clarify the role of special risk factors, 
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possibly including parents' denial, and of moderating 
influences, including social supports like school. With 
such a direct and systematic assessment, investigators 
might escape the denial that afflicts the victims. Once 
the problems beccme clearer, investigators can study 
how to bolster the coping efforts of children and their 
families after a disaster. 


12. 


13. 
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ү Modest Proposal for Consultation/Liaison Psychiatry 


BY ROBERT E. HALES, M.D., M.B.A., AND PAUL J. FINK, M.D. 


The authors discuss how consultationlliaison psychiatry has 
promoted closer cooperation between primary care and 
psychiatry in the general hospital setting and has increased 
physician concern for psychosocial issues while at the same 
time creating financial and organizational problems for 
consultation/liaison programs. To remedy these difficulties, 
the authors propose that all general hospitals that have 
more then 350 beds have fully staffed consultationl/liaison 
services and that these services be funded through third- 
party reimbursement formulas as an integral hospital-based 
service. They outline six potential benefits of their proposal 
and suggest that action must be taken now if consultation/ 
liaison psychiatry is nor to suffer the same fate as the 
community mental health center movement. (Am J Psychia- 
try 139:1915—1021, 1982) 








DE recent years the emphasis on improving the 
relationship between psychiatry and medicine has 
been in the.forefront of changes taking place within the 
field of psychiatry. Our profession has been character- 
ized as being in crisis (1—6), searching for identity, or 
requiring a clearer role definition to distinguish it from 
nonphysician mental health professions (2, 7-10). Sev- 
eral themes have emerged as important vehicles for 
accomplishing the task of improving the relationship 
between psychiatry and the rest of medicine. These 
include our accepting a more substantial role in train- 
ing primary care physicians (11-19, and unpublished 
1980 paper by Hales and associates), accepting greater 
responsibility for medical diagnosis and care (20—24), 
and developing and refining consultation and liaison 
psychiatry (25-29). In addition, emphasis has been 
given to improving our education programs to include 
these trends and concerns (30—34). There has also 
been a growing interest in and awareness of the effect 
of early psychiatric intervention on the cost of health 
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care and subsequent decreased medical morbidity and 
mortality (35—42). | 

Cassem and Hackett (43) noted a threzfold reduc- 
tion in mortality of those coronary care unit patients 
referred for psychiatric consultatior. In a further re- 
view of their results (unpublished 1971 paper), they did 
not find that the referred patients had healthier hearts 
and found few organic reasons to explamn why their 


death rate was lower. They hypothesized a possible 


direct or indirect result of the patients’ psychiatric 
consultations. It should be emohasized tzat the refer- 
ral rate in their study was 32.7% of admittzd patients, a 
rate 4—32 times the expected percentage. Only a well- 
staffed psychiatry liaison service could afford to see 
such a large volume of patients on one clinical 
service. 


THE PROBLEM 


Consultation/liaison psychiatry is not growing to a 
well-staffed level. It is, in fact, withe-dng, and its 
financial base is the reason. In the general hospital, 
consultation/liaison services are reimbursed solely 
through Part B of third-party reimbursemzat formulas, 
that is, for direct patient care by physic ans. Liaison 
activities provided to the ward or clinical service to 
which the patient is assigned for treatment аге not 
reimbursed. Consultation time spent with the referring 
physician and ward nurses and time spe-t reviewing 
and documenting the medical record are not reimburs- 
able. Teaching and supervisory activities of primary 
care providers, unless there is direct paient contact, 
cannot be billed. Consultation psychiatrists must ac- 
cept as full payment for their services whatever the 
third-party insurer decides is a ‘‘reasoneale charge." 
The business-related difficulties in manaz:ng the Psy- 
chiatric Consultation/Liaison Service a the Massa- 
chusetts General Hospital—caused by =:multanecus 
medical care (defined as a visit by the patient's attend- 
ing physician and the consultation psychatrist on the 
same day)—are not covered by Blue Shie d. Even with 
a substantial amount of emphasis on bill ag and reim- 
bursement in this situation, Haltz reported only a 67% 
reimbursement rate on comple:ed claims unpublished 
1980 paper). 

The crucial training function of consuhation/liaison 
psychiatrists is further restricted by a lac< of funds for 
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psychiatric training generally. Psychiatric training pro- 
grams in general suffer financially, sometimes because 
ofan antipsychiatry attitude among decision makers in 
the academic health center. They lose funds because 
of Section 227 of the Public Health Law, which 
restricts reimbursement to the treating physician and 
excludes solely supervisory activities by staff physi- 
cians if no direct patient care is provided (44). 

Such funding deficiencies are particularly lamenta- 
ble in the light of the desire of nonpsychiatric physi- 
cians for psychiatric training. In a survey of physician 
attitudes, DeNour (45) found that many physicians 
wanted the consultation/liaison psychiatrist to partici- 
pate regularly in their department routine and case 
conferences. In a questionnaire survey of attending 
physicians, Cavanaugh and Flood (46) found that 9996 
of the respondents agreed or strongly agreed that 
readily available and effective psychiatric consultation 
services should be fully operative in all general hospi- 
tals. 

In this paper we have two goals: 1) to develop an 
argument, in the form of projected benefits, for the 
value of broadening the role and the ranks of consulta- 
tion/liaison psychiatry and 2) to suggest in some detail 
how this broadened role may be financially and admin- 
istratively supported. 


BENEFITS OF A BROADENED ROLE 


The role we envision is that of a fully staffed 
consultation/liaison psychiatry service functioning as 
an integral component of the organizational structure 
in every U.S. general hospital that has more than 350 
beds. By ‘‘fully staffed” we mean a full-time psychia- 
trist and secretarial support. Additional support staff 
could include one or more psychiatric clinical nurse 
specialists and/or psychiatric social workers. Trainees 
would complement and extend such a service but are 
not necessary. This type of service will allow the 
increased range and depth of services noted here and, 
furthermore, will facilitate the funding plan we discuss 
later in this paper. 

I. Improved communication between services. An 
active consultation/liaison service, supported by a 
stable funding base, would tend to reduce communica- 
tion difficulties through the availability and accessibili- 
ty of ongoing liaison activities between the service and 
various hospital clinical services and wards. Such a 
system) would provide opportunities for psychiatrists 
and psychiatric house staff to become more sensitive 
to their medical colleagues' needs and their desire to 
receive "practical assistance in the total evaluation 
and furtherance of treatment of any given patient” 
(47). As Borus and Casserly (48) have shown, collabo- 
rative experiences reduce interprofessional antago- 
nisms, allow personal relationships to supersede train- 
ing prejudices, and promote mutual understanding and 
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respect, The adoption of our proposal, we believe, 


would enhance the opportunity for such о 


experiences and would tend to reduce the intensity of 
resistance to psychiatric consultation normally found 
in the hospital setting (49). 

2. Increased consultation requests. The percentage 
of patients admitted to the medical or surgical services 
of a general hospital who receive a psychiatric consul- 
tation is quite low. However, active liaison efforts 
appear to increase the rates. For example, Meyer and 
Mendelson (50) found an 8.8% consultation rate from 
medical wards at the Johns Hopkins Hospital. Their 
office was immediately adjacent to one of the medical 
wards, and its location served a de facto liaison 
function and encouraged collaboration and informal 
consultations. Kramer and colleagues (51), studying 
the effectiveness of liaison psychiatry on six medical 
wards, found that the ward with an identified liaison 
psychiatrist who performed all of the consultations 
had the highest percentage of referrals, the highest rate 
of follow-up by both the psychiatrist and attending 
physician, and the lowest rate of emergency consulta- 
tions. Similar results were obtained by Torem and 
associates (52), who found that an ‘‘active’’ psychiat- 
ric liaison approach, involving chart rounds with the 
nursing staff and rounds with house staff, increased the 
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rate of referrals on a medical unit from 2% to 2076. 


Finally, Kligerman and McKegney (53), in reviewing 
five years’ experience with psychiatric consultations 
in two general hospitals, concluded that the frequency 
of consultations was in direct proportion to the amount 
of liaison time spent teaching medical or surgical 
house staff on the wards to become more competent in 
handling patients with psychiatric problems. f 

3. Appropriate diagnosis of psychiatric and physical 
disorders and reduced mortality. Shevitz and asso- 
ciates (54) found that 68% of 1,000 medical and surgi- 
cal inpatients referred for psychiatric consultation 
showed both a physical and a psychiatric disorder 
requiring collaborative management between the re- 
ferring physician and the psychiatric consultant. Yet 
only 3% of all admissions were referred for psychiatric 
consultations. Using these figures, they concluded 
that nearly 65% of the inpatients at their hospital did 
not receive assessment and management of a concomi- 
tant mental disorder. Other researchers. (55—58) have 
reported similar rates. On the psychiatric side, many 
physical disorders go undiagnosed. Roessler and 
Greenfield (59) studied nearly 500 university students 
seen in a psychiatric outpatient clinic and found a 
statistically significant higher incidence of somatic 
illness as compared with a control group. Karasu and 
associates (60) found a high incidence of undiagnosed 
physical illness in psychiatric patients їп both inpatient 
and outpatient services, and other studies have report- 
ed similar percentages (61). One reason for this finding 
may be the low number of physical examinations 
performed by psychiatrists in outpatient or inpatient 
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settings (62, 63) and the relative lack of confidence that 
psychiatrists express in their own diagnostic skills 
(64). One may conclude that nonpsychiatric physicians 
are not diagnosing mental disorders and that psychia- 
trists are not adequately diagnosing physical illnesses. 
More active consultation/liaison communicazion and 
training across services should remedy this condition. 
Finally, more adequate diagnosis of physical disorders 
should lead to reduced mortality, as described by 
Cassem and Hackett (43). 

4. Reduced length of stay. There is direct documen- 
tation for the benefit of psychiatry in the general 
hospital in providing cost savings through shorter 
periods of hospitalization. Billings (65) found that the 
average length of stay of psychiatric patients was 
reduced from 28.1 davs to 15 days through education 
of nonpsychiatric physicians and nursing staff by his 
psychiatric liaison department. Psychiatric difficulties 
were recognized earlier, and appropriate transfers to 
the psychiatric service for treatment were made. 
These findings led Billings to conclude, ‘‘The integra- 
tion of the principles of psychiatry with those of other 
branches of medicine reduces diagnostic and therapeu- 
tic floundering, shortens the hospital stay for the 
patient and thereby saves the hospital, patient and 
community money." To our knowledge, the only 
controlled study documenting the effectiveness of liai- 
son psychiatry in reducing hospital stay was recently 
prepared by Levitan and Kornfeld (66). They com- 
pared the length of hospital stay and discharge disposi- 
tion of a group of elderly patients who underwent 
surgery for fractured femurs and who had a liaison 
psychiatrist involved in their postoperative care with a 
comparable group of patients who did not have a 
liaison psychiatrist. The authors found that the length 
of stay of the liaison treatment groups was shortened 
by 12 days per patient and that twice as many returned 
home. They calculated the yearly saving for their 23 
liaison treatment patients at $152,000 and attributed 
this saving entirely to the work of one liaison psychia- 
trist. 

5. Decreased utilization of medical services. People 
with mental disorders and a given level of medical 
morbidity may have a greater propensity to seek 
health care services or may be more likely to receive 
treatment for physical disorders when the problem is 
really emotional or psychiatric. Pope (67), in a study 
conducted at a Kaiser-Permanente hospital, found— 
except for one disease class and a few sex-age 
groups—a highly significant relationship between phy- 
sician office visits for emotion-related illnesses and 
visits for other diseases or conditions. Hoeper and 
associates (68), studying utilization patterns in four 
organized health care settings offering comprehensive 
services, found that patients with a diagnosed mental 


.disorder used all services more than patients without 


such a diagnosis. However, psychiatric interventions 
bya consultgtion/liaison service in the general hospital 


ROBERT E. HALES AND PAUL J. FINK 1017 


should lead to reduced use of medical services, as 
suggested by studies reviewed by Mumford and asso- 
ciates (unpublished 1979 report). These authors ze- 
viewed 15 archival studies of the effects o^ »sychother- 
apy on medical utilization and fcund, in spite of 
conceptual and methodological faws, a lixely 0%-19% 
reduction in medical utilization and costs. They con- 
ducted a similar review of 23 studies that assessed the 
effects of ''psychologically informed interventions" 
on patients recovering from a heart attack or surgery 
and found a reduction of more than 2 da~s in hospital 
stays. Their review noted that with psychotherapy cne 
study (69) found a decrease of outpatient visits, hospi- 
tal days, or both, and anothe- study 170) founc a 
reduction in the use of laborazory and X-ray sezv- 
ices. 

6. Innovative consultationllia‘son activities. Active 
consultation/liaison services with strong, stable finan- 
cial support in all general hospitals would have the 
opportunity to develop innovative approaches to 
unique patient needs. One area that serves as an 
excellent illustration is the psychological support of 
patients suffering from chronic illnesses. Lohmann 
and associates (71) studied three groups of patients 
who were chronically physically ill: thos: with hemo- 
philia, those receiving hemodialysis or who had had a 
renal transplant, and those w:th diabetes. From a 
review of psychological testing, they aoted a. h gh 
incidence of depression, hypochondriacal symptons, 
and, in some cases, hysteria. They ccrcluded tiat 
psychiatric consultation emphasizing zdequate end 
hopeful information about the cours anc treatment of 
the patient's illness, together with vocational rehakili- 
tative efforts, is of great importance in helping patients 
cope with their disease and maintain an adequate level 
of psychosocial functioning. 

Patients with rheumatoid arth-itis represent a spezif- 
ic target group toward which consultative activities 
might be focused. Meenan and colleagues (72) con- 
ducted a study of the costs of chronic disease in 
patients with rheumatoid arthritis aad fcund that 53% 
of the study group experienced at leas: one mejor 
"psychosocial cost” because of their disease, includ- 
ing divorce, changes in family structure or empby- 
ment, and psychiatric disturbances. Furthermore, 
workers who lost more than £0% of taeir expected 
earnings due to the illness nad more psychosocial 
changes than those who had smaller, iadirect costs. 
The coordination of medical and mental health care 
could greatly reduce this factor througk coordination 
provided by consultation/liaison psychia:ry in the gen- 
eral hospital. Consultation services comld accelerate 
the development of new programs to investigate hospi- 
tal psychiatry's teaching and treatment role with 
chronically ill patients and with many other groups, 
such as patients suffering from cancer (73) and the 
effects of chemotherapy (74), alcohoksm (75), and 
cardiovascular illnesses (76). 


1018 


TOWARD A SOUND FINANCIAL BASE 
The Basic Strategy 


` We have seen that lack of reimbursement through 
Part B of third-party reimbursement formulas for 
activities such as consultations with a nonprimary 
physician and teaching activities has stunted the range 
and frequency of consultation/liaison services. We 
propose a simple general strategy to remedy the prob- 
lem and provide a sound financial base for expanded 
consultation/liaison services: fund each general hospi- 
tal's fully staffed, organizationally integrated consulta- 
tion/liaison service through Part A of third-party reim- 
bursement formulas by considering it an integral hos- 
pital-based service like radiology, pathology, or 
operating room services. Of course, implementing this 
general strategy will -equire unique financial, adminis- 
trative, and even public relations arrangements. We 
offer here some suggestions for meeting difficulties in 
` these three areas. These suggestions result from our 
own administrative experience with other psychiatric 
services in general hospitals; there is no literature on 
this strategy to cite. f 


Financial and Fiscal Logistics 


Current funding mechanisms. Consultation/liaison 
services are provided primarily in teaching institutions 
and mainly in medical school hospitals. Even affiliated 
teaching hospitals have not usually developed such 
services for a number of reasons, the most important 
of which is lack of appropriate funding mechanisms. In 
medical school settinzs many consultation/liaison pro- 
grams have been started and often maintained through 
grants from the National Institute of Mental Health 
(NIMH). The manpower and training division of 
NIMH has pushed consultation/liaison as an appropri- 
ate and exciting way to influence nonpsychiatric phy- 
sicians and to train primary care physicians. It was felt 
to be money well spent, with a secondary motive of 
bringing psychiatry and medicine closer together. Oth- 
er programs function with part-time or volunteer facul- 
ty who relate to a small segment of the hospital 

- services. Thus a psychiatrist interested in orthopedics 


might spend 3 hours a week on the orthopedic service ` 


and perhaps do additional consultations during the 
week. 

Renal dialysis is a prime area for the development of 
isolated consultation'liaison services because Medi- 
care mandates an interdisciplinary approach that must 
include psychiatry. Therefore, dialysis programs often 
hire a psychiatrist for 5-10 hours per week. Stable 
funding from hospitals is rare because fee-for-service 
activities are not reimbursable by the usual hospital 
mechanisms. Furthermore, hospital administrators 
generally dislike hiring physicians or creating pro- 
grams that are not already recognized as appropriate 
hospital services, such as social services, patient serv- 
ices, and volunteer services. Stability of funding and 
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full acceptance of consultation/liaison as an importan 
addition to the existing array of hospital-based and 
funded services is a necessity if the advantages of 
consultation/liaison are to be achieved. 

Current barriers to adequate funding. It is likely 
that dollars for clinical training of psychiatrists will 
shrink or totally dry up in the next decade. Using 
grants to fund clinical services is not appropriate but 
has been done as an expedient by those departments of 
psychiatry which feel that consultation/liaison services 
are essential to their overall mission. The essentials of 
a psychiatric residency require a consultation/liaison 
rotation, so some programs have to be developed. 
Unfortunately, these are often constructed and distort- 
ed by fiscal considerations. 

As suggested above, fee-for-service dollars are often 
inadequate to develop and maintain a consultation/ 
liaison service. Although reimbursement schedules 
vary from state to state, one generallv finds poor 
payment from first parties and restrictions on third- 
party payment regarding the number of cohsultations, 
fee per consultation, payment for follow-up visits, and 
a host of others. In addition, there is no payment for 
liaison services. Thus the funds are simplv unavailable 
under current arrangements. 

Furthermore, the benefits of consultation/liaison 
psychiatry are difficult to notice and thus do not 
inspire additional funding. In spite of mounting evi- 
dence of the effectiveness of consultation/liaison serv- 
ices, most people in medicine and most hospital ad- 
ministrators are ignorant of how these programs work 
and what they can actually accomplish. And usual 
physician practice prevents opportunities to demon- 
strate their usefulness; generally, the attending physi- 
cian has his or her favorite psychiatric consultant 
whom he or she calls in when he or she feels the need 
of a psychiatric opinion. Even though this psychiatrist 
may not get paid for doing the consultation, he or she 
is willing to do it in order to keep ће referring 
physician happy and also because the patient may be 
more appropriately transferred to him or her. Such 
consultations are not usually sustained or continued 
with follow-up visits because the psychiatrist is not 
generally hospital-based. Such one-stop consultations 
are of limited value but are often seen as valuable 
because they fall into the usual mores of medical 
practice. Other physicians may sense little need for 
hospital-based consultation/liaison services. When 
they are provided, interventions by the consultation/ 
liaison service are not usually dramatic, and changes 
resulting from such activities often go unrecognized. 
Attempts to demonstrate a cause-and-effect relation- 
ship sometimes deteriorate to one. opinion versus 
another. : 

Future funding considerations. Our proposal calls 
for all hospitals of 350 beds or more to provide 
consultation/liaison services paid for by reimburse- 
ment mechanisms. This is one way рї stabilizing 


A 
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esos tor hospital-based, service-oriented programs. 


Consultation/liaison services can be viewed as a nec- 
essary part of total patient care, just as radiology and 
clinical laboratory services are. Changes in adminis- 
trative and public relations structure and attitudes will 
be necessary if this is to be accomplished. One possi- 
ble scheme would be a change in fee-for-service third- 
party reimbursement policies. For example, Blue 
Shield contracts and Medicare and Medicaid programs 
that allow for unqualified payment of a psychiatric 
consultation and for follow-up visits could fund a part- 
time or full-time psychiatrist. The funds would appro- 
priately reflect the amount of ''business" such a 
psychiatrist would generate. 


Administrative Logistics 


Separating consultation and liaison. It is unfortu- 
nate that consultation/liaison started out as a single- 
service concept. It is now part of the language and is a 
fully accepted term in psychiatry. However, it gives 
hospital administrators a very difficult time because, 
for them, it is like mixing apples and oranges. Consul- 
tation services are fee-for-service activities; liaison 
services are legitimate hospital activities. It is impor- 
tant to keep physician and hospital activities separat- 
ed. Splitting consultation from liaison may be the only 
way to get some hospitals to accept the funding 
premise developed in this paper. In reality, they are 
two very different activities. ‘‘Consultation’’ refers to 
one-to-one physician-patient interaction in which a 
specialist renders an opinion on a patient's condition 
for the attending physician. ‘‘Liaison’’ means provid- 
ing psychiatric consultation to aggregates of nonpa- 
tients, that is, staff. The topics may be general and 
generic to the service or limited to a discussion of a 
problem patient, whether or not that patient has been 
seen in consultation. Separation of the two terms may 
be appropriate and undo a semantic accident that is 
now penalizing the system and the patients. 

Administrative problems. Who should administer a 
consultation/liaison service? Should it be multidis- 
ciplinary, and, if so, what disciplines should be part of 
the team? How will a consultation/liaison service fit 
into the array of hospital services, and what will the 
problems, constraints, and difficulties be? These and 
many otaer questions will complicate the implementa- 
tion of the plan we propose. There are several adminis- 
trative schemes that could be used to govern a consul- 
tation/liaison service. It could be a self-contained 
hospital department reporting to the hospital adminis- 
trator or it could be a division of the department of 
psychiatry. The former would be clear with regard to 
program authority and governance but potentially con- 
fusing for professional supervision and allegiances. 
The danger of setting up two competing departments 
of psychiatry might also be a problem. 

А consultation/liaison division of psychiatry would 
have to sole many problems resulting from apparent- 
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ly competing services and from reluctaace to have 
psychiatry oversee many of them. Soc al workers, 
clinical nurse specialists in psychiatry, ard psycholo- 
gists in pediatrics, neurosurgery, and rehabilitative 
medicine might feel uncomfortable and competitive 
about an organized consultation, liaison s2rvice under 
the auspices of the hospital and led by psychiatry. If 
the consultation/liaison service is conceived of as 
multidisciplinary, then such problems could be some- 
what reduced, but territorial problems will not ро 
away without additional strategies. Малу hospitals 
depend on their social service йграгітегіѕ to handle 
serious emotional problems in patients. At the same 
time, sexism and medical chauvinism car. ensure that 
the social workers are controlled by and responsible to 
the physician's orders and wishes. If consultation/ 
liaison becomes a division of psychiatry administra- 
tive adjustments will have to be made tc keep it 
fulfilling its planned services rather than allowing :ts 
services to be fulfilled by other sources. А leng list of 
possible end runs around psvchiatry can be enri- 
sioned: the use of psychologists, social workers, and 
psychiatric nurses; the failure to support | aison activi- 
ties by double scheduling or disincentives fcr attend- 
ing meetings; lack of interest or attendance by the 
attending physician on the unit. These and other 
mechanisms can all be used as part of the battle that is 
sure to ensue as these services in psychiatry become 
established in hospitals throughcut the Uaited States. 


Public Relations and Redejinition Logistzcs 


Redefining the status of consu'tationllieison psychi- 
atry in hospitals. In order for this plan :o become a 
reality, substantial changes in attitudes must take 
place among the leaders of American kosritals and 
American medicine. In particular, the American Hcs- 
pital Association and the American Med:cal Associa- 
tion must endorse the concept. Tae Amerxcan Hospital 
Association could set the tone nationally Ёт thousands 
of hospitals by asking them to consider the develcp- 
ment of such a service program. or department in their 
hospitals. Attitudinal change сап te either slow or 
swift. The public relations aspec: of the situation must 
respond to the resistance to change that is found from 
the most global source, the American Hospital Assozi- 
ation, down to the level of the individual referring 
physician. New attitudes must include changes in 
approach to referral patterns, to activities that are rot 
related to the individual patient, and to the actual cere 
of the whole patient. Most important is the new 
recognition that consultation/liaison serv ces not only 
can be useful but can decrease patiert morbidity, 
patient mortality, and the cost of overall npatient and 
outpatient care. 

The new breed of young psychiatrists ~ho have had 
training in consultation/liaison and who wish to préc- 
tice psychiatry as a branch of medicine ought to be 
able to reaffirm these motivating values -n their werk 
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with nonpsychiatric physicians in their hospitals and 
communities. These men and women are an important 
link to the future implementation of change. For them 
to continue, consultation/liaison psychiatry must be 
redefined in the medical community. 

Redefining the status of consultationlliaison psychi- 
atry for insurance companies. Attitudinal change is 
often a slow and laborious process. It seems that data 
about the efficacy of consultation/liaison interventions 
should make it simple to get insurance company 
endorsement for the nancial support of these services 
through reimbursement to hospitals. However, it is 
usually the hospital chat must make a presentation to 
the third-party payers, which will result in an initial 
increase in per diem costs and increased costs to the 
insurance company and to its subscribers. Although 
enlightened insurance executives may be quite inter- 
ested and willing to experiment with such ideas, they 
must also remain competitive and attempt to keep 
down costs. Hospital directors who are not enthusias- 
tic about consultation/liaison expansion or who must 
decide whether it or a new CT scanner has a higher 
priority may be the ones to present the plan to 
insurance executives. In turn, insurance executives 
who are suspicious and under pressure to disallow 
items in the budget will have an obvious bias in their 
decision as to whether such an idea merits implemen- 
tation. It is therefore incumbent on psychiatry to 
endorse the idea and present it to insurance company 
executives. The companies themselves may become 
advocates if they are convinced that the long-term 
gains would lead to greater profits for the insurance 
companies and to improved patient care for the mil- 
lions of patients hosritalized in the United States each 
year. 
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Using patient samples in London hospitals, the authors 
compared three. methzds of diagnosing and subdiving de- 
pressive illness in terms of their ability to predict outcome. 
The Catego class D+ selected patients who continued to 
suffer from episodes of psychotic depression. The Research 
Diagnostic Criteria selected patients with schizoaffective 
depressions, whose ou'come was completely different from 
that of patients with major depressive disorder. DSM-III had 
advantages over the other systems, since it divides depres- 
sion into three subtypes that differ from each other and from 
schizophrenia. Patients with a DSM-III diagnosis of mood- 
incongruent psychotic depression had persistent schizo- 
phrenic psychopathology, but their outcome differed from 
that of both schizophrenic and manic-depressive patients. 
(Am J Psychiatry 139:1022-1027, 1982) 


M 


n recent years a number of definitions of depression 
have been introduced with the aim of standardizing 
diagnostic practice. One of the first was Feighner's 
criteria (1), based on the presence of dysphoric mood 
and certain accessory symptoms (anorexia, insomnia, 
retardation, guilt, etc.), with the illness lasting at least 
1 month. The Research Diagnostic Criteria (RDC) (2) 
adopted the same rules and added ‘“‘schizoaffective 
disorder, depressed type’’ for depressed patients with 
thought disorder or certain types of delusion or hallu- 
cination. The third edition of APA’s Diagnostic and 
- Statistical Manual (DSM-III) went a stage further, 
defining two kinds of psychotic depression, one with 
mood-congruent and the other with mood-incongruent 
psychotic features. (It now defines melancholia too, 
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but this definition was not available in the early 
version used in the present analysis.) In Britain the 
Catego system was developed to derive descriptive 
categories from the Present State Examination (PSE) 
(3). It includes three types of depression: Catego D+, 
requiring the presence of depressive delusions (guilt, 
hypochondriasis, or catastrophe) or hallucinations; 
Catego R+, requiring retardation, agitation, or guilt; 
and Catego N+, for depression occurring in the ab- 
sence of these special features. There are, 'of course, 
many other methods of defining or subdividing depres- 
sion. For example, the RDC allow a subclassification : 
into primary and secondary, recurrent, psychotic, 
incapacitating, endogenous, agitated, retarded, situa- 
tional, and simple depression. With the numbers of | 
patients at our disposal, it seemed appropriate only to 
compare the main classes. | 

This study was designed to see whether the subdivi- 
sions had predictive validity for the course of illness. 
For this purpose we followed up a series of psychotic 
patients for 61^ years. 


METHOD 


The study was mainly based on data from a group of 
psychotic patients that had been collected by the U.S./ 
U.K. Diagnostic Project in 1966-1968 (4). A team of 
three project psychiatrists studied a consecutive series 
of 250 patients admitted to a large London mental 
hospital (Netherne). Each patient was interviewed by 
a psychiatrist using the seventh edition of the PSE and 
a history schedule. So far as possible the relatives 
were also interviewed by a social worker. The ratings 
were made by the psychiatrist who interviewed the 
patient; he also made a diagnosis in terms of the World 
Health Organization's International Classification of 
Diseases, 8th edition (5). One hundred thirty-four 
patients were given a diagnosis of schizophrenia, 
paranoid psychosis, mania, or depressive psychosis, 
and this subset was followed up in 1972—1975; 9696 of 
those still living were interviewed. Only this **psychot- 
ic" subgroup was used for the present study. Six 
patients were excluded because of the lack of follow- 
up data and 3 because the index admission schedules 
were missing, leaving 125 patients. 

Because the number in certain categorigs was small, 


^ 
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we also used data from a second series of 108 schizo- 
affective patients, collected at five London hospitals in 
1972-1975. Seventy-six of these patients were suffer- 
ing from schizoaffective depression. The data consist- 
ed of an interview based on the ninth edition of the 
PSE and a résumé of the case records. These patients 
were followed up 1—4 years later; 75 of them had 
adequate follow-up data. The main findings of that 
study have already been published (6). 

Catego diagnoses were obtained by computer proc- 
essing of the ratings from the PSE supplemented by 
history data. Other diagnoses were made by pairs of 
raters working independently at first, then comparing 
their findings and reaching an agreed verdict (for the 
Netherne series, the raters were J.E.H. and I.F.B.; for 
the schizoaffective series, І.Е.В. and A.F.F.). The 
review of the research dossiers took about 15 min per 
rater per patient. 

We used Cohen’s kappa to measure agreement. 
Interrater reliability was calculated by comparing the 
diagnoses’ made before resolution of disagreements. 
Concordance between definitions was calculated after 
а joint verdict had been reached. 

The methods of analyzing outcome have been de- 
scribed in previous publications (7—9). Briefly, the data 
consisted of information gained from an interview and 
transcripts of intervening admissions, from which 
blind diagnoses were made. For the present study we 
used 6 measures of general outcome and 20 measures 
of psychopathology present during the follow-up peri- 
od. The general outcome measures were the percent- 


` age of the follow-up period spent in a mental hospital; 


[^ 


the number of admissions per year; the degree of 
clinical recovery from episodes; an employment score; 


a score for degree of social involvement; and a com- ` 


posite measure (the general outcome regression score) 
derived by linear regression from these 5 measures (9). 
The ratings of psychopathology comprised the follow- 
ing: 1) 5 dichotomous items concerned with symptoms 
present during the follow-up period—at least one 
schizophrenic symptom, manic symptoms probably 
present, persistent depression, persistent biological 
symptoms of depression, and no psychotic symptoms; 
2) 5 items concerned with the diagnosis of subsequent 
admissions—at least one readmission with mental Ш- 
ness, at least one admission for schizophrenia, at least 
one admission for schizoaffective illness, the number 
of admissions for depressive psychosis, and the num- 
ber of admissions for any type of affective illness; 3) 7 
visual analog scales concerned with major axes of 
psychopathology—biological symptoms of depression 


(the depression scale), manic symptoms, passivity 


experiences, auditory hallucinations, delusion forma- 
tion, ideas of persecution, and defect state; 4) an index 
of the balance of schizophrenic and affective symp- 
toms (the psychopathology discriminant sccre) de- 
rived by discriminant function analysis from these 7 
scales (9); and 5) final diagnoses. of schizophrenia and 


BROCKINGTON, HELZER, HILLIER, ET AL 1023 


bipolar affective disorder made ‘by I.F.B. and Profes- 
sor R.E. Kendell) after all the data in the dossiers had 
been reviewed. 

Nonparametric statistical tests “chi-square and 
Mann-Whitney U) were used for the statistical com- 
parisons. 


RESULTS. 
The Catego System 


` The three Catego subclasses are compared in table 
1. When the 20 patients in the N+ category were 
compared with the 18 in R+, there were no significant 
differences in outcome and no consistent trends to- 
ward a difference. It was therefore decided to combine 
these two classes. The combined group of 38 patients 
had a high concordance with DSM-/II nonpsychotic 
depression (k=.66) and a lower concordance with 
RDC major depressive disorder (к=.51) and the diag- 
nosis of depressive psychosis made by the U.S./U.K. 
project psychiatrists (x—.49). Some of the outcome 
characteristics of this group are shown in table 1. The 
Catego classes N+ and R+ were conspicuously suc- 
cessful in selecting patients who showed no evidence 
of psychotic symptoms during the follow-up period. 
There were 16 patients in the D+ category in the 
Netherne series of patients and 12 in the schizoaffec- 
tive patient series. The proportion (1376 of 134 psy- 
chotic patients) is similar to that found in another 
survey of psychotic first admissions (10), in which 10 
of 119 patients (8%) fell into D+. The concordance of 
D+ with DSM-III mood-congruent psychotic depres- 
sion was fair, with kappa coefficien:s of .55 for the 
Netherne series and .21 for the schizoaffective series. 
When the outcome of the D+ patients wes compared 
with the outcome of the combined group of 38 R+ and 
N+ patients, there were 8 significant differences (table 
1). The D+ patients had a higher readmission rate, and 
the blind diagnoses of the subsequent admissions 
showed an excess of schizoaffective episodes, depres- 
sive psychosis, and affective cisorders of all kinds. 
The D+ patients more often suffered from persistent 
depression and had higher scores oa the scale con- 
cerned with biological symptoms. There was a trend to 
higher scores on the manic scale (21.6 compared with 
13.7). Essentially these results mean that Catego D+ 
was quite effective in selecting patients who continued 
to suffer from episodes of severe depression with 
psychotic features. . 


The Research Diagnostic Criteria 


This system recognized 66 of the 125 Netherne 
patients as depressed and divided them into 55 with 
major depressive disorder and 11 with schizoaffective 
disorder, depressed type. The diagnosis of major de- 
pressive disorder had a high interrater reliability 
(к= .76) and high concordances with DSM-III depres- 
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TABLE 1. Outcome During 6-Year Follow-Up for Netherne Series 
Patients with Depression Diagnosed According to Catego System 
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Patients with Depression Diagnosed According to RDC 


TABLE 2. Outcome During 6-Year Follow-Up for Netherne | 





Catego Category? 








N+ and 

Р N+ R+ R+ D+ 
Outcome Variable? (N-20) (N-18) (N=38) (N=16) 
Symptoms (number of 

patients) 

Persistent depression 6 6 12 11 

No psychotic symp- 

гот 10 7 17 1 
Mean depression scale 

rating? 23.5 25.7 24.5 49.5 
Mean number of epi- 

sodes 

Per year* 0.59 0.38 0.49 0.89 

Schizoaffective4 2.0 1.1 1.6 3.0 

Depressive psycho- 

515° 0.7 0.5 0.6 1.8 


Number of patients 

with at least 1 schizo- 

affective episode* 1 2 3 6 
Number of patients 

with at least 1 hospi- 

tal readmission? 9 8 17 15 





RDC Diagncsis 





Schizo- 
affective 
Major Disorder, 
Depressive Depressed 
Disorder . Type 
Outcome Variable (N=55) (N= 11) 
Mean psychopathology discriminant 
score?” +1.55 —0.22 
Diagnosis (number of patients) 
At least 1 schizophrenic symptom* 12 9 
At least 1 schizophrenic episode* 4 9 
At least 1 schizoaffective episode* 9 6 
Final diagnosis of schizophrenia? 4 9 


General outcome 
Number of patients who failed to 
recover from index episode* 6 6 


Mean employment record score: 31.2 43.0 
Mean social involvement score* 33.9 47.9 
Mean percentage of follow-up : 
period spent in hospital 16.8 10.0 
Mean general outcome regression 

scores 1.37 1.87 





2All statements of significarce refer to comparisons between the D+ group 
and the combined (N+ and R+) group. 

*Catego depression categorizs: N+, neurotic; К+, retarded; D+, psychotic. 
©р<.05. 

*p«.01. 

*p«.0001. 


sion (k=.74) and the project psychiatrists’ diagnosis of 
depressive psychosis (к= .86). Table 2 shows the out- 
come characteristics of this group. Very few of the 
patients showed schizophrenic symptoms during the 
follow-up period, but 9 had at least one schizoaffective 
episode. 

The diagnosis of schizoaffective disorder, depressed 
type, was made with poor interrater reliability 
(к=.30). It had a high concordance with DSM-III 
mood-incongruent psychotic depression in both the 
Netherne (x=.78) and the schizoaffective (k=.68) pa- 
tient series. The outcome characteristics of this group, 
shown in table 2, are very different from those of the 
group with major depressive disorder. The schizo- 
affective group had significantly higher scores on all 5 
visual analog scales concerned with schizophrenic 
symptoms, including passivity experiences, cuditory 
hallucinations, delusion formation, ideas of persecu- 
tion, and defect state (not shown in the table). When 
the weighted scores on the psychopathology scales 
were combined to form the psychopathology discrimi- 
nant score, patients with major depressive disorder 
showed a marked excess of affective symptoms, 
whereas patients with schizoaffective depression 
showed a slight excess of schizophrenic symptoms. 
The general outcome of this group, as summarized by 
the regression score (1.87), was worse than the aver- 
age for the 134 psychotic patients in the Netherne 
series (1. 67). А high proportion (9 out of 1D were 
given a final diagnosis of schizophrenia. 


aHigh scores on the employment record, social involvement, and general 
outcome regression scales imply bad prognosis; negative scores on the 
psychopathology discriminant function imply an excess of schizophrenic 
symptoms. 

bp<.001. 

©р<.05. 

3p«.0001. 

*p«.01. 


In view of this tendency of patients with schizoaffec- 
tive depression to run a schizophrenic course, it is 
interesting to compare their outcomes with those of 
patients with ап RDC diagnosis of schizophrenia. 
Twenty-eight Netherne patients were given ап RDC 
diagnosis of schizophrenia based on the index evalua- 
tion (11). The comparison shows very little difference 
in the outcomes of these patients and of those with 
schizoaffective disorder, depressed type. A similar 
proportion (16 of 28 and 6 of 11) failed to lose their 
psychotic symptoms. The averages of the employment 
record and social involvement scores (45.9 and 45.5) 
were the same. The psvchopathology discriminant 
Scores (—.25 and —.22) were almost identical. Only the 
general.outcome regression score was worse in the 
schizophrenic group (2.11 compared with 1.87), due to 
the fact that they spent a much higher percentage of 
the follow-up period in the hospital (34% compared 
with 10%). 


DSM-III 


In terms of the DSM-III system, 45 patients were 
diagnosed as suffering from major depression without 
psychotic features. This diagnosis was,made with high 
interrater reliability (x .69), and it had a high concor- 
dance with the U.S./U.K. project diagnosis of psy- 
chotic depression (k—.66). The number of patients 
with this diagnosis was 10 fewer than the number 
meeting RDC criteria for major depressive disorder, 
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p 3. Outcome During 6-Year Follow-Up for Netherne Series Patients with Depression Diagnosed According to DSM-III 





(Nonpsychotic) 


DSM-III Diagnosis 
Major Depression wi:h Depression with - 
Depression Mood-Congruent Mood-^congruent 


Psychotic Features Psvchozz Features 





Outcome Variables ` (N=45) (Nz«11) (Е —14) 
Psychopathclogy scale scores (mean) 
Passivity experience 1.4 1.8 В 
Auditory hallucinations 0.6 7.6* 25.06 
Delusion formation 8.2 26.24 17.8 
Ideas of p2rsecution 7.2 22.48 ge 
Defect state 1.6 0.5 #2 
Depression 28.4 43.9¢ EPA 
Manic symptoms 14.7 24.6 3.4¢ 
Psychopathology discriminant score +1.58 t1.51 —0.09° 
Diagnosis (number of patients) 
At least 1 schizoaffective episode 2 7e Ве 
Final diagnosis of schizophrenia 4 № 
Final diagnosis of bipolar affective disorder 13 6 i 
General outcome ' 
Number of patients who failed to recover from index episode 4 2 od 
Mean percentage of follow-up period spent in hospital 17.1 15.3 1..4¢4 
Mean general outcome regression score 1.38 1.49 1.60 





‘The statistical comparisons between patients in each of the two categories of psychotic depression and the 45 patients with nonpschotiz deprezsion are shown 
here; the comparisons between the mood-congruent and mood-incongruent psychotic patients are discussed in the text. 


ър<.001. 
°р<.05. 
$p«.01. 
*p<.0001. 


due to the separation by DSM-III criteria of a distinct 
group of patients with mood-congruent psychctic de- 
pressions. This smaller group of 45 patients had a 
slightly more homogeneous outcome than the 55 pa- 
tients with an RDC diagnosis of major depression, in 
that fewer patients suffered from schizoaffective epi- 
sodes during the follow-up period (table 3). 

The group of 14 patients with mood-incongruent 
psychotic depression were in many ways similar to the 
patients with an RDC diagnosis of schizoaffective 
depression. The interrater reliability of the definition 
was low (x=.27). Concordance with-an RDC diagnosis 
of schizoaffective depression was high in both series of 
patients. The patients showed much evidence of 
schizophrenic phenomena during the follow-up period, 
and 10 out of 14 were given a final diagnosis of 
schizophrenia. They also showed a marked lack of 
manic symptoms. However, their outcome was slight- 
ly better than outcome for patients with an RDC 
` diagnosis of schizoaffective depression, in that the 
psychopathology discriminant score (—.09 compared 
with —.22) showed a more even balance of schizo- 
phrenic and affective symptoms, and the regression 
score (1.60: compared with 1.87) showed a better 
general outcome; it was in fact slightly better than the 
mean for the whole Netherne series of psychotic 
patients (1.67). Although there was little difference 
between patients with an RDC. diagnosis of schizo- 
affective depressión and those with an RDC diagnosis 
of schizophrenia, there was a very marked difference 
in outcome for patients with a DSM-III diagnosis of 
moodcmeongraent psychotic depression and those 


with a DSM-III diagnosis of sch:zophren:a. Only 19 
patients in the Netherne series received this last 
diagnosis (11). Their outcome was very pccr in terms 
of both symptoms (mean psychopatholog, discrimi- 
nant score of —.51) and general outcome (т ғап regres- 
sion score of 2.53). 

The group of 11 patients with a DSM-III <:agnosis of 
mood-congruent psychotic depression were in some 
ways similar to the Catego D+ group. although con- 
cordance between the diagnoses of these groups was 
only fair. The interrater reliability of this dizgnosis was 
low (к=.35). When compared with patients with a 
DSM-III diagnosis of nonpsychotic depression (table 
3), these patients showed an excess of same schizo- 
phrenic symptoms (delusion formation, aucitory hallu- 
cinations, and ideas of persecution) and a marked 
excess of schizoaffective. episodes. They also had 
higher scores on the scale concerned with biological 
symptoms of depression and a trend tcward more 
manic symptoms. When they were compared with 
patients with a DSM-III diagnosis.of mocd-incongru- 
ent psychotic depression, there were two -nain differ- 
ences. First, the mood-congruent patient had fewer 
schizophrenic symptoms; shown especilly by the 
completely different psychopathology -i$criminant 
scores and the smaller number given a firal diagnosis 
of schizophrenia (1 of 11. compared with 10 of 14, 
p«.01). Second, they had more evidence of manic- 
depressive disease, whether this was expressed in 
terms of the scores on the manic scale p«.01), the 
number with probable manic symptoms =: any stage 
(p<.01), or the number with a final diagnoas of bipolar 
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affective disorder (p<.05). Six of the 11 received this 
diagnosis—a high proportion of the patients with a 
DSM-III diagnosis of mood-congruent psychotic de- 
pression, but a low proportion of the 20 depressed 
patients in the Netherne series who later showed 
evidence of mania. 

A comparison betwen mood-congruent and mood- 
incongruent psychotic depression was also made in the 
schizoaffective patient series. In terms of DSM-IH, the 
depressions of 76 patients in this series were divided 
into 22 mood-congruent and 48 mood-incongruent, the 
remainder failing to meet DSM-III criteria for depres- 
sion. This time there was only one significant differ- 
ence in the outcome of the two groups. The mood- 
incongruent group had higher scores on the passivity 
scale (12.6 compared with 3.7, p=.02). They showed a 
trend toward more auditory hallucinations (23.3 com- 
pared with 11.9, p=.05) and toward a more schizo- 
phrenic balance of symptoms on the psychopathology 
discriminant function (—1.22 compared with —.72, 
p=.06). There was, however, no difference in their 
Scores on the manic scale (6.6 compared with 5.4). 


DISCUSSION 


The Netherne series of psychotic patients was not 
ideal for this study. It was a rather small group and did 
not consist exclusively of first-admission patients. The 
interviewing was thorough, but there was little infor- 
mation about the index admissions apart from the 
research interviews. The follow-up data were fairly 
complete, but only the 134 psychotic patients were 
followed up, so that any patients with neurotic depres- 
sions who met RDC or DSM-III criteria for major 
depression were omitted from the study. When making 
thé diagnoses of the index admission, one of the raters 
(I.F.B.) was not blind to the outcome. 

If we compare the three systems, Catego (which is 
widely used in Britain and by the World Health 
Organization) makes an effective distinction between 
psychotic depression (D+) and the rest. The distinc- 
tion between retarded depression (К+) and neurotic 
depression (N+) was not found to be useful in terms of 
outcome prediction. Catego does not have a category 
corresponding to schizoaffective or mood-incongruent 
psychotic depression. These patients are placed in one 
of the three classes of schizophrenia—S- (nuclear 
schizophrenia), P+ (paranoid psychoses), or O+ (oth- 
er psychoses). 

The RDC introduced a category of schizoaffective 
depression, and one of the main purposes of this study 
was to evaluate this concept with respect to its out- 
come prediction. The findings can be compared with 
those of the schizoaffective series of patients, already 
published elsewhere (6). The latter study employed a 
different definition of schizoaffective depression, but 
60 of its 76 patients met RDC criteria. The results of 
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the present study, which was much smaller in terms o 
the number of schizoaffective depressions, show th 
patients in this category differed sharply from those 
with major depressive disorder, most of the patients 
behaving like schizophrenic patients during the follow- 
up period. In fact, 9 of the 11 patients in the category 
were given a final diagnosis of schizophrenia. This is a 
much higher proportion than the 30 of 76 patients 
given this diagnosis in the schizoaffective patient se- 
ries (6). However the two studies agree that many 
schizoaffective depressed patients’ illness runs a 
course similar to that of schizophrenia, in contrast to 
schizoaffective manic patients, whose course of illness 
resembles that of mania (8, 12). 

The Netherne series of patients with schizoaffective 
depressions had an outcome almost identical to that of 
patients with an RDC diagnosis of schizophrenia, 
suggesting that the coexistence of a depressive syn- 
drome has little effect on outcome in patients with 
schizophrenic symptoms. Before accepting this con- 
clusion it is only fair to notice that one vhriable—the 
amount of time spent in the hospital—showed a 
marked difference between schizophrenic and schizo- 
affective depression patients, the latter showing a 
surprisingly short stay in the hospital. The duration of 
hospitalization is a harder fact than social status, 
degree of recovery, or diagnosis, since it is liable to 
clerical errors only. It seems likely to reflect some 
important aspect of mental illness, perhaps the dura- 
tion of the episodes or impairment of the capacity for 
independent living. Nevertheless, the similarity of 
outcome for these two categories of patients suggests 
that all is not well with the RDC in this part of the 
diagnostic spectrum; either the schizoaffective catego- 
ry is not very useful or the schizophrenic class is too 
broad. Some empirical findings support both of these 
criticisms of the RDC. The RDC's concept of schizo- 
affective disorder has low interrater reliability (this 
study and 10), has a poor concordance with other 
definitions of schizoaffective states (10), and lacks 
useful outcome predictions (this study and 6). The 
RDC concept of schizophrenia has a more consistent 
prediction of outcome than the Catego system (7, 11) 
but is much less consistent than that of Feighner' S 
criteria (1) or DSM-III (11). 

In contrast, patients with DSM-III diagnoses 
showed sharp differences in outcomes among the 
different groups. The 45 patients with nonpsychotic 
depression had a course of illness largely free from 
psychotic symptoms and social complications. The 
two groups with psychotic depression differed from 
each other and from schizophrenic patients in a num- 
ber of respects. They differed from schizophrenic 
patients in the general outcome measures, summarized 
by the regression scores of 1.49 for mood-congruent 
psychotic depression, 1.60 for mood-incongruent de- 


S 
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pression, and 2.53 for schizophrenia. They differed . 


from each other in the psychopathology apparent at 
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subsequent admissions. The mood-incongruent pa- 
ients continued to show schizophrenic symptoms, 
especially auditory hallucinations, ideas of persecu- 
tion, and delusion formation; they also showed a 
conspicuous absence of manic symptoms, confirming 
a tentative conclusion from the earlier study (6) that 
bipolar depressive illness does not often show mood- 
incongruent psychotic features. The mood-congruent 
group, on the other hand, did show a tendency for 
their illness to run a manic-depressive course, al- 
though this diagnosis was not a sensitive indicator of 
the manic-depressive diathesis in this 6-year follow-up 
study, missing 14 of 20 patients with a final diagnosis 
of manic-depressive disease. The literature on delu- 
sional depression (a similar concept) already provides 
evidence that this diagnosis is helpful in predicting 
response to treatment (13); patients with this diagnosis 
respond better to electroconvulsive therapy than to 
tricyclic agents. Thus there are two separate reasons 
for regarding delusional depression as a useful clinical 
concept, although the reliability figures suggest that 
the definition is not yet satisfactory. 

The findings of this small follow-up study suggest 
that DSM-III offers a useful subclassification of de- 
pression. Its category of mood-incongruent psychotic 
depression is worthy offurther attention. This interest- 
ing group of depressed patients continue to menifest 
schizophrenic symptoms in subsequent episodes, but 
their illness runs a benign course that resembles 
neither schizophrenia nor bipolar affective psycho- 
sis. 


- 
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Criticisms of the Psychopathological Interpretation of ( 


Witch Hunts: A Review 


BY THOMAS J. SCHOENEMAN, PH.D. 





The psychopathological interpretation of the European 
witch hunts of the 16th and 17th centuries, which has been 
prominent in histories of psychiatry, contends that demonol- 
ogy overwhelmed psychiatry in the late Middle Ages, with 
the result that the mentally ill were executed by the thou- 
sands as witches. The author reviews the criticisms and 
contrary evidence that have been brought to bear on this 
paradigm in the past 20 years, including critiques of its data 
collection and interpretation, historical evidence which has 
failed to support its contentions, and questions about its 
implicit approach to the history and philosophy of science. 
(Am J Psychiatry 139:1028—1032, 1982) 





No doubt is left in our mind that the millions of witches, 
sorcerers, possessed and obsessed were an enormous 
mass of severe neurotics, psychotics, and considerably 
deteriorated organic deliria . . . for many years the world 
looked like a veritable insane asylum without a proper 
mental hospital. (1. p. 73) 


рр histories of psychiatry generally sub- 
scribe to the psychopathological interpretation of 
the European witch hunts of the 16th and 17th centu- 
ries (2-4). As Zilboorg (1, 5) has presented it, this 
formulation holds that in the late Middle Ages (circa 
900-1100) European society suffered increases in the 
prevalence of individual and mass psychopathology at 
the same time that demonological theology eclipsed 
psychiatry and psychology. As a result, the learned 
classes mistakenly accused and executed the mentally 
ill as heretics and lzter as witches. The actual psycho- 
pathology of these suspects was particularly evident in 
reports of their behavior, especially in their confes- 
sions of a variety of real and imagined offenses. 

The designation of accused witches as deranged is 
as old as the witch Aunts. In the midst of the prosecu- 
tions occasional skeptics profferred melancholy, senil- 
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ity, and delusions as possible contributing factors in 
some witchcraft confessions (6—10). The advent of the 
Enlightenment in the late 17th century contributed to 
an intellectual climate that favored naturalistic expla- 
nations such as mental illness; physicians began to 
give opinions as to the true illnesses involved in cases 
of supposedly supernatural phenomena (11, 12). 
Thereafter, some of the great names in the new fields 
of neurology and psychiatry offered intrapsychic anal- 
yses of cases of witchcraft and demonic possession; 
these included Pinel, Esquirol, Charcot, Janet, and 
Freud (3, 4). The most influential modern proponent of 
this paradigm was Zilboorg (2, 4, 13—15); his ideas (1, 
5) have attained widespread currency in other histories 
of psychiatry (16-23) and in textbooks of abnormal 
psychology (2), making the psychopathological analy- 
sis of the European witch hunts the one most familiar 
to psychiatrists, clinical psychologists, other profes- 
sionals, and students in the mental health field. (For a 
full catalogue of works in this tradition, see Midelfort 
[24] and Spanos [3]). 

Despite its popularity, the intrapsychic view of the 
witch hunts has drawn increasing criticism in the past 
20 years. In the rest of this paper I will review these 
critiques. The discussion will focus principally on 
witchcraft and will only occasionally address issues of 
demonic possession and exorcism, which have re- 
ceived fuller treatment elsewhere (25, 26). 


SOME PROBLEMS OF DATA COLLECTION AND 


INTERPRETATION 


А number of commentators have raised questions 
about the data base of psychiatric treatments of the 
witch hunts. One such reservation involves what could 
be called ''citational incest," that is, a frequent ten- 
dency for psychiatric historians to use other psychiat- 
ric historians as basic evidential sources (3, 4). The 
writings of Zilboorg (1, 5) appear to be the common 
ancestors in this regard, either through direct citation 
or through a diffusion of ideas into subsequent works 
(2, 4). Those who have examined Zilboorg's methods 
of data collection (2, 15) have found serious inadequa- 
cies, including the use of only five primary sources 
(three witch hunters' manuals and two skeptical trea- 
tises); failure to examine such standard historical 
materials as legal records, manuscripts, pamphlets, 
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diaries, and literature; and failure to include insights 
rom eminent early historians of the witch hunts (7, 
27-32). 

There have also been a number of shortcomings in 
handling the data. Many psychiatric historians have 
relied on witch hunters’ manuals such as Malleus 
Maleficarum (33) as sources of ‘‘case histories’’ of 
witches who were actually deranged. However, the 
reliability of the inquisitors who authored these works 
and of their informants (many of whom confessed 
under torture, false promises of mercy, and other 
forms of coercion) is quite suspect (2, 34). Despite this 
fact, such materials have often been the basis of 
psychiatric diagnoses such as schizophrenia and hys- 
teria, labels that are themselves not always reliably 
used today (3). Reviewers have also chided psychiatric 
historians for ignoring or distorting evidence that does 
not fit their model (2—4, 35, 36). The most notorious 
examples of this are 1) the failure to consider the 
effects of various forms of social and judicial pressure 
(including torture) and a number of social learning 
variables (3) on confessions of witchcraft and 2) the 
transformation of the physician-critic Johann Weyer 
into the ‘‘father of modern psychiatry" (5), which 
involves viewing Weyer as somehow divorced from 
the demonological Zeitgeist, when in fact he based his 


criticisms of the witch hunts firmly on a belief in the . 


extensive power of Satan and evil magicians (6, 7, 9, 
35). The psychopathologists were also responsible for 
some confusions of their data. For instance, Zilboorg 
and his protégés frequently commented that thcusands 
of the possessed were executed, which is a confusion 
of demoniacs (often regarded as the victims of witch- 
craft) with accused witches (2, 3). A second example 
involves a confusion of the Middle Ages, Renaissance, 
and Reformation (35—37). Some interpreters of medi- 
cal history have stated that demonology and the subse- 
quent witch hunts developed in medieval times and 
declined in the scientific revival of the Renaissance. In 
actuality, demonology and witch trials were principal- 
ly products of the Renaissance and Reformation, that 
is, roughly of the period between 1450 and 1700 (34, 
38). 


RELEVANT HISTORICAL RESEARCH 


Careful historical and archival research has failed to 
support many tenets of the psychopathological para- 
digm. For instance, the contention that demonological 
concepts and treatments of insanity usurped those of 
psychiatry in the Middle Ages and Renaissance is 
unfounded. Kroll (37) and Rosen (39) identified three 
coexisting heuristic bases concerning mental disorder 
during these times: the academic tradition of Galenic 
humoral theory, folk medicine, and theological dogma. 
Theological explanations of insanity (which included 
divine as well as diabolic intervention) predominated 


THOMAS J. SCHOENEMAN 1029 


only during extremely stressful, disoriert:ng times; 
otherwise, physicians apparently preferred attribute 
mental disorder to natural etiologies (39). а addition, 
this periodic reversion to demonological z-tributions 
may have occurred only on the Continent. Neuge- 
bauer (14, 15), from a painstaking analysis 5f English 
legal records of the 13th to 17th centuries. ound that 
in all cases but one natural causes were used to explain 
mental incompetency both in the petitions of the 
general populace and in the mental status examina- 
tions by royal officials charged with establishing a 
disability. | 

The treatment of insanity, like its concert talization, 
varied, but it was not overwhelmingly brutal or theo- 
logical. In the late Middle Ages and Rena =ѕапсе, for 
instance, the variety of municipal actions taken con- 
cerning deranged individuals includec no action, hos- 
pitalization, expulsion from the community, treatment 
by a physician, exorcism or pilgrimage, and assign- 
ment of a guardian (39). Zilboorg and his colleagues 
overlooked or minimized evidence of -aturalistic 
treatments of mental disorder such as those discussed 
in the widely used 13th-century Encyclopedia of 
Bartholomaeus and the numerous therapet іс commu- 
nities and hospitals for the deranged that bad existed 
from the times of the Crusades (37, 40) Thus, the 
notion that a developing demonology сгизлга all rival 
world views in the Middle Ages is apzarently an 
overstatement. (Further information on the geneses of 
demonological beliefs and the witch hunts is available 
in books by Cohn [38], Kieckhe:er [34], Feters [41], 
and Russell [42]). 

Reviewers have also noted that archivz] research 
has some bearing on the notion of the accused witches 
as mentally Ш (2, 3). The use of legal reco-ds, pamph- 
lets, literary works, sermons, and diaries has enabled 
historians (many of whom have adopted a-:hropologi- 
cal approaches) to describe the types of pz:sons most 
likely to have been accused of witchcraft. as weil as 
the interpersonal dynamics underlying sith accusa- 
tions (10—12, 29, 30, 32, 43—45). The most potent single 
factor predisposing a person to a charge ci witchcraft 
was sex: the majority of accused witches w=re women. 
Psychiatric historians who have realized th:s fact have 
attributed it to the predominance of hysteria or re- 
pressed sexuality in women (17) or to rep-essed sexu- 
ality, unconsciously motivated misogyny. or general 
mental illness in judges and inquisitors (21, 46); these 
contentions have, of course, been criticized as poth 
unsupported and undemonstrable (3, 10, 24). Adterna- 
tive explanations have focused on changirz social and 
economic conditions that placed many women in 
anomalous or marginal social positions (3 10, 34, 44) 
as well as on a basic misogynistic bizs that was 
manifest in legal theory and practice (47) 

Other factors that contributed to a womaa's chances 
of being labeled a witch were old age. unmarried 
status, and poverty. This characteristic dentity was 
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apparently widespread; however, the interpersonal 
dynamics of accusations varied across locations. In 
England, accusations apparently assuaged guilt over 
unneighborliness (e.g., refusing a request from a 
neighbor and then holding her responsible for subse- 
quent misfortune) and served to dismantle relation- 
ships which were becoming untenable due to social 
change (e.g., the displacement of an ethic of neighbor- 
liness by Protestan: values of individuality and self- 
reliance [12, 44]). Ir the French-Swiss border regions, 
accusations served to discourage unneighborly ac- 
tions; transgressors were likely to be the accused 
rather than the accusers, thus reversing the English 
pattern (45). Frenca witch trials had two motifs: In 
rural areas, zealous judges precipitated large-scale 
prosecutions by pursuing village sorceresses who 
functioned as healers and midwives, but urban settings 
showed the more sensational sequence in which entire 
convents of supposedly possessed nuns accused 
priests of bewitching them (11). The failure to find a 
common pattern of accusations in all locations illus- 
trates the complex:ty of mechanisms and variables 
involved in witch hunting. 

While archivists have identified various nonpsycho- 
pathological factors that predispose to witchcraft ac- 
cusations, to my knowledge only two have explicitly 
mentioned insanity. Macfarlane (44) found that the 
contribution of mental disorder to witchcraft accusa- 
tions in Essex (England) court records was almost nil 
(recall Neugebauer’s [14, 15] complementary finding 
of an absence of supernatural explanations of insanity 
in the English Crown’s incompetency jurisdiction). 
Midelfort, on the other hand, reported that two factors 
which increased a woman’s chances of being accused 
of witchcraft in southwestern Germany were social 
isolation and melancholy; Midelfort described the lat- 
ter as ‘‘a depressed state characterized occasionally 
by obscure or threatening statements and odd behav- 
ior” (10, p. 185). 

Before concluding that Midelfort's evidence vali- 
dates the psychopathological interpretation, one 
should consider the following points. First, Midelfort 
considered psychopathology to be useful in explaining 
certain single cases of witchcraft confessions but inad- 
equate to an understanding of the witch hunts as a 
social phenomenon (10, 24). Second, depression was 
clearly secondary to sex as a predisposing factor in 
accusations, and it coexisted in many cases with other 
interpersonal influences that might have generated 
* depressive" behav-ors, including poverty, social iso- 
lation (**persons without families were automatically 
peculiar, unprotected and suspect" [10, p. 185]), loss 
of religious faith, ала marital discord: Third, those 
confessions of witchzraft which appeared to be totally 
voluntary and which cited emotional distress prior to 
the seeking of satanic solace need not have proceeded 
from mental ilIness but from normal attempts to under- 
stand and explain one's behavior (e.g., making a false 
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confession of misdeeds) and circumstances (e.g., be. 
ing accused of witchcraft) and from situational pres{ 
sures (see Delcambre [48] and Spanos [3] concerning 
the social psychology of witchcraft confessions). Fi- 
nally, Midelfort found that larger witch scares were 
escalations of local accusations in which all patterns 
and stereotypes broke down, creating a situation in 
which anyone, not just any class of person (such as the 
mentally ill), was liable to accusation. In genera., then, 
the archival literature has found mental disorder to be 
neither a fundamental characteristic of accused witch- 
es nor an integral component of patterns of accusation. 


PHILOSOPHICAL ISSUES 


Two types of comments have appeared concerning 
traditional psychiatric historians’ assumptions about 
how to study the witch hunts. The first involves their 
emphasis on intrapsychic processes and individual 
pathology, a focus that has been widely described as 
inadequate in representing the complexity of the phe- 
nomena involved in witch hunting (2-4, 10, 24, 26, 39, 
42, 49, 50). Not surprisingly, this objection originated 
with authors who preferred to explain witch hurting in 
terms of its social and cultural determinants. Some of 
these investigators have suggested that mental illness 
may be an acceptable explanation in a number of 
single cases of witchcraft accusations and prosecu- 
tions but that this may also be undemonstrable given 
the nature of surviving records. 

A second criticism pertains to the psychopatholo- 
gists’ approach to the history and philosophy 2г sci- 
ence. Many commentators (2-4, 10, 15, 26, 35-37, 39, 
42, 49, 51, 52) have pointed out the absolutism and 
ethnocentricity involved in evaluating historical 
events such as the witch hunts in terms of modern 
constructions of reality and have espoused a re_ativis- 
tic position that attempts to understand past beliefs 
and actions in terms of the historical, social, and 
intellectual contexts in which they were embecded. 
Kirsch (35, 36) identified this absolutist tendencr as an 
example of the ‘‘Whig interpretation” of history (53); 
Schoeneman (2) and Spanos (3) delineated its charac- 
ter in many psychiatric histories as involvirg the 
assumptions that past actions which do not conform to 
present conceptions of normality must be manifesta- 
tions of psychopathology and that past beliefs which 
do not correspond to present scientific views must be 
explained as due to ignorance, malice, or both. Critics 
have viewed the Whig interpretation as responsiole for 
problems in the treatment of data in many psycaiatric 
histories and have noted that it serves a self-congratu- 
latory function, since it defines the present state of 
psychiatry as superior to previous stages in which 

“теге superstition” prevailed. 
The alternative, relativistic position, which i is much 
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dios to the current TEM of historians, anthropol- 
quem and social psychologists interested in witch- 
craft, has had some interesting applications in the 
present-day practice of psychiatry. .A number of prac- 
titioners involved in cross-cultural psychiatry have 
observed that when people from social backgrounds 
characterized by strong beliefs in magic and witchcraft 
complain of being bewitched or cursed to doctors who 
have.always regarded such matters as nonsense, they 
- are frequently and inappropriately treated as being 
paranoid ‘schizophrenics (26, 54—59). The typical psy- 
chosocial treatment described in this literature has 
_ been a combination of Western therapies (medication, 
family therapy, hypnosis) with interventions designed 
to lift the perceived curse (consulting a root doctor, 
confronting a malefactor). The latter strategies have 
generally received credit as most crucial to therapy, 
not only for their direct ameliorative properties but for 
their necessity in establishing a therapeutic rapport. 
These reports share the view of many critics of the 
psychopathological interpretation of witch hunts that 
it-may not be useful to impose 20th-century Western . 
concepts of mental illness on other historical eras or 
cultures. - 


CONCLUSIONS 


The psychopathological interpretation of the soi 
hunts appears to be in decline, and this is traceable to 
two causes that are probably interrelated. In the first 
place, sociohistorical analyses in this area show an, 
increasing sophistication and -complexity; whether 
they are the works of psychiatrists and psychologists 
interested in history (2—4, 26, 37, 39, 60) or of anthro- 
pologists and historians interested in psychiatric con- 
cerns (14, 15, 49). Second, there has been a surge in 


the number of scholarly historical and anthropological . 


treatments of witchcraft-related phenomena in general 
and of the European witch hunts specifically in the 
past 20 years or so, which has generated further 
‘interest in and criticism of some of the older classic 


studies. (Readers interested in this literature should | 


consult, in addition to the various studies discussed in 
this article, the works of Marwick [61], Midelfort [24]; 
. Monter [62], and Peters [41, appendix 3]). 

The impact of these developments has been most 
visible in the criticisms reviewed in this paper. There 
is also evidence of a softening of the strict mental 
illness perspective by recent historians of/psychiatry. 
The first edition of the American Handbook of Psychi- 
atry contained no mention of Mediéval and Renais- 
sance medicine: however, the s Cond edition men- 
tioned the witch hunts briefly 2nd took the middle-of- 
the-road position that somè confessing witches меге 
mentally ill but many mere confessed under. physical 
and mental torture 63). A change is more clearly 
evident in Mora’ 


vision of his historical chapter in 
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.the second edition.of the Comprehensive Textbook of ` 
Psychiatry from a dyed-in-the-wool psychopathologi- : 


cal interpretation (20) to an account that recognizes 
the existence of opposing viewpoints concerning the 
role of mental illness in the witch hunts, cites'a much 
wider range of scholarly investigations as evidential 
support, and is much more complex and sociocultural- 
ly oriented (60). Thus, although the older psychiatric 
historians’ views are firmly entrenched in current 
syllabi and textbooks; a change. is apparently | ünder 


way that will-fulfill Rosen's call (39). for historical 
analyses of psychiatry and insanity which do justice to · 


the complexity of their subject matter, analyses which 


аге multidisciplinary, cross-cultural, and. faithful to. . 
and placés: which have 


events, conditions, times, 
influenced past human behaviors" 
Pa 


Pa 
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Medical Education and Recruitment in 
Psychiatry 


Q ver the past decade psychiatry's recruitment problems have been a serious 
challenge; our inability to attract the young has been viewed as a distressing 
critique of the field. Current discussions of psychiatric recruitment, however, are 
taking on a new character. Attempts are being made to secure daza necessary to 
support hypotheses regarding this problem. The number of first-year psychiatry 
positions filled through the National Resident Matching Program in 1981-1982 has 
increased 17% over the past year (1), and anecdotal reports suggest improvement 
in the number and quality of applicants. Overall, optimism is building that a 
decade-long decline of entrants into the field is ending. 

Three articles in this issue of the Journal contribute to our understanding of the 
factors that lead young people to choose psychiatry as a career. Joel Yager and 
associates report on ‘‘Medical Students’ Evaluation of Psychiatry: A Cross- 
Country Comparison." Walter Weintraub and associates suggest ‘“Tracking: An 
Answer to Psychiatry's Recruitment Problem?" Frederick Sierles discusses 
“Medical School Factors and Career Choice of Psychiatry." Despite such 
contributions and the growing optimism regarding the number of students who 
choose to specialize in psychiatry, it is premature to assume that the problem of 
recruitment is solved, or that soon we will again see 1076 of medical school 
graduates entering our field. Whether the problem continues or resolves gradual- 
ly, it is advisable to continue to study factors that influence psychiatric recruit- 
ment. Among such factors are the following: 

1. A diversion of potential applicants to primary care. 

2. A lessening of the identity confusion that plagued psychiatrv in the wake of 
the move, in the early 1970s, to delete the medical internship requirement for 
students entering the profession. 

3. A boomerang. of psychiatry's overpromises in the 1950s and 19605. 

4. Psychiatry's low salary levels relative to other medical specialties. 

5. Diminished regard for psychiatry by other academic departments. 

6. Medical school admission requirements that tend to devalue certain charac- 
teristics of potential psychiatrists. 

7. An uneven—and sometimes poor—quality of behavioral science arid psychi- 
atry education in medical school. | | | 

Some observers have suggested that only prolonged research can ascertain the 
precise degree of influence that each of these factors exerts on psychiatric 
recruitment. Although this position has merit, its logical extension creates 
pragmatic difficulties—i.e., before the evidence is all in, the patient may be 
moribund. Ideally, even in the absence of complete data, the good clinician 
attends to his or her patient by doing what the best available clinical information 
and data suggest. 

Some of the factors mentioned are not amenable to correction cr, at best, are so 
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formidable that efforts to alleviate them are likely to be unproductive. One factor, 
however, that is within the control of psychiatric educators is the quality of 
medical education. Psychiatry may not have immediate control over average 
salary.or over the number of students who enter primary care, but we can ensure 
that all budding physicians are given the opportunity to see the potentials of a 
career in psychiatry by ensuring lust-rate education. 

Yager and associates note that 55% of the incoming medical students they 
surveyed had some interest in psychiatry and that 8% expressed ''serious" 
interest. On completion of medical school, however, a much smaller proportion of 
these students actually pursued residencies and careers in the field. Weintraub 
and associates point out.that only 2596 of students professing an interest in 
psychiatry. who were enrolled in the standard medical education program at the 
University of Maryland actually chose the specialty. On the other hand, programs 
such as the Combined Accelerated Program in Psychiatry at Maryland and a 
similar, newly organized program at the University of Colorado yield large 
numbers of recruits to psychiatry. Thus it becomes apparent that positive Р 
experiences can reverse the loss of potential recruits. The value of focusing on 
medical education was endorsed by psychiatric educators and others at the 1980 
San Antonio conference on psychiatric recruitment (2); they identified this issue 
as the number-one priority the field should address. _ 

If one agrees that medical school education warrants increased attention, ‘the 
question becomes, How do we improve it? On the basis of personal experience . 
with teaching programs and the findings of the three studies presented in this 
ixi I offer the following suggestions: 

. Medical student education must be a top priority of departments of psy- 
me 

2. The full 4 years of medical school education in behavioral science and 
psychiatry must be planned and presented in a coherent and conceptually 
progressive manner. 

3. Enthusiastic, talented psychiatric educators are essential; ineffective teach- 
ers must be weeded out. 

4. The perceived quality of psychiatric education is linked to the prestige of 
the department and its faculty; both must be enhanced, however possible, within a 
given medical school and nationally. 

. 5. Preclinical behavioral science courses should be coordinated by an individ- 
ual with clinical skills who can relate the subject matter to clinical issues. 

6. Lectures and small group sessions should be integrated, with minimal 
overlap and duplication; **cavalcade of stars” lecture formats should be avoided. 

7. Well-supervised, positive clinical experiences should be arranged with 
patients amenable to therapeutic change. 

8. Attention must be given to building and maintaining peer group support 
among. interested students throughout medical school. 

9. The psychiatrist's role, in any clinical setting, should be defined clearly. 

10. High-quality mental health services should be available for students. 

11. Curricula and examinations in psychiatric and behavioral science courses, 
as well as the clinical opportunities available to students, should be designed and 
managed in a fashion that warrants the respect of the students as well as faculty of 
other departments. 

Although other factors certainly exist, I believe these represent the most critical 
and pressing needs. As part of a quality education, all physicians, regardless of the 
specialty they ultimately choose, should have the opportunity to learn the basics 
of psychiatry. Regier and associates (3) have shown that 55% of all mental health 
care is offered through the outpatient primary care medical sector. Further, given 
the importance of psychological considerations in an illness, whether physical or 
mental, the necessity of solid medical school education in psychiatry and the 
behavioral sciences is obvious, Ensuring that all medical students benefit from 
psychiatry's emphasis on medical education is as important for all of medical and 
health care as it is for psychiatry. 


* 
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Tracking: Ап Answer to Psychiatry's Recruitment Problem? 


BY WALTER WEINTRAUB, M.D., GEORGE U. BALIS, M.D., AND LAWRENCE DONNER, PH.D. 





Part of psychiatry's recruitment problem stems from large- 
scale defections among students who were planning careers 
in psychiatry when they entered medical school. The authors 
present data indicating that University of Maryland fresh- 
men who preferred psychiatry were more than four times as 
likely to enter psychiatric residency training if they partici- 
pated in the Combined Accelerated Program in Psychiatry, 
a continuous 4-year medical school track, than if they 
pursued the regular undergraduate psychiatry program. The 
authors believe that an enthusiastic psychiatric faculty inti- 
mately involved with students over an extended period of 
time was the crucial factor neutralizing antipsychiatric so- 
cialization experiences in medical school. (Am J Psychiatry 
139:1036-1039, 1982) 








P Sychiatric educators have become increasingly 
concerned about the decline in the percentage of 
American medical graduates choosing psychiatry as a 
career. According to Nielsen (1), post-World-War-II 
rates of about 10% have shrunk to 4%, and further 
declines are expected in the near future. 


THE PROBLEM OF ATTRITION 


It appears certain that a smaller percentage of 
students now applying to and accepted by medical 
schools prefer psychiatry compared with students 
entering in the 1960s £1). This problem is compounded 
by large-scale defections among those students who 
enter medical school with the intention of pursuing 
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careers in psychiatry. In a recent study of one class 
carried out at Vanderbilt University in Nashville (2), 
for example, all students who preferred psychiatry as 
freshmen entered other specialties following gradua- 
tion from medical school. 

Attempts to find a significant association between 
the quality of undergraduate psychiatric education and 
an interest in psychiatry as a career have been only 
moderately successful (3). It is apparently possible to 
offer medical students a well-integrated series of lec- 
tures and clinical experiences of high quality without 
increasing the likelihood of their choosing psychiatry 
as a career. 

Published reports suggest that we should look for 
the reasons for psychiatry's losses in the medical 
school environment. Of the various specialties, only 
psychiatry is viewed in a consistently negative wav bv 


‘nonpsychiatric faculty and house staff (4, 5). 


What is the effect on recruitment of a 4-year medical 
school track in psychiatry designed, in part, to neutral- 
ize the antipsychiatric influence of medical school 
socialization? Can such a program provide enough 
positive experiences in psychiatry to maintain the 
initial interest of freshman students who prefer psychi- 
atry as a career? We undertook the present study to 
shed light on these questions. The data we shall 
present relate how a unique and innovative program, 
the Combined Accelerated Program in Psychiatry at 
the University of Maryland School of Medicine, has 
influenced the choice of psychiatry as a career by 
students who did and those who did not prefer psychi- 
atry when they entered medical school. 


THE COMBINED ACCELERATED PROGRAM IN 
PSYCHIATRY 


The Combined Accelerated Program in Psychiatry 
was initiated in 1970 by the Department of Psychiatry 
of the University of Maryland as an effort to explore 


е 
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new approaches to medical education. This behavioral 
ўсіспсе and psychiatry track enables selected medical 
Students to enroll in a psychiatric specialty training 
program while continuing in the usual curriculum, 
beginning in the freshman year and continuing through 
the 4 years of medical school. Students in the acceler- 
ated program must fulfill all the requirements of the 
standard 4-year curriculum. Participants are selected 
from applicants with an interest in the social and 


behavioral aspects of medicine. No pledge of a career- 
- interest in psychiatry is required, and no preference is 


given to applicants planning careers in psychiatry. 
Twelve students are admitted to the program each 
year, usually from about twice that number of appli- 
cants. 

Students in the program are chosen in the following 
way. Each spring all successful applicants to the next 
freshman medical school class are sent letters describ- 
ing the Combined Accelerated Program in Psychiatry 
and inviting interested students to apply. During the 
first week of classes in the autumn, the director of the 
program speaks to the entire freshman class about the 
program and extends a second invitation to interested 
students. 

Applicants are evaluated in two stages. First the 
program director briefly interviews all candidates and 


. Screens out obviously unsuitable students. Reasons 


for rejection include immaturity, gross psychopatholo- 
gy, and a misunderstanding of the goals of the pro- 
gram. Applicants frequently withdraw at this point 
when they realize that participation requires more time 


than they are willing to give. The second stage of the, 


selection process consists of two lengthy interviews, 
one with a faculty member and one with an upperclass 
student who is in the program. The interviewers report 
their impressions of the applicants to a committee, 
which makes the final selections. Almost all students 
who reach the second stage of the selection process 
are considered suitable for the program. Because only 
12 students are chosen each year, some candidates 
must be rejected. A student's chances for acceptance 
are enhanced if he or she 1) has an unusually orilliant 
college record, 2) has a special accomplishment or 
aptitude (Ph.D. in physiology, published research, 
etc.), 3) belongs to a minority group (in Maryland this 
usually means black or Oriental), or 4) comes from 
rural western Maryland or the Eastern Shore rather 
than metropolitan Baltimore or Washington, D.C. 
From ihe first month of medical school, the Com- 
bined Accelerated Program in Psychiatry provides an 
unfolding progression cf combined didactic and clini- 
cal experiences in the behavioral sciences and in 
clinical psychiatry. The heart of the program is super- 
vised psychotherapy with adults, children, aad fam- 
ilies beginning in the sophomore year. During approxi- 
mately 2% years of medical school, students in the 
program receive up to 3 hours a week of individual 
supervision from faculty. The students get a great deal 
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of personal attention in other ways too: the; are taught 
psychiatric theory in small seminars by ser. or faculty, 
and both individual and group psychotherapy are 
offered free of charge. Although constitutirg less than 
10% of the medical student bcdy, thes= students 
absorb approximately 40% of the Departmrr2nt of Psy- 
chiatry's undergraduate teaching time. 

Students derive a number of extracurrict_ar benefits 
from the program. They are given preference when 
applying for fellowships and jobs, and they are invited 
into the professors’ homes for dinners aid parties. 
They often develop close relationships wi-h the psy- 
chiatric faculty. These students are the mos: privileged 
group in the medical school. At Maryland the Depart- 
ment of Psychiatry has determined thai whatever 
negative experiences they may have in otaer depart- 
ments, students willing to commit extra time and effort . 
to the study of behavior will be rewarded in every 
possible way by the psychiatric faculty. 

Educational gimmicks have been excludzd from the 
program. Students are taught ‘‘mainstream’’ dynamic 
psychiatry as practiced by faculty members and most 
American psychiatrists. Recruitment of stadents into 
psychiatric residency programs is not a soal of the 
program. (Readers wishing additional formation 
about the goals and strategies of the program are 
referred to our previous articles [6, 7].) 


TRAINING IN PSYCHIATRY FOR OTHER *TUDENTS 


The University of Maryland offers a st-ong under- 
graduate psychiatric program for the more than 90% of 
the students who are not in the Combined Accelerated 
Program in Psychiatry. During the preclinical years, 
psychiatry has 150 hours to teach the behavioral 
Sciences and psychopathology. Large gro-p lectures 
and small postlecture discussion groups асе used for 
instruction. А 6-week junior clerkship, —hich com- 
bines outpatient and inpatient assignments completes 
the formal requirements. In addition to ће didactic 
and clinical training provided by the Department of 
Psychiatry, medical students have an opzortunity to 
receive training in psychiatric interviewinz during the 
freshman year in a required interdepartmeatal course, 
“Introduction to Clinical Practice." The Department 
of Psychiatry also offers a variety of elec-ves for the 
student who is interested in furthering ais or her 
knowledge of and experience in some aspect of the 
theory and practice of psychiatry and its re_ated fields. 

The quality of teaching in the regular University of 
Maryland undergraduate psychiatric progrzm has been 
consistently rated highly by NIMH site visitors and 
the medical students themselves. Students' scores on 
both the behavioral sciences and psychiz-y parts of 
the National Boards have usually been we | above the 
national average and higher than student= scores on 
any of the other subtests. 


1038 


METHOD 


Within 2 weeks after their acceptance into the 
Combined Accelerated Program in Psychiatry, stu- 
dents are asked to complete a specialty preference 
.form. Since 1970, the year the program was started, 
eight groups of students have been graduated from 
medical school and have entered residency programs. 
A ninth group was in the middle of its senior year at 
the time this paper was written, and these students had 
made their specialty choices for postgraduate year 1. 
We have included in our study only those students 
who completed at least 1 year in the program; the 
possible positive effects of the program are not likely 
to be significant for students who spend only a few 
months in the program. Of 112 students admitted into 
the program during the 9 years of the study, 102 
completed at least 1 year of the program. (Occasional- 
ly, a student who drops out of the program early in the 
freshman year is replaced by a student on a waiting 
list. This accounts for the fact. that more than 108 
students entered the program in the 9 years of the 
study.) Of the 102 students, 60 indicated a preference 
for psychiatry early in the freshman year; 42 preferred 
another specialty. 
In 1972, 1973, and 1974 all entering freshman medi- 
zal students were asked to complete the same special- 
ty preference form given to accelerated program stu- 
dents. The forms were completed within the first few 
weeks of the academic year. Of 446 students not in the 
program ‘who entered the University of Maryland 
School of Medicine during those 3 years, 405 (90.8%) 
completed the specialty choice forms. Of these 405 
students, 20 indicated a preference for psychiatry. . 
By means of telephone calls and records kept by the 
alumni office of the medical school, we were able to 
ascertain the specialty choices of the 60 program 
students and the 20 other students who had preferred 
psychiatry during the early part of their freshman year. 
At the time the group not in the program was contact- 
ed, the most recent graduates were entering their 
second postgraduate year. The educational status of 
the program group ranged from senior medical stu- 
dents to physicians in their sixth postgraduate year. 


RESULTS 


А comparison of the 60 program students and the 20 
students not in the program who had preferred psychi- 
atry on entering medical school revealed that 41 
(68.3926) of the former and 3 (15%) of the latter began or 
had made arrangements to begin psychiatry residency 
training after graduation (х2=17.2, df=1, p<.001). 
Because a comparison of nine program groups with 
only three classes of students not in the program might 
bias the data in a certain direction, we calculated 
separately the percentage of program students in the 
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entering classes of 1972-1974 who preferred psychia- 
try as freshmen and began psvchiatric specialization 
after graduation. The result, 12 of 18 (66.776), is almost 
identical to the percentage of program students in the 
nine groups. Of the 42 program students who did not 
prefer psychiatry on entering medical school, 9 
(21.4%) chose psychiatry residency training programs 
after graduation. 


DISCUSSION _ 


Our data show that, at the University of Maryland 
School of Medicine, entering students preferring psy- 
chiatry were more than four times as likely to choose 
careers in psychiatry if they participated in the Com- 
bined Accelerated Program in Psychiatry than if they 
pursued the regular undergraduate psychiatry pro- 
gram. Furthermore, students in the program who had 
preferred a nonpsychiatric specialty as freshmen were 
as likely to choose careers in psychiatry as students 
not in the program who had preferred psychiatry on 
entering medical school. 

Up to this point, we have assumed that students in 
the program who had preferred psychiatry in their 
freshman year were comparable to students not in the 
program who had been planning psychiatric careers on _ 
entering medical school. But is such an assumption 
valid? Is it not more likely that students willing to 
spend extra time learning psychiatry are more serious 
in their freshman career choice of psychiatry than 
students who are not willing to make such an effort? 
Perhaps the program attracts those students who 
would choose psychiatric careers in any case and is 
not really adding any graduates to the residency appli- 
cant pool. 

In order to test for this possibility, we looked at the 
career choices of 6 entering students in the 1972—1974 
classes who preferred psychiatry, applied for the pro- 
gram, and were rejected in the second stage of the 
selection process. Only 1 of these 6 students (16.7%) 
entered a psychiatric residency training program on 
graduation. This datum suggests that a preference for 
psychiatry in the freshman year and a willingness to do 
additional work to learn about behavior are not in 
themselves sufficient to resist the antipsychiatric so- 
cialization influences of medical school. 

The reader may protest that the question is still far 
from settled. Is it not possible that in making their final 
selections the program committee uses criteria favor- 
ing the acceptance of applicants with a strong commit- 
ment to a future career in psvchiatry? As we have 
indicated above, applicants to the program stand a . 
better chance of acceptance if they have an unusually 
strong premedical record, as measured by superior 
grades and high Medical College Aptitude Test 
(MCAT) scores, if they have a special skill or accom- 
plishment, if they belong to a minority group, and if 
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` they reside іп one of Maryland's rural areas. Published 
reports indicate that a superior premedical record, 
minority status, and a rural background are negatively 
associated with a career choice of psychiatry (4, 8). 
Urban, white, middle-class applicants, who are more 
apt to choose careers in psychiatry, are at a disadvan- 
tage in the program's selection process. Applicants are 
rejected for reasons that would make a future career 
choice of psychiatry more likely rather than the oppo- 
site. 

Is there any persuasive evidence that the program 
has in fact helped the University of Maryland maintain 
a strong recruiting position for psychiatry during a 
period of national decline? We have collected data 
relative to the choice of specialty by University of 
Maryland School of Medicine graduates since 1971. 
The first group of students in the programm were 
graduated in 1974. We therefore are in a position to 
compare the percentage of graduates choosing psychi- 
atry during a 3-year period before the graduation of the 
first group jn the program with the percentage of 
graduates choosing psychiatry between 1974 and 1979, 
the last year for which we have accurate data. 

Between 1971 and 1973, the percentage of Maryland 
graduates who chose psychiatry ranged from 5.8% to 
8.7%, with a mean of 7.7%. During the 6-year period 
. from 1974 through 1979, the percentage of graduates 
choosing psychiatry ranged from 7.1% to 9.7%, with a 
mean of 8.4%. These figures indicate that the Univer- 
sity of Maryland maintained the percentage of its 
graduates who chose psychiatry during the mid-1970s 
when the national percentage was declining by an 
estimated 25% (1). 

We shall now try to identify specific aspects of the 
Combined Accelerated Program in Psychiatry that 
may be associated with a career choice of psychiatry. 

1. Competence. The acquisition of competence in a 
particular specialty is a powerful determinant of future 
career choice. At the time of graduation, students in 
our program have acquired a body of knowledge in 
psychiatry equal to that of psychiatric residents after 2 
years of residency (7). In addition, they have had 
between 2 and 3 years of supervised psychotherapy. 
Students in the program who have an aptitude for 
psychiatry can confidently look forward to successful- 
ly completing residency training. Students who lack an 
aptitude for psychiatry can choose another specialty 
before graduation, without having to disrupt their post- 
graduate training. We know of no cases of students in 
the program who have changed to another specialty 
after beginning psychiatric residency training. 

2. Elitism. When a student joins the program, he or 
she becomes a special person, with access to fellow- 
ships, jobs, faculty, free psychotherapy, dinner par- 
ties, etc. Through a special arrangement with the local 
psychoanalytic institute, these students can begin for- 
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mal psychoanalytic training as early as the third year 
of medical school at drastically reduced fees. Students 
in good standing are guaranteed admission into the 
University of Maryland psychiatric residency training 
program; approximately half the graduates of the 
program who chose careers in psychiatry have re- 
mained at Maryland for residency training, testimony 
to their appreciation of the special ігеа-тепі they 
received as students. | 

3. Peer group support. Students in the program 
spend many hours together in their psychiatric courses 
and seminars. In addition to the 12 students in any 
freshman class, there are approximately 30 students 
enrolled in the other three classes. This large group 
gives powerful reinforcement to students’ motivation 
to pursue psychiatric careers. Peer support among 
students in the program offsets much of the antipsy- 
chiatric influence of the other medical students and 
nonpsychiatric faculty and house staff. 

4. Dean's office support. The program has been 
good for the medical school, and the top administra- 
tors know it. A number of superior applicants who 
might have enrolled at other medical schools have 
matriculated at Maryland in hopes of joining the 
program. The dean has supported the program by 
providing funds after an NIMH pilot grant expired. 
Our students know of the dean's support; hey under- 
stand that their efforts are appreciated beyond the 
Department of Psychiatry. 

What are the implications of our findings for the 
national recruitment picture? We invite the reader to 
consider the likelihood that the Combined Accelerated 
Program in Psychiatry has recruited an average of 
more than 6 students a year into psychiatric training 
programs during a 9-year period. If al] med:cal schools 
had a similar program and were only half as success- 
ful, there would be no psychiatric recruitment problem 
today. 
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Medical School Factors and Career Choice of Psychiatry 


BY FREDERICK SIERLES, M.D. 


Using questionnaires sent to training directors, the author 
examined the relationships between 35 medical school varia- 
bles and selection of psychiatry by students. The results 
indicate that there are complex but significant relationships 
between medical school factors and choice of psychiatry. 
Variables most strongly predictive of recruitment are the 
academic rank of the director, the in-house prestige of the 
department of psychiatry, and the receipt of a teaching 
award by ihe director. These findings suggest that the role of 
the director is crucial for recruitment and that departmental 
efforts which augment the prestige of the department should 
enhance recruitment. (Am J Psychiatry 139:1040-1042, 
1982) 








few more American medical school graduates 

began psychiatric residencies in 1981 than in 1980 
(unpublished 1981 paper by Таіпіог). Before 1981, 
there had been a 10-year decline in the number of 
graduates entering psychiatry (1, 2). This concerns the 
profession of psychiatry because a ‘‘critical mass” of 
psychiatrists i is needed to properly care for the psychi- 
atrically ill in the population. А national conference of 
psychiatric educators addressed this issue in 1980 (3); 
and it has been discussed in an increasing number of 
articles (1, 2, 4—7). ; 

. Psychiatric educators, and others for.whom recruit- 
ment is an important issue, need more information 
about the effect on career choice of psychiatry of 
medical school factors: such as the , prestige of the 
department of psychiatry and the quality of the psychi- 
atry clerkship. Some educators assert that the relation- 
ship between medical school factors and career choice 
is, poorly understood or even unproven. Brook (8) 
wrote, ‘No ready explanations are forthcoming as to 
why some schools appear to be highly successful in 
breeding psychiatrists and others tlie reverse." Voin- 
eskos (6) stated; ‘Most teachers would like to think 
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that good teaching will help recruitment in their spe- 
cialty; however, a causal relationship between good 
teaching and recruitment remains to be established." 

These doubts are not shared by others. On the basis 
of à small sample Eagle and Marcos (7). reported that 
students randomly assigned to a clerkship on an inpa- 
tient service where patients were selected for treatabil- 
ity and where multimodal treatment was given were 
more likely to select psychiatry residencies than stu- 
dents in a control clerkship where patients were not 
selected and where treatment was relatively perfunc- 
tory. In addition, Nielsen (1) found a small but signifi- 
cant correlation between global priority ratings of a 
National Institute of Mental Health (NIMH) site visit 
and number of graduates entering psychiatry at each 
school rated. . 

This study examines the predictive value of 35 med- 
ical school variables for a career choice of psychiatry. 


METHOD 


A 6-page multiple-choice questionnaire was mailed 
to the director of medical student training in psychia- 
try at 122 medical schools. There were three mailings: 
October 1980, January 1981, and March 1981. To 
enhance respondent frankness, questionnaires were 
not identified in any way: code numbers were not 
used, and respondents were instructed not to sign their 
names or to put their return addresses on the enclosed 
return envelopes. The variables included information 
about the psychiatry department and its programs, 
demographic data and personal information about the 
director, the director's perception of students' views 
of courses in the department, the students’ National 
Board scores in behavioral sciences and psychiatry, 
and number of graduates of the classes of 1976 through 
1980 who chose psychiatry residencies. 

The relationships between the medical school varia- 
bles and the number of students choosing psychiatry in 
each graduating class were examined by correlational 
analyses, t tests, analyses of variance, and multiple 
stepwise regression analyses. Only data pertaining to 
medical school graduates of 1979 and 1980 are report- 
ed, because these are most relevant to the training 
director data for those years. For. the present report, 
the percentages of graduates of each school entering 
psychiatry residencies in 1979 and 1980 were com- 
bined in an average. 
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RESULTS 


Ninety-six of 122 directors (78.7%) completed and 
returned questionnaires. Sixty-two questionnaires 
were returned from the first mailing, 24 from the 
second, and 10 from the third. 

The mean National Board scores for the students of 
the directors returning questionnaires were 500.2 in 
behavioral sciences (Part I) and 504.2 in psychiatry 
(Part II). The percentage of graduates choosing resi- 
dencies in psychiatry was 3.6% (SE=1.9%) for the 
class of 1979 and 4.596 (SE=2.1%) for the class of 
1980. Significant relationships between medical school 
variables and percentages of graduates choosing psy- 
chiatry are given in table 1. 

The following variables were not significantly relat- 
ed to the percentage of graduates choosing psychiatry: 
geographic region of the medical school; enrollment; 
religion of the students; department's national pres- 
tige; adequacy of the department's budget; recent 
increase in,time given over to the psychiatric curricu- 
lum; department hours in the second year; length of 
psychiatry clerkship; percentage of students full-time 
in the liaison/consultation service; rigor of the depart- 
ment's grading policy; importance of student ratings in 
course planning; number of students taking electives 
in the department; National Board Part I scores in 
behavioral sciences; National Board Part IJ scores in 
psychiatry; and director's age, sex, gross income, 
salary for academic work, religion, occupation (psy- 
chiatrist, psychologist, other), theoretical bias (analyt- 
ic, behaviorist, biological, eclectic, other), academic 
forte (researcher, teacher, administrator, clinician), 
number of publications, hindsight about whether he or 
she would enter psychiatry again, percentage of time 
in patient care, and percentage of time in academic 
pursuits. 

Eight variables were significantly correlated with 
the number of graduates choosing psychiatry (see 
table 11. These correlations were of low magnitude. 
Multiple stepwise regression analysis was then per- 
formed to select those variables most predictive of 
career choice. Most of the variance predictive of a 
choice of psychiatry was accounted for by three 
variables: academic rank of the director (К=.45, 
В2=.20, R? change=.20, F=14.62, df=1, 57, p<.001), 
in-house prestige of the department of psychiatry 
(R=.59, R?=.34, R? change=.14, F=14.57, df=2, 56, 
p<.001), and winning of a teaching award by the 
director (R=.64, R?=.42, R? change=.07, F=13.27, 
df=3, 55, p=.009). 

In turn, five variables were significantly related to 
academic rank of the director (the director's age, sex, 
years at current rank, number of publications, and 
receipt of an award), and a second regression analysis 
was performed on these. Most of the variance predic- 
tive of academic rank of the director was accounted 
for by two variables: the director's age (R=.70, 
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TABLE 1. Variables That Were Significantly Related to Percentage of 
1979 and 1980 Graduates of 96 Medical Schools Who Chose 
Residencies in Psychiatry 








Variable r p' 
Number of psychiatric faculty on the admis- 

sions committee ‚256 .014 
Perceived in-house prestige of the departmert 

of psychiatry 244 ‚018 
Department of psychiatry hours during the 

first year 291 001 
Director's perception of students’ ratings of 

the psychiatry clerkship 233 026 
Importance of written objectives in course 

planning . 220 .031 
Age of the director of medical student train- 

ing in psychiatry .396 <.001 
Academic rank of the director 430 <.001 
Receipt of a teaching award by the director .407 <.001 





R?=.49, R? change=.49, F=80.01, df=1. 84, p<.001) 
and the number of his or her putlicat.ons (R=.75. 
R?=.57, R? change=.08, F=54.50, df=2, 53, p<.001). 

Finally, ten variables were significantly correlated 
with in-house prestige of the department of psychiatry 
(national prestige of the department, director’s percep- 
tion of students’ ratings of the psychiatry clerkship, 
director’s perception of student ratings of the behav- 
ioral sciences course, number of publications by the 
director, number of department faculty on the admis- 
sions committee, number of department hours in the 
first year, recent increase in curricular time, impor- 
tance of student ratings in course planning, adequacy’ 
of the department’s budget, and National Board scores 
in behavioral sciences). Multiple stepwise regression 
analysis was then performed cn these. Most of the 
variance predictive of the in-house prestige of the 
department was accounted for by two variables: the 
national prestige of the department (R=.60, В?=.31, 
R? change=.31, F=16.86, df=1, 37, р<.001 and the 
director's perception of students' ratings of the psychi- 
atry clerkship (R=.62, R?=.39, R? change=.07, 
F=11.35, df=2, 36, p<.001). 


DISCUSSION 


The similarity of the National Bozrd scores of 
students in the sample to national mean scores sug- 
gests that this sample of 96 medical sckcols is repre- 
sentative of all 122 medical schools surveyed, ai least 
in terms of test performance. The closeness of the 
percentage of graduates of the class of 1979 in this 
sample who chose psychiatry (3.69€) to the reported 
national percentage in 1979 43.5996 to 4.20%) (2) 
supports the same conclusion. The repz-ted national 
percentage for 1980 of 3.2796 (2) was less precisely 
obtained than the 1979 figure, but it is well within the 
range of the 1980 figure (4.5+2.1%) for this sample. 

Two of the three best predictors of career choice of 
psychiatry were the academic rank of the director of 
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medical student training in psychiatry (the best predic- 
tor) and whether he or she had won an award for 
teaching (the third best predictor). This suggests that 
the role of the director is crucial for recruitment and 
should be filled by an individual who is highly respect- 
ed by the departmen- and by the students. Langsley 
and associates (9) considered charisma of the director 
to be important for high NIMH site visit priority 
ratings, which are significantly related to career choice 
of psychiatry (1). 

The second best predictor of selection of psychiatry 
by medical students was the in-house prestige of the 
department of psychiatry. This confirms Nielsen's 
view that NIMH global site visit priority ratings are 
predictive of entry into psychiatry and not merely the 
result of a halo effect caused by the site visitor's 
knowing the number of graduates choosing psychiatry 
at each school (1). Because of the relationship between 
in-house departmental prestige and choice of psychia- 
try, it follows that all efforts which elevate the prestige 

„o? the department may augment recruitment. The data 

also indicate that such efforts should include improv- 
irg the quality of the psychiatry clerkship. It is well 
documented that attitudes about psychiatry can be 
changed by a top-flight clerkship (7, 10—12). 

Because my conclusions are drawn from correla- 
tional analyses, it is possible that the variables predic- 
tive of recruitment are themselves the product of 
other, more basic factors, including recruitment itself. 
Thus these data require confirmation from other 
sources. 

In summary, this study, as well as those by Nielsen 
(1) and Eagle and Marcos (7), confirms that career 
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choice of psychiatry is related to medical school 
factors. Psychiatric educators have good reason to 
enhance their programs in hopes of increasing the’ 
number of their graduates who choose to become 
psychiatrists. 
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The Dexamethasone Suppression Test in Panic Disorder and 


‘Agoraphobia 


BY GEORGE С. CURTIS, M.D., OLIVER С. CAMERON, M.D., PH.D., AND RANDOLPH М. NESSE, M.D. 





Reports that imipramine and phenelzine prevent panic at- 
tacks in agoraphobia suggest the possibility that agorapho- 
bia andlor panic disorder might be a clinical manifestation 
of underlying depression. To test this hypothesis, dexameth- 
asohe suppression tests (DSTs) were performed in 10 pa- 
tients meeting DSM-III criteria for agoraphobia with panic 
attacks, 6 for panic disorder, and 4 whose diagnosis could 
have been either panic disorder or agoraphobia except that 
another axis I disorder precluded such a diagnosis. Abnor- 
mal DSTs were observed in only 3 patients and appeared to 
be attributable to causes other than panic attacks or agora- 
phobia. Thé results suggest that panic attacks and endoge- 
nous depression are separate disorders and that the anti- 
panic properties of imipramine and phenelzine are separate 
from their antidepressant actions. (Am J Psychiatry 
139:1043-1046, 1982) 





qo tricyclic compounds and monoamine 
oxidase inhibitors have been regarded solely as 
antidepressants. Recently it has been reported that the 
tricyclic antidepressant imipramine (1) and the mono- 
amine oxidase inhibitor (MAOI) phenelzine (2) are 
also effective against panic attacks in agoraphobia. 
This suggests either that tricyclic antidepressants and 
MAOIs have clinical actions in addition to their antide- 
pressant effects or that depression, panic attacks, and 
agoraphobia may be alternate clinical manifestations 
of a common underlying disorder. | 
The idea of depression without obvious depressive 
symptoms has been around for a long time. Various 
authors have suggested that all agoraphobics, if care- 
fully questioned, would also report symptoms of a full- 
blown depressive syndrome (3), that a depressive 
equivalent may appear as an anxiety syndrome (4), or 
that agoraphobia and depressive illness are separate 
disorders which may, but do not necéssarily, coincide 
(5, 6). Schapira and associates (7) found that patients 
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with symptoms of agoraphobia are more vulnerable to 
affective disorder. DSM-III and Research Diagnostic 
Criteria (RDC) preclude the diagnosis of either agora- 
phobia or panic disorder if it is due to or coincides with 
a major depressive disorder, thus implying that there 
are disorders which can exist separatelv but cannot 
coincide. 

If depressive illness, agoraphobia, and panic disor- 
der were variants of a common disorder, then the 
incidence of abnormal dexamethasone suppression 
tests (DSTs) (8—10) might be similar for these syn- 
dromes. The DST is reported to have high specificity 
for endogenous (or melancholic) depression in that 
very few false-positive results are found (8—10). Sensi- 
tivity of the DST for endogenous depression (i.e., the 
frequency of false-negative results) appears to vary 
with procedural details. Carroll and associates (8—10) 
concluded that optimum sensitivity and specificity are 
obtained by administering a dose of 1.0 mg of dexa- 
methasone at or around 11:00 p.m., measuring plasma 
cortisol at 4:00 p.m. and 11:00 p.m. the next day, and 
considering the test positive (i.e., abnormal) if either 
value is above 5 pg/dl (9—11). If it is practical to draw 
only a single sample, maximum sensitivity is obtained 
by drawing it at 4 p.m. (9-11). With these procedural 
details, including a single blood sample at 4 p.m., 
positive test results are obtained in 49% of outpatients 
diagnosed as having melancholic depression (10). Posi- 
tive test results are found in about 476 of patients with 
nonendogenous depressions, in diverse groups of oth- 
er psychiatric patients, and in normal subjects (10). 

To our knowledge, no studies have reported the use 
of the DST in diagnosing agoraphobia or panic disor- 
der, although a few patients with such diagnoses have 
been included in studies comparing depression with 
other diagnoses in heterogeneous groups of psychiat- 
ric patients. Schlesser and associates (11) studied 7 
patients who were diagnosed as having anxiety neuro- 
sis by the Feighner criteria (12) and who had panic 
attacks and identifiable DST results. The DSTs of all 7 
were negative, but the procedure used in the study 15 
now considered to have less than optimum sensitivity. 
Caldwell and Rush studied only 1 patient with symp- 
toms of agoraphobia and panic attacks; the patient had 
a positive DST but also met DSM-III criteria for major 
depressive disorder (personal communication). 

To test the hypothesis that agoraphobia and panic 
disorder are variant forms of depressive illness, we 
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tried to determine whether positive DSTs occur in 
patients with agorarhobia and/or panic disorder as 
often as in those with endogenous depression or are 
limited to patients who also meet accepted criteria for 
major depressive illness. 


METHOD 


The subjects of our study were sequential patients 
undergoing intake dizgnostic procedures in a universi- 
ty's anxiety disorders program. Before diagnostic in- 
terview, each patient completed a psychiatric and life 
history questionnaire designed by us (1980), the MIL- 
COM Health History Questionnaire (Miller Communi- 
cations, Inc., Norwalk, Conn.), the SCL-90-R, the 
Wolpe-Lang Fear Inventory (13), questionnaires cov- 
.ering agoraphobia and acute panic symptoms (1977), 
and the symptom survey and phobia severity rating 
scales of Marks and Mathews (14). АП of this material 
was reviewed by one of us before we saw the patient 
for a 60- to 90-min diagnostic interview. The interview- 
er recorded his diagnosis using the 5 axes in the DSM- 
III multiaxial system. An ongoing diagnostic reliability 
study indicates that all diagnosticians involved in this 
study agreed on the presence or absence of agorapho- 
bia, panic attacks, and panic disorder by DSM-III 
criteria. 

Patients were asked to undergo a DST if they met 
DSM-III criteria for 1) agoraphobia with panic attacks, 
2) agoraphobia without panic attacks, or 3) panic 
disorder. Patients were also included if they would 
have met any of these criteria except for the presence 
of some other axis I disorder such as major depressive 
disorder, obsessive-compulsive disorder, or somatiza- 
tion disorder, all of which preclude a diagnosis of 
agoraphobia or panic disorder in the DSM-III system. 
The presence of any condition that might invalidate 
the DST (alcoholism, drug intake, or endocrine disor- 
der) was recorded. We noted whether panic attacks 
were still occurring in patients who had once had 
them. 
For the DST procedure, each patient ingested 1.0 
mg of dexamethasone at around 11:00 p.m. on the day 
preceding the drawing of blood for cortisol assay. 
Blood samples were taken at or around 4:00 p.m. the 
following day and for 1 patient only at 11:00: p.m. as 
well. Cortisol content was assayed by competitive 
protein binding (15). 


RESULTS 


The results are summarized in table 1. Out of a total 
of 20 patients (8 men, 12 women; age range, 20—55 
years), there were 3 (15%) with abnormal DSTs. АП 3 
occurred in patients with agoraphobic symptoms who 
were still having panic attacks. All 3 also had addition- 
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al disorders that have been linked with abnormal 
DSTs. Of these, 2 (patients 3 and 9) were also diag-, 
nosed as alcohol abusers and were in alcohol with- 
drawal at the time of the DST; both became DST 
negative after alcohol detoxification, despite having 
continuing agoraphobia and panic symptoms. The 
other patient with a positive DST (patient 18) met 
DSM-III criteria for major depressive disorder but not 
for melancholia and technically could not be diagnosed 
as suffering from agoraphobia or panic disorder. This 
patient was subsequently relieved of panic attacks by a 
dose of imipramine, which did not alter her depressive 
symptoms or her DST results. . 


DISCUSSION 


The most liberal interpretation of our data would 
place the frequency rate of positive DSTs at 1596 (3 of 
20) for the total group of patients, 2096 (2 of 10) for 
those meeting strict criteria for agoraphobia with panic 
attacks, and 0% for those with symptoms of panic 
disorder but not agoraphobia. If the group with a 
diagnosis of agoraphobia with panic attacks had been 
expanded to include patients who had the appropriate 
symptoms but also had other axis I disorders that 
preclude the diagnosis, the frequency of abnormal 
DSTs would have been 25% (3 of 12). These figures are 
well below the expected 49% for the types of depres- 
sive disorders that are most likely to respond to 
tricyclic compounds. Statistical analysis with binomial 
expansion indicates that if our sample of 20 patients 
had been drawn from a population with a true preva- 
lence of 49% positive DSTs, the probability of finding 
3 or fewer abnormal results would have been .002. If 
the same sample had been taken from a normal popula- 
tion with a true prevalence of 4% abnormal tests, the 
probability of obtaining 3 or more positive results 
would have been .045. Our findings suggest that we did 
not sample from a population with underlying melan- 
cholia or from a normal population. 

Of the 3 positive DSTs we observed, we attribute 1 
to an unequivocal concurrent depressive disorder and 
2 to alcohol withdrawal because the DSTs of the 
alcoholic patients (patients 3 and 9) reverted to normal 
after detoxification from alcohol and the depressed 
patient (patient 18) was relieved of panic attacks by 
taking imipramine, which did not change her depres- 
sive symptoms or her abnormal DST results. Rees and 
associates (16) described 4 alcoholic patients who had 
symptoms suggestive of Cushing’s syndrome, includ- 
ing cushingoid appearance, elevated plasma cortisol 
levels, loss of cortisol circadian rhythm, and abnormal 
cortisol response to dexamethasone. Most of these 
normalized after detoxification. Oxénkrug (17) report- 
ed DST abnormalities even in abstinent alcoholics; 3 
patients failed to suppress cortisol at 10 hours after a 1- 
mg dose of dexamethasone and the remaining 9 pa- 
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TABLE 1. Dexamethasone Suppression Test Results in 20 Patients with Agoraphobia and/or Panic Attacks 
Hours from Plasma 
. Dexamethaso-e Cortisol 
| | Other Axis I to Blood Level 
Patient and Diagnosis Diagnoses Medical Diagnoses Drug and Dose Sample (g/dl) 
Agoraphob‘a with 
panic attacks | 
1 Мопе Мопе Imipramine, 175 mg/day 8 0.45 
Р 16 0.33 
2 Alcohol abuse None Alcohol (at time of DST) 15 1.69 
(suspected addiction) 
3 Alcohol abuse None None (DST done during 17 21.938 
(suspected addiction) alcohol withdrawal) 
4 None None None 17 1 LT 
5 None Essential hypertension Amitriptyline, 150 mg/day; 17 ERE 
diazide, 25 mg/day A 
6 Alcohol addiction None Imipramine, 50 mg (1 dose) 17. 1.03 
7 None Thyroid nodule L-Thyroxine sodium 17 2.40 
8b None None Diazepam, 20 mg/day 17 1.16 
9 Alcohol abuse Psoriasis, arthritis, Sulindac, 150 mg/day (DST 9 3.60 
(suspected addiction) alcohol toxicity done during alcohol 17 8.568 
(liver) withdrawal) 24 5.08 
10» None None Imipramine, 50 mg (1 dose) 15 1.83 
Panic disorder 
11° * Dysthymic disorder Intermittent Diazepam, 5 mg/day 17 0.92 
claudication 
12 Dysthymic disorder None Amitriptyline, 50 mg (1 dose) 14 1.55 
13 Dysthymic disorder None Imipramine, 50 mg (1 dose) 15 1.05 
14 Alcohol abuse Marginally abnormal Alcohol (at time of DST); 15 1.20 
liver function tests imipramine, 50 mg (1 dose) 
15 Borderline personality, Mitral valve prolapse — Propanolol, 10 mg; 15 4.27 
axis II syndrome imipramine, 50 mg (1 dose) 
16 None None None 17 1.37 
Other axis І disorder 
With panic attacks 
17 Obsessive-compulsive None None 17 0.99 
disorder 
With agoraphobia 
and panic attacks 
18 Major depression None Imipramine, 50 mg (1 dose) 144% 9.66" 
19 Somatization disorder Hyperthyroidism in Diazepam, 5 mg (intermittent) 17 2.0 
remission : 
206 Bipolar disorder None Imipramine, 50 mg (1 dose) 16% 1.08 





?Abnormal (positive) DST. 


"These patients were no longer having panic attacks; all the other patients, including those with positive DSTs, were still having them. 


tients suppressed normally at 10 hours but, unlike 
normal controls, escaped from suppression 34 hours 
after dexamethasone administration. 

Our negative DST results in 1 patient with agorapho- 
bia with panic attacks and in 4 patients with panic 
disorder without agoraphobia were based on blood 
samples drawn 1% hours earlier than the recommend- 
ed hour of 4:00 p.m. This presumably resulted in 
slightly suboptimal sensitivity, although probably not 
to the extent reported in earlier studies of depression 
in which samples were taken at 8:00 a.m. (11). Aside 
from alcohol, the drugs taken by our subjects and their 
few medical disorders appeared not to affect DST 
responsiveness (10). These results support the conclu- 
sion of Zitrin and associates (1) and of Sheehan and 
associates (2) that the antipanic properties of imipra- 
mine and phenelzine are independent of their antide- 
pressant actions. They add to the extensive documen- 
tation of the specificity of the DST for depressive 


illness and lend no support to the concept of panic 
attacks as a variant of depression. 

Escape from dexamethasone suppression is a gradu- 
ated rather than an all-or-none phenomenon (8, 9). 
Patients with Cushing's disease escape earlier and 
from higher doses of dexamethasone than do de- 
pressed patients. Patients without endogenous depres- 
sion who are prone to panic attacks might stili have an 
abnormal DST of a lesser degree, which would be 
detectable by smaller doses of dexamethasone or bv 
longer intervals between the dexamethascne dase and 
the measurement of plasma cortisol. 
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The authors compared the MMPI profile of 26 patients with 
DSM-III borderline personality disorder with that of 19 
patients with dysthymic disorder. The clinical scales on 
which the borderline patients scored highest were psychas- 
thenia and schizophrenia, but discriminant function analy- 
ses indicated that the L and F validity scales provided the 
model that best discriminated between the borderline and 
dysthymic groups. (Am J Psychiatry 139:1046—1048, 1982) 





efining valid and reliable criteria for the border- 
line personality disorder remains a persistent 
clinical challenge. Psychological testing has proven 
invaluable in delineating the psychopathology of a host 
of mental disorders, but the literature on the psycho- 
logical testing of borderline patients is sparse and 
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anecdotal (1). Previous reports (2-4) have emphasized 
use of the Rorschach and Weschsler Adult Intelligence 
Scale with borderline patients. In this report we de- 
scribe the MMPI profile of borderline patients. 

Many believe that borderline personality disorder 
may be a variant of schizophrenia or the affective 
disorders (5). The available research (6—9) directed 
toward discriminating depressive neurosis from bor- 
derline personality has been largely descriptive or 
inadequately designed. In our study we compared the 
MMPI profile of a group of borderline patients with 
that of a group of patients who had dysthymic disorder 
(depressive neurosis) as defined by DSM-III. We 
conducted a discriminant function analysis to find the 
combination of MMPI scales that best distinguished 
between the borderline and the depressed groups. Our 
hypothesis was that the MMPI profile of borderline 
patients is unique and can be differentiated from that 
of patients with neurotic depression. 


METHOD 


The subjects were male inpatients of the Houston 
VA Hospital between the ages of 18 and 40 years. 
Written informed consent was obtained from each 
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participant before he was included in the study. The 
study group consisted of 26 subjects with the diagnosis 
of borderline personality disorder as defined by DSM- 
Ш. 

Our inclusion criteria were stricter than those of 
DSM-III in that 6 rather than 5 criteria had to be 
fulfilled for a diagnosis of borderline personality disor- 
der to be made. The mean number of borderline 
criteria met by the subjects was 6.6, with 8 of the 
patients meeting all 8 criteria. АП 8 of the criteria have 
since been upheld as valid and reliable for defining 
borderline personality disorder (8). We did not include 
any patients with other axis II disorders. 

The second group consisted of 19 subjects who had 
dysthymic disorder and no additional axis I disorder. 
However, 2 patients also fulfilled the criteria for 
passive-aggressive personality disorder and 1 fulfilled 
the criteria for dependent personality disorder on axis 
II. 

Severity of psychosocial stressors and the highest 
level of adaptive functioning (axes IV and V) were 
comparable in the two groups. The sociodemographic 
characteristics of the two groups were not significantly 
different. 

The MMPI was administered within the first 72 
hours of admission by a research technician. 


RESULTS 


The raw scores of the MMPI scales were K-correct- 
ed and converted to T scores. The mean scores of both 
groups are shown in table 1. The borderline patients' 
two highest mean scores on the clinical scales were on 
the psychasthenia and schizophrenia scales. We per- 
formed a stepwise discriminant analysis to find the 
combination of MMPI scales that best distinguished 
between the borderline and dysthymic groups. When 
all 13 scales of the MMPI were included in the 
analysis, it was found that the best discriminant model 
used only scales L and F. Using this model, which 
characterizes subjects as borderline on the basis of 
high scores on the F scale and low scores on the L 
scale, we correctly classified 21 of the 26 borderline 
subjects as borderline. Thirteen of the dysthymic 
subjects were correctly classified and 6 were misclas- 
sified as borderline. 

Because the L and F scales are validity scales, they 
may not have the same inherent meaningfulness as the 
clinical scales. Thus it was of interest to see how the 
two groups compared if the 3 validity scales were 
excluded from consideration and only the 10 clinical 
scales were used. Again, the analysis did not improve 
after 2 scales, hypochondriasis and schizophrenia, had 
been ertered. With this model we correctly classified 
20 of the 26 borderline subjects and 14 of the 19 
patients with dysthymic disorder. Thus the result 
when we used the hypochondriasis and schizophrenia 
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TABLE 1. Mean MMPI Scale Scores of 25 Patients w th Borderline 
Personality Disorder and 19 Patients with Dysthymic Disorder 











Borderline Dysthymic 
MMPI Scale Patients Patients 1 (df=43) 
L 46.19 52.63 —2.92# 
F 85.88 66.94 4.24° 
K 44.76 47.00 —0.92 
Hs 74.65 74.73 —0.02 
D 85.57 85.26 0.06 
Hy 68.30 72.10 —0.95 
Pd 84.73 73.42 2.623 
Mf 68.42 62.00 2.198 
Pa 79.07 67.47 2.798 
Pt 87.57 79.05 1.56 
Sc 97.73 79.78 2.93 
Ма 7173 65.73 1.68 
Si 65.00 59.73 1.50 
ар<.01 
ър<.001 
©р<.05 


scales was almost equal to that obtzined with use of 
the validity scales. 


DISCUSSION 


Profiles such as that found with the borderline 
patients in our study are usually interpreted as invalid 
because the T scóre on the P sca.e is higher than 70. A 
plea for help, overt psychosis, or the common attempt 
to "fake bad" have usually caused such results. 
However, the profile of the borcerline patient is simi- 
lar to the ''floating" MMPI described by Newmark 
and Sines (10). The ‘‘floating’’ profile is characterized 
by a Т score higher than or equal to 70 on scales 1 
through 9, regardless of the validity scales’ configura- 
tion. Newmark and Sines described the typical patient 
with such a profile as having multiple chronic neurotic 
complaints in a schizoid adjus-ment раїсегг. and as 
experiencing ongoing emotional turmoil and psychic 
distress. 

Gruenewald (11) used the MMPI as one of six 
psychological tests to evaluate bcrderline patients. 
However, she studied only 10 pztients, did not present 
a data analysis, and did not deszribe a specific MMPI 
profile for these patients. 

Lewandowski and Graham (12) democstrated reli- 
ability for profiles based оп the two highest scores on 
the clinical scales. The two highest clinical scores of 
the borderline group in our study were psychasthenia 
and schizophrenia. Patients with such profiles are 
characterized (13) by chronic feelings of inadequacy 
and insecurity and a constant state of turmoil. They 
are socially unskilled, lack contidence, and have diffi- 
culty establishing mature heterosexual relationships. 
The MMPI patterns of our group of borderline patients 
had elements of both the borderline and schizoid 
personality disorders as described in DSM-LI. 

The MMPI profile of the borderline subiects indicat- 
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ed (13) that they were in psychological turmoil, resort- 
ed to anger and projection to defend against feelings of 
being mistreated, and had superficial interpersonal 
relationships and no warm attachments. The border- 
line subjects were more conflicted about sexual identi- 
ty, had a greater propensity toward homosexual be- 
havior, were more impulsive, and felt boredom and 
emptiness more intensely than the dysthymic subjects. 

The issue of validity arises in assessing the discrimi- 
nant analyses because the same patients were used to 
both calculate the discriminant function and check 
how well that function correctly classified patients into 
the two groups. It is usually preferable to use one 
group of patients to calculate the discriminant function 
and then apply the function to a fresh set of patients. 
Lachenbruch and Mickey (14) examined several meth- 
ods of classifying subjects whose actual group mem- 
bership (in the population) is known. They found that 
the jackknife procedure (15) was very effective in 
assigning cases to the correct group. The jackknife 
procedure consists of classifying each patient on the 
basis of a discriminant function calculated on all the 
other patients. For example, subject 1 is classified by a 
function based on subjects 2-45; subject 2 is classified 
by a function based on subject 1 and subjects 3—45, 
etc. This requires the calculation of 45 ‘‘sub’’ discrimi- 
nant functions. In Lachenbruch and Mickey’s study 
the jackknife procedure reduced classification accura- 
cy only slightly, indicating that the discriminant func- 
tions in our study were relatively unbiased in classify- 
ing patients. 

The discriminant analyses suggest that patients may 
be classified as borderline with acceptable reliability. 
Furthermore, they can also be differentiated from 
dysthymic subjects with a relatively high degree of 
accuracy. Further research should use other control 
groups (e.g., those with diagnoses of schizophrenia or 
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schizotypal personality disorder) to determine wheth- 
er the borderline MMPI profile is unique to borderline 
personality disorder. The MMPI and similar psycho- 
logical tests may prove to be useful tools in further 
delineating the borderline personality disorder. 
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Driving Phobia in the City of Houston: A Pilot Study 


BY ROY J. MATHEW, M.D., MAXINE L. WEINMAN, DR.P.H., KAREN M. SEMCHUK, B.S.N., 


AND BRUCE LUBOTSKY LEVIN, M.P.H. 





To study the fear of driving phenomenon the authors con- 
tacted 48 subjects who, in response to a newspaper article, 
had expressed an intense fear of driving in the city of 
Houston and compared them with an age- and sex-matched 
control group. The information elicited from the subjects 
suggested the existence of a driving phobia. No significant 
differences emerged between the phobic subjects and the 
controls on relevant driving history and background. Al- 
though the phobic subjects reported significantly higher 
levels of anxiety while driving in normal and difficult situa- 
tions, most pf them reported anxiety of phobic intensity only 
about difficult driving situations, such as driving on free- 
ways and in congested traffic. (Am J Psychiatry 139:1049- 
1051, 1982) 





T raffic congestion and an increase in road accidents 
are major problems in most large cities. To city 
© dwellers, driving has become a source of danger that 
they are continually exposed to, as road traffic acci- 
dents constitute a substantial cause of death and 
disability (1, 2). Fear-evoking stimuli are more likely 
than neutral stimuli to produce phobias (3). Therefore, 
the emergence of a phobic response to city driving 
would seem a possibility. The existence of such a 
phenomenon in the city of Houston was suspected 
when increasing numbers of outpatients reported their 
inability to come to our downtown mental health clinic 
for treatment because they were afraid of driving. We 
were unable to find any literature on this topic, except 
for anecdotal reports and single case studies; conse- 
quently, we conducted a pilot research project on the 
fear of driving in the city of Houston. 


METHOD 
We informed a major daily newspaper in Houston 


about our patients who had difficulty in attending our 
downtown mental health clinic because of their fear of 
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driving. The newspaper published an article that de- 
scribed the phenomenon and our research project and 
invited people who were afraid of driving to call our 
institute. We received more than 150 telephone calls. 
During the telephone interview, -he following criteria 
were used to determine whether the callers would be 
suitable for the study: they 1) expressed having some 
degree of anxiety while driving under normal condi- 
tions in the city, 2) identified their fear as :nappropri- 
ate and excessive, and 3) felt their feaz seriously 
interfered with their life style. Forty-eight callers (39 
women and 9 men) met these criteria and agreed to 
come to the clinic to participate in the research proj- 
ect. The study group had a mean (+SD) age of 
42.083:9.20 years. 

‘A control group matched for age and sex 
(41.18+9.44 years, 39 women and 9 men) was selected 
from the staff and students at the Texas Research 
Institute of Mental Sciences and neighborhood institu- 
tions. Information regarding their emotional response 
to driving was elicited, and those who reported exces- 
sive anxiety regarding usual driving conditicrs in the 
city were excluded. The contro] subjects were not 
screened for physical or other psychiatric illnesses. 
Literacy and a willingness to pzrticipate in the study 
were the other inclusion criteria. 

All participants (the study group and the controls) 
were interviewed by a physician, and after informed 
consent was obtained from each subject the relevant 
information relating to each subject's physical and 
mental health was recorded. In addition, the following 
questionnaires were administered to all subjects: 1) 
sociodemographic questionnaire; 2) driving history 
questionnaire; 3) phobia questionnaire (corsisting of 
items measuring intensity of anxiety in relation to 
various driving conditions); 4) phobia relief question- 
naire (consisting of strategies used to reduce anxiety 
while driving); 5) Eysenck Personality Inventory (4) (a 
short, self-administered questionnaire that vields 
scores on two dimensions: extraversion-introversion 
(E score) and neuroticism (N score); and 6) ће Profile 
of Mood States (5) (a self-administered, 65-item adjec- 
tive checklist that describes moods and their intensi- 
ties. The Profile of Mood States measures six clearly 
defined dimensions of mood——tension-anxiety, depres- 
sion-dejection, anger-hostility, vigor-activity, fatigue- 
inertia, and confusion-bewilderment. Subjects were 
asked to fill out this rating scale according to now they 
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TABLE 1. Emotional Response to City Driving by 48 Individuals with 
Driving Fears Compared with 48 Controls as Measured by the Profile 
of Mood States (5) : 





Control 
Group 


Study Group Score Score 








Mood Пет? Mean SD Range Mean SD t 
Tension-anxiety 26.97 7.77 0-36 4.89 5.69 15.88 
Depression-dejection 22.18 15.62 0-56 2.04 4.89 8.52 
Anger-hostility 11.31 11.96 0-48 2.37 4.93 4.78 
Vigor-activity 2429 6.56 0-32 15.52 8.34 5.72 
Fatigue-inertia 10.41 8.59 0-28 2.91 4.41 5.38 
Confusion-bewilderment 12.20 7.07 0-28 2.75 2.74 8.64 





aA higher score indicates a greater emotional response to mood item. 
*Student t test, df=94, р<.001. 


felt during those times when they were most uncom- 
fortable while driving in the city). 


RESULTS 


There were no significant differences between the 
study group and the control group on demographic 
variables. Similarly, there were no significant differ- 
ences between the two groups on physical health. 
including auditory and visual acuity. However, the 
study group reported a higher incidence of psychiatric 
problems for which they had sought treatment: 10 
patients had been treated for anxiety and 3 for depres- 
sion. None of the control subjects reported similar 
problems. Twenty (4296) of the study group reported 
the coexistence of other phobias (4 feared leaving 
home, 7 were claustrophobic, and 9 feared heights), 
but only 3 (6%) of the controls reported the coexis- 
tence of other phobias. 

The study group reported significantly higher levels 
of anxiety as compared with the control group while 
driving in normal situations (t—3.01—4.75, df=94, 
p<.001) and difficult situations (t=2.04—-12.93, df=94, 
p<.001); however, the difference between the two 
groups was much greater for difficult driving situa- 
tions. The study group reported that driving on free- 
ways, in congested traffic, and in fast-moving traffic 
caused them intense anxiety, and these situations were 
avoided by 23 (48%) of the study group. In fact, the 
avoidance of difficult driving situations was the relief 
strategy most commonly used by those in the study 
group. 

The.48 phobic subjects reported the regular use of 
the following strategies to reduce their levels of anxi- 
ety while driving in normal and difficult situations. The 
number of phobic subjects who used these strategies at 
least 3-5 times a week while driving was as follows: 
calming thoughts, 16 subjects (33%); music, 15 sub- 
jects (31%); singing, 10 subjects (21%); relaxation 
training, 9 subjects (19%); tranquilizers, 7 subjects 
(15%); and smoking. 7 subjects (15%). The study 
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group used these techniques significantly more often 
than the control subjects did (t=2.87-4.21, df=94, 
=.01). 

Я The emotional response of beth groups to driving as 
measured by the Profile of Mood States is given in 
table 1. Only the score for neurosis differentiated the 
two groups on the Eysenck Personality Inventory, 
with the study group showing significantly higher 
values than the control group (t=7.72, df=94, 
p<.001). 


DISCUSSION 


It is unclear whether the larger proportion of women 
in the study group is due to sampling error or whether 
it indicates a higher prevalence of driving phobia 
among women. In general, the prevalence of phobias 
is greater in women (6). 

A certain degree of anxiety is to be expected while 
one is driving in a large city like Houston. Such 
anxiety may even improve one's driving skills, as 
moderate levels of arousal are known to improve 
performance; however, higher levels of anxiety have 
the opposite effect (7). The present study identified 2 
group of individuals who manifested an excessive 
emotional response to driving. These subjects report- 
ed that their anxiety response was out of proportion tc 
the demands of the situation, but their fears could not 
be alleviated by reasoning and explanations. Their fear 
of driving was beyond their conscious control, and it 
caused them to avoid the fear-evoking situation. The 
characteristics of the syndrome justify the use of the’ 
term ''phobia," which has been defined as a special 
form of fear that is out of proportion to the demands of 
the situation, cannot be explained or reasoned away, is 
beyond voluntary control, and leads to avoidance of 
the fear situation (8). It should be noted that the study 
group avoided only specific driving situations, such as 
freeway and congested traffic, and not driving in 
general, 

About one-half of the subjects in our study group 
could explain their phobic response to driving in terms 
of another phobia—those with height phobias avoided 
overpasses and those with claustrophobia avoided 
tunnels. However, the remaining subjects identified 
only the phobia specifically related to driving. (Per- 
haps the term *'driving phobia” should be reserved for 
this group of subjects.) Driving phobia could be differ- 
entiated from agoraphobia by the absence of fear of 
leaving familiar surroundings as long as no driving was 
involved. | 

The present data, which are based on a small 
sample, do not warrant any firm conclusions about 
causal factors. Factors such as duration of stay in 
Houston, number of traffic violations, and number of 
accidents did not seem to be important, as there were 
no significant differences between the study group and 
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the controls. However, the study group obtained high- 
er neuroticism scores on the Eysenck Personality 
Inventory. High neuroticism scores are believed to be 
indicative of emotional lability and overreactivity. 
Individuals who score high on this scale tend to be 
emotionally overresponsive and to have difficulties in 
returning to a normal state after emotional experiences 
(4). 

The trzffic safety implications of the driving phobia 
would seem to be relevant. Our study group experi- 
enced a host of emotions when exposed to the dreaded 
driving situation, including anger and hostility. Be- 
cause this group's predominant coping strategy was 
the avoidance of driving, however, the group does not 
seem to pose a serious threat to other drivers. The lack 
of significant differences between the study group and 
the controls on the number of road traffic accidents 
further substantiates our impression that this group is 
not a serious threat to driving safety. In this respect, 
the phobic driver is different from the accident-prone 
driver (9, 10). Although one report (11) conducted in 
Britain identified minor tranquilizers as a major con- 
tributing factor in road traffic accidents, only 1596 of 
our study group reported using drugs to combat anxi- 
ety related to driving. 


Psychotherapy in Poland 


BY J. W. ALEKSANDROWICZ AND J.C. CZABALA 


In the summer of 1980, while attending a scientific meeting 
in Poland, I was invited by the distinguished Polish psychia- 
trist Dr. Stefan Leder to visit the Psychoneurological Insti- 
tute in Warsaw. Many things that I saw in the course of this 
visit were impressive, but the most surprising was the extent 
of the interest in psychotherapy. It reminded me of the 
passion and zeal of young psychiatrists in this country during 
the golden days of psychoanalysis. À number of thoughtful 
programs were under way, including Dr. Leder's own inno- 
vative eiforts to apply Marxist principles to the practice of 
group psychotherapy. Furthermore, he suggested that I 
learn more about psychotherapy in Poland by visiting his 
colleague in Cracow, Dr. Jerczy Aleksandrowicz. 
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The Cracow group is pursuing a different, but equally 
vigorous, approach to psychotherapy. Working with signifi- 
cant material limitations, this imaginative group has devel- 
oped a distinctive approach to group psychotherapy of 
neurotic patients. Most striking is its intensity—two daily 
sessions of at least an hour and a half each fcr a period of 3 
months. As Dr. Aleksandrowicz notes in 3is paper, the 
program is confined to inpatients, an unforturate constraint, 
but one which adds to its distinctive charecter. There is 
undoubtedly a great deal that we could lezrn from this 
venture. 

My surprise at the level of activity in psychotherapy on 
the part of our Polish colleagues рготріға Dr. Alek- 
sandrowicz to volunteer to write an account fzr an American 
audience. It arrived a year later and was accepted for 
publication just before the imposition of martial law in 
Poland. As a result of the ensuing difficulties Dr. Alek- 
sandrowicz delegated editorial wcrk cn the paper to me. 
This paper faithfully describes the situation in Poland and 
will no doubt be of interest to American psychiatrists. 


ALBERT STUNKARD, M.D. 
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he development of psychotherapy in Poland has 

been determined by complex sociocultural factors 
ever since its begirnings in the period before World 
War II. At that time the most popular approach was 
psychoanalytic, particularly that of the Viennese 
school, and the major efforts were to adapt classical 
psychoanalysis to make it more broadly applicable. 


HISTORICAL DEVELOPMENT 
The Decade 1945-1955 


After World War П, the greatest problem facing 
Polish psychiatry was providing a material basis for 
the treatment of patients with mental disorders. De- 
struction of hospitals and decimation of their psychiat- 
ric staffs during the war made this a most difficult task. 
The lack of hospitals led to the establishment of 
psychiatric departments in large buildings. Although 
these buildings were frequently unsuitable for psychi- 
atric treatment, they did make it possible to remove 
patients from their home environment and to provide 
them with such medical care as could be given by the 
insufficient numbers of personnel. 

Treatment during the decade 1945—1955 was based 
primarily on methods derived from biological concepts 
of the origins of mental disorders. Psychology, viewed 
in the light of certain ideological premises, was associ- 
ated with unaccepted theories of philosophical ideal- 
ism and was repudiated as a science. No psychological 
research was undertaken, psychology was excluded 
from the universities, and consequently its develop- 
ment was drasticallv restricted. Psychological meth- 
ods of therapy, accordingly, were viewed as of little 
value. 


Later Developments 


The latter part of the 1950s brought fundamental 
changes in the practice of psychiatry. On the one 
hand, the biological approach was reinforced by the 
obvious effectiveness of neuroleptics. On the other 
hand, the availability of Western literature, personal 
contacts with psychiatric centers abroad, reopening of 
psychological studies at universities, and the increas- 
ing evidence of the efficacy of treatment of neuroses 
contributed to a growing interest in both the theory 
and practice of various types of psychotherapy. 

Psychotherapy was used primarily in the treatment 
of neugotic disorders. The range of treatment, howev- 
er, was rather limited, as psychiatrists and psycholo- 
gists lacked appropriate training in this field. Further- 
more, the predominant models in psychiatry were still 
biological. The development of psychotherapy went in 
two directions. One direction was a return to the 
theory and practice of psychoanalysis (Malewski, 
Winick). The other was toward the evolution of a new 
model of psychotherapy that would take into consider- 
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ation both new developments in the discipline and the 
special sociocultural conditions of Poland (Kepinski, 
Leder) Controversies, disputes, and discussions 
fanned the flames of interest and led, at the beginning ` 
of the 1960s, to the establishment of the Psychothera- 
py Section of the Polish Psychiatric Association, 
which has contributed significantly to popularizing 
psychotherapy. Section meetings were devoted to the 
presentation of various theories and practical applica- 
tions, as well as to such matters as evaluation of 
psychotherapeutic effectiveness. Activities of the sec- 
tion were animated by the most enthusiastic advocates 
of the application of psychotherapy to psychiatric 
treatment, particularly Drs. T. Frackowiak, S. Leder, 
and J. Malewski. The Psychotherapy Section of the 
Polish Psychiatric Association has continued to have 
an important role in the development of psycho:hera- 
py throughout the years. 

Several developments have led to the modification 
of training programs in psychotherapy. They are the 
growing interest in various forms of treatment stimu- 
lated by both Polish and foreign scientific literature as 
well as by the mass media and the increasingly active 
participation by psychologists in the practice of psy- 
chotherapy. Some minor changes were introduced in 
medical school curricula, and some major changes in 
institutes of psychology. However, the main emphasis 
in the training of psychotherapists has been at the 
postgraduate level. Since the early 1970s, various : 
forms of training have been introduced by the Psycho- 
therapy Section and the Center for Postgraduate Medi- 
cal Training, in cooperation with the major psycho- 
therapeutic centers. 

The current form of training was developed in 1976. 
The program takes 2 years and includes a week's 
training in sensitivity to group dynamics, three month- 
long theoretical courses presenting various theories of 
psychotherapy and their practical application, a 
week's interpersonal training, and a 6-month seminar 
on the problems of psychotherapeutic practice. A 
curriculum of more detailed training in particular types 
of psychotherapy (e.g., psychoanalysis, Gestalt thera- 
py, eclectic psychotherapy) is currently being devel- 
oped. 

Knowledge about psychotherapy has been popular- 
ized by the quarterly journal Psychotherapy, founded 
in 1972 by the Psychotherapy Section. Thirty-nine 
issues of the journal have appeared so far, containing 
over 180 papers. Although most of the papers have 
been written by Polish authors, others have been 
translated from the Czech, English, French, German, 
Russian, and Slovak. Recently, contributions to Psy- 
chotherapy have been published in English, Freach, 
German, and Russian as well as in Polish. The major- 
ity of papers are theoretical studies, reviews of the 
literature, empirical works describing practical appli- 
cations of psychotherapy, or observations made in the 
course of psychotherapy. 
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New Influences 


In recent years, psychotherapy in Poland has been 
affected by a number of new influences, coming partic- 
ularly from the United States. These influences have 
included the humanistic psychology movement, vari- 
ous forms of training and encounter groups, and 
methods as diverse as transactional analysis, Gestalt 
therapy, meditation, yoga, primal therapv, and bioen- 
ergetic groups. For the most part, these efforts have 
been carried out by psychologists. Although attempts 
have been made to apply these methods to both 
mentally ill and emotionally healthy persons, they 
have encountered little success with the former and 
few have been incorporated into the health service. 
These methods have provoked numerous critical com- 
ments and, after a period of turbulent development, 
have been applied mostly to healthy persons, e.g., 
training groups for the education of psychotherapists 
working in medical services and adaptational training 
for university freshmen. Model centers for psychologi- 
cal treatment of neurotic and personality disorders (in 
Warsaw, Cracow, Wroclaw, Lodz, and elsewhere) 
have tended to rely on more traditional psychodynam- 
ic and medical models. One exception has been the 
adaptation and use of transactional analysis with the 
families of psychotic patients. 


CURRENT APPROACHES 
Treatment of Psychoses 


As a method of treating psychotic patients, individ- 
ual psychotherapy was never and is not now particu- 
larly popular. Instead, major efforts during the last two 
decades have been directed toward the development 
of therapeutic communities. This idea, based on an 
appropriate relationship between patient and person- 
nel, was introduced by Professor A. Kepinski in the 
Psychiatric Clinic in Cracow and has given rise to a 
new organizational model of psychiatric departments. 
There have been several important therapeutic conse- 
quences: small wards, which allow close contact be- 
tween patients and staff, activation of patients by 
various forms of sociotherapy, participation of all staff 
members in the therapeutic process, and the develop- 
ment of new teamwork techniques. These changes 
made it necessary for some staff members to consider- 
ably change their attitudes and beliefs, which they did 
reluctantly because routines had been established over 
many years. 

The search for a model of cooperation between 
supporters of hiological and psychosocial approaches 
is still not finished. There are still many so-called 
"traditional'" mental hospitals, which are overcrowd- 
ed, have predominantly hierarchical structures, and 
use biologically oriented therapies. However, at- 
tempts are being made to introduce on an experimental 
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basis such forms of therapy as environmental treat- 
ment and conjoint therapy of psychotic patients and 
their families and to establish clubs for former pa- 
tients. Furthermore, attempts are being made to assess 
empirically the efficacy of various forms of psychiatric 
treatment. 


Treatment of Neuroses 


Qualified and experienced psychotherapists are sel- 
dom interested in the application of psyckctherapy to 
the treatment of psychotic patients, perhaps because 
of the very large number of neurotic patients needing 
treatment. About half of all neurotic -atients are 
treated by general practitioners оп an outpatient basis; 
under the circumstances, pharmacotherapy is the most 
popular form of treatment. The major wezkness in the 
practice of psychotherapy is that it is used primarily 
with inpatients. Staff shortages and problems in the 
organizational structure of outpatient departments 
have limited its use to the rare outpatient. 

The Psychotherapy Section of the Polish Psychiatric 
Association has recently taken measures to improve 
the model for treatment of the neuroses in nonpsy- 
chiatric outpatient medical services. A program of 
training for general practitioners has been started that 
includes the theory of neurosis and psyckctherapy. In 
addition, closer cooperation between the ?sychothera- 
py Section and the Polish Medical Association is 
planned, including conjoint scientific sessions for psy- 
chiatrists and general practitioners. 


Research 


Psychotherapy has become not only a treatment 
procedure but also an object of scient:fic research. 
Carried out initially at the Department of Neuroses of 
the Psychoneurological Institute in Warsaw, research 
has been the object of growing interest, and three 
psychotherapy laboratories have been established re- 
cently at university medical schools in Cracow, Byd- 
goszcz, and Wroclaw. The research carried out by 
these centers and psychiatric clinics 13 focused on 
effectiveness of psychotherapy in the treatment of 
neuroses, the process of psychotherapy, especially 
that of group psychotherapy, and development of 
standardized tools for measurement of variables in- 
volved in the psychotherapeutic process. Few studies 
have dealt with psychotherapy as a method of treat- 
ment of psychoses. б 


THE FUTURE 


Psychotherapy in Poland is currently engaged in five 
major tasks: 

1. Training general practitioners in psychotherapy 
SO that they can treat neurotic patients. 
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2. Development of psychotherapeutic and socio- 
therapeutic methods for treatment of psychoses. 


з. Further development of psychotherapeutic pro- ` 


cedures for children and adolescents. 
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4. Further development of family therapy, crisis 
intervention, and individual outpatient psychotherapy. 

5. Improving methods for research into the psycho- 
‘therapeutic process. 


RBC and Plasma Levels of Haloperidol and Clinical Response 


in Schizophrenia 


BY ROBERT C. SMITH, M.D., PH.D., GEORGE VROULIS, PH.D., PH.D., ALLA SHVARTSBURD, M.S., 
RICHARD ALLEN, D.P.H., NITA LEWIS, PH.D., JOSEPH C. SCHOOLAR, PH.D., M.D., 
MICHAEL CHOJNACKI, M.D., AND RHONDA JOHNSON, M.A. 





The authors conducted a fixed-dose study of haloperidol 
blood levels and clinical response in schizophrenic inpa- 
tients and found that tnose with steady-state RBC haloper- 
idol levels in the range of 2.4-5.4 ng/ml showed greater 
improvement than those with lower or higher levels. They 
found a similar, although nonsignificant, curvilinear rela- 
tionship between plasma haloperidol levels and clinical 


response. These findinas suggest that the relationship be- 


tween haloperidol blood levels and clinical response fits a 
therapeutic window for the treatment of schizophrenia. (Am 
J Psychiatry 139:1054—1056) 





hether monitoring blood levels of neuroleptics 

will be clinically useful to the practicing physi- 
cian in improving clinical response of schizophrenic 
patients has not been firmly established. Such moni- 
toring may be of use if there is a defined relationship 
between blood levels of and clinical response to the 
drug that cannot be predicted on the basis of drug 
dosage alone. The relationship between drug level and 
‘clinical response is best defined in research that uses 
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fixed-dose treatment strategies and quantitative evalu- 
ations of clinical response after a standard length of 
drug administration. Studies in which dosage and 
medication are changed during treatment by physi- 
cian's choice, those in which multiple psychotropic 
medications are administered, or those having varying 
lengths of treatment may yield data that give a false 
impression of the relationship between blood level and 
clinical response (1, 2). A number of fixed-dose con- 
trolled studies have defined the relationship between 
plasma level and clinical response for several antide- 
pressant medications (3—5); however, there have been 
relatively few fixed-dose studies of neuroleptic blood 
levels and clinical response in psychiatric inpatients. 
Garver and associates (6) and Casper and associates 
(7), who defined a blood level-clinical response rela- 
tionship for the neuroleptic butaperazine, reported a 
therapeutic window for RBC butaperazine in which 
the best response was seen between 30 and 60 ng/ml. 
Wade-Helgodt and associates (8) conducted a study 
with several fixed doses of chlorpromazine and report- 
ed that the best clinical response occurred in patients 
who had plasma levels above 40 ng/ml; no upper limit 
of plasma levels for chlorpromazine was evident. May 
and associates (9) reported no relationship between 
chlorpromazine plasma levels and clinical response in 
schizophrenic patients treated with fixed doses of 
chlorpromazine; however, patients with very high 
chlorpromazine plasma levels had poor therapeutic 
effects (10). Haloperidol is a widely used antipsychotic . 


.medication. Although Forsman and Ohman (11, 12) 


have done extensive pharmacokinetic studies with 
haloperidol, to our knowledge по fixed-dose inpatient 
study relating haloperidol blood levels to clinical re- 
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sponse in schizophrenic inpatients has been published. 
Our report presents preliminary results from a con- 
trolled study in which the relationship between plasma 
and RBC levels of haloperidol and a quantitative 
measure of clinical response in schizophrenic patients 
treated with a fixed dose of haloperidol for 3 weeks 
was investigated. 


METHOD 


Patients who had a diagnosis of schizophrenia or 
schizoaffective psychosis by Research Diagnostic Cri- 
teria (N=26) were included in the study. Their mean 
(+SD) age was 29.1+8.8 years (range, 18—47 years). 
All patients gave informed consent after the details 
and procedures of the study were explained. Before 
beginning treatment with haloperidol, patients who 
had not ingested neuroleptic or antidepressant medica- 
tion in the preceding 2 weeks had at least a 1-week 
drug-free ‘period, and patients who had taken any 
neuroleptic in the preceding 2 weeks had a 11- to 2- 
week drug-free period. After the drug-free washout 
period, all patients were treated with a single dose of 
20 mg of haloperidol for 1 day, a reduced dose for the 
next 2 days, and then a fixed dose for 3 weeks. The 
first 17 patients received a fixed dose of haloperidol of 
20 mg/day (10 mg b.i.d.). To increase the blood level 
range, we randomly assigned the remaining 8 patients 
to a fixed dose of either 10 mg/day (5 mg b.i.d.) or 25 
mg/day (12.5 mg b.i.d.). Haloperidol was administered 
in liquid concentrate form. If clinically significant 
parkinsonian symptoms developed, patients were 
treated with benztropine mesylate, 1-2 mg b.i.d. No 
other psychotropic drugs were administered during 
neuroleptic treatment. 

Blood samples were drawn twice a week at 8:30 
a.m.—11'^ hours after the last dose of neuroleptic and 
before :he next morning dose. Blood was drawn in 
EDTA tubes from which the rubber cap was removed, 
covered with parafilm, and spun and separated into 
plasma and packed red cells; the buffy coat was 
discarded. Sodium metabisulfite was added as preser- 
vative. The sample was stored at —20°C until analysis. 

Analysis of plasma levels of haloperidol was per- 
formed on a 5803A Hewlett-Packard gas-liquid chro- 
matograph equipped with a dual nitrogen-phosphorus 
flame ionization detector and area integrator. We 
followed the procedures described by Javaid and asso- 
ciates (13) with minor modifications. A 4-foot column 
packed with 1% OV-101 on gas chrom Q was used at a 
column temperature of 240°C. Thioridazine was used 
as the internal standard. The coefficient of variation 
for triplicate samples run on the same day was less 
than 2%. Steady-state values of haloperidol levels 
used in these analyses are the mean values of four to 
six separate samples collected between days 6 and 24 
of haloperidol treatment. 
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The clinical status and symptoms of ezzh patient 
were assessed twice weekly, during the drug-free 
washout period and haloperidol treaiment by semi- 
structured interviews in which several rating scales 
were used. We present results from the Brie? Psychiat- 
ric Rating Scale (BPRS). Two raters scored each 
patient during the first two or three interviews, and 
then one of these raters scored the patient during the 
remaining interviews. Interrater reliability, deter- 
mined by Pearson product-moment correlézion coeffi- 
cient, was high (r=.93). Raters did not know the 
patient’s blood level of haloperidol until after the third 
week of fixed dosage. Estimated BPRS scores for days 
0 and 24 of treatment were computed by linear regres- 
sion procedures described by Garver and associates 
(6) and Casper and associates (7). The percentage of 
improvement score used in the analysis was computed 
by the formula 100x([estimated BPRS score on day 
24—estimated BPRS score at end of drug-free period]/ 
estimated BPRS score at end of drug-free period). 

Scatterplots of mean steady-state plasma and RBC 
values versus the percentage of improvement on the 
BPRS were made. A curvilinear relationship between 
blood level and clinical response with division into at 
least three blood level groups cculd be seen from the 
scatterplots, but there were large vaziatiors produced 
by one or two extreme cases in most grcaps. There- 
fore, a nonparametric procedure was usec to analyze 
the data. The percentage of clinical response was 
converted into ranks, and a one-wzy Kruskal-Wallis 
analysis of variance was performed on :hree blood 
level groups; cutoff points were determined bv exami- 
nation of the scatterplots (14). A distzbu-ion-free 
multicomparison procedure based on Kruskal-Wallis 
rank sums was also performed (14). 


RESULTS 


There was a statistically significant relstionship be- 
tween RBC haloperidol levels and clinical response. 
As seen in figure 1, patients in the middle range of 
RBC haloperidol levels (2.4—5.4 ng/ml) had a greater 
percentage of improvement in their BPRS scores than 
patients above or below this blood level range (Krus- 
kal-Wallis analysis of variance: ҳ2=9.416, df=2, 
р=.009; mean ranks: group 18.00. group 218.43, 
group 3=10.67). A ‘multiple comparisca procedure 
showed a significant difference (p«.05) between group 
I and group 2. The relationship of plasma haleperidol 
to clinical response showed a similar trend, i.e., pa- 
tients with plasma levels between 5-14 ng/ml plasma 
had a higher median improvement (37.5%) than those 
with plasma levels between 0 and 4.9 ng/ml (12%) сг 
above 14.1 ng/ml (23%). The Kruskal-Wallis analvsis 
of variance for improvement in BPRS :core for pa- 
tients in these three plasma level groups almost 
reached significance (ҳ2=4.610, df=2, p—.096). There 
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FIGURE 1. Relationship Between RBC Haloperidol Levels and BPRS clinical response than were plasma butaperazine lev- 


Scores for 26 Schizophrenic Inpatients by Week 3 of Drug Treatment 
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was a fairly narrow range of RBC to plasma ratios in 
several samples from the same patient and of mean 
RBC to plasma ratios from different patients; the mean 
(+SD) RBC to plasma ratio was .39+.04; 84% of the 
patients had RBC te plasma ratios between .35 and 
.43, and no patient had a ratio below .32 or above .48. 


DISCUSSION 


To our knowledge, this is the first fixed-dose study 
of schizophrenic inpatients to suggest a curvilinear 
relationship between haloperidol blood levels and clin- 
ical response. This relationship suggests a therapeutic 
window for RBC haloperidol levels in treating schizo- 
phrenic patients, with patients in the middle range of 
plasma haloperidol levels (about 2.4—5.4 ng/ml) having 
the best therapeutic response. However, we need to 
study more patients who have high or low blood levels 
to more precisely define the upper and lower limits of 
the presumed therapeutic window. A variable-dose 
study of a small sample of outpatients by Magliozzi 
and associates (15) also suggested a therapeutic win- 
dow of serum haloperidol between 8 and 18 ng/ml. 
More precisely defining the therapeutic window for 
haloperidol blood levels would provide clinicians with 
a valuable guide to the treatment of schizophrenia and 
related psychosis with this widely used neuroleptic. 

Butaperazine is the only other neuroleptic for which 
a curvilinear (therapeutic window) relationship be- 
tween blood levels and clinical response has been 
established in schizophrenia (6, 7). RBC butaperazine 
levels were reported to have a stronger relationship to 


els. Red cell to plasma ratios of butaperazine vary 
considerably between patients over a wide range (.22- 
.66). In our study RBC haloperidol levels produced a 
statistically significant relationship to clinical re- 
sponse, and plasma haloperidol levels showed a simi- 
lar, although nonsignificant, trend. The relationship of 
red cell haloperidol to clinical response was stronger 
than the relationship of plasma haloperidol to clinical 
response, even though the interpatient variation in 
RBC to plasma ratios was much smaller with haloper- 
idol than with butaperazine. A larger sample of pa- 
tients is needed to determine whether this apparent 
superiority of RBC haloperidol as a correlate of clini- 
cal response in schizophrenia can be consistently 
demonstrated. Such data will help clinicians decide the 
efficacy of measuring RBC haloperidol rather than 
plasma or serum haloperidol for routine blood level 
monitoring. 
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Controlled Trial of Zimelidine, a 5-HT Reuptake Inhibitor, 


for Treatment of Depression 


BY ANASTASE GEORGOTAS, M.D., MENAHEM KRAKOWSKI, M.D., AND SAMUEL GERSHON, M.D. 





The authors conducted a double-blind, placebo-controlled 
clinical trial of the selective 5-HT reuptake inhibitor zimeli- 
dine in the treatment of major depressive illness. Zimelidine 
had the same antidepressant efficacy as amitriptyline but 
significanily fewer side effects, especially anticholinergic 
effects. (Am J Psychiatry 139:1057-1058, 1982 





Zimelidine, a new antidepressant compound struc- 
turally different from the tricyclics, is a potent and 
selective 5-HT reuptake inhibitor (1). In vitro and in 
vivo studies have shown zimelidine and its demethy- 
lated metabolite norzimelidine to be much more potent 
in inhibiting the uptake of 5-HT than the uptake of 
noradreraline (2—4). Moreover, zimelidine also has a 
negligible effect on 5-HT, histamine, acetylcholine, 
and noradrenergic receptors in the brain (1) that may 
offer an advantageously low risk of some undesirable 
effects, especially sedative, cardiovascular, and anti- 
cholinergic. 

Some early clinical studies (S—8), mainly in Europe, 
suggested that zimelidine is comparable to tricyclics in 
efficacy for the treatment of depression, although none 
addressed the question of its efficacy relative to place- 
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bo. Therefore, because of the academic ind clinical 
significance of this compound, we tested its efficacy 
under placebo-controlled, double-blind conditions 
with amitriptyline as a reference drug. 


Method 


Patients were selected for the study on the basis of 
the following criteria: 1) evidence of majo- depressive 
disorder according to Research Diagno::ic Criteria 
(RDC) (9), 2) age between 18 and 65 yezrs. and 3) 
minimum baseline total score of 18 on the Hamilton 
Rating Scale for Depression. Exclusion criteria were 
intercurrent medical illness, childbearing potential. 
and the need to take other medications. Tne patients 
were predominantly middle aged. For two-thirds of 
them the current depressive episode had lasted 6 
months or more. АП patients provided informed con- 
sent. 

The rating instruments were the Hamilton Rating 
Scale for Depression (21-item version), tze Beck De- 
pression Inventory, and the Clinical Global Impres- 
sion (CGI) scale. Side effects were assessed by direct 
questioning according to a side effect inventory. For 
each rating scale, scores were obtained z: entry into 
the study, at the end of an initial placzbo-washout 
period, and at the end of weeks I-¢ during the 
treatment period. Patients were given placebo tablets 
identical in appearance to zimelidine and amitriptyline 
for at least 1 week. Then they were randomly assigned 
to amitriptyline, zimelidine, oz placebo for 4 weeks. 
Doses were increased at the investigator’s discretion 
depending on clinical state end s:de e=ects. Most 
patients received 150 mg/day (50 mg t.i.d ) for the first 
week and gradually reached 300 mg (122 mg t.i.d.) 
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TABLE 1. Characteristics and Outcome of Depressed Patients Treated with Placebo, Zimelidine, or Amitriptyline 





Clinical Global 











Dose Hamilton Beck Scale Impression Scale 
Age (years) Sex (mg/day) Scale Score Score Score 

Group Mean SE M F Mean SE Mean SE Mean SE Mean SE 
Placebo (N= 18) 39.5 3.11 10 8 223 14.4 

At end of placebo washout 28.6 1.3 16.4 1.4 3.4 0.2 

At end of 4th treatment week 17.4 2.4 12.7 1.9 2.9 0.3 
Zimelidine (N19) 45.3 2.67 9 10 220 14.2 

At end of placebo washout 29.9 1.1 1.4 3.5 0.2 

At end of 4th treatment week 11.3% 1.4 1.6 1.94 0.2 
Amitriptyline (№ 15) 36.1 2.84 12 3 206 14.1 

At end of placebo washout 28.5 1.5 19.4 1.6 3.4 0.2 

At end of 4th treatment week 8.50 2.1 8.8 1.8 1.78 0.3 





‘Significantly lower than for the placebo group (p<.05, one-way analysis of variance). 
Significantly lower than for the placebo group (p«.01. one-way analysis of variance). 


around the end of the second week. Rating scale 
scores, values on laboratory tests (blood chemistry, 
urinalysis, ECG), vital signs, side effects, and weight 
were monitored weekly. No other psychotropic medi- 
cation was used and the patients did not receive 
psychotherapy. 


Results 


Sixty patients completed at least 2 weeks of treat- 
ment and were included in the analysis. Of these, 52 
completed 4 weeks of treatment—19, 15, and 18 in the 
zimelidine, amitriptvline, and placebo groups, respec- 
tively. There were no statistically significant differ- 
ences among the treatment groups in dose, mean 
depression scale scores before treatment, or any of the 
demographic or diagnostic variables except sex. In 
the amitriptyline group there was a preponderance of 
men. 

Table 1 shows mean initial and final scores on the 
three depression rating scales, drug doses, and some 
demographic data for the three treatment groups. Both 
groups that received active drugs had significantly 
lower scores on the Hamilton scale and CGI scale than 
the placebo group by the end of treatment. 

The total number of side effects reported by the 
subjects was significantly higher throughout treatment 
in the amitriptyline group than in either the zimelidine 
or placebo group. The presumably anticholinergic 
effects were particularly pronounced in the amitrip- 
tyline group, with the following symptoms being re- 
ported significantly more often than in the zimelidine 
group: dry mouth ‘z=3.19, р<.01), blurred vision 
(z=2.72, p<.01), and constipation (z=2.43, p<.05). 
Cardiovascular effects, including tachycardia, palpita- 
tions, dizziness, and orthostatic effects were also more 
prominent in the amitriptyline group. The differences, 
however, did not rezch statistical significance. 


Discussion 


The results of ouz investigation indicate that the 
antidepressant efficacy of zimelidine is of the same 


order as that of amitriptyline, and both drugs are 
significantly more effective than placebo in relieving 
the great majority of symptoms associated with de- 
pression. ` 

Side effects were more prevalent with amitriptyline 
than with either zimelidine or placebo. Anticholinergic 
side effects appeared to distinguish among the three 
treatment groups to a larger extent than other side 
effects, which is in line with the findings of previous 
preclinical (1) and clinical (5-8) studies in which 
zimelidine showed little anticholinergic activity. Zime- 
lidine appears, therefore, to be less toxic than amitrip- 
tyline in terms of anticholinergic side effects while 
offering similar therapeutic efficacy. 
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An Indication for Use of Imipramine in Attention Deficit Disorder 


BY WILLIAM H. COX, JR., M.D. 





Many children with attention deficit disorder also meet 
DSM-III criteria for separation anxiety disorder, the symp- 
toms of which cluster in four of the nine criteria. In a study 
of 14 boys with both diagnoses, the attention deficit disorder 
of every boy responded to imipramine. (Am J Psychiatry 
139:1059—1060, 1982) 








I have observed that many children meeting the 
criteria for attention deficit disorder suffer also from 
separation anxiety disorder. DSM-III permits multiple 
diagnoses on axis I, with the first diagnosis being ‘Һе 
condition that was chiefly responsible for occasioning 
the evaluation.’’ Because all of the children with both 
conditions that I have seen were referred because of 
the attention deficit disorder and none because of the 
separation anxiety disorder, attention deficit disorder 
was listed first in the axis I diagnoses. 

DSM-III lists nine symptom criteria for separation 
anxiety disorder; three are required for making the 
diagnosis. The symptoms of these children with the 
two diagnoses clustered in four of these criteria and 
were not found among the other five criteria. The four 
clustered criteria are criteria 1 (unrealistic worry about 
possible harm befalling major attachment figures or 
fear that they will leave and not return), 2 (unrealistic 
worry that an untoward calamitous event will separate 
the child from a major attachment figure, e.g., the 
child will be lost, kidnapped, killed, or the victim in an 
accident), 4 (persistent reluctance or refusal to go to 
sleep without being next.to a major attachment figure), 
and 6 (repeated nightmares involving the theme of 
separation). Criteria 3, 5, 7, 8, and 9 were never met, 
yet it is these five criteria, e.g., refusal to go to school, 
unverifiable weekday morning stomachaches, that 
tend to alert us to the presence of separation anxiety 
disorder. Indeed, the clustering may explain why the 
child with these two diagnoses has not been identified 
before. 

In addition to not meeting the same five criteria, 
these children were boys whose life style tended to 
camouflage the separation anxiety disorder. At school 
or in the neighborhood, these boys were tough and 





Received Sept. 25, 1981; revised March 18, 1982; accepted April 
28, 1982. 

From the Departntent of Psychiatry, Long Island Jewish-Hillside 
Hospital Affiliation, Queens Hospital Center, Queens, N.Y. Ad- 
dress repzint requests to Dr. Cox, Child & Adolescent Clinic. Long 
Island Jewish-Hillside Medical Center, Queens Hospital Center 
Affiliation, 82-68 164th St., Jamaica, NY 11432. 

Copyright 9 1982 American Psychiatric Association 0002-953X/82/ 
08/1059/02/$00.50. 





gregarious and played outside all the time; they rarely 
missed a day of school, and some were daredevils. 
One could say that they lacked the public svmptoms of 
separation anxiety disorder but had the prrvate ones. 
Of the four criteria that they did meet, 1, 2. and 6 are 
entirely internal states. Indeed, the parents were 
sometimes unaware of these symptoms. Evzn needing 
to sleep with a major attachment figure is manifested 
only at home and at night. It was usually treated by the 
family as an idiosyncrasy in the child. 

The question on the mental status examination that 
led these boys to open up was "Ро you worry a lot 
that something bad might happen to someone in your 
family?'' These children seemed eager for ап opportu- 
nity to talk about their worries. Two resp=nses were 
given repeatedly. One was a statement by the boy that 
he worried so much in school thet he could not 
concentrate on his work. The other was that worrving 
made him very irritable, and he was likely to strike out 
at someone without much provocation »hea3 most 
preoccupied. This led me to a hypothesis about why 
these two apparently unrelated disorders. attention 
deficit disorder and separation anxiety dis=rder, were 
appearing together so frequently. The hypothesis was 
that the separation anxiety disorder was causing an 
irritable, preoccupied state in these children that was 
producing symptoms indistinguishable from those of 
other cases of attention deficit disorder. A test of this 
hypothesis is whether the attention deficit disorder in 
these children responds to imipramine, wk:ch is effec- 
tive in separation anxiety disorder (1). 


Method 


Working in the clinic of a city hosptal over 11 
months, I was able to identify 14 boys, ranging in age 
from 7 to 11 years, who had diagnoses c7 both atten- 
tion deficit disorder and separation anxiezy disorder. 1 
began a course of imipramine with each of these 
children. The first day the patients were given two 10- 
mg tablets 2 hours apart during the da» to test for 
unusual reactions (there should be no rezction at all). 


Jn the absence of a response to the challemge dose, the 


next night each child was given 25 mg ог imipramine, 
and the dose was raised nightlv by 25 mg until they 
were taking 75 mg h.s. Those who had caly a partial 
response after 2 or 3 weeks of :his regimen had their 
dose raised by 25-mg increments umil the full effect of 
the medication was apparent. 


Results 


There was a delay of between 3 end 10 davs before 
the imipramine became effective. The response then 
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was sudden and frequently dramatic. Every boy in the 
study responded to the medication by a reduction in 
his hyperactivity and with increased attention span. In 
some, there was a marked reduction in the manifesta- 
tions of associated conduct disorders as well, with a 
reduction in their aggressiveness and increased accep- 
tance by their peers and by adults. The children, as of 
this writing, have been taking imipramine for 2 weeks 
to 10 months, depending on when they began taking it. 
The imipramine seems to have an action similar to that 
of the psychostimulants, in that the omission of a 
night's dose will lead to the return of the symptoms the 
next day. However, it has a considerable advantage 
over the psychostimulants in that, if it is given once a 
day, it produces a steady state in the child, as opposed 
to the short-acting psychostimulants. 


Discussion 


Imipramine for treatment of attention deficit disor- 
der has been studied extensively. It has been called 
ineffective (2) and unsatisfactory (3). A recent review 
of the literature (4) stated that in the treatment of 
attention deficit disorder imipramine's effectiveness 
decreases after a few weeks and that undesirable new 
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symptoms appear, such as temper outbursts, aggres- 
siveness, and antagonistic behavior. On the other 
hand, there are anecdotal reports of children who have 
had outstanding responses to imipramine (5). I found 
that, for children with the two diagnoses of attention 
deficit disorder and separation anxiety disorder, the 
attention deficit disorder responds to imipramine. The 
medication did not lose its efficacy nor did new 
symptoms develop. These findings suggest that there 
may be at least two forms of attention deficit disorder, 
responding to different medication and distinguishable 
on mental status examination. 
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Response of Panic Disorder and Resistance of Depression to Imipramine 


BY Н. GEORGE NURNBERG, M.D., AND EMIL F. COCCARO, M.D. 





The authors present the cases of two patients with panic 
disorder and major depression whose panic responded to 
imipramine but whose depression did not. (Am J Psychiatry 
139: 1060-1062, 1982) 





Although the association of panic disorder and ma- 
jor depression is well known, to our knowledge the 
case studies we present in this article are the first 
reports of a patient’s selective response to imipramine, 
which stopped the panic attacks but did not affect the 
depression. This new finding has theoretical implica- 
tions regarding the relationship between these disor- 
ders and merits further consideration. 
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Case Reports 


Case 1. Ms. A was a 26-year-old woman with a 1-уеаг 
history of severe panic attacks followed by agoraphobia and 
depression. She was unsuccessfully treated’ with amitrip- 
tyline, 250 mg/day, and mesoridazine, 200 mg/day, for 3 
months before referral. | 

On examination Ms. А was tearful and irritable and had 
retarded psychomotor activity. She said she had persistent 
dysphoria, anhedonia, feelings of guilt, and despondence, 
including intermittent suicidal ideation. She reported having 
panic attacks (five to eight per month) that were associated 
with terrifying anxiety, dyspnea, palpitations, diaphoresis, 
paresthesias, depersonalization, and derealization. Her sen- 
sorum was clear and she was free of hallucinations and 
delusions. А 

Although her mother had a history of recurrent depressive 
illness, Ms. A's psychiatric history was unremarkable. The 
results of general physical, cardiovascular, and laboratory 
examinations were unremarkable. A dexamethasone. sup- 
pression test (DST) (1) was positive at 11 p.m. (cortisol level, 
14 ug/dl). 

Drug treatment resumed with imipramine, 75 mg/day. 
Although the spontaneous panic and agoraphobia responded 
within 3 weeks, the depressive symptoms continued despite 
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treatment with 350 mg/day of imipramine for 6 weeks. Serum 
levels were 127 ng/dl of imipramine and 267 ng/dl of des- 
methylimipramine. Ms. A was offered ECT but refused it. 
She continued to be depressed, although free of panic 
attacks, on a regimen of 100 mg/day of imipramine, the 
lowest dose able to suppress the attacks, and was ‘‘waiting 
for the depression to go away.” 


Case 2. Mr. B, age 36, had six episodes of spontaneous 
panic 1 month before the onset of a major depressive 
episode. Upon referral he was noted to be anxious and 
severely dysphoric. He admitted to early morning insomnia, 
decreased appetite, pervasive anhedonia, impaired concen- 
tration, and feelings of despondence. His panic attacks were 
associated with dyspnea, palpitations, tremulousness, de- 
personalization, derealization, and the feeling of impending 
doom. He had become housebound because of his fear of 
having an attack in public. 

Mr. B had experienced minor depression at age 21, which 
had not been treated, and his mother had a depressive 
disorder. The results of general physical, cardiovascular, 
and laboratory examinations were unremarkable. A DST 
was positive at 4 p.m. (cortisol level of 6 ug/dl) and at 11 
p.m. (11 ug/dl). 

Treatment with imipramine, 75 mg/day, was started and 
the dose was gradually increased. Although Mr. B's panic 
attacks ceased after 2 weeks of therapy, his depressive 
symptoms remained prominent despite an imipramine dose 
of 350 mg/day for 6 weeks. His serum levels were 163 ng/dl 
of imipramine and 295 ng/dl of desmethylimipramine. The 
depressive symptoms improved after six ECT sessions. Six 
weeks later, Mr. B spontaneously stopped his maintenance 
imipramine treatment (75 mg/day) and three panic attacks 
occurred within 2 weeks. He resumed medication and con- 
tinued to be free of panic attacks 6 months later. 


Discussion 


Spontaneous panic is a symptom complex of un- 
known etiology with clinical manifestations likely to 
be secondary to paroxysmal central noradrenergic 
hyperactivity of locus coeruleus origin. It can be 
blocked postsynaptically by peripherally and/or cen- 
trally acting B-adrenergic antagonists, by centrally 
acting presynaptic a-2-agonists (2), or, through un- 
clear mechanisms, by tricyclic or MAOI antidepres- 
sants. The question of a relationship to affective illness 
has been explored phenomenologically and pharmaco- 
logically with confusing and conflicting results. 

Bowen and Kohut (3), studying agoraphobic pa- 
tients with panic, found positive personal (91%) and 
family (84%) histories of depressive illness in their 
sample and suggested that the disorder is secondary to 
underlying affective disease. Munjack and Moss (4) 
used stricter criteria and found significant but fewer 
depressive episades (41%) in their agoraphobic group 
and frequent positive family history of alcoholism, 
possibly a marker common to both disorders. They 
also suggested that depression may be the principal 
reason that many of these patients seek treatment and 
that it might artificially wash out intergroup differ- 
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ences occurring in a more random population of pa- 
tients. 

Studying these disorders in a sample cf depressed 
patients, Shapira and associates (5) found premorbid 
agoraphobia (coincidence of panic not stzted) in 11% 
of the patients and no significant relations-ip between 
onset of the depressive and phobic states, and they 
suggested that the presence of agoraphobiz symptoms 
indicates vulnerability to affective disorder. Woodruff 
and associates (6), in a prospective stuzy of acute 
depression, reported a history of "anxiety attacks" in 
1196-1596 of their sample. Fur:her statist cal analysis 
showed a higher incidence of diagnostic symptoms of 
depression than of ''anxiety attacks’? (r«.001). Al- 
though it appears that spontaneous panic raay occur in 
a subgroup of patients with historic, genetic, and 
pharmacotherapeutic (3) evidence of depressive disor- 
ders, it is not commonly noted in acute depressive 
illness. 

The differing drug response that we observed clini- 
cally and pharmacologic studies of phobic states, with 
or without spontaneous panic or depression, suggest 
that those entities can be differentiated in an individual 
patient. The antipanic action of tricyclic or MAOI 
agents is usually manifested earlier in the course of 
treatment and at lower doses than is the artidepressant 
effect (7). Kelly and associates (8) and Tyrer and 
associates (9) reported that improvement іг phobic 
symptoms, including spontaneous panic. did not cor- 
relate with initial depression and suggested that phen- 
elzine's antiphobic action was not ancidepressive. 
Also, В-айгепегріс antagonists, which blozk spontane- 
ous panic, do not affect depressive symptoms in 
depressed patients with coexisting panic. 

Both patients in this report had an initial panic 
disorder that become complicated by agoraphobia well 
before major depression (with melanchoEa confirmed 
by a DST) supervened. Imipramine effectrvely blocked 
panic at a lower dose, although the depression was 
unresponsive despite an adequate higher dose (350 mg/ 
day) for more than 6 weeks, confirmed by blood 
levels. Imipramine's efficacy for panic symptoms was 
established when attempts to withdraw Л resulted in 
return of panic symptoms in both the presence (Ms. A) 
and absence (Мг. B) of depressive symp:oms. These 
patients’ clinical courses suggest idiosyrcratic partial 
responses, a new subpopulaticn, or dissociation of the 
two entities. 

To postulate a linkage between panic disorder and 
affective disorder on the basis of positiv? behavioral 
responses to antidepressants suggests ad hoc formula- 
tion and can obscure distinctive common characteris- 
tics in these patients. Drug response cuts across 
nosologic groups and should uncover subpopulations 
and identify specific developmental, paysiological, 
psychological, and social similarities (10) On the basis 
of our two cases and the findings in the iterature. we 
suggest that efforts to combine the diagrosis of panic 
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disorder etiologically with affective disorder are pre- 
mature. 
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Preliminary Report on the Dexamethasone 
Disturbed Adolescents 


BY FRANK E. CRUMLEY, M.D., JOHANNA CLEVENGER, M. 








Of 100 adolescents who showed evidence of a depressive 
disorder and were given the dexamethasone suppression test 
(DST), 4296 had abnormal results. Several had mixed or 
contradictory symptoms and the DST helped in diagnosis of 
an affective disorder and in treatment planning. (Am 1 
Psychiatry 139:1062—1054, 1982) | 








The dexamethasone suppression test (DST) has 
been described (1) as a biological marker for melan- 
cholia primarily in adult patients. Although two re- 
ports (2, 3) have included patients as young as 15 years 
and one case report (4) involved a 16-year-old, to our 
knowledge no published study has focused on adoles- 
cents. In this paper we summarize our experience with 
the DST over the pas: 3 years with adolescent patients 
being treated for psychiatric disorders. 


Method 


The patients studied were from our individual pri- 
vate solo practices and included both inpatients and 
outpatients, with a predominance (8896) of hospital- 
ized adolescents. The adolescents had been selected 
for evaluation with the DST because of symptoms or 
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Suppression Test for Psychiatrically 


D., DAN STEINFINK, M.D., AND DAVID OLDHAM, M.D. 


history of depression, either overt or hidden. The 
initial patients evaluated had prominent . depressive 
features and presented marked diagnostic or treatment 
difficulties. Later on, we selected patients who had 
less prominent signs of depression but for whom a 
depressive syndrome was suspected and needed to be 
ruled out. History of depression, suicide attempt, and 
family history of depression, as well as mental status, 
were included as indicators of a possible current 
depression. 

We retrospectively reviewed our records of serum 
cortisol evaluations to identify all patients within the 
age range of 12-18 years who had been given the DST 
between 1979 and 1981. There were 43 boys and 57 
girls. An abnormal DST result was defined as a serum 
cortisol level of 4 g/dl or above at either the 4:00 p.m. 
or 11:00 p.m. sampling after administration of 1 mg or 
2 mg of oral dexamethasone at 11:00 or 11:30 p.m. the 
night before. A dexamethasone dose of 2 mg was used 
for all patients evaluated before January 1981, and 1 
mg was given routinely for all tests after that date; 17 
patients were given 2 mg, and 83 were given 1 mg. 
From 12 outpatients only a 4:00 p.m. postdexametha- 
sone blood sample was obtained. Serum cortisol levels 
were measured by radioimmunoassay with a sensitiv- 
ity of 1 ug/dl and above at Baylor University Medical 
Center's Weinberger Endocrinology Laboratory. The 
diagnoses were made at the time of the study accord- 
ing to DSM-III and were based on all information 
available. Patients were not tested with the DST if 
they had a physical condition or were taking medica- 
tion that would interfere with a normal steroid sup- 
pression (4). 
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TABLE 1. Characteristics of 42 Adolescent Patients with Abnormal DST Results 


UR 





Cortisol Level 








Age (u.g/dl) DSM-III Diagnosis 
Patient Number (years) Sex. 4pm. Il p.m. Axis 1 Asis H 
Patients who received 
2 mg of dexamethasone 
1 14 M 4.3 2.2 Major depression 
2 17 F 1.7 6.8 Bipolar depression 
3 18 F 4.2 5.2 Major depression 
4 16 F — 4.9 Major depression Passive aggressive personality 
5 18 F 2 8.3 Major depression. cannabis ў 
dépendence : ; 
6 13 F 6.9 — Major depression 
7 17 F 30.4 10.4 Major depression 
8 14 F 2.7 13.9 Major depression 
Patients who received Р ` | 
1 mg of dexamethasone У 
9 17 M 7.2 2.3 Major depression Borderline pe~sonality 
10 17 Е 25.7 — Atypical depression, attention deficit Ніѕігіопіс personality 
` disorder ; j 
H 17 Е 20.0 — Attention deficit disorder. develop- Mixed personality disorder 
mental language disorder 
12 13 Е 16.5 4.3 Bipolar disorder mixed 
13 * 18 M 6.3 8.3 Major depression Borderline personality 
14 15 F 12.8 —. Atypical depression Borderline personality 
15 16 F 2.0 6.6 Major depression. bulimia ; 
16 12 Е 9.4 — Major depression Borderline personality 
17 14 Е 31.7 12.9 Major depression 
18 14 Е 9.6 2.4 Atypical psychosis 
198 17 F 4.5 — Major depression Compulsive traits 
20 16 F 4.2 7.8 Major depression, bulimia . 
21 15 F 2.9 4.7 | Major depression Passive agressve personality 
22 17 F — 4.2 . Major depression Borderline personality 
23 16 M 6.4 7.4 Conduct disorder 
24 16 F 4.0 4.0 Major depression Histrionic personelity 
25 16 M 1.1 5.2 Cannabis dependence, major А : 
depression 
26 15 M 6.2 6.4 Bipolar disorder, mixed 
27 15 F 4.0 10.0 Major depression ` Histrionic personality : 
28a 16 M 23.5 — Major depression j 
29 15 M 24.8 5.7 Conduct: disorder 
30 16 F 10.8 11.3 Major depression 
31 16 M 3.6 4.1 Major depression, conduct disorder 
32 16 F 3.6 5.2 Major depression Borderline traizs 
33 18 F 6.9 8.5 Cannabis dependence Borderline personality 
34 12 F 18.6 13.8 — Major depression 
35 16 F 1.0 5.4 Major depression 
36 16 M 3.8 4.5 Cannabis dependence 
37 14 E 1.4 8.9 Мајог depression 
38 15 M 5.4 1.9 Conduct disorder, cannabis 
- dependence 
39 15 F 5.8 3.2 Major depression Histrion:c perscnality 
40 15 F 74 6.3 Major depression Borderline per-onality 
4l 15 F 7.1 6.3 Major depression Schizoid persoaality 
42 14 Е 9.8 15.2» Major depression Borderline per: onality 





` aThis was an outpatient. 
‘Sample was taken at 8:35 p.m. 


Results 


Of the 100 patients who received a DST, 42 had 
cortisol levels of 4 g/dl or higher: 8 patients (47%) 
who received 2 mg of dexamethasone and 34 (41%) 
who received 1 mg. Thirty-four had cortisol levels of 5 
ug/dl or higher: 6 (35%) who received the 2-mg dexa- 
methasone dose and 28 (34%) who received 1 mg. 
Table 1 contains the age, sex, diagnoses, and cortisol 


levels of the patients who had abnormal DST results. 
There were 11 boys and 31 girls. and 60% Fad a history 
of drug abuse, primarily of marijuana. Also, 60% had 
made a suicide attempt. and 67% had a family history 
of depression. Additional diagnoses included develop- 
mental learning disabilities, attention defic:t disorder. 
and bulimia. One patient’s cousin (age 22) had an abnor- 
mal DST during treatment of psychotic depression; 


з 
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Discussion 


Although some of the patients selected for the DST 
showed typical symptoms of a major depression with 
melancholia or with psychotic features, many initially 
had a mixture of apparent characterological problems, 
reactive disorders, or neurotic patterns. А positive 
DST contributed to the change of diagnosis to an 
affective disorder or the recognition of an additional 
affective diagnosis. This resulted in an improved re- 
sponse to treatment among several patients, particu- 
larly after treatment with mood-altering medication. 
When the affective disorder was superimposed over a 
personality disorder or a neurotic pattern, the recogni- 
tion and treatment of the mood disorder allowed the 
adolescent to begin working on these other issues in 
psychotherapy. 

The slightly higher »ercentage of nonsuppressors in 
the group that received the 2-mg dose of dexametha- 
sone is probably relzted to use of stricter selection 
criteria for these initial 17 patients. 

The DST was particularly helpful in confirming the 
diagnosis of a bipolar disorder, mixed type, which 
presented a confusing picture of contradictory manic 
and depressive symptoms. Both of the patients with 
this disorder had been previously diagnosed as having 
a schizophenic disorder. Both responded well to a 
combination of antidepressant and antipsychotic medi- 
cation, and later both were successfully treated with 
lithium. Similarily, when psychotic symptoms were 
mixed with marked paranoid features the DST helped 
to recognize the affective component. 
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Three patients who had shown initial negative re- 
sults had positive results when the test was repeated 
during an exacerbation of the depression. This empha- 
sizes the importance of not using a single negative test 
to rule out any specific diagnosis or treatment and the 
importance of repeating the test during a recurrent or 
continuing depressive episode. 

Of the 9 patients given repeat DSTs at approximate- 
ly 1-month intervals, 8 had returned to normal sup- 
pression during treatment, usually with antidepressant 
medication and within 1-2 months. One patient's 
cortisol level remained abnormal but gradually less- 
ened over 6 months, except for an increase during a 
time of stress and increased depression. 

We have found the DST to be a useful biological 
marker in helping to identify an affective syndrome in 
adolescent patients. We plan a prospective study to 
clarify our initial clinical impression of its potential 
value. 
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ECT Use for a Patient with Malignant Hyperthermia 


BY RONALD D. FRANKS, M.D., BERNARD AOUEILLE HI, M.D., MARGARET С. MAHOWALD, M.D., 


AND NANCY MASSON 





The authors used dantrolene as a prophylactic during ECT 
with a depressed patient susceptible to malignant hyperther- 
mia. Succinylcholine and tricyclic and MAO-inhibiting anti- 
depressants can precipitate malignant hyperthermia and 
were thus avoided. (Am J Psychiatry 139:1065-1066, 1982) 





Malignant hyperthermia is a pharmacogenetic my- 
opathy separate from malignant neuroleptic syndrome 
that usually occurs in response to general anesthesia 
and is characterized by respiratory and metabolic 
acidosis, arrhythmias, hyperpyrexia, and muscle rigid- 
ity (1, 2). In genetically susceptible individuals, malig- 
nant hyperthermia can be precipitated by catechol- 
amines, potent inhalation anesthetic agents (halo- 
thane), succinylcholine, tricyclic antidepressants, and 
MAO irhibitors (1, 2). Left untreated it has a 30%- 
7096 mortality rate (1, 2). Dantrolene sodium, a potent 
inhibitor of excitation-contraction coupling in skeletal 
muscle, has been used successfully to either prevent 
or abort this reaction in susceptible individuals (2). To 
our knowledge, the following is the first report of the 
successful use of ECT for a depressed patient with 
known malignant hyperthermia. 


Case Report 


Ms. A was a 28-year-old woman with a 9-year history of 
dependent personality disorder accompanied by frequent 
somatic complaints and chronic anxiety. Two months before 
hospitalization she became depressed and developed vegeta- 
tive signs and suicidal ideation. Various combinations of 
tricyclic antidepressants and neuroleptics, including desipra- 
mine, amitriptyline, and thioridazine, provided only tran- 
sient improvement. Mood-congruent delusions and in- 
creased suicidal ideation eventually resulted in hospitaliza- 
tion. 

Ms. А had developed masseter rigidity after the adminis- 
tration of succinylcholine during induction of anesthesia for 
a laparoscopy approximately 1 year before the current 
admission. Subsequently, the diagnosis of malignant hyper- 
thermia was verified by a platelet bioassay (3). This test 
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involves the in vitro exposure of the patiert's piatelets to 
halothane. A reduction of 60% or more in purine nucleotides 
is diagnostic of a genetic predisposition for mzlignant hyper- 
thermia. After the laparoscopy, Ms. A showed a 63% 
reduction; at the time of her psychiatric admission it was 
71%. Other abnormal laboratory results included a dexa- 
methasone suppression test (DST), showing escape at both 4 
p.m. and 11 p.m. (Cortisol levels were 20 pgrdl and 8 ug/dl, 
respectively; normal <5 ug/dl); a 24-hour urire MHPG level 
of 366 yg/24 hours (normal 21000 ug/24 hours, National 
Psychopharmacology Laboratory, Knoxville, Tenn.); milc 
thoracic lumbar scoliosis by X-ray; and an elevated creatine 
phosphokinase level of 489 IU/liter (normal-20—134). The 
scoliosis and elevated creatine phosphokinasz are frequent 
findings in patients genetically suscepti5le to the develop- 
ment of malignant hyperthermia (2, 4). 

Upon Ms. A's admission the amitriptyline "vas discontin- 
ued for lack of response and for fear of eiiciting a hvperther- 
mic reaction. Haloperidol and then thiothixene were tried 
without success. Because of the biological indicators of 
depression (DST, МНРС), clinical history, end poor drug 
response, electroconvulsive therapy (ECT) was offered. 

After Ms. A gave informed consent and in consultation 
with the anesthesiology department, we pretreated Ms. A 
with oral dantrolene sodium, 2 mg/kg per day 150 mg b.i.d.). 
for 4 days before the first ECT session. This pretreatment 
was used to provide greater protection agains: the develop- 
ment of malignant hyperthermia during the ECT. During this 
4-day period Ms. А demonstrated a decrease in her depres- 
sion. 

Dantrolene sodium, 6 mg/kg (300 mg), wes then given 
orally 8 hours before the first ECT session. B2cause of her 
marked anxiety, we premedicated Ms. A. heavily with 10 mg 
of oral diazepam, 50 mg i.m. of meperidine, and 2.5 mg i.m. 
of droperidol 1 hour before the first treatment. Sedation was 
satisfactory. Ms. А was monitored with tre aid of an 
electrocardiogram, blood pressure cuff, precordial stetho- 
scope, rectal thermometer probe, and EEG throughout each 
ECT session. She was ventilated continuously with 100% 
oxygen. General anesthesia was induced wih thiamylal 
sodium, 300 mg i.v. We used a MECTA-M machine and 
unilateral (Muller) electrode placement to induce seizures. 
The stimulus frequency was 60 Hz, the pulse width was .75 
msec, and the total duration was 1.25 sec. Despite diaze- 
pam's anticonvulsant properties, there was no difficulty 
inducing a seizure with each treatment at these settings. 
Muscle rigidity with each seizure was only moderately 
severe and was easily controlled by a:tendants holding each 
limb. We felt this to be tolerable and elected not to use 
additional muscle relaxation for fear of elicitiuz malignant 
hyperthermia. After the first seizure, both of Ms. A's thighs 
were warm to the touch. Her rectal temperature was 37.5?C, 
0.5°C above normal. Within 6 min Ms. A was arcusa»le and 
we gave her an additional 2 mg/kg of oral dantro.ene sodium. 
Her temperature returned to normal withir. 30 min. A repeat 
platelet bioassay showed 61% reduction, indicating that the 
dantrolene pretreatment had probably been .nadequate. 
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With each subsequent ECT session, the oral dantrolene 
sodium dose was increased to 4 mg/kg at 8 hours and again at 
3 hours before treatment. This resulted in a platelet bioassay 
of only 23% reduction, well within normal limits. Otherwise, 

the premedication regimen remained the same, with only the 
thiamylal sodium varyinz between 200 and 300 mg. Ms. A 


received nine ECT sessions, resulting in a total seizure time. 


of 325 sec as measured by EEG monitoring. ECG, tempera- 
ture; and arterial blood pH were monitored for 3-4 hours 
after each procedure, and no abnormalities were noted. 
Liver function tests done at regular intervals also remained 
normal and the creatine phosphokinase level dropped to 23 
IU/liter (normal 20-134) during the course of the dantrolene 
therapy. 

After her third ECT szssion Ms. A became less psychotic 
and her anxiety, depression, and psychomotor retardation 
gradually decreased. A -epeat DST after the ninth treatment 
showed normal suppression (cortisol level, 1 g/dl at both 4 
p.m. and 11 p.m.) The ECT was discontinued. Ms. A 
continued to take dantrolene, 5 mg b.i.d., after discharge 
because she felt it helped control her anxiety. 


Discussion 


The pathophysiology of malignant yperit is 
felt to consist of enhznced excitation-contraction cou- 
pling of skeletal muscle, stimulated by increased intra- 
cellular releasé of calcium from the sarcoplasmic retic- 
ulum (1). This self-perpetuating reaction is aborted by 
dantrolene sodium apparently through inhibition of 
this calcium release, thus greatly. reducing the morbid- 
ity and mortality (1, 2). Although usually precipitated 
by succinylcholine or halothane, malignant hyperther- 
mia can also be caused by nonanesthetic drugs with 
anticholinergic properties, such as tricyclic antide- 
pressants and MAO inhibitors (1, 2). Fortunately, the 
recent development of the platelét bioassay for pa- 
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tients: with either a perscnal or family history of 
suspected malignant hyperthermia has enabled identi- 
fication of those at risk (3). We believe that our 
experience suggests that such a patient, if depressed, 
may be given ECT safely through prophylactic use of 
dantrolene and avoidance of succinylcholine. 

Of interest is the simultaneous occurrence of de- 
pression and malignant hyperthermia. Although it was 
most likely coincidental, anecdotal evidence suggests 
a greater incidence of mental illness in patients with 
malignant. hyperthermia, which we are currently inves- 
tigating. Also, with recent reports linking calcium 
metabolism to affective disorders (5), the purported 
disturbance of intracellular calcium leading to malig- 
nant hyperthermia (1, 2), Ms. A's apparent psycholog- 
ical response to dantrolene, and an initial favorable 
trial of verapamil (a calcium channel blocker) in mania 
(6), the further study of malignant hyperthermia may 
help determine the role of calcium in certain forms of 
affective illness. 
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Classics in Psychoanalytic Technique, edited by Robert 
Langs. New York, Jason Aronson, 1981, 518 pp., $50.00. 


This book is not what its title leads the reader to believe. 
This is no innocent collection of classical papers on tech- 
niques endemic to the psychoanalytic situation. Nor is this 
even an innocent accounting of the historical development of 
clinical taeory. No historical accounting can be innocent. 
History is always narrated with a purpose in mind: to 
convince the reader that certain ideas evolved because of or 
in spite of certain conditions. Dr. Langs tells his version of 
history for tis purpose. However, recognition of this prag- 
matism should not necessarily dissuade the prospective 
purchaser of this 500-plus-page volume. But one should 
know the kind of turf one will have to negotiate. 

Dr. Langs tells a romantic tale. He describes a journey in 
psychoanalytic history in quest of the most accurate render- 
ing of therapeutic action in the psychoanalytic discourse. 
This journey is inspired by heroic revolutionaries, some sung 
(Searles, Greenson, Langs), some unsung (Bird, Tower, 
Bleger), who have all turned their backs on whom else but 
the classical Freudians. These classical analysts are the 
narrative's antiheroes. They have succumbed to a Freudian 
orthodoxy of fixed and rigid clinical epistemology. They 
have even managed to suppress the creativity offered by our 
heroes. We are hearing a familiar story, which has also been 
told by glib journalists, radical psychiatrists, and the unin- 
formed sections of the feminist movement. The content is 
now different. Dr. Langs emphatically tells us that classical 
Freudians overindulge transference phenomena, which they 
cannot empirically define well anyway. With their blinders 
on, they have neglected large categories of phenomena, 
including the analyst’s countertransferential pathological 
disruptions of the therapeutic process, which in turn deter- 
mine ‘‘interactional pathology—vicious cycles of pathologi- 
cal transference and countertransference which serve to 
repeat rather than modify the pathogenic past and reinforce 
the present psychopathology” (p. 177). Because classical 
Freudians emphasize only the pathological distortions of the 
identified patient, they neglect the patient's nontransference 
functioning, an essentially adaptational resource that oper- 
ates on a healthy conscious-unconscious spectrum and 
serves as a corrective and curative factor on behalf of the 
therapist. Langs attributes these antiheroic attitudes to the 
Freudians' own personal unresolved psychopathology (p. 
138). It is as if all of current American training in psychoanal- 
ysis does not consist of long training analyses and supervised 
control cases where the complex subleties of countertrans- 
ference are taught as well as the meaning of analytic neutrali- 
ty, as if the first lesson a candidate does not learn is that the 
patient may be right! 

Langs goes on to cull from the classical literature on 
techniques certain representatives (Strachey, Loewald, 


Beres, and Arlow) who he feels have a definite :nteractional 
tone. It is as if these classicists were Marranos harboring 
secret worship to a forbidden god -ather than simply and 
seriously developing these same ideas without all the revolu- 
tionary hoopla. Instead, Langs recruits them unknowingly 
into his imaginary army, which he unabashedly leads for- 
ward toward the interactional-edaptational view Follow this 
example of his logical entrapment: ‘‘The literature on the 
therapeutic and working alliances zan be viewed in this 
perspective as a record of how classical analvsts have 
explored dimensions of the therapeutic relationship bevond 
the transference component, thereky bringing tc the fore 
important interactional considerations. This then promotes 
analytic work with the pathology of both patiznt and ana- 
lyst’? (p. 304; my emphasis). Every army needs a battle- 
ground, and Langs never tires of creating rabid straw dogs 
for his appointed heroes to innoculate. In his epilogue, not 
accidentally titled “Truth Therapy/Lie Therapy." he harshly 
splits the worlds of patients and analysts into two apposing 


' camps. He categorically states that at th:s point in psycho- 


analytic history, lie therapy predominates in most individ- 
uals’ practice (p. 511). That psychoanalysis can эе incompe- 
tently performed is a consensually accepted clear and pres- 
ent danger. That it is in fact pervasively so practiced is an 
epidemiology that needs arduous testing anc not ardent 
assertion, no matter how well intentioned. 

But what is Langs's intention in zelling suc- a strategic 
romance? He has collected 43 papers and distr.buted them 
according to the following seven categories: transference, 
nontransference, countertransference, noncountertransfer- 
ence, the therapeutic and working aliance, the therapeutic 
interaction, and the therapeutic setting and hold. These seem 
like innocent, even logically correct categories, until one 
suddenly realizes that Langs has written of these same 
categories in his own work (five papers of wh:ch, including 
the epilogue, are in this volume) as essential components of 
the psychoanalytic situation, which only his interactional- 
adaptational theory of technique can effectively encompass. 
So we are presented with a volume whose title is at best a 
misnomer. It is a strategically well-worked-out attempt to 
convince the reader that the interactional-adaptational view 
of the psychoanalytic situation as elaborated by Langs and 
other heroes is something new and comprezersive and 
somehow discontinuous with the classically Freudian. 

The papers themselves are interesting in themselves. They 
are chosen from another book by Langs, The Therapeutic 
Interaction (1), a 1976 collection of more than 509 abstracted 
articles on technique. With the exception о? Lcewald's 
article on ‘‘The Therapeutic Action of Psychoanalysis,” 
which is abstracted, the remaining 42 are presented in their 
original form. Many are indeed classizs bv semi-al thinkers, 
for example, Freud, Greenacre, Gill, Annie Re:ch, Hei- 
mann, Kernberg, Bion Sandler, Sterba, Zetzel, Xanzer, 
Eissler, Winnicott, and Khan. Each af the sever. раг:ѕ of the 
book is introduced by Langs's commentary, as is each 
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paper. The commentarv in the main serves the purpose of 
naming the designated author as either friend, foe, or at least 
secret admirer of the interactional-adaptational view. Analy- 
sis of content proceeds little further. 

In summary, the reader can either approach this book as 
an introduction to the clinical thinking of Robert Langs, 
which it really is, or, if he or she is uninterested in Langs or 
is already familiar with him, skip the editor’s commentaries 
and just read the papers themselves. 
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Prisoners of Childhood: How Narcissistic Parents Form and 
Deform the Emotional Lives of Their Gifted Children, by 
Alice Miller. Translated from the German by Ruth Ward. 
New York, Basic Booxs, 1981, 116 pp., $10.00. 


This little book by the Swiss psychoanalyst Alice Miller is 
an evocative treatise on narcissism. Because discussions of 
that topic have been confined mainly to clinical psycho- 
pathology, little attention has been paid to what might be 
called the narcissistic phenomena of everyday life. The 
central issue focused on by the object-relations theorists is 
that narcissistic forms are severe characterologic constric- 
tions molded by pathological early mother-child interac- 
tions. The “false self" emerges as the child's response to 
narcissistic demands of the mother at the expense of the 
child's aliveness and sense of authenticity. But the notion of 
character constriction or deformity in this context is mis- 
leading because it excludes adaptive considerations. A mi- 
croscopic field or a sharply honed knife-edge is a sort of 
constriction too. Miller highlights the fact that narcissistic 
character features are not uncommon, especially in gifted 
people, and that they generously extend as adaptive forms 
into the lives of manv adults. Empathy is the example par 
excellence: early mother-child interactions determine the 
configuration and subtle nuances of that complex normal 
adult function. Miller suggests that the exquisitely tuned 
empathic operations of the psychoanalyst provide the model 
for one type of adult residue formed early on in the crucible 
of sacrifice to maternal narcissism. Allowing for the ephem- 
eral nature of the boundary between normal and pathological 

-in mental life—a fact that confounds our best efforts at 
nosology—it is unlikely that any of us escapes narcissistic 
wounds of some sort and consequent influences on adult 
personality. 

‘Through a rich sampling of data drawn from the analytic 
consulting room, from literature, and from literary biogra- 
phy, Miller works the dyadic themes of falseness defending 
against dangerous authenticity, contempt defending against 
painful humiliation, and grandiosity defending against crush- 
ing depression. Her wisdom and warmth are apparent 
throughout, and that wisdom extends to her choice to 
sidestep the metapsychological controversies surrounding 
object-relations theory and self psychology. This is a clini- 
cian's note pad, and it makes for the sort of reading that 
translates immediately into sharpened observations. The 
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book has a literate, ranging, European style that leaves the 
reader with a refrain of ideas and emotions which lingers, 
flickering back, in and out of remembered awareness. 


Justin Simon, M.D. 
Berkeley, Calif. 


The Course of Life: Psychoanalytic Contributions Toward 
Understanding Personality Development, Vol. I. Infancy and 
Early Childhood, edited by Stanley I. Greenspan and George 
Н. Pollock. Adelphi, Md., National Institute of Mental 
Health, 1980, 642 pp., no price listed. 


The Course of Life: Psychoanalytic Contributions Toward 
Understanding Personality Development, Vol. П. Latency, 
Adolescence and Youth, edited by Stanley I. Greenspan and 
George Н. Pollock. Adelphi, Md., National Institute of 
Mental Health, 1980, 534 pp., no price listed. 


The Course of Life: Psychoanalytic Contributions Toward 
Understanding Personality Development, Vol. III. Adulthood 
and the Aging Process, edited by Stanley I. Greenspan and 
George H. Pollock. Adelphi, Md., National Institute of 
Mental Health, 1980, 590 pp., no price listed. 


The traditional psychoanalytic view of development has 
maintained that the major identifications and mental struc- 
tures that define character are formed during the oedipal 


period and that later experience and growth influence these - 


structures little, if at all. Thus adolescence and the not 
infrequent adult crises of birth and death or success and 
failure were thought to contribute little of importance to the 
adult personality. This reductionism was questioned early in 
the analytic movement by Jung and subsequently most 
influentially by Erikson. More recently the followers of 
Kohut have suggested that significant self-object relations 
have a profound influence on individuals at all phases of the 
life cycle. An example is the courage ànd composure that a 
dying man may derive from the admiration of one who will 
survive him. 

In the three volumes on Tke Course of Life edited by Drs. 
Greenspan and Pollock, the traditional view is still evident, but 
most of the contributors appreciate the complexity of deter- 
mining the importance of different influences on development 
at different phases of the life zycle. Childhood identifications, 
constitutional tendencies, biological changes, significant adult 
relationships to spouse, child, and aging parent, and the effects 
of culture are all recognized as important and are examined. ' 
The overall result is an impressive demonstration of the range, 
subtlety, and richness of the psychoanalytic perspective. 

Volume I on Infancy and Early Childhood begins with 
original essays by Anna Freud and Eric Erikson that review 
their now classic contributions. Volumes II and III focus, 
respectively, on Latency, Adolescence and Youth, and 
Adulthood and the Aging Process. The list of contributors is 
virtually a Who’s Who of contemporary American and 


British psychoanalysis. Some omissions, such as Levinson. 


and Neugarten, may be due to their nonpsychoanalytic 
focus. More difficult to understand is the omission of more 
contributions from the Kleinian апа self-psychology 
schools. .. 
Although several of the contributions are reprints, the 
editors are to be commended for gathering original articles 
from so many distinguished investigators while keeping the 
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inevitable repetition occurring in such a collection to a 
minimum. The contributións are from many different 
sources of analytic research: observation of infants and 
children, analytic reconstruction during psychoanalysis, bi- 
ology, and the integration of findings from other fields such 
as cognitive psychology, linguistics, and anthropology. Ап 


encouraging aspect of the book is the degree to which . . 


psychoanalysis has enlarged its scope by integrating knowl- 
edge from outside the psychoanalyst's consulting room and 
establishing itself as a general psychology. 

The number of issues these volumes address is immense. I 
will mention only a few. Volume I is especially successful in 
the integration of biological and psychoanalytic perspec- 
tives. For example, the article by T. Berry Brazelton, a 
pediatrician, on '*Neonatal Assessment” focuses on the 
interaction between the neonate and parents that begins at 
birth and results in a remarkable entrainment of infant and 
adult behavioral rhythms. The interference with this entrain- 
ment because of biological and/or psychological impedi- 
ments can result not only in-the mutual frustration of parent 
and neonate but in a failure to thrive as an infant and, in 
more subtle ways, a failure to thrive as a parent. The 
implications ‘and possibilities for intervention are exciting 
and immense. 

Volume П is an equally excellent volume. More of the data 
in this volume are derived from normative studies and the 
analyst's consulting room, but there is still an effort at 
integrating various sources of knowledge into a psychoana- 
lytic framework. Aaron Esman, in his essay on ‘‘Mid- 
Adolescence: Foundations for Later Psychopathology,” 
provides а concisely focused survey of the major develop- 
mental issues in midadolescence. Esman discusses such 
factors as parental capacity to tolerate the emerging sexual- 
ity of the child, the trauma of delayed puberty, and the 
quality of the peer group and surrogate parents available and 
shows how these may lead to the development of future 
pathology. This chapter is an exemplary model of how 
childhood experiences, biological changes, and current so- 
cial milieu can be meaningfully integrated into a theory of 
pathology. р 

Volume III is the least successful book of the three. Most 
of the data are derived from psychoanalytic treatments and 
tend for the most part to conform to orthodox analytic views 
regarding adult development. There are, however, several 
exceptional essays. One, by David Gutmann, titled ‘‘Psy- 
choanalysis and Aging: A Developmental View,” examines 
the ‘‘parental imperative” and its effect on male and female 
gender identification and narcissism. The focus is less on the 
influence of early experiences, which several other essays 
address, and more on the profound effect an infant has as a 
“transforming object” on the adult. For example, Gutmann 
argues that parenting represents an essential phase in the 
maturation of adult narcissism. Adult struggles with issues of 
omnipotence and the horror of personal death become 
transformed into a caring hopefulness regarding the child's 
development and a horror of the child's dying. He also 
maintains that the current focus on older age as a period of 
loss and mourning neglects the wisdom and the capacity to 
appreciate and defend traditional abstract ideas that come 

` with age. This is a brilliant and exciting essay that uses data 
from the psychoanalytic study of primitive society. 

One measure of the success of a collection of this sort is 
the extent to which one feels one has attained an overview of 
а field full ofgomplexities, ambiguities, and unanswered 
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questions. By this measure, editors Greenspan and Pollock 
have succeeded. They have provided a referenze that will 
stimulate all those interested in the course of life and a 
psychoanalytic approach to developmental psvchology. I 
recommend the books highly. 


MICHAEL Н. $АСК5, М.Р. 
New York, N.Y. 


Verbal Behavior: Adaptation and Psychopatholozy, by Walter 
Weintraub. New York, Springer Publishing C3., 1981, 214 
pp., $17.95. . . 


Language as it takes form in verbal behavior is an observ- 
able, recordable product of human beings w:th form and 
content that can be analyzed in varying ways. Psychiatrists 
have long attended to language as a clinical datum, but 
following Kasanin’s book in 1944 (1) there was a hiatus in 
psychiatric interest in language. During this lapse, a small 


‘event in intellectual history launched a minor revolution іп 


linguistics and occasioned a new area of ferment ultimately 
evolving into psycholinguistics. Anotàer book called Verbal 
Behavior was published in 1957 by B.F. Skinner (2); this 
book was the occasion for a critical response эу a young 
linguist, Noam Chomsky, who then wrote ar influential 
monograph (3). . 

Weintraub started his linguistic studies in 1962, and there- 
fore he can be counted among the new pioneers in the 
psychiatric application of linguistic analysis. As a psychoan- 
alyst, he states that he is interested in-determining whether 
styles of speaking and choice of syntactic structures mirror 
coping and defense mechanisms. He further endeavors to 
show that grammatical form reveals. enduring personality 
traits. His Verbal Behavior is a summary of a number of 
studies completed since 1962 of a nonclinical group of 46 
men, women, and children of varying ages anc of deviant 
groups, including impulsive, delusional, depressive, compul- 


sive, and alcoholic individuals as well as tinge 2aters. There , 


is also a small sample of verbalization during angry states 
and a study of written language compared with oral lan- 
guage. The analysis is then applied to the transcripts of the 
four main actors in the Watergate scandal. The latter analy- 
sis was reported in the popular press ard has elicited the 
most public interest. Weintraub claimed that zhe character 
organizations of Nixon and his associates were well revealed 
by their speech performances in those ignominious but well- 
documented exchanges. ` 

Weintraub indicates that linguistic analvsis mizht be more 
widespread and in more constant use if the techniques were 
simpler, more economic, and more precise. And he does 
present a system of great economy: 10-minute transcripts of 
approximately 1,000 words are analyzed into categories. The 
first three categories are nonlinguistic: quantity, pause, and 
rate. The next four are variants оп the person speaking—l, 
We, Me, and nonpersonal references. Direct reference, 


‘negative qualifiers, retractors, explainers, evaluators, and 


expression of feelings round out the categories. These varia- 


‘bles are then correlated to the varying personality styles and 


the use of specific defenses. 

The hypotheses developed are low level ard beset with 
problems of circularity. For example, most clinicians would 
not be surprised that depressive individuals use smaller 
quantities of speech, with longer pauses and 2 slower rate, 
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and have a higher rate of expression of feeling; or that 
retracting signifies the defense of undoing; or that explaining 


` . correlates with rationalization. Indeed, the psychoanalytic 


"inference of varied defensive mechanisms derives from 

- empirical observations, which include the very verbal form 
and content from which these inferences are made. What the 

. Weintraub'study provides that psychoanalysis usually does 
not provide is quantification.. 

Though the bibliography is broad, there are glaring omis- 
sions of major psychoanalytic thinkers who also have stud- 
ied language. These include Rosen, Lacan, and Littowitz, 
and there is only one citation each for Edelheit, Dahl, and 
Spence. Similarly, in the language development area, major 
contributors such as Bloom, Bever, and McNeil, among 
others, are omitted. 

The text itself presents a number of boldly stated but 
unsupported declarations. For example, it is not certain that 
children might learn tae past either receptively or expres- 


sively before the future. Moreover, some will find Ше. 


author's statements about women stereotyped and antifemi- 
*.nist. At least I bristled at the statement, ‘‘Women smooth 
the edges of controversy by explaining" (p. 69) and the 
notion that the use of ''me" indicates women's passive 
strivings. The experimenter is introduced as “һе” and the 
subject is referred tc as ‘‘she,’’ as though it were the 
universal case that the subject is a woman and the man is the 
experimenter. Finally, although the author claims his verbal 
analysis is syntactic, it is not syntactic in the modern sense 
of structural or complexity analysis. Deep structure and 
transformations are not the analytic results of these studies. 
. Rather, the author's analysis is semantic, with stress on 
' proforms and predicate and participle qualifiers. However, 
7 the method shows that something of worth can be derived 
. from such surface structure analysis. : 

For those interested in the potentials of language analysis 
for psychiatry, the volume may be considered an early foray 
' into tliis area that has borne some interésting results, but it is 

not representative of cui most sophisticated recent work i in 
linguistics. : 


» 
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GENERAL CLINICAL PSYCHIATRY 





Medital Outline Series: Psychiatry, 4th ed., by Merrill T. 
Eaton, Jr., M.D., Margaret Н. Peterson, M.D., and James 
A. Davis, M.D. Flushing, N.Y., Medical Examination Pub- 
lishing Co. (Excerpta Medica), 1981, 581 pp.; $14.75. ` 


This fourth edition of the medical outline Psychiatry 
follows closely the format of previous editions. The authors 
describe the book as а ‘‘comprehensive concise summary of 
clinical psychiatry." No single text can really cover all of 
psychiatry, and certainly this book is in no way comprehen- 
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sive. The authors present a telescoped and, at times, superfi- 
cial survey of the field. The book is quite readable and often 
affords the beginner or nonpsychiatric physician a chance to 
get an overall view of psychiatric diagnosis and treatment. I 
am doubtful that it would suffice as a medical school 
textbook or a major sourcebook for Board review. 

The main difference between the third and fourth editions 
is the adaptation to DSM-III. Otherwise, the chapter head- 
ings and overall organization are the same. The authors do a 
very adequate job of making the transition. The clinical 
descriptions of various nosological entities are true to the 
inclusion criteria of DSM- M and previous descriptions in 
earlier editions of the book. 

The new typeface in the 87 edition is a vast improve- 
ment over previous editions; the type in the third edition was 
small and hard on the eyes. The current edition is panes ina 
readable type of adequate size. 

` А nice feature in this and previous editions is the presenta- 
tion of questions at the end of each chapter. These are 
thoughtfully constructed and call for the reader to have an 
adequate comprehension of the text to be able to answer the 
questions. 


For the most part the content is factual, but at times the ' 


authors seem compelled to embellish their discussion with 
controversial generalizations. For example, with regard to 
paranoid disorders: ‘‘Most clinicians agree that repressed 
homosexual feelings are responsible for some, perhaps the 
majority of cases of paranoid disorders but that in some 
cases other factors are involved.” Actually, solid evidence 
being the genesis of 
paranoid disorders is rather scanty and represents opinion 
rather than a consensus of clinicians. Speculations could 
easily be eliminated from a survey that strives for concise- 
ness. 

The references following each chapter are ас 
current and represent a good sampling of the better papers of 
the late 1970s. А review of the third edition noted that many 
of the references were-out of date; it is clear that the authors 
responded in this edition by updating the bibliography. 

The sections on treatments are well written. The chapter 
on psychotherapy takes special care to introduce the reader 
to a method of *'brief investigative psychotherapy." This 
kind of introduction is especially helpful to the neophyte 
who has little knowledge of the process of therapy. Other 
therapies are covered with а few sentences. Cognitive ap- 
proaches should receive more development. There is a good 
chapter on psychiatry in primary care medicine that includes 
a genuine effort to define the role and limitations of the 


. primary care physician in caring for psychiatric patients. 


The chapter titled ‘‘Psychiatry and the Law” gives a good 
review of the psychiatrist’s ethical and legal obligations 
toward patients, patient rights, competency, legal testimony, 
and the legal definition of insanity. None of these subjects 
receives much development, but that is the nature of this 
book. The ‘‘History of Psychiatry” chapter covers centuries 
with the same panoramic approach. 

. The final chapter, ‘‘Preparing for Oral and Written Exami- 
nations," struck a discordant note with me. Most medical 
students and probably all graduate medical trainees have had 
ample exposure to the type А and К multiple-choice ques- 


tions characteristic of National Board and licensing exami- . 


nations. It seems gratuitous to print instructions on how to 
play the probability game if one is not sure of the Correct 


answer. La 
Е 
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Survey books are quite numerous nowadays. This one has 
held its own through four editions. It has a nice conversa- 
tional style, and the authors attempt to adapt with the times. 
It probably has a special appeal to the primary care physi- 
cian interested in psychiatry. My guess is that it will survive 
for a fifth edition. 


WILLIAM L. WEBB, JR., M.D. 
Memphis, Tenn. 


Adult Development: A New Dimension in Psychodynamic 
Theory and Practice, by Calvin A. Colarusso, M.D., and 
Robert A. Nemiroff, M.D. New York, Plenum Press, 1981, 
286 pp., $22.50. 


This important book is part of the excellent new series for 
residents and clinicians edited by Sherwyn Woods for Ple- 
num Press and called ''Critical Issues in Psychiatry.” Adult 
development is indeed a critical issue because it has so long 
been neglected by scholars within psychiatry and, for that 
matter, without as well. Perhaps the heavy emphasis by 
psychoanalytic thinkers on development during childhood is 
largely to blame. The two psychoanalysts who wrote this 
book, however, have made the elaboration of normal devel- 
opment their main interest. Their basic premise is that 
developmental processes occur throughout the life span. 
They believe, quite correctly, that comprehension of the 
developmental processes in the adult has great relevance for 
the clinician, regardless of his or her theoretical orientation. 
They go оп to formulate seven hypotheses about develop- 
ment in adulthood: 


(1) The nature of the developmental process is basi- 
cally the same in the adult as in the child. (2) Develop- 
ment in adulthood is an ongoing, dynamic process. (3) 
Whereas child development is focused primarily in the 
formation of psychic structure, adult development is 
focused primarily in the continued evolution of existing 
structure and with its use. (4) The fundamental develop- 
mental issues of childhood continue as central aspects 
of adult lfe but in altered form. (5) The developmental 
processes in adulthood are influenced by the adult past 
as well as the childhood past. (6) Development in 
adulthood, as in childhood, is deeply influenced by the 
body and physical change. (7) A central, phase-specific 
theme of adult development is the normative crisis 
precipitated by the recognition and acceptance of the 
finiteness of time and the inevitability of personal death. 


To begin, Colarusso and Nemiroff review writings on the 
life cycle in antiquity, lightly touching on Confucianism, 
Japanese spiritualism, the ancient Greeks, and early Chris- 
tianity. They then turn to the pioneer developmentalists 
Arnold Van Gennep, Freud, Jung, and Erikson. I found 
these chapters tantalizing but would have appreciated more 
and deeper discussion. For example, I was delighted to learn 
that Jung considered age 40 to be ‘‘the noon of life," that he 
had written *'profoundly and extensively about the second 
half of life," but then Jung was gone in less than two pages. 
Then again, a good textbook should heuristically propel one 
to the library in search of primary sources. The contempo- 
rary adult developmentalists are more comprehensively pre- 
sented, beginning with the work of Daniel J. Levinson and 


BOOK FORLM 1071 


his coworkers. Then the authors review the comtributions of 

George Vaillant, Roger Gould, Bernice Netzarten, and 

Robert Lifton. They end with the optimistic studies of 

George Pollock on the treatment of the middle-zged and Me 
elderly and his work dealing with the role of mourning in 

adult development. 

The place of narcissism in the aduit development of the 
self is discussed from newer psychoanalvtic perspectives. 
The authors introduce their concept of ‘‘avzhenticity,” 
which, among other attributes, includes the capacity "to 
assess and accept what is real in both the exterr.al and inner 
world, regardless of the narcissistic injury involved” ip. 86). 
They contend that the ‘‘oedipal victory” brougat about by 
the aging and death of parents forces a reworking of the 
oedipal constructions just as surely as puberty does. They 
conceptualize a normal regression in response :o develop- 
mental tasks of midlife leading to a reemergznce of the 
configuration of infantile narcissism Kohut calle- the "*gran- 
diose self." They discuss myths abort the agirz body, the 
male midlife crisis, the father at midlize, and female midlife 
issues, all with case material or selections from zon:em»o- 
rary poets and writers. 

The concluding section discusses the purpose for and an 
outline of adult developmental diagnosis. Adult csvelopmen- 
tal tasks for early adulthood (ages 20-40), middle adulthood 
(40—60), and late adulthood (beyond 60) are followed by an 
application of Anna Freud's concept o? developmental lines. 
Colarusso and Nemiroff specify 10 adult de:elopmental 
lines: intimacy, love, and sex; the body; time and death; 
relationship to children; relationship to parezts; mentor 
relationships; relationship to society. work; рау; and fi- 
nances. An extensive case illustration follows. Fizntizul and 
apposite clinical material is one of the bcok's great 
strengths. 

Colarusso and Nemiroff are educators as well as clini- 
cians. They have stimulated their students to explore areas 
of adult development, and the ideas of two medical students 
contribute importantly to two of the chapters. This book will 
stimulate many of its readers to study adult devekopment not 
only so that they can understand patieats better but in order 
to know themselves more completely as well. 


JEROME A. WINER, М.р. 
Ch*zago, Ill. 


Psychiatric Research in Practice: Biobehavioral Themes, by 
E.A. Serafetinides. New York, Grune & Stratton 1981, 244 
pp., $24.50. 


This handy book contains 13 essays on a wide range of 
research topics in psychiatry. It is an editorial zccomplish- 
ment of a kind. Milton Greenblatt, editor of tre series of 
which this book is a part ("Seminars in Psychiatry’’), 
himself a faculty member of the Department of Fsychiatry at 
the University of California, Los Angeles (UCLA), invited 
his colleague, Serafetinides, to edit this publication. It 
consists solely of contributions from members of :he UCLA 
Department of Psychiatry and as such attests to ihe range of 
research efforts undertaken within that department. 

The book has no definite unity even though an attempt has 
been made to organize the individual papers into four 
chapters, each adorned with an introduction, written by L.J. 
West, E. Geller, M. Greenblatt, and F. Redlich, respective- 


э 
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ly. Since the appeal of the book derives from the range of 
topics covered, from. psychopharmacology to sociocultural 
and ethical issues, the papers' independence from each other 
~ts actually an advantage. It gives the reader a chance to 
select certain areas that have been less well publicized in the 
psychiatric literature, for instance, Hiroto and Doyle Peters’ 
essay on Seligman's concept of ‘‘learned helplessness.” 

Most of the papers are written in review form, and, as 
often happens in a multiauthored book, they differ somewhat 
in depth and completeness. Matsuyama and Deckard’s paper 
on cytogenetics in psychiatry offers a fairly exhaustive list of 
genetically determined disorders, including the heretofore 
modest findings in schizophrenia and the affective disorders, 
as well as the more interesting defects observed in Alz- 
heimer’s disease. The careful description in this paper of 
chromosome preparation and staining techniques will be 
useful to students. Other papers, for example, Winslade’s on 
ethical issues, do not simply teach but present their topic ina 
new light and are bound to be experienced as controversial. 
Why, the physician reader may ask, should the medical 
profession abandon its familiar way of relating as physicians 
to patients, which encompasses the implied but unstated 
expectation of trust, responsibility, and privacy, and, in- 
stead, adopt an alien terminology referring to a professional- 
client relationship and evoking the connotation of a contrac- 
tual arrangement? Or is the mode of the physician-patient 
relationship indeed outdated? Are we ''obligated to disclose 
to our clients the nature of the services we offer and the skills 
we possess,” because our qualifications cannot be taken for 
granted anymore? 

In the chapter on schizophrenia, Karno turns to a rarely 
discussed kind of diszurbance in cognitive processing, infor- 
mation overload, which has been the subject of many 
investigations. Karro admonishes us to listen to patients’ 
experiential accounts of the psychotic process as recorded in 
the literature. Patients who retain the capacity for self- 
observation during psychosis tend to use concrete, some- 
times mechanical similes to express the experience: ‘Му 
mind is not working right” or “ат falling apart into bits” or 
"* As if my brain had been rubbed with sandpaper until it was 
raw." 

Рѕусһорһагтасоісру is an area that may have been over- 
served in the past few years. Chien's article on psychotropic 
drugs is brief and does not fail to mention the so-called 
nonspecific factors determining the behavioral response to 
drugs, such as personality variables of patient and physician 
or expectations and attitudes toward the drug. 

There are several papers that the practicing psychiatrist 
might consider fairlv technical, but, given the fact that they 
contain a great dea. of useful information, they are worth 
reading. One such paper is Serafetinides' exhaustive de- 
scription of the studies investigating cerebral lateralization, 
the functional contribution of either brain hemisphere under 
conditions of normal life and in two pathological conditions, 
alcoliblism and schizophrenia. Serafetinides usefully dis- 
cüsses questions tha: could occur to the practitioner: When 
can amplitude measurements be used as indicators of cere- 
bral efficiency? and How can our view of mental events as 
involving time-sequences (EEG recordings) be reconciled 
with the phenomeron of the highly complex association 
cortex? Gosenfeld and associates give an expert outline of 
lithium research to date and then move on to discuss some 
practical issues abou: the use of lithium in affective and other 
disorders. In his short paper on neuroendocrinology, Wil- 
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kins describes at some length the research on prolactin an 
presents the findings on cortisol and the pituitary hormone 
in summary form. 

The last section of the book touches on issues closer t 
everyday practice. Pasnau skillfully covers the crucial que: 
tions addressed by studies in psychosomatic medicine: pri 
cipitation of illness, transduction of stress, principles : 
liaison psychiatry, and somatopsychic medicine, the psych: 
logical impact of physical illness. Pasnau obviously wisht 
he could inspire his practicing colleagues to systematize ar 
measure their everyday observations and in this way coi 
tribute to our knowledge. 

Anorexia nervosa, which for many reasons has бесот 
the subject of a good deal of research, is diligently reviewe 
by Yager and coworkers. They give a balanced view ı 
different treatnent approaches and do not fail to mentic 
their own contribution, which appears to be a well-co! 
ceived group therapy project. Brill's chapter on psychos 
cial determinants of emotional disorders is entertaining ar 
designed to be a challenge. He examines the influence : 
changes in moral and social expectations of our culture « 
people's emotional well-being and cites from Menninger 
book Whatever Became of Sin? (1) the memorable passa; 
on how *'sins"' turned into "crises" and finally into sym 
toms” treated as illness, a process suspending the person 
responsibility of the individual. 

The editor and the authors admirably succeed in Кеерїї 
the articles concise and to the point. The informal stvle ar 
convenient format of the book make it easy to acqui 
substantial information and to still enjoy the reading. I c: 
recommend the book to psychiatrists who are preparing f 
the Boards, to clinicians who are not generally involved 
research, and to interested students. 
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REGINA CASPER, M.D. 
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FAMILY THERAPY 





Techniques of Family Therapy, by David S. Freeman. Ne 
York, Jason Aronson, 1981, 343 pp., $25.00. 


The author sets the tone for most of his thinking in th 
book when he states that the practice of therapy should t 
guided by clear conceptua: thinking'' (p. 15). Freeman do: 
not offer a new typology of family treatment that is unique 
his own, but he does weave rather nicely some maj 
existing theoretical perspectives into one model that can 1 
of assistance to the family therapist, whether the therapist 
a trainee or an experienced practitioner. 

Freeman feels that in order for one to do effective fami 
therapy, one needs a solid theoretical grounding in thr 
““systems levels.” First of all, one needs a solid grounding 
individual developmental theory (e.g., psychoanalytic th 
ory, humanistic theory, learning theory). Second, in additi 
to understanding the development of НЕ individual, oi 
needs a solid grasp of concepts that can expleto the femily 
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a social system. He seems to favor a Bowenian approach to 
looking at families in systems terms and advocates a multi- 
generational perspective as a way to understand how indi- 
vidual families evolved into their own unique social system. 
The third theoretical grounding that Freeman views as 
essential is for the therapist to be aware of the nature of the 
communitv as a system. He sees the family as a social 
system "standing between individual needs on the one hand 
and community expectations on the other" (p. 17). This 
perspective is reminiscent of social work's traditional con- 
cern with regard to understanding the ‘‘person-in-situation”’ 
gestalt and reflects the author's identification with the social 
work profession. Freeman is a social worker who is on the 
faculty at the School of Social Work of the University of 
British Columbia. His tripartite theoretical perspective pro- 
vides a useful framework in conceptualizing the family, both 
on micro- and macro-systems levels. 

Having elaborated this theoretical perspective, Freeman 
goes on to write three clinical chapters about strategies and 
techniques for intervention with families. He conceptualizes 
beginning, middle, and terminating phases of family treat- 
ment and elaborates tasks at each phase of treatment. For 
example, he«sees the task in beginning treatment to be one of 
assisting family members in defining and reframing the 
family's problem. In the middle phase, the task is for the 
therapist to assist the family members to see the family ‘‘as a 
resource in its own right and [to] encourage individual family 
members to share their thinking about how things should be 
handled” гр. 239). He conceptualizes the terminating phase 
as occurring when successful movement from beginning 
through middle phase has occurred. During the last phase 
family members will begin to recognize their own problem- 
solving abilities and can begin to look toward letting go of the 
therapist. In his last chapter, ‘‘Therapeutic Dilemmas and 
Practice Issues," Freeman addresses such areas as secret- 
keeping, absent members, home visits, cotherapy, and other 
related issues. 

Freeman's book is a useful integration of practice and 
theory. He has a crisp and clear writing style that keeps the 
reader interested whether he is discussing theory or looking 
at a clinical vignette. The book will be a useful resource for 
the family therapist who is looking for a work that consoli- 
dates existing theory and integrates that theory into a useful 
framework for practice. 


VINCENT LYNCH, M.S.W., A.C.S.W. 
Belmont, Mass. 


Experiential Psychotherapy Within Families, by Walter 
Kempler, M.D. New York, Brunner/Mazel, 1981, 274 pp., 
$20.00. 


The underlying thesis of this book is an interesting one. 
The author offers a phenomenological-like perspective with 
regard to understanding and treating families. His concept of 
"experiential psychotherapv'' refers to his belief that pa- 
tients in family therapy can best be worked with if the 
therapist addresses the ways in which patients ‘‘resist 
awareness of themselves in the current moment” (p. 9). He 
adheres to a phenomenological perspective positing that at 
any given moment of existence the ways in which an 
individual per86h responds to encounters in the world have 
to do with menace compilation of the person's past and 
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present experiences. Kempler transfers this perspective to 
the family therapy situation and feels that effective family 
therapy can take place if the therapist keeps this perspective 
in mind and uses it in certain ways when he or shé^i«- 
addressing the content and process of the family therapy 
hour. 

It is unfortunate, however, that Kempler hzs not more 
fully elaborated the phenomenological perspective in more 
theoretical terms. Phenomenology is a fascinatinz branch of 
philosophy first conceptualized by Husserl as a rigorous 
alternative to the positivist's conception of realty. I suspect 


"that some of the ideas about the individual in the world 


which phenomenologists offer us do indeed have relevance 
to the psychotherapeutic situation, be it indivicual iherapy 


‘or family therapy. Merleau-Ponty (1) offered a phenomeno- 


logical view of behavior in the social world trat may be a 
useful theoretical underpinning for some of Kempler's ideas. 
Similarly, Schafer (2) has offered some new insights into 
psychoanalytic theory that creatively draw upon the phe- 
nomenological perspective. 

Instead, Kempler's approach in fccusing in on the phe- 
nomenology of the ‘‘current moment'' is profoundly atheo- 
retical and largely anecdotal in nature. He conveys the 
attitude that the only way in which clinicians can be suffi- 
ciently attuned to the ‘“‘current moment” in a family therapy 
hour is to be completely free of eny strong theoretical 
grounding or traditional guidelines with regard го technique. 
One is struck by the fact that there is not one reference to the 
existing literature on family therapy in this book, nor is there 
a bibliography for reference. The author's attitrde is exem- 
plified in his statement that ‘‘taking histories is a time-tested 
professionally reliable method for allaying the anxiety of the 
therapist" (p. 159). There is no recognition that history 
taking can be useful in order to responsibly develop treat- 
ment goals and strategies. 

One other area of concern is that Kempler at several times 
in the book stresses that he often finds it useful to share with 
his patient in great detail how he is feeling at the moment. An 
extreme example of this occurs when he writes, “Сіп some 
occasions I have had the experience of breaking dcwn and 
crying helplessly about some internal matter, thzse instances 
having been sparked by something a family member has said 
to another member in our group" (p. 17€). He -eports that 


_ such experiences have assisted his patients in progressing in 


the therapy; however, it is difficult to see how such expres- 
sions from the therapist can be useful to the patient. 

Kempler does begin to offer some useful guidelines with 
regard to his perspective as he outlines foir important 
dimensions of understanding the ‘‘current momant” in ther- 
apy (p. 38), but he does not develop these principles as fully 
as could be done. He also includes in section two of the book 
the transcripts of four family therapy hours in vhich he uses 
his techniques of examining with family members the mani- 
fest and latent aspects of the ''current mcment’’ in therapy. 
In this process material one gets the impzession that 
Kempler in many ways is a gifted clinician who fre- 
quently contributes some very valuable and insightful com- 
ments. 

In summary, Kempler begins to offer some novel ideas 
about a new language for family therapy. a language based 
on a phenomenological perspective of the "current mo- 
ment." He could have made a richer contribution had he 
approached his subject with more rigor ratker than in a 
casual and anecdotal fashion. 
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Personality Disorders: Diagnosis and Management, 2nd ed., 
edited by John R. Lion. Baltimore, Williams & Wilkins Co., 
1981, 592 pp., $34.00. 


This is a major revision of the first edition of this book, 
which was published in 1974. It has been updated and 
reorganized in such a way as to be current with and to 
expand upon the personality disorders section of DSM-III 
(to which Lion was a contributor). This book is clearly 
designed to be comprehensive. It includes 30 chapters, 
written by 33 contributors, with a text that stretches to 
almost 600 pages. In addition to coverage of each of the 11 
personality disorders that are specified in DSM-/I/, there are 
chapters devoted to several others for which criteria are not 
provided (e.g., depressive and masochistic, addictive, im- 
pulsive, and organic disorders). There are also chapters 
devoted to the mani-estations of personality disorder in 
special age groups (e.g., adolescents, the elderly) and in 
special environments (e.g., military, prisons, courts, private 
practice). There are limited and poorly integrated discus- 
sions of etiology (sociocultural, psychodynamic, behavioral, 
biological), and a number of chapters outline various alterna- 
tive methods of treatment. 

In spite of this wide scope, the book is something of a 
disappointment. Only a handful of chapters achieve out- 
standing quality (my favorites are Panna on classification, 
Siever on schizoid and schizotypal disorders, Malinow on 
passive-aggressive disorders, Reid on antisocial disorders, 
and Strange on personality disorders in the military). Most of 
the contributions are adequate but uninspired, and a few are 
decidedly mediocre. More serious perhaps is the loose and 
disjointed editing. The book would be more useful were it 


shorter and less rambling and if the chapters followed а. 


standard format and were organized in a logical sequence 
within topical sections. 

Inevitably this bcok must be compared with the one 
recently published by Millon on the same subject (1) (and 
reviewed in this journal in October 1981). For readers 
choosing between the two, Millon's is the better choice on 
most, but not all, counts. His treatment of the topic is the 
more sophisticated, scholarly, and stylishly written. Lion's 
edited work covers much more ground. Those with a special 
interest in personality disorders will find profit in reading 
both. ^ 
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Anxiety: New Research and Changing Concepts, edited by 
Donald E. Klein and Judith G. Rabkin. New York, Raven 
Press, 1981, 453 pp., $49.56. 


This book's contents are summarized in the preface: 


The 28 chapters of this volume, originally presented 
at the Seventieth Annual Meeting of the American 
Psychological Association, fall into five sections. The 
first section addresses the effects of different classes of 
psychopharmacological agents on anxiety syndromes. 
. . . The second section considers genetics and anxiety 
states. . . . The third section presents studies of basic 
science aspects of anxiety. ... In the fourth seczion 
psychological aspects of anxiety are considered. ... 
The final section includes 12 research and policy chap- 
ters, ranging from analysis of behavioral effects of 
caffeine on normal boys to a study of problems of 
differential diagnosis among black male patients. . .. 
The chapters in this volume together represent virtually 
all areas of currently active empirical research concern- 
ing anxiety disorders. Scientists, clinicians, and theore- 
ticians concerned with anxiety syndromes will be in- 
trigued, stimulated, and informed by the challenging 
findings and theories presented here. 


I found many of the chapters of great interest for a variety 
of reasons, some too esoteric even for discussion, and I 
consider the text of interest to all clinical psychiatrists and to 
experts in the field. The inexperienced are apt to be corfused 
and bewildered by it because of the lack of systematic 
organization. This book precictably shares the fault common 
to all loosely structured symposia—the contributors do not 
share a common viewpoint and yet they do not approach 
their differences with frankness or clarity. Little or no 
editorial effort was made to bridge the gaps with explanatory 
text, although the comments of some of those in attendance 
provide a measure of perspective for a few of the papers. I 
was disappointed to find that my views on anxiety were not 
adequately expressed, but that is not a unique qualification 
to scientific work. 

Rickels’ discussion of ‘Use and Misuse of Benzodiaze- 
pines" is thorough and yet succinctly effective. Sheehan, 
Ballenger, and Jacobsen systematically show that both mon- 
oamine oxidase inhibitors and tricyclic antidepressants 
block panic attacks. Crowe, Pauls, Kerber, and Moyes 
review their recent studies on the coincidence of panic 
disorder and mitral valve prolapse; their 14-page paper 
successfully reviews the history of anxiety neurosis (in all its 
forms and names), the natural history of the disorder, the 
family and genetic studies of both anxiety neurosis and 
mitral valve prolapse, and several other issues. 

Paul and Skolnick’s ‘‘Benzodiazepine Receptors and Psy- 
chopathological States: Towards а Neurobiology of Anxi- 
ety” is a first-rate summarization of the scientific process at 
work in the discovery and characterization of the benzodi- 
azepine receptor. These authors have managed to produce 
an informative article, readily comprehensible to сі піса! 
psychiatrists, adequately covering binding and inhibition 
studies. Their discussion of the possibilities that inosinz and 
hypoxanthine are the natural ligands for the benzodiazzpine 
receptor is not convincing (although this 18 the currently 
accepted scientific notion), and their SOROR cf the 
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benzodiazepine receptor studies to possible causes of patho- 
logical anxiety states in man is essentially speculative. 
Nevertheless, this chapter is outstanding, and I wish there 
were another in this compendium on the noradrenergic- 
mediated locus ceruleus system. 

Gorman, Fyer, Glicklich, King, and Klein, in ‘‘Mitral 
Valve Prolapse and Panic Disorder: Effect of Imipramine,” 
report the systematic demonstration that imipramine blocks 
anxiety attacks without affecting the presence of, or dys- 
function resulting from, mitral valve prolapse. Kane, 
Woerner, Zeldis, Kramer, and Saraway demonstrate that 
although patients selected for mitral valve prolapse have 
panic disorder more commonly than do other groups of 
patients, the majority of patients with mitral prolapse do not 
have panic attacks or pathologic anxiety states. 

Appleby, Klein, Sachar, and Levitt have pursued the 
study of various aspects of the lactate-induced anxiety 
attack. They replicated Pitts's finding that subjects with 


anxiety neurosis (but not normal control subjects) have * 


anxiety attacks in response to lactate infusions (but not to 
control infusions). They also report that of a large number of 
biochemical indexes, only blood epinephrine levels correlate 
with the presence of pathological anxiety states and re- 
sponse to lactate infusion with anxiety attacks. 

Most of the other 20 presentations are less satisfactory, 
and a few are either unrelated to the general topic or 
peculiarly inappropriate. Donald Klein's Anxiety Recon- 
ceptualized”’ is thorough but, in the end, unfocused. Ne- 
miah’s ‘The Psychoanalytic View of Anxiety" is idiosyn- 
cratic orthodoxy. Other chapters have doubtful relevance to 
new research and changing concepts of anxiety, but no 
purpose is served by isolating them for specific comments 
here. The clinical psychiatrist should do this for himself or 
herself, because I believe that this book should be read in 
1982 by every clinical psychiatrist and by every person 
interested in the subject. It is the best book to date on the 
subject (although imperfect and likely to be surpassed in the 
near future), and at least half of the 28 articles contain 
important material deserving close attention and assess- 
ment. 


Ferris N. Pitts, JR., M.D. 
Los Angeles, Calif. 
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Nonphysician Professionals! Views of Psychiatrists 


Sır: The article by Cornelia Morrison Donovan, M.D., '*Prob- 
lems of Psychiatric Practice in Community Mental Health Centers” 
(April 1982 issue) touched on themes suggested by previous articles 
in your journal (1, 2) related to the role of psychiatry in community 
settings where nonphysician mental health workers tend to predomi- 
nate. Dr. Donovan’s article was noteworthy for its recognition of the 
“real capabilities” of independent nonmedical practitioners and for 
her affirmation of what community mental health centers (CMHCs) 
have accomplished, despite many obstacles. 

We are nonpsychiatrist clinicians who have worked for several 
years in setings similar to that described by Dr. Donovan. From this 
perspective, we would like to contribute to interprofessional col- 
laboration (3) by commenting on the role of the psychiatrist within a 
multidisciplinary context. All mental health professions, including 
our own of psychiatric nursing and social work, attempt to look at 
patients' biopsychosocial needs and value the psychiatrist for his or 
her special expertise in the biologic sciences. In keeping with our 
recognition of this special expertise, we will focus our remarks on 
drug prescribing, since this aspect of the psychiatric role belongs 
uniquely tc physicians. We will identify characteristics that we 
respect particularly in the psychiatrists with whom we work. 

First, we appreciate psychiatrists who take genuine interest in 
psychopharmacology and who do not equate this prescribing func- 
tion with merely ‘‘pushing pills." As primary therapists who may 
have struggled for weeks to keep an outpatient in productive 
treatment, we are vastly relieved when a collaborative relationship 
with a psychiatrist leads to the prescribing of appropriate medica- 
tion. Such collaboration allows our work to continue because the 
patient is able at last to participate in psychotherapeutic work. 

Second, we appreciate psychiatrists who are aware of the sensi- 
tive psychodynamic issues involved in prescribing and take into 
account the feelings that patients have about doctors and medicine 
(4). Psychiztrists may forget that for some patients ''seeing the 
psychiatrist’ is an awe-inspiring event. Occasionally patients tell us 
that the psychiatrist was intimidating or misunderstood what they 
said. At other times, they are clearly eager for their appointments. 
Those psychiatrists who extend courtesy and attentiveness to their 
clinic patients seem especially successful in encouraging the compli- 
ance of patients with their treatment regimes. 

Third, we appreciate psychiatrists who share their knowledge of 
psychopharmacology with other mental health professionals. As Dr. 
Donovan stated, ‘‘Drug prescribing in CMHCs demands a wider 
than usual knowledge of psychiatric medications" (p. 458). We 
regard this knowledge as appropriate for in-service training and like 
to learn about drugs in the course of sharing responsibility for 
patients. The more we learn about medicine, the more effective we 
feel as practitioners. 

Finally, we appreciate psychiatric administrators who organize 
services so that our patients get the drugs they need when they need 
them. Adequate psychiatric coverage is difficult to provide because 
it is expensive and resources are scarce. Still, it is always feasible to 
put effort into distributing the resources that do exist as efficaciously 
and equitably agpossible. Once this occurs, nonmedical practition- 
ers have the psychiatric back-up that they want and need. 

Dr. Donovdygepprection for the training and competence of 


her nonphysician colleagues stands in welcome contrast to previous 
articles which bave implied that nonmedical clinicians are less 
professional by definition than psychiatrists. What is really needed 
is wider recognition for all the ‘‘brave clinicians," to use her phrase, 
including psychiatrists, who work in CMHCs. We commend Сг. 
Donovan for bringing this need to the attention of your readers. 
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NANCY ATWOOD, A.C.S.W. 
Framingham, Mass. 

JENNIFER STOUGHTON, E.N., M.S. 
Встгоп, Mass. 


Responses to Overview of Narcissism 


Sir: I was distressed to read in ‘‘Overview: Narcissistic Personal- 
ity Disorder'' by Salman Akhtar, M.D., and J. Anderson Thomson, 
Jr., M.D., (January 1982 issue) the following: 


Spruiell [1] suggested that narcissistic patierts may in fact be of 
two distinctly different types, one suffering from developmental 
arrest (with a fixation arising from parental failure to tame the 
child's archaic grandiosity) and the other with defenses against 
paranoia (consequent on projection of rage over early childhood 
frustrations). (p. 15) 


The authors either did not read my paper, ‘‘Three Strands cf 
Narcissism," or got their bibliography mixed up. I have never 
suggested anything like the statements above. Furthermore, I dis- 
agree strongly with them. 

What my paper did argue is that it is heuristically valuable to 
consider narcissism from three originally separate developmentzl 
issues: those having to do with 1) alterations of infantile self-love, 2) 
regulations of self-esteem, and 3) alterations of infantile pmnipo- 
tence. This approach can integrate some of the clinical observations 
made by Kohut, Kernberg, and others. These developrrental issues, 
of course, involve both relative ''arrests'' and regressive reversals. 
However, these are difficult if not impossible to disentangle; certain- 
ly they can serve no basis for ‘‘distinctly different types."' To quote 
from my paper, 


І do not believe there is one kind of narcissistic personality, or 
two kinds. Rather, given the skill, we might 5e able to construc: 
something like three-dimensional profiles consisting of the various 
elements we tend to lump together when speaking atstractly; we 
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thus might avoid incorrectly fusing them into the unqualified term: 
narcissism. (1, p. 592) 


seid the paper made no mention of ‘‘parental failure to tame 
e child's archaic grandiosity''—some of those words are not in my 
working vocabulary. Nor did it speak of "defenses against para- 
noia" or ‘‘projection of rage over early childhood frustrations.” 

“Three Strands of Narcissism” is a central part of a larger work 
that is still in progress. 
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VANN SPRUIELL, M.D. 
New Orleans, La. 


Sir: In “Overview: Narcissistic Personality Disorder" Salman 
Akhtar, M.D., and J. Anderson Thomson, Jr., M.D., pointed up the 
paucity of empirical data in the descriptions of the narcissistic 
personality and its disorder. Writers in the field, such as Kernberg 
and Kohut, have actively avoided or even (as in the case of Kohut) 
rejected ‘‘the traditional medical aim" of a diagnosis revolving 
about a disease entity with specific diagnostic criteria. I believe the 
elusiveness of the ‘‘disorder’’ may be due to the fact that narcissistic 
personality features refer more often to cultural attitudes and values 
than to a psychological or psychopathological entity. 

Akhtar and Thomson observed that contemporary works of social 
criticism and social psvchology provide vivid descriptions of the 
exaggerated individualism, emphasis on freedom of expression, and 
self-aggrandizement. Huizinga (1) in 1936 noted the ‘‘great revulsion 
away from knowing and understanding to direct experiencing and 
living’ in Western culture. Lasch, in The Culture of Narcissism (2), 
described the ‘‘sense of the self as a performer’ in ordinary men and 
women subject to “an escalating cycle of self-consciousness.”’ 
Lasch added that the “psychoanalytic description of the pathologi- 
cal narcissist . . . coincides in many particulars with the description 
of the performing self in literary criticism and in the sociology of 
everyday life.” If these are qualities of daily life, might not such 
observations invalidate or at least raise serious question regarding 
the existence of a psychopathological entity? If the society at large 
reflects the themes and behaviors that characterize narcissism, are 
we not looking at a sociocultural phenomenon rather than an 
intrapsychic one? 

I believe that much of what is described as characterological 
narcissism is better understood in the social psychological frame- 
work and that the appropriate dimension for describing contempo- 
rary narcissistic features is that of mentality rather than personality. 
Mentality has been defined (3) as that realm of inner experience 
based on systems of values, attitudes, and meanings of the individ- 
ual which are derived from society's integrated culture. Mentality 
reflects the social psychological sphere, in contrast to the sphere of 
individual personality. 

Among the features of the narcissistic personality disorder men- 
tioned by Akhtar and Thomson are a *'lack of any genuine commit- 
ment," an emphasis on social success, the sense of entitlement, an 
enormous hunger for acclaim, the continuous search for strength 
and glory, and a dissatisfaction with professional and social identity. 
Such features are readily attributable to a mentality, i.e., a socially 
derived system of beliefs and values, rather than to specific psycho- 
pathological personality or defensive structure. 

1f indeed the features of the narcissistic personality disorder are 
based on present-day society's preoccupations and modal personal- 
ity, it follows that the ‘‘treatment’’ of a mentality lies not in the 
realm of psychotherapy but rather in those great change agencies of 
society dedicated to molding the individual, namely, education, 
politics, and religion. Are we using psychotherapy for the ‘‘treat- 
ment” of a mentality, and should not this condition be left to the 
appropriate social inscitutions that address attitudes and belief 
systems? 
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Drs. Akhtar and Thomson Reply 


Sır: We regret attributing a specific phraseology to Dr. Spruiell 
while indicating the possibility that narcissistic patients described Dy 
Kernberg and Kohut may be different, a point his paper does 
contain. In ‘Three Strands of Narcissism” Dr. Spruiell этот, 


Some narcissistic patients are never completely able to deal w:th 
the progressive wilting of infantile omnipotenze . . . [and] have 
little or no real concern for their objects. Behind their exterior 
masks of grandiosity . . . they exist as lonely, hungry and angry 
“infants” whose defenses are exceedingly primitive. . . . At the 
other end of the spectrum are patients who have received phase- 
inappropriate frustrations after omnipotence has been to some 
extent altered. . . . Later these patients are apt to demonstrate the 
clinical problems described by Kohut. И 

We found Dr. Spruiell's suggestion of three separate developmen- 
tal strands within narcissism valuable, although even within that 
framework he seems to distinguish between Kern»erg's and: Kohut's 
patients. He wrote, 


It seems to me that. theories which under em»hasize the role of 
aggressive drives deal primarily with the first two of the strands of 
narcissism—self love and the regulation of self esteem. And it 
seems to me that theories which over emphasize aggression deal 
primarily with the vicissitudes of omnipotencé. 


Clearly, in this context the two sets of theories refer to those of 
Kohut and Kernberg, respectively. 

We strongly disagree with Dr. Hankoff. There are distinct differ- 
ences between the features of a narcissistic personality disorcer and 
cultural attitudes of individualism, freedom of expression, ard self- 
aggrandizement. As we noted in the historical review section of our 
article, these patients were described long before the “те genera- 
tion." In addition, we have seen patients with this disorder who 
were raised and reside in non-Western cultures. 

Dr. Hankoff asks, “ІЁ the society at large reflects the theres and 
behaviors that characterize narcissism, are we not lookirg zt a 
sociocultural phenomenon rather than an intrapsychic one?" No. 
Certain cultural attitudes may facilitate the expression of sorreone's 
pathologic narcissism, but that fails to invalidate the presence of a 
serious personality disorder. Invoking ‘‘mentality’’ confuses the 
issue. Although there are many shared values within a cultural 
group, there are individual personalities within the same group, 
some of which may be disordered. Their pathology may be disguised 
or highlighted by the group's cultural norms. The origins of the 
personality disorder are deeper and more personal than the scciocul- 
tural attitudes. A pathologic personality formation, like a neurosis, 
acquires a life of its own and inflicts suffering on the individual and 
his intimates. Education, politics, and religion will have little effect 
on this intrapsychic distortion. 


SALMAN AKHTAR, M.D. 
Philadelphia Pa. 

J.A. THOMSON, Jr., M.D. 
Ckarlottesville, Va. 


Request for Works on Jacques Lacan 


Sır: In preparation of a forthcoming newsletter and bibliography I 


` would appreciate hearing from individuals and groups in the United 


States and Canada who over the last few усту бе published, 
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written about, or in an organized way discussed the work of French 
psychoanalyst Jacques Lacaa. 


HELENA SCHULZ-KEIL 

North American Lacan Study Group 
5 Carmine St. 

New York, N.Y. 


Calcium and Extrapyramidal Side Effects 


Sir: Upon my arrival in the United States 1 became aware that 
American psychiatrists treat extrapyramidal side effects of neuro- 
leptics with antiparkinsonian agents. In Egypt doctors routinely use 
intravenous Sandosten Calcium for the treatment of various kinds of 
acute dystonias and even acute akathisia. This drug, however, is not 
available in the United States, and where it is available it is used 
mainly as an antihistaminic and sedative. A clinical tradition in 
Egypt is tke slow injection of 10 cc of Sandosten Calcium, which 
provides remarkable, immediate relief of acute dystonias and acute 
akathisias precipitated by the administration of different neurolep- 
lics. 

A review of the literature reveals some reports of lower calcium 
levels during neuroleptic administration than over drug-free periods 
and a decrease in calcium levels coincident with the emergence of 
extrapyramidal side effects (1). In addition, at the Conference of 
Movement Bisorders, I: Tardive Dyskinesia, sponsored by the 
Harvard Medical School Department of Neurology in April 1982, 
Romero presented a paper entitled *'Tardive Dyskinesia: Neuro- 
chemistry and Neuropharmacology," which indicated that cell 
membrane permeability to electrolytes may be implicatec in drug- 
induced extrapyramidal disorders. These research findings and the 
managemert differences I have mentioned suggest the need for 
further research comparing the safety and efficacy of ionic calcium 
in the management of these conditions with those of antiparkinson- 
ian drugs (2). 

In addition, further investigation seems indicated to determine the 
basis of action in the pathophysiology of these movement disorders 
and, perhaps, in that of other neuroleptic-induced movement disor- 
ders such as tardive dyskinesia. 
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Alice James, Dr. Charles Lloyd Tuckey, and Hypnotherapy 


Sir: In his review of Alice James: A Biography by Jean Strouse 
(August 1981 issue), James R. Morrison, M.D., wrote about the 
psychologicel problems of this sister of William James, renowned 
physician, psychologist, and philosopher, and Henry James, the 
famous writer, observing that in her early 40s she succumbed to 
cancer of the breast. Morrison said, '' Hypnosis had become the rage 
in Europe, where she spent much of her life, but, surprisingly, Alice 
chose not to be mesmerized,” 

The Diary of Alice James (1), briefly mentioned in the review, is 
fascinating and of special interest because it was edited and contains 
an introduction by Leon Edel, the author of the multivolume 
biography of Henry James. Edel told of William James advising 
Alice to accept all possible relief from pain including ‘“‘morphia,”’ 
but Alice did not ‘tolerate drugs well. William James had seen 
Charcot use hypnosis at the Salpétriére and advised Alice to employ 
it. Dr. Lloyd Tuckey, the eminent British psychiatrist, was sum- 
moned for this purpose and he taught Katherine Peabody Loring, 
Alice's friend and companion, to use it for a calming effect, 
permitting onset “of sleep without the long-standing sensations of 
terror that һақ previously accompanied the oncoming sleep state. 


LETTERS TO THE EDITOR 1076 


On Dec. 4, 1891, shortly before her death, Alice wrote in her dizry 

that ''the treacherous fiend Morphia’’ murdered pain but destroyed 
sleep, opening the door ‘Чо all hideous nervous dis-esses." Alice 
and Katherine eventually **touched bottom." At the suggestion of 
William, the Tuckey hypnotic method was again usec. and Alice was 
impressed by this process of ‘‘inconceivable simplizity.”’ 
. Dr. Charles Lloyd Tuckey was the author of Psycho-Therapeu- 
tics: or Treatment by Hypnotism and Suggestion, much admired by 
William James and mentioned also in William James, A Biography 
by Gay Wilson Allen (2). Allen noted Alice's description of her 
hypnotic experiences. She said of Tuckey. ‘We were fortunate in 
our ignorance, to have fallen upon an experier.ced doctor as well as 
hypnotist.’ She was taken also by his radiant personality. He was 
careful when using hypnosis. ‘‘He seems to lcok upoa the reckless 
use of it as absolutely criminal." She was now dying. “Виш I feel as 
if I had gained something in the way of a nerve pacifier and one of 
the most intense intellectual experiences of my life.” 
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“Editorial” Remarks 


Sig: The editorial “Women’s Issues: A New Beginning" by 
Elissa P. Benedek, M.D. (October 1981 issue; must be one of the 
more remarkable I have ever read. 

The editorial introduced the special section ‘‘Personzl and Profes- 
sional Issues for Women,” and I conjecture that there was editorial 
disagreement about the merits of the articles in the srecial section 
and about the politicalization of psychiatry. To expose the first is no 
great matter except perhaps for the unfortunate authcrs! It has beea 
said that women do not need to fear that men wil .mpede their 
progress: other women will do them in first. Dr. Benedek's ill- 
considered comments do the female majority of the authors cited no 
favor. 

The statement that the good papers relevan: то both psychiatry 
and women are published elsewhere than in the American Journal of 
Psychiatry is puzzling. Authors are avid to have their work appear in 
this journal. Is the American Journal of Psychiatry Editorial Board 
involved in a conspiracy that excludes good papers by or about 
women and accepts mediocre ones? When undocumented state- 
ments are made they encourage all kinds of speculation. 

The question of politicalization of psychiatry is О? great impor- 
tance. It has always seemed to me that in a world divided into 
intransigent totalitarian factions, the professions (medicine, law, 
etc.) can at least aspire to an ideal of objectivity—become a kind of 
sanctuary where even murderers can enter and feel thet they will not 
be judged. (It is a banality, but given the times 1 had better say it: 
offering a refuge to divergent views does not mean giviag up our own 
values of respect for human life, liberty, and equal:ty before the 
law.) 

Incidentally, the papers in the special section were no better and 
no worse, no more or less scientific, original, or political than many 
others published in the American Journal of Fsychiatry and else- 
where. ^ 


EprrH T SHAPIRO, M.D. 
Englewood, NJ. 


Dr. Benedek Replies 


Sir: I believe that Dr. Shapiro missed my point. 1 agree with лег 
that authors are enthusiastic about having their work published in 
the Journal. What I noted, with regret, was that new scholarship 


A 
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concerned with the new psychology of women has been finding its 
way to books and other journals and that the reason for this ‘‘may 
well be that the more prominent researchers have directed their 
Work elsewhere in the belief that other publications are more likely 
to be receptive to this developing body of scholarship." Further- 
more, 1 expressed the hope that publishing this special section 
would be a step toward remedying this situation. 

Contrary to Dr. Shapiro's conjectures, there was no editorial 


disagreement about the merits of the papers included or about’ 


anything else. Specifically, as to the papers, the editorial's brief 
comments were favorable. The editorial did, in candor, suggest that 
not all of the ideas presented in these papers were new, a fact which 
those familiar with the literature in this field will readily recognize, 
and concluded with the hope that ''this special section is sufficiently 
suggestive of a revitalized attitude to attract a continuous flow of 
contributions that are based on the latest research dealing with the 
new psychology of women." 


Exissa P. BENEDEK, M.D. 
Ann Arbor, Mich. 


Comments on Feminist Issues 


Str: The special section ‘‘Personal and Professional Issues for 
Women” (October 1981 issue) was long overdue. The contributions 
were informative, scholarly, and thought provoking. I wish to make 

' the following comments about two of the papers. 

In ''Sex-Role Ideology Among Practicing Psychiatrists and Psy- 
chiatric Residents," Pierre Leichner, M.D., and Rudolf Kalin, 
Ph.D., concluded that as a group psychiatrists and psychiatric 
residents were significantly more feminist in their ideology than 
university students and traditional women. This is not surprising 
given that the average age of the students was only 22 years and the 
traditional group was in part composed of members of the Women's 
Christian Temperance Union! 

Leichner and Kalin's conclusion about psychiatrists’ higher level 
of "feminist" enlightenment, based on their data, was overly 
optimistic. This is especially so for the practicing psychiatrists 
group, less so for the psychiatric residents group. First, this 
statement is made solely on questionnaire methodology, the limita- 
tions of which are well known. Second, the return rate was only 
46.2% for the practicing psychiatrists, which the authors acknowl- 
edge as possibly skewed toward self-selection but then argue that 
those choosing psychiatry as a career may be more feminist at the 
outset and do not become more feminist as a consequence of 
training. There is much research (1—3) regarding sex-role stereotyp- 
ing and the effects of therapist gender on assessment and treatment 
that challenges this assumption. Third, at the risk of focusing on 
content, on two items the psychiatrists did not differ significantly 
from traditional women: '*1) a woman is not truly fulfilled until she 
has been a mother. . . and 2) a woman should be appreciative of the 
glances and looks she receives as she walks down the street." Even 
if these data are 5 years old, if these are our values I would say we 


have a long way to go. Fourth, one must be very cautious in, 


extrapolating from questionnaire responses to actual practice. There 
may be gross incongruity .between a psychiatrist’s espousal of 
feminist ideology and his/her personal and professional conduct. 

Our tardiness and/or resistance to a new understanding of feminist 
issues is epitomized in ‘‘Women in Academic Psychiatry: Politics 
and Progress" by Carolyn B. Robinowitz, M.D., and associates. 
They outline and explore in depth the dynamics of the subtle and not 
so subtle sexism in academia. This has been documented elsewhere 
(4). Their paper unfortunately does not emphasize nearly enough the 
depth OY success-related conflicts in professional women, which 
Notman and Nadelson have written about previously (5). These 
forces are long-standing and antedate entry into medical school. It is 
critical that they be understood and recognized by faculty because it 
is during medical school when the woman student considers career 
options, which may include an academic commitment. Until we 
have more women faculty as role models, many graduates will 
choose the more traditional but no less important ‘‘nurturing’’ role 
of private practice. Our women colleagues must be supported and 
validated for their drive, assertiveness, and determination—not 
silenced, derided, or labeled. 


Am J Psychiatry 139:8, August 1982 


Let us hope that the words of Dr. Elissa P. Benedek in her 
editorial "Women's Issues: A New Beginning" will not go unheed- 
ed. 
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MICHAEL F. Myers, M.D. 
Vancouver, B.C., Canada 


Dr. Leichner Replies 


Sır: Dr. Myers does not find it surprising that psychiatris:s and 
psychiatric residents were significantly more feminist than un: versi- 
ty students or a traditional women's group. We did find it surprising 
that the group of psychiatrists and psychiatric residegts, who were 
on the average older than the university students, had a sex-role 
ideology that was more feminist. It has been shown that sex-role 
ideology moves toward the traditional pole with increasing age. 
Thus, despite being older than the university students, these psychi- 
atrists were more feminist. It was not surprising to find that they 
were more feminist than a group of older women who were selected 
for their traditional views. Since our article was published we have 
completed another study, which we s:atistically corrected for age 
and sex, and found that psychiatrists were still the most feminist 
group among the medical specialties. There has been much research 
on sex-role stereotyping and the effects of therapists' gender on 
assessment and treatment. The majority of research provides no 
clear support for the assumption that clinicians’ gender or sex-role 
stereotyping interferes in a predictable way in assessment and 
treatment. In our study, we urged ''caution in reaching conclusions 
about whether ratings on this scale are indicative of bias in psycho- 
therapy of women.'' Our findings are best seen outside this context 
as findings that ‘‘do not substantiate the assumption that practicing 
and future psychiatrists are part of society's traditional oppressive 
power structure.” 


PIERRE LEICHNER, M.D. 
Winnipeg, Manitoba, Canada 


More on Maprotiline-Induced Seizures 


Sir: In ‘‘Maprotiline Hydrochloride and Convulsions: A Case 
Report" (February 1982 issue) Lee Schwartz, M.D., and Shastri 
Swaminathan, M.D., reported a case of grand mal seizures possibly 
secondary to maprotiline usec in therapeutic doses to treat a man 
who had multiple medical problems and was taking multiple medica- 
tions. We wish to report a case of a woman with no medical 
problems whose maprotiline-associated seizures had an interesting 
outcome. 


Ms. А, a 38-year-old divorced, unemployed woman, was admitted 
for her third episode of major depressive disorder. She Гай a 3- 
month history of anorexia with weight loss, initial insomnia, .a 
diminished sense of enjoyment, and a sense of hopelessness and 


impending doom. She was no longer caring for her three children, 


who had become truant from school. She admitted to hearing voices 
telling her to КШ herself, and she had delusions of doom and 
destruction. Her affect was severely blunted and constricted, and 
her psychomotor activity was low. A 

Ms. A was treated with maprotiline hydrochloride; the dose was 
rapidly increased to 150 mg at bedtime. She was dlso given haloper- 
idol, 5 mg t.i.d., to relieve her distressing р Баи 
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Gradually she showed a lightening of mood, increased appetite, and 
increase in activity. She was planning to go home when, on the [8th 
day of treztment, she had two grand mal seizures, which were 
witnessed by hospital staff. 

Because of the possibility of drug-induced seizures, both maproti- 
line and haloperidol doses were decreased and then drug treatment 
was discon-inued. A seizure workup was done by the neurology 
service. Results of physical and neurological examinations were 
normal except for postseizure confusion and disorientation. Brain 
scan and CT scan with contrast were normal. Lumbar puncture was 
normal except for a VDRL of 1:1. In light of a nonreactive blood 
VDRL and negative blood FTA-ABS this was considered to be a 
biologic false positive finding of uncertain significance. An EEG I 
day after the seizures showed marked bilateral slow activity. 
Thirteen days postseizure an EEG showed mild right temporal and 
bilateral slow wave activity. 

Once the postseizure confusion cleared, Ms. A reported, “Гуе 
never felt so well in my life." She appeared cheerful and was 
unusually sociable and helpful to the other patients and staff. She 
was discharged on no medication. Eight weeks after discharge she 
remained symptom free. 


SUSAN L. PRICE, M.D. 
SUKDEB MUKHERIEE, M.D. 
New York, N.Y. 


DST During Drug-Induced Switch from Depression to Mania 


Sir: The dexamethasone suppression test (DST) has shown 
promise as both a diagnostic tool and a “‘state’’ marker—a reflection 
of the resolution of the core, underlying biological process of major 
depressive episodes (1). Thus far, two research strategies have been 
used to investigate the DST as a state marker. The first strategy 
involves performing the DST during antidepressant therapy for 
acute episodes of depression (2). In the second strategy, serial DSTs 
during electroconvulsive therapy (ECT) have been employed to 
correlate clinical improvement with a change to normal suppression 
(3). Although Carroll and associates (4) described DST changes in 
bipolar patients experiencing spontaneous mood shifts, to my 
knowledge there have been no published reports of using the DST 
during a medication-induced switch from depression to mania. This 
phenomenon presents another opportunity for studying the underly- 
ing core biological process of major depression, since the presence 
of manic symptoms is a clinically '*hard"' finding reflecting the 
termination of the depressive episode. I present the case of a patient 
who demonstrated such a switch and for whom DST results were 
monitored from depression tc mania and, finally, to the euthymic 
state. 


Ms. A, a SlI-year-old woman, was admitted to the inpatient 
psychiatric unit for evaluation and treatment of depression. Two 
years before admission she had begun to experience symptoms of 
depression. She started desipramine therapy and experienced a 
switch to hypomania shortly afterward. Lithium was prescribed, but 
she dropped out of treatment and stopped taking all medications. 
Apparently her depression returned shortly after that and persisted 
until the cuzrent admission. Ms. A had been hospitalized at age 23 
for a depressive episode, which responded to ECT. She had no 
history of spontaneous manic episodes. 

During the current admission two Board-certified staff psychia- 
trists agreed that Ms. A met diagnostic criteria for a major depres- 
sive episode with melancholia. Two days after admission, a DST 
was administered (1 mg of dexamethasone at 11:30 p.m.); her 
cortisol levels were 4.0 g/dl at 4:00 p.m. on the next day and 5.1 pg/ 
dl at 11:00 p.m. On the lith day of hospitalization, she was started 
on treatment with desipramine, 50 mg/day, and the dose was raised 
to 200 mg/day by the 23rd dav of hospitalization. On the 28th day, 
she began to display manic symptoms, including elated mood, flight 
of ideas, decreased sleep, pressured speech, inappropriate opti- 
mism, distractibility, and increased motor activity. А repeat DST 
was ordered on the 28th day and her cortisol levels at both 4:00 p.m. 
and 11:00 p.m. pn the 29th day were less than І ug/dl. On the 30th 
hospital dav, lithium carbonate treatment was started at a dose of 
900 mg/day, Which was progressively raised to 1800 mg/day; this 
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produced a serum level of .9 mEdq/liter. Tne desipramine was 
continued at a dose of 200 mg/day. On this regime, Ms. А progres- 
sively improved to the point that on the 43rd hospitz] day she was 
free of affective symptoms. On that day another DST was done; the 
4:00 p.m. cortisol level was 1.0 g/dl and the 11:00 p.m. leve! was 
1.2 g/dl. On the 47th day Ms. A was discharged. 

This patient's normal response to dexamethasone after a drug- 
induced change in clinical state from depression to mania supports 
the hypothesis that the DST can be used to monitor tFe change in the 
underlying core biological disorder of an active episode of major 
depression. This phenomenon is added support to tFe theory that a 
functional abnormality of the hypothalamic-pituitary-adrenal axis, 
as reflected by the subnormal postdexamethzsone suppression of 


cortisol, is a useful 'window" to the primary central nervous 
system pathologv associated with the clinical syndrome of For rw 
depressions. 
р Nd 
~ 
P 
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CHARLES B. SCHA=FER, M.D. 
Sacramento, Сай. 


Associating Smoking Cessation with Improved Health 


Sır: The letter to the Editor ‘‘Smoking and Depression” by Jaine 
Flanagan, M.H.S., and Јгаај Maany, M.D. (Apri 1982 issue) 
emphasizes the complexity of smoking behavior and untoward 
results that may follow smoking cessation. I have pre viously report- 
ed (I) similar phenomena in a group of patients who had serious 
physical illnesses such as bronchitis, asthma, and leu «oplakia of the 
vocal cords but also had obvious significant psycaopathology. 
Although they were strongly motivated to stop smokirg because of 
their physical symptoms, cessation of smoking produzed untoward 
consequences for most of these patients. They expe~enced weight 
gain, irritability, insomnia, depression, increased zlcohol intake, 
and rage outbursts. 

I have subsequently modified my approach tc the many smokers 1 
have seen. I view smoking cessation as one element in a quest fer 
improved health. My therapy anticipates the phenomena that may 
accompany cessation of smoking. Patients learn that since food will 
begin to taste better there will be a natural tendency to eat more. 
Therefore, I suggest that they learn to savor each mzuthful. I note 
that they may have a feeling of increased energy, waich they can 
channel into gratifying physical activities. I support and encourage 
the frequent turning to exercise as a part of the journey into health. 
This fits nicely with the increased respiratory capacit y, and pat.ents 
are frequently amazed that they can climb steps, jog, ard play tennis 
without becoming winded as they once did. Some of th2 best results 
seem to come with those people who get into a regular aerobic 
exercise program, which, of course, has enxio_ytic and antidepres- 
sant effects. 

Patients frequently have multiple addictions to legal. socially 
acceptable drugs. А young professional man saw me several menths 
after he stopped smoking by means of a commercial g-oup endeav- 
or. He had begun experiencing anxiety attacks, memory lapses, 
headaches, and sexual dysfunctioning. Consultation was precipitat- 
ed by a nocturnal anxiety attack during which he wokz ip and began 
running around his room in terror. The patient was a very bright, 
engaging, hard-driving man who was a ''producer'' znd lived weil 
but got little gratification out of his personal life. He consumed 
seven or eight cups of coffee a day, 5 oz of gin each evzning, and one 
or two beers at night. Therapy was simple and straight?orward; one 
major element was having the patient com»rehend the physiological 
effects of the stimulant and sedative drugs that he was taking He 
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decided to experiment aad see if his ‘‘hypersensitive autonomic 
nervous system’’ (a phrase from his internist) might be especially 
sensitive to caffeine; he switched to decaffeinated coffee and was 
amazed that he no longer needed medication for sleep and that much 
of his anxiety dissipatec. He had been able to tone down his 
tremendous expectations of himself and to learn that there is indeed 
life after work. ` 

Many patients can stop smoking after a single session and they 
frequently contact me spontaneously months or years later to let me 
know of their continued abstinence and improved health. Others 
achieve the same results through therapy that is more protracted and 
difficult. 
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` SHELDON B. Conen, M.D. 
Atlanta, Ga. 


Diagnoses of Blacks with Affective Disorder 


Sir: Two articles in the May 1981 issue provided interesting 
findings about affective d.sorder in hospitalized blacks. They were 
‘‘Manic-Depressive Illness Among Poor Urban Blacks” by Billy E. 
Jones, M.D., and associates and ‘‘Underdiagnosis of Manic-Depres- 
sive Illness in a Hospital Unit" by Robert Keisling, M.D. Both 
articles referred to the us» of DSM-III diagnoses but then used the 
term ‘‘manic-depressive illness" to describe the patients. In the 
second article it seemed clear that the author considered these 
patients to have bipolar disorder. In the first article, however, the 
diagnoses were not clear. Because the percents of patients with 
manic-depressive illness, schizophrenia, and organic mental disor- 
der added up to 100%, it is unclear where the major depressives 
would be in this scheme. It would be helpful to most of us who like 
to keep up on epidemiologic issues if the authors clarified what type 


of patients they were discussing: bipolar only or bipolar and major. 


depressive. 


PAULA J. CLAYTON, M.D. 
Minneapolis, Minn. 


Dr. Jones and Associates Reply 


Sır: Our study was based on the evaluation and review of cases 
that included the diagncses of bipolar disorder, mixed; bipolar 
disorder, manic; and bipclar disorder, depressed type. We did not 
feel it necessary to includ2 a breakdown of the diagnoses, since we 
felt that it was somewhat self-evident that we were using the term 
"manic-depressive' to include these diagnoses. We are indeed 
sorry for any confusion that this perhaps overly inclusive term may 
have caused. Perhaps a more correct label (according to DSM-III) 
would have been major aifective disorder, bipolar disorder. 


Bitty E. Jones, M.D. 
ELvIN B. Parson, M.D. 
BEVERLY A. GRAY, M.A. 
Bronx, М.Ү. 


Lithium-Hydrochlorothiaz:de Interaction? 


Sig: The article ‘‘Acute Hyperparathyroidism in a Patient After 
Initiation of Lithium Therapy" by Marc Rothman, M.D. (March 
1982 issue) raises some questions regarding the case formulation. 
The questions do not relate to the major point of the article but to the 
brief discussion of the factors leading to the development of lithium 
toxicity. Although I agree that the patient’s age may have made her 
more vulnerable, I would suggest that Dr. Rothman need look no 
further than the 1.80 mEqg/liter serum lithium level in his patient, 
certainly not as far as a litkium-haloperidol interaction. A potentially 
important interaction in this case is that of lithium and hydrochloro- 
thiazide. Petersen and associates (1) reported a 24% reduction in 
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lithium clearance in patients on thiazide diuretics. This interaction, 
in addition to a possible age-related decrease in renal clearance (2), 
may have contributed to the elevated serum level at a lithium Сове of 
1500 mg/day. A more conservative approach might have prevented 
the occurrence of lithium intoxication. Whether this wou:d have 
avoided the development of the hyperparathyroidism and permitted 
continuation of therapy is uncertain. А 


REFERENCES 


1. Petersen V, Hvidt S, Thomsen К, et al: Effect of prolonged thiazide 
treatment on renal lithium clearance. Br Med J 3:143-145, 1974 

2. Rowe JW, Andres R, Tobin JD, et al: The effect of age on creatirine 
clearance in men: a cross-sectional and longitudinal study. J Gerontol 
31:155-163, 1976 


PauL М. HELMS, M.D. 
Iowa City, Iowa 


Dr. Rothman Replies 


Sir: The patient's chart showed that hydrochlorothiazide treat- 
ment was discontinued on hospital day 7. This fact was erroneously 
not included in my case report. Because lithium carbonate taerapy 
was begun on day 6, the chances of a clinically significant interac- 
tion between the two drugs are remote (e.g., on day, 10 the serum 
lithium level was only 0.47 mEg/liter). All the other factors in the 
case discussion were postulated as potentially contributing, along 
with the apparent lithium toxicity, to the overall clinical detericra- 
tion of the patient, not as factors leading to the developmertt of the 
lithium toxicity itself. Because, as the article stated, in all previou: 
reports hypercalcemia and hyperparathyroidism developed in thé, 
apparent absence of lithium intoxication, I doubt that the intoxica- 
tion itself was a major factor in the development of the patient's ` 
acute hyperparathyroidism. : 


Marc RoTHMAN, M.D. 
Camden, NJ. 


Hypnosis for Urinary Retention 


Sir: I would like to describe the treatment of a severe case of 
urinary retention with hypnosis. 


A 15-year-old mildly mentally retarded boy who had undergone a 
ureterostomy procedure when ke was 2 months old was admitted to 
the hospital for undiversion. He did well after the operation but was 
unable to urinate through his penis. No anatomic or physiologic 
cause for his inability to urinate could be found. He required 
frequent catheterizations as a result of his inability to void. 

He resisted catheterization and complained bitterly about the 
procedure. He regressed and became withdrawn and apachetic, 
spending most of the day curled up in bed despite the fact that he 
was able to walk well. 

He had not urinated through his penis since he was 2 mon:hs old, 

and it is likely that inexperience in voiding as well as the usual 
postoperative pain and anxiety were contributing to a psychophysio- 
logic inability to urinate. 

Before the operation an educationally oriented approach had been 
used to prepare the child for the procedure. After the surgery, the 
psychiatric consultant visited the patient on the ward and attempted 
to manage his anxieties about catheterization and his d'füculty 
voiding with simple reassurance and factual explanations of what 
had been done during the operation. Three weeks after surgery, the 
patient still was not voiding and his regressed and pessimistic 
attitude was causing concern. 

A treatment plan was developed by the psychiatric consultant and 
the urologist. A Foley catheter was to be left in the patient's 5ladder 
for 5 days, and he was told in advance the day and time that it would 
be removed. With the catheter in place, he was treated with daily 
hypnotic interviews. 

The patient.entered the trance state easily and stated his convic- 
tion that his penis was plugged. In the trance state, he was directed 
to imagine himself drinking a glass of ice water’an‘a hot day. He 


mer 
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imagined the pleasurable sensations of swallowing a cold liquid and 
feeling it low the length of the esophagus. He imagined swallowing 
a small ice cube and appreciated that the flexible, distensible 
esophagus could allow the passage of a small solid object without 
becoming plugged. 

Using directed imagery, he experienced a series of scenes con- 
trasting wetness and dryness, cold and heat, roughness and smooth- 
ness. He :magined in detail a vignette of himself playing on his lawn 
with a garden hose. Each session ended with a suggestion that on the 
day that the catheter was to be removed he would feel great pride 
and pleasure when he discovered that he could urinate on his own. 

The patient found the hypnotic interviews relaxing and pleasur- 
able. His behavior on the ward improved, and his complaints about 
discomfort from the catheter were less frequent. On the morning of 
the fifth day, the catheter was removed and he voided after about 1 
hour. He has had a few episodes of incontinence but was well 
otherwise at 6 months follow-up. 


WILLIAM G. CAMPBELL. M.D. 
Seattle, Wash. 


Side Effects of Clonidine 


Sir: 1 read with great interest the report by John William 
Knesevich, M.D., of ‘Successful Treatment of Obsessive-Compul- 
sive Disorder with Clonidine Hydrochloride” (March 1982 issue). 
My colleazues and I (1) observed a rapid and impressive reduction in 
the compulsive rituals of a child who had received clonidine for 
Tourette syndrome. His rituals of jumping, smelling, touching, and 
counting disappeared completely. We reported, “In view of the 
dramatic improvement of compulsive rituals, the medication also 
deserves a clinical trial in the treatment of obsessive compulsive 
neuroses.” We followed this up with development and approval of a 
protocol for a systematic trial of clonidine for patients with compul- 
sive neurosis. However, we had to postpone it because our patient 
taking clonidine (others have also reported this) began to have 
crippling side effects after about 8-9 months of taking the medica- 
tion. These included manic-like affect and overactivity and intensifi- 
cation of preexisting ideas of reference that verged on delusions. It 
was necessary to discontinue clonidine and return to conventional 
medications. Hence, there is a need for caution in suggesting or 
planning long-term trials of clonidine for treatment of compulsive 
neurosis. 
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KHAJA AHSANUDDIN, M.D. 
Gainesville, Fla. 


Swallowing, Tardive Dyskinesia, and Anticholinergics 


Sır: We read with interest ‘‘Neuroleptic-Associated Dysphagia 
Confirmec by Esophageal Manometry” by Howard B. Moss, M.D., 
and Aron Green, M.D. (April 1982 issue) because we have been 
investigating the possible association between psychotropic drugs 
and disorders of swallowing for the past several years. On the basis 
of these studies, we would like to suggest a possible explanation for 
their observed findings in addition to those proposed in their report. 

Recently we reported thet psychiatric patients who choked to 
death were twice as likely to have been receiving multiple drugs with 
strong anticholinergic effects at the time of death as were living 
controls matched for age, sex, diagnosis, and length of hospital stay 
(71.4% versus 35.7%, respectively) (1) and that impairment of the 
gag reflex was more than three times as likely among living 
schizophrenic patients with evidence of tardive dyskinesia who 
were also receiving anticholinergic drugs at the time of examination 
(73.7%) than among patients without tardive dyskinesia with 
(12.5%) cr without (22.2%) anticholinergic drug treatment and 
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patients with tardive dyskinesia but withou: anticholinergic drug 
exposure (30.0%) (2). These latter -elationships are now being 
studied in a larger, randomly selected sample. 

Our findings led us to postulate the existence of an analogue of 
tardive dyskinesia in the medullary regioa. In the case of impa rment 
of the swallowing reflex, we suggest that the primary pathology may 
consist of a supersensitivity of inhibitory dopamine receptors which 
might be further enhanced by anticholinergic drugs. Such a mecha- 
nism would be consistent with thé case report by Moss and Green. 
since their patient exhibited long-standing tardive dyskinesia and 
was receiving benztropine throughout the dvsphagic episode. The 
rather rapid return of swallowing function after drug discontinuation 
could relate to the removal of the anticholinergic agent as an 
enhancement of the underlying tardive dyskinesia. Of course. in 
addition, the benztropine could have been implicated in the esopha- 
geal motility (3). 

We feel it is important to distinguish the type of dysphagia and 
swallowing impairment described by Moss and Grzen and by us 
from the recent reports of laryngeal-pharyrgeal dystonia acutely 
induced by the use of high-potency neuroleptics <4). In the latter 
cases, the pathologic mechanism clearly appears to be sudden 
massive dopamine blockade, for whick. tne treatment of choice is an 
anticholinergic agent. In contrast. the former dysphagias occur late 
in the course of neuroleptic treatment, usually in the presence of 
tardive dyskinesia, and may іп fact be caused or exacerba:ed by 
anticholinergic agents. 

Another important clinical facet is the observation :hat. unlike the 
patient described by Moss and Green, most of our patients who 
choked to death or exhibited an impaired gag reflex had no his-ory of 
swallowing dysfunction, suggesting thet many more patients may be 
at risk of sudden choking deaths than are readily apparent on 
cursory clinical examination. At a minimum, these findings suggest 
the need for periodic examination cf the zag refiex. especially 
among patients with tardive dyskinesia who are receiving anticholin- 
ergic drugs. 

Finally, we are interested in compiling a file o? case reports 
bearing on this condition and would invi:e reeders of the Jom nal to 
forward pertinent clinical information on such cases to us. We 
wholeheartedly agree with Moss and G-een's conclusion that farther 
systematic investigation of the epidemiology and pathophysiology of 
this and other possible brain stem manifestations o? psychotropic 
drug effects, e.g., sudden unexplained deaths, is ind:cated. 
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Epistaxis in Hypertensive Patients Taking Thioridazine r 

Sır: Thioridazine is a low-potency prenothiazine with anticholin- 
ergic effects such as diminished salivary flow, paralysis of the 
ophthalmic-ciliary muscle, and diminished peristalsis. Blood dyscra- 
sias such as agranulocytosis (1), aplastic anemia, and thrombocyto- 
penia (2) are rare, idiosyncratic effects of the phenothiazines. I have 
Observed epistaxis in three hypertensive patients who were receiv- 
ing thioridazine; it occurred 1 to 2 weeks efter tne beginning of 
treatment and remitted promptly after the neuroleptic was with- 
drawn. I am not aware of any published report describing similar 
cases. 
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Case 1. Mr. А, an 18-year-old man, was being treated with 
thioridazine, 200 mg/day, and lithium, 1200 mg/day, for agitation, 
threatening behavior, and pressured speech. One week after he 
began to receive thioridazine, on the day of his discharge from the 
inpatient unit, Mr. A had epistaxis. Two further episodes of nasal 
bleeding occurred during the next 6 weeks, each lasting 10—15 min. 
The thioridazine dose was decreased to 100 mg/day, and he contin- 
ued to receive 1200 mg/day of lithium. Mr. A had bleeding episodes 
almost daily during the following fortnight. Thioridazine treatment 
was discontinued and the epistaxis ceased 1 day later. A Weber test 
wes positive for the right ear, and Mr. A was found to have episodic 
hypertension. His blood pressure ranged from 150/70 mm Hg to 180/ 
120 mm Hg. His blood pressure was normal at the last follow-up. 


Case 2. Ms. B was a 43-year-old woman who had had several 
psychiatric hospitalizatiors for depression and paranoia. In the past 
6 years she had received maintenance treatment with amitriptyline, 
50—150 mg/day. On four occasions thioridazine, 50-100 mg/day, had 
been prescribed for up to | month to control increasing agitation. 
For the last 2 years Ms. B had had labile blood pressure, with 
dizstolic values of 70 to 100 mm Hg, and she had been treated with a 
salt-restricted diet. Two weeks after the most recent prescription for 
thioridazine, at a dose of 100 mg/day, Ms. B had nasal bleeding that 
lasted 2 hours and required treatment in an emergency room. After 
this, she stopped taking thioridazine and had no further epistaxis. 


Case 3. Ms. C was a 62-year-old woman who had depression, 
paranoia, and sexual obsessions. She was a Soviet immigrant who 
had been treated with antihypertensives in the U.S.S.R. until 3 
months before she came to this country. 

Ms. C's blood pressure was 140/82 mm Hg, and no other physical 
abnormality was discovered. Ms. C began to receive 50 mg/day of 
thioridazine. Antihypertensive medications were not renewed and 
she did not receive any other medications. At a follow-up visit 2 
weeks later, Ms. C complained of having had three episodes of 
epistaxis. Her uncooperativeness precluded obtaining more detailed 
information; however, she stated that these had never happened 
before and firmly believed the medication to be responsible. Her 
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medication was changed to thiothixene on the same day, and she 
had no further epistaxis. Her hypertension remained in the border- 
line range during the follow-up period. 


One explanation for this apparent side effect is the anticholinergic 
activity of thioridazine; conceivably, a dry nasal mucosa can 
predispose to trauma and bleeding. All three cases were encoun- 
tered during the home-heating season, when indoor humidity is low. 
However, the rarity of epistaxis among patients receiving this 
medication makes it more likely to be an idiosyncratic reaction. 
Thrombocytopenia, alterations in other hematological indices, and 
changes in the capillary vascular system related to essential hvper- 
tension singly or in combination may be other causal factors. 
Clinicians should be aware that epistaxis is a possible side effec: and 
that it can be terminated by a change to another neuroleptic. 
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Corrections 


On page 547 of the article ''Hysteria and Women" by Paul 
Chodoff, M.D., in the May 1982 issue, in the first column, 22 lines 
from the bottom, the sentence shculd read, ‘‘However, there is no 
doubt that behavior we would now regard as hysterical was fre- 
quently the basis for accusations of witchery."' 

The authors of the letter to the Editor '*Communication with 
Pediatric Cancer Patients," which appeared on pp. 844—845 of the 
June 1982 issue, were Betty Pfefferbaum, M.D., and Phyllis Leven- 
son, Dr.P.H., Houston. à 

The staff regrets these errors. 
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all these achievers have epilepsy. of America, or mail thís coupon. 
Today, epilepsy isn't the handicap [ EpilepsyFoundationofAmezca 1 
you might think. Thanks to medical | Pod LUE | 
progress, most people with epilepsy | want to learn more about epilepsy | 
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Epilepsy. 
It's not what you think. 
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Feeling nothing... 
but better. 


With CENTRAX " (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are rare.* Anxiety relief occurs smoothly, se that 
patients generally don’t feel anything —except less anxious. 


Centrax: 


(prazepam) 5-mg and 10-mg capsules 


10-mg scored tablet 


The way anxiety relief 
should feel. 


*As with all CNS-acting agents, patients should be cautioned aga:nst driving, drinking, 
or engaging in hazardous activities requiring mental alertness. All benzodiazepires should be 
prescribed carefully and patients assessed periodically to discourage improper usage. 
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Controlling 
high blood 
pressure on 
the job is good 
business. 


Illnesses from uncontrolled 
high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. 

About 2096 of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day. can prevent heart failure, 
stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
beeasily detected and controlled 
So a person can lead a normal, 
healthy and active life. On the 
job. and off. To learn how your 
company can start a high blood 
pressure control program, write: 


Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 


National High Blood Pressure Edücehon Program: 
National Heart, Lung. and Blood insthute.— 
US. Department ot Health and Human Servic 
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heart surgery? 
Meet another. 
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She's пої 50 or 60. She's 
only 8. And this is her third 
operation. The open heart 
surgery will help her lead a 
normal life. Each year, 
25,000 children are born with 
heart defects which can 
disable them for life. 

The American Heart 
Association is fighting to re- 
duce early death and dis- 
ability from heart disease and 
stroke with research, profes- 
sional and public educa- 
tion, and community service 
programs. 

But more needs to be 
done. 

You can help us save 
young lives by sending your 
dollars today to your local 
Heart Association, listed in 
your telephone directory. 


4. American Heart 


Association 


WERE FIGHTING FOR YOUR LIFE 
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.. Warnings Adapin has not been evaluated for 
Safety in pregnancy. No evidence of harm to 
“the animai fetus has been shown in reproduc- 

{ме studies. There are no data concerning 
< Secretion in human milk, nor on effect in nurs- 
cing infants. 
Usage in children under 12 years of age is 
2 pot recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
Serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 
In patients who may use alcohol exces- 
Sively, potentiation may increase the danger 
«inherent in any suicide attempt or overdosage. 


`: Precautions Drowsiness may occur and 
patients should be cautioned against driving 
г a motor vehicle or operating hazardous ma- 
; chinery. Since suicide is an inherent risk in 
.. depressed patients, they should be closely 
Supervised while receiving treatment. Al- 
2 though Adapin has shown effective tranquiliz- 
< ing activity, the possibility of activating or 
unmasking latent psychotic symptoms should 
be kept in mind. 
— . This product contains FD&C Yellow No. 5 
: (tartrazine) which may cause allergic-type re- 
actions (including bronchial asthma) in certain 
Susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have 
aspirin hypersensitivity. 
Adverse Reactions Dry mouth, blurred 
-Vision and constipation have been reported. 
_ Drowsiness has also been observed. 
Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. 
Weakness, dizziness, fatigue, weight gain, 
‘edema, paresthesias, flushing, chills, tinnitus, 
“photophobia, decreased libido, rash and pruri- 
¿tus may also occur. 


Dosage and Administration In mild to 
_ moderate anxiety and/or depression: 25 mg 
d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
50 mg may be taken at bedtime without loss 
of effectiveness. Usual optimum daily dos- 
age is 75 mg to 150 mg per day not to exceed 
00 mg per day. 
Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


` How Supplied Each capsule contains doxe- 
pin as the hydrochloride. 10, 25, 50, 75 and 

~ 100 mg capsules in bottles of 100 and 1000. 

<- For complete prescribing information, 
please see package insert or PDR. 
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An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA's Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association's patient's bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
Just complete and mail this form. 


Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.50 per 
copy for orders of 5 or more). All orders of $35 or less must be 
prepaid. 


0 My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


[] Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 
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For the patient in crisis: 








Rapid treatment of acute psychosis with intramuscular HALDOL haloperidol e 
has proved effective both in relieving patient suffering and in clearing v 
core psychotic symptoms of thought disorder’; it may also avoid or reduce the | 
_ need for hospitalization. Low-dose, less-sedating drugs such as HALDOL 
are preferred because they are less likely to produce sudden hypotension? _ 
_ excessive sedation’ or troublesome anticholinergic effects?” Extrapyramidal _ 
_ symptoms, which depend upon individual sensitivity and can occur к 
.. withall neuroleptics, can be controlled with antiparkinson medication or 
. dosage reduction* * 

* Marked improvement often occurs in 2-3 hours; initial response may be seen 
.. within 30-60 minutes. Careful observation of patient response is essential. 


























HALDOL can be given as often as every hour at any usual IM site, 


rarely causing local irritation. Patients typically require 1 to 4 injections of 5 mg 
at 60-minute intervals. 


HALDOL offers the widest dosage range to meet wide individual variations 
in patients’ needs. 


* Easy switchover from IM HALDOL to oral forms on a 1:1 basis smooths the 
. transition to maintenance therapy. 


(haloperidol) 


tablets/concentrate/injectior 







y occur. ! Marked sedation is rare; some instance $ 
2 Please turn page for brief summary of prescri 











* New 20-mg tablet facilitates h.s. administration, |. * Easy switchover from IM to oral forms 
which may enhance patient compliance 





* Tasteless, odorless, colorless concentrate 


* Six tablet strengths aid in dosage adjustment permits very small dosage adjustments 


during all phases of therapy, including 


long-term maintenance See Brief Summary of Prescribing Information below for 


contraindications, warnings, precautions and adverse reactions. 


HALDOL-® concentrate 
(haloperidol) 

tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
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:: for rapid control (often within hours) © 
ш acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
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or pH adjustment to 3.0-3.6. 
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Summary of Prescribing information 

A ations: Severe, toxic CNS depression or comatose states from any cause, therapy iS generally uneventful. However, some patients on maintenance treatment experience. E 

ypersensitivity to the drug, Parkinson's disease transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 

Wamings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- from "Persistent Tardive Dyskinesia ' except for duration. It is unknown whether gradual with- 

nant has not been established: use only if benefit clearly justifies potential hazards. Infants drawal will reduce the occurrence of these signs, but until further evidence is available. 
HALDOL should be gradually withdrawn 


should not be nursed during drug treatment 
Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored Persistent Tardive Dyskinesia: Although rarely reported with HALDOL. tardive dyskinesia may 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such appear during or after long-term therapy. The risk appears to be greater in elderly patients on 
namin vnde mei can Sate eat nda ару apes тойа Be cor 
PS І АР versible; п ive tr and all antipsychotic agents shou! ISCON c. 
General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, — tinued. The syndrome may be masked by reinstitution of drug. increasing dosage, or switching 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- — to a different antipsychotic agent 
селігайол or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum Р ie К 
cholesterol and/or cutaneous and ocuiar changes have been reported with chemicaily-related Other CNS Effects: insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
drugs. although not with haloperidol. Mental and/or physica! abilities required for hazardous sion, lethargy, headache, confusion, vertigo. grand mal seizures, and exacerbation of psy- 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects  chotic symptoms including hallucinations, and catatonic-like behavioral states which may be. : 
and hypotension. responsive to drug withdrawal and/or treatment with anticholinergic drugs. 
recautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor rhabdomyolysis and acute rena! failure, has occurred. Cardiovascular Effects: Tachycardia 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity ага hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- s 
paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant — Kocytosis, minimal decreases in red blood ceil counts, anemia, or a tendency toward lympho 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a monocytosis; agranulocytosis rarely reported and only in association with other medication: 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of Liver Effects: impaired tiver function and/or jaundice reported. Dermatologic Reactions: . 
terferance occurred with the effects of one anticoagulant (phenindione). Concomitant anti- Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- . 
\ “medication, if required, may have to be continued after HALDOL is discontinued crine Disorders: Lactation. breast engorgement, mastaigia, menstrua! irregularities, gyneco- . 
‘of different excretion rates; if both are discontinued simultaneously, extrapyramidal таза. impotence, increased libido, hyperglycemia and hypoglycemia. Gastrointestinal 
тау occur. Intraocular pressure may increase when anticholinergic drugs, including Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nausea and vomiting. 
son drugs, are administered concomitantly with HALDOL. When HALDOL is used for Autonomic Reactions: Dry mouth, blurred vision, urinary retention and diaphoresis, Respi- 
tyclic disorders, there may be a rapid mood swing to depression Severe neurotox- ratory Effects: Laryngospasm, bronchospasm and increased depth of respiration. Other: : 
ur in patients with thyrotoxicosis receiving antipsychotic medication, including Cases of sudden and unexpected death have been reported in association with the adminis- < 
euroleptic drugs elevate prolactin levels; the elevation persists during chronic traton of HALDOL. The nature of the evidence makes it impossible to determine definitively 
i- Tissue culture experiments indicate that approximately one-third of human what role. if any, HALDOL played in the outcome of the reported cases. The possibility that. 
rs are prolactin dependent ín vitro, a factor of potential importance if the prescrip- HALDOL caused death cannot, of course, be excluded, but it is to be kept іп mind that sudden ©: 
* drugs is contemplated in a patient with a previously detected breast cancer, апо unexpected death may occur in psychotic patients when they go untreated or when they 


ithoug! го» such as свота amenorrhea, gynecomastia, and impotence have аге treated with other neuroleptic drugs. 
reported, the clinical si nificance of elevated serum prolactin levels is unknown for most т : i shou! 
patients. An increase in manmay neoplasms has been found in rodents after chronic admin- IMPORTANT ате ос use id Ob resá before HALDOL haloperidol i 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to т, p А | a 
- date. however, have shown an association between chronic administration of these drugs and he injectable form is intended only for acutely agitated psychotic patients with moderately 
-mammary tumorigenesis: the available evidence is considered too limited to be conclusive at Severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of; 
j 1:5. 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause intramuscular administration in children have not been condugted. 
Б 'gic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- ; 
aliy in those who have aspirin hypersensitivity. HALDOL tablets and concentrate (120 тї) are manufactured by McNeil Pharmaceutical Co., J 
Palvere s Reactions: CNS Есш Extrapyramidal Reactions: Neuromuscular (extrapyrami Dorado, PR 00646. E i 
- dab reactk ауе been reported frequently, often during the first few days oftreatment Gen- References: Я Я - Overview: Etfi : Е i 
‘erally they involved Parkinson-like symptoms which were usually mild to moderately severe and чумы RR eh a Pen а is ермеу Preis апа 279-278. boy 
"usually reversible. Other types. of neuromuscular reactions (motor restlessness, dystonia, 2. Anderson WH, Kuehnie J c early management of acute Ds, chosis N Engl J: 
“akathisia hyperretiexia, opisthotonos, oculogyric crises) have been reported far less пе Meda -1128-113 fide "Küehr Vea y Жыш 
i 5 н ted 305(19): 1128-1130, 1981. 3. Anderson WH, Kuehnle JC: Strategies for the treatment of 
quently, but were offen more severe. Severe extrapyramidal reactions have been reported аї acute psychosis. JAMA 229(14):1884-1889 FA - 
му doses. Generally, extrapyramidal symptoms are dose-related since they occur at : TUNIS LA E gr е, 
h doses and disappear or become less severe when the dose is reduced. Antipar- : : 
"&inson drugs may be,required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases f Ve i 
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| PREVENTING MENTAL ILLNESS: 
Efforts and Attitudes 


| A new publication of The Joint Information Service of the American 
Psychiatric Association and the Mental Health Association. P 
Raymond M. Glasscote; Eleanor Kohn, Allan Beigel, Merrili F. Raber. : 
Nancy Roeske, Bonnie A. Cox, James R. Raybin, Bernard L. Bloom 


There has long been interest in preventing mental illness, but no great emphasis o 
financing necessary research and pilot programs. Dramatic discoveries of nutritiona 
toxic, and infective causes of certain psychoses were made long ago and led to t 
prevention, but prevention of schizophrenia, mania, sociopathy, and biological de- 
pression, among other major disorders, requires further knowledge. 


In recent years faith has grown that programs supporting those experiencing heav 
| | stress and privation will provide benefits increasing the likelihood that they will rema 
| functional, productive, and well. This volume provides a balanced, fairminded, an 
realistic explication of present possibilities and reasonable expectations. It explores 
: variety of viewpoints and describes in significant detail a variety of prevention- 
. motivated programs for a variety of vulnerable people and provides such outcome 1 

formation as is presently available. 





1980. 138 pp., Casebound. 
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Mail to: Publication Sales Department, American Psychiatric Association, 
1700 18th Street, N.W., Washington, D.C. 20009. 


Please send me... copies of Preventing Mental Illness for which remittance 
of$. ..  . is enclosed. 
Publication #Р503-5. $10.00 


АП domestic orders amounting to $35.00 or less must be accompanied by payment: all 
J. foreign orders, regardless of dollar amount, must be accompanied by payment in 
U.S. funds. Orders over $35.00 will be invoiced with shipping and handling charges 
included. 
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If you could design an 
effective antipsychotic which 
can lower the incidence of 

patient treatment problems... 


it would be 


MOBAN:-... 
Concentrate ,- 
molindone НС] 


Chemically Distinct: Ncr 
о Not a phenothiazine or high-potency neuroleptic: 
О A mid-potency antipsychotic which can lower the 

incidence of patient treatment problems to help 

encourage compliance. 


Effective: 


O Clinically shown to be as therapeutically effective as 
Stelazine* (trifluoperazine).' 


Low Incidence of Sedation: 


O Unlike the low-potency phenothiazines, MOBAN may 
provide an activating effect?—which may be of benefit 
to withdrawn or apathetic patients. 


Moderate Incidence of - 


Extrapyramidal Reactions: 


O High-potency neuroleptics—of the piperazine group 
and Haldol" (haloperidol)—are associated with a nigh 
incidence of extrapyramidal reactions? . 
О Extrapyramidal reactions may occur with MOBAN in 
susceptible individuals. 


*Some patients may experience initial drowsiness and should be advised against activities 
олз mental alertness until their response to the drug has been established. 





low ncidence of eee: 
Mk pot 


x problems which can help to encourage patient tompllance. | 


О LOW MODERATE 
cidence incidence incidence 
_ impotence adverse drug extrapyramidal 
.| excessive weight interactions reactions 
gain endocrine 
hepatotoxic changes disturbances 
ophthalmological hematological 
changes changes 
persistent tardive hypotension 
.. dyskinesia** lactation 
skin pigmentation nonpersistent symptoms 
thyroid function changes of tardive dyskinesia 
tolerance development sedation 


"*Heports of the irreversible variety of tardive dyskinesia have not been received, 
_ but this cannot be used to predict that МОВАМ cannot cause an irreversible 
~~ dyskinetic syndrome. 
This table compiled from clinica! and field reports. 


Dosage Availability 
Tablets: A range of strengths to simplify titration for the outpatient. 
Available in 100, 50, 25, 10 and 5 mg tablets. 
« .. Concentrate: 20 mg/ml, easily administered in fruit juice for the 
- ... hospitalized patient. 
Recommended Dosage: 
Initially, 50-75 mg/day, increased to 100 mg/day in 3-4 days. 
з Based on severity of symptomatology, dosage may be titrated up 
ог down, ‘depending on individual patient response. 
-Up to 225 mg/day in patients with severe symptomatology. 
Е Чону апа debilitated patients should be started on lower dosages. 


e following. 
page for complete 
_ prescribing informati 
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IN. HON 


о Not a phenothiazine. 

D Not a high-potency neuroleptic. 

п An effective mid-potency antipsychotic which can 
lower the incidence of patient treatment problems 
to help encourage compliance. 

DESCRIPTION MOBAN (molindone hydrochloride) is a dihydroindolone compound which 

is not structurally related to the phenothiazines, the butyrophenones or the thioxanthenes. 

МОВАМ is 3-ethyl-6, 7-dihydro-2-methyl-5-(morpholinomethy!) indol-4 (5H)-one hydro- 


chioride. It is a white crystalline powder, freely soluble in water and alcoho! and has a 
molecular weight of 312.67. 





MOLINCONE HYDROCHLORIDE 


ACTIONS MOBAN (molindone hydrochioride) has a pharmacological profile in laboratory 
“animals which predominantly resembles that of major tranquilizers causing reduction of 
spontaneous locomotion and aggressiveness, suppression of a conditioned response and 
antagonism of the bizarre stereotyped behavior and hyperactivity induced by amphetamines. 
In addition, MOBAN antagonizes the depression caused by the tranquilizing agent 
tetrabenazine. 
In human clinical studies tranquilization is achieved in the absence of muscle relaxing ог 
--Incoordinating effects. Based on EEG studies, МОВАМ exerts its effect on the ascending 
reticular activating system. 


| | «Human metabolic studies show МОВАМ (molindone hydrochioride) to be rapidly absorbed 
- and metabolized when given orally, Unmetabolized drug reached a peak blood level at 1.5 


; hours. Pharmacological effect from a single oral dose persists for 24-36 hours. There are 
36 recognized metabolites with less than 2-3% unmetabolized MOBAN being excreted in 
urine and feces. 


C INDICATIONS МОВАМ (molindone hydrochloride) is indicated in the management of the 


-- manifestations of schizophrenia. 

-CONTRAINDICATIONS МОВАМ (mclindone hydrochioride) is contraindicated in severe 
белга! nervous system depression (alcohol, barbiturates, narcotics, etc.) or comatose 
states, and in patients with known hypersensitivity to the drug. 

WARNINGS Usage in Pregnancy: Studies in pregnant patients have not been carried out. 
Reproduction studies have been performed in the following animals: 


Pregnant Rats oral dose— 

по adverse effect 20 mg/kg/day—10 days 
‚по adverse effect 40 mg/kg/day—10 days 
Pregnant Mice oral dose— 


20 mg/kg/day— 10 days 
40 mg/kg/day—10 days 


slight increase resorptions 
slight increase resorptions 
Pregnant Rabbits oral dose.— 


no adverse effect 5 mg/kg/day— 12 days 
no adverse effect 10 mg/kg/day— 12 days 
no adverse effect 20 mg/kg/day— 12 days 


Animal reproductive studies have not demonstrated a teratogenic potential. The anticipated 
benefits must be weighed against the unknown risks to the fetus if used in pregnant patients 
Nursing Mothers: Data аге not available on the content of МОВАМ (molindone hydrochlo- 
ride) in the milk of nursing mothers. 

Usage in Children: Use of MOBAN (molindone hydrochloride) in children below the age 
of twelve years is not recommended because safe and effective conditions for its usage have 
not been established. 

MOBAN has not been shown effective in the management of behavioral complications in 
pe with mental retardation. 

ECAUTIONS Some patients receiving MOBAN (molindone hydrochloride) may note 
drowsiness initially and they should be advised against activities requiring mentai alertness 
until their response to the drug has been established. 

Increased activity has been noted in patients receiving MOBAN. Caution should be exercised 
where increased activity may be harmful. 
МОВАМ. does: not lower the seizure threshold in experimental animals to the degree noted 
with more sedating antipsychotic drugs. However. in humans convulsive seizures have been 
: reported in a few instances 
+ The physician should be aware that 1715 tablet preparation contains calcium sulfate as an 
:cexcipient and that calcium ions may interfere with the absorption of preparations containing 
f [Дн Sogiom and tetracyclines. 
МОВАМ has an antiemetic effect in animals. A similar effect may occur in humans and may 
“obscure signs of intestinal obstruction ог brain tumor. 
"Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic adminis- 
“tration: Tissue culture experiments indicate that approximately one-third of human breast 
© cancers are prolactin dependent in vitro. a factor of potential importance if the prescription 
of these drugs is contemplated in apatent with a previously detected breast cancer. Although 
disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been 
reported, the:clinical significance of slevated serum prolactin levels is unknown for most 
patients, An increase in mammary neoplasms has been found in rodents after chronic 
administration of neuroleptic drugs 
Neither-clinical studies nor epidemiologic studies conducted to date, however, have shown 
an association between chronic admiris:ratian of these drugs and mammary tumorigenesis, 
the available evidence 15 considered too limited to be conclusive at this time. 
ADVERSE REACTIONS—CNS EFFECTS The most frequently occurring effect is initial 
drowsiness that generally subsides with continued usage. of the drug or lowering of the 
dose. Е ME 
Noted less frequently were depression, hyperactivity and euphoria. 


Neurological—Extrapyramidal Reactions Extrapyramidal reactions noted below may. 


occur in susceptible individuals and are usually reversible with appropriate management. 
Akathisia Motor restlessness may occur early. TP ai | 
Parkinson Syndrome Akinesia, characterized by rigidity, immobility and reduction of 


voluntary movements and tremor, have-been observed. Occurrence is less frequent than 


akathisia. * 















Dystonic Syndrome Prolong contractions of muscle groups occur infre-- 
juently. These symptoms may be managed by the addition of a synthetic antiparkinson 

ent (other than L-dopa); small doses of sedative drugs, and/or reduction in dosage. 

rdive Dyskinesia Neuroleptic drugs are known to cause a syndrome of dyskinetic 





“Movements commonly referred to as tardive dyskinesia. The movements may appear during 
- treatment or upon withdrawal of treatment and may be either reversible or irreversible (і... 


persistent) upon cessation. of further neuro:eptic administration. Reports of reversible 


tardive dyskinesia in association with МОВАМ therapy have been received. Reports of the © 


irreversible variety have not been received, but this cannot be used to predict that МОВАМ - 
cannot cause an irreversibie dyskinetic syndrome. ; 
The syndrome is known to have a variable latency tor development and the duration of the 
latency cannot be determined relíably. it is thus wise to assume that any neuroleptic agent 
has the capacity to induce the syndrome and act accordingly until sufficient data has been 
collected to settle the issue definitively for a specific drug product. In the case of neuroleptics 
known to produce the irreversible syndrome, ‘he following has been observed: 
Tardive dyskinesia associated with other agents has appeared in some patients on lorg- 
term therapy and has also appeared after drug therapy has been discontinued. The rsk 
appears to be greater in elderly patients on high-dose therapy, especially females. The 
symptoms are persistent and in some patients appear to be irreversible. The syndrome is 
characterized by rhythmical involuntary movements of the tongue, face, mouth or jaw (e.9.. 
protrusion of tongue, puffing of cheeks, puckering of mouth, chewing movements). There 
may be involuntary movements of extremities 
There is no known effective treatment of tardive dyskinesia; antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents 
be discontinued if these symptoms appear. Should it be necessary to reinstitute treatment, 
or increase the dosage of the agent, or switch toa different antipsychotic agent, the syndrome 
may be masked. It has been reported that fine vermicular movements of the tongue may be 
an early sign of the syndrome and if the medication is stopped at that time the syndrome 
may not develop 
Autonomic Nervous System Occasionally blurring of vision, tachycardia, nausea, dry 
mouth and salivation have been reported. Urinary retention and constipation may occur 
peel if anticholinergic drugs are used to treat extrapyramidal symptoms. 
lematological There have been rare reports of leucopenia and leucocytosis. if such 
reactions occur, treatment with МОВАМ may continue if clinical symptoms are absent. 
Alterations of blood glucose, liver function tests, B.U.N., and red blood cells have not been 
considered clinically significant. 
Metabolic and Endocrine Effects Alteration of thyroid function has not been signiticant. 
Amenorrhea has been reported infrequently. Resumption of menses in previously amenor- 
theic women has been reported. Initially heavy menses may occur. Galactorrhea and gyne- 
comastia have been reported infrequently. increase in libido has bedh noted in some 
patients. Impotence has not been reported. Although both weight gain and weight loss have 
been in the direction of normal or ideal weight, excessive weight gain has not occurred with 


Cardiovascular Rare, transient, non-specific T wave changes have been reported on E.K G. 
Association with a clinical syndrome has not been established. Rarely has significant 
hypotension been reported 
Ophthalmological Lens opacities and pigmentary retinopathy have not been reported 
where patients have received MOBAN (molindone hydrochloride). In some patients, phe- 
nothiazine induced lenticular opacities have resolved following discontinuation of the 
phenothiazine while continuing therapy with MOBAN 
Skin Early, non-specific skin rash, probably of allergic origin, has occasionally been 
reported. Skin pigmentation has not been seen with MOBAN usage alone. 
MOBAN (molindone hydrochloride) has certain pharmacological similarities to other arti- 
psychotic agents. Because adverse reactions are often extensions of the pharmacological 
activity of a drug, al! of the known паа ооо effects associated with other antipsy- 
chotic drugs should be kept in mind when MOBAN is used. Upon abrupt withdrawal affer 
rolonged high а an abstinence syndrome has not been noted. 
OSAGE AND ADMINISTRATION Initia! and maintenance doses of МОВАМ (molindone 

hydrochloride) should be individualized. 
Initial Dosage Schedule The usual starting dosage is 50-75 mg/day. 

—Increase to 100 mg/day in 3 or 4 days. 

—Based on severity of symptomatology. dosage may be titrated up or down depending 

on individual patient response. 

—An increase to 225 mg/day may be required in patients with severe symptomatology. 
Elderly and debilitated patients should be started on lower dosage. 
Maintenance Dosage Schedule 
1. Mild—5 mg-15 mg three or four times а day. 
2. Moderate—10 mg-25 mg three or four times a day. 
3. Severe—225 mg/day may be required. 
DRUG INTERACTIONS Potentiation of drugs administered concurrently with MOBAN 
(motindone hydrochloride} has not been reported. Additionally, anima! studies have not 
shown increased toxicity when MOBAN is given concurrently with representative members 
of three classes of drugs (i.e., barbiturates. chloral hydrate and antiparkinson drugs). 
MANAGEMENT OF OVERDOSAGE Symptomatic. supportive therapy should be the rule. 
Gastric lavage is indicated for the reduction of absorption of MOBAN (molindone hydro- 
chloride) which is freely soluble in water. 
Since the adsorption of MOBAN (molindone hydrochloride) by activated charcoal has not 
been determined, the use of this antidote must be considered of theoretical value. 
Emesis in a comatose patient is contraindicated. Additionally, while the emetic effect of 
apomorphine is blocked by MOBAN in animals, this blocking effect has not been determined 
in humans. 
A significant increase in the rate of removal of unmetabolized MOBAN from the body by 
forced diuresis, peritoneal or renal dialysis would not be expected. (Only 2% of a single 
ingested dose of МОВАМ is excreted unmetabolized in the urine.) However, poor response 
of the patient may justify use of these procedures. 
While the use of laxatives or enemas might be based on general principles, the amount of 
unmetabolized MOBAN in feces is less than 1%. Extrapyramidal symptoms have responded 
to the use of diphenhydramine (Benadry!*) and the synthetic anticholinergic antiparkinson 
agents (i.e., Artane? Cogentin? Akineton"). 
HOW SUPPLIED As tablets in bottles with potencies and colors as follows: 


100's and 1000's: 100's: 
5 mg orange 50 mg blue 
10 mg lavender 160 mg tan 


25 mg light green 
Asaconcentrate containing 20 mg molindone hydrochloride per mi in 4.02. (120 mi) bottles. 
*Benadryl— Trademark, Parke Davis and Co. 6102-7 
*Artane— Trademark, Lederle Laboratories : 
*Cogentin— Trademark; Merck Sharp: & Dohme 


-"Akineton-—Trademark, Knoll Pharmaceutical Co. 


МОВАМ is an Endo Registered U.S. Trademark. — Rev. Nov. 1980 


Garden City, New York 11530 — BC921 8/81 








Everybody 
knows somebody 
who's been helped. 





The United Way is reaching out. It goes into 

every neighborhood. To every age group. Across 
every income level. 

To help. In a thousand ways. 

А neighbor. А relative. Maybe someone down the 
street who's eut of work. Or sick. Or in trouble. 
Chances are the United Way helps someone you know. 
Maybe someday it'll be helping you. 





United Way 
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Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 
Five double-blind studies, ranging from ? to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCI/Roche) was effec- 
P tive in both inpatients and outpatients.'? Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- J 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 


alcohol during therapy. 
® 


Copyright © 1982 by Roche Products Inc. All rights reserved 





udied in 737 neuropsychiatric 
itients 

Clinical data on Dalmane (flurazepam HCl/Roche) extend 
737 insomniac patients with concomitant neurologic or psy- 
atric disorders who had difficulties in initiating and maintain- 
sleep. Thus, when specific hypnotic therapy is indicated 
ar a careful medical and psychiatric work-up, Dalmane is a 
ll-documented choice. More than 200 studies involving 
arly 10,000 patients attest to the efficacy and relative safety 
Dalmane in insomnia.° No other hypnotic has this kind of 
rough documentation. And none has been shown to be more 
ective, Daimane is contraindicated in pregnancy and іп pa- 
ats fs with known hypersensitivity to the drug. 
















Dalmane (m Р seldom causes _ 
morning hangover and avoids rebound | 


insomnia 


Of all available hypnotics, only Dalmane has objective 
sleep laboratory evidence proving that insomniacs fall asleep 
significantly sooner (р<0.05), stay asleep sigrificantly longer 
(р<0.01) and awaken less often (р<0.05) on the first © 
three nights of therapy and after two consecutive weeks of treat- 
ment.” Dalmane maintained its ability to reduze sleep latency- 
and decrease total wake time for 28 consecutive nights.* Since 
insomnia is usually transient, prolonged use of :ypnotics is usu- 
ally not indicated. 

A retrospective analysis of Dalmane use in 2542 hospital. 
patients showed that the incidence of morning sangover was low 
(3.1%) and clearly dose- and age-related.* Anc there were no 
reports of rebound insomnia with Dalmane on the nights after · 
therapy was discontinued.’ | 


Continued nightlong efficacy 





(Сей improvement in sleep latency from pretherapy baselines 


DALMANE 


COE TIAL WAKE ИМЕ FROM BASELINE 
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fora restful night 
 Dalmane ‹ 


flurazepam HCl/Roche _ 


15-mg/ 30-mg T 
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Dalmane'(turazepan HC/Roche) © 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effectiv2 in all types of insomnia character- 
ized by difficulty in falling asleep, frequent nocturnal 
awakenings and/or early morning awakening; in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness for al 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent, prolonged 
administration is generally not necessary or recommended 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: <nown hypersensitivity to flurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g.. operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. No: recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have no: been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
for a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase @ к 

Precautions: Іп elderly and debilitated patients, it is rec- 
ommended that the cosage be limited to 15 mg to reduce 
risk of oversedation, dizziness, confusion and/or ataxia 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness, lightheaded- 
ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation, 
lethargy. disorientation and coma, probably indicative of 
drug intolerance or overdosage, have been reported. Also 
reported: headache, heartburn, upset stomach, nausea, 
vomiting, diarrhea, constipation, СІ pain, nervousness, 
talkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains, body and joint pains and GU com- 
plaints. There have also been rare occurrences of leuko- 
penia, granulocytopenia, sweating, flushes, difficulty in 
focusing, blurred vision, burning eyes, faintness, hypoten- 
sion, shortness of breath, pruritus, skin rash, dry mouth, 
bitter taste, excessive salivation, anorexia, euphoria, 
depression, slurred speech, confusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase; and paradoxical reactions, 
e.g., excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum beneficial effect. 
Adults: 30 mg usual dosage; 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCI. 


Roche Products Inc. 
; ^, Manati, Puerto Rico 00701 
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IMPORTANT UPDATE 


The second edition of 


A MANUAL OF 
PSYCHIATRIC PEER REVIEW 


This publication upholds APA's position 
that the psychiatric profession itself can 
best oversee standards for mental health 
care. 


The manual outlines the appointment and 
function of the Peer Review Committee. 
model screening criteria, and special prob- 
lems related to peer review: psychiatric. 
psychoanalytic, and peer review as it re- 
lates to child psychiatry. 


Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 3 


ment; and inpatient treatment of adoles- 


ORDER YOUR COPY NOW 


Please send me... сору(ѕ) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #Р116-1. 
$11.00 each. 


check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 


bill me (orders over $35 only). АП in- 
voices will include shipping and han- 
dling charges. 


NAME 


CY. аф. y 


Send this coupon to: Publication Sales, Ameri- 
can Psychiatric Association, 1700 18th Street, 
N.W., Washington, D.C. 20009. 
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. SOME OF THE 
MOST IMPORTANT 
WORK FOR CANCER 
IS BEING DONE 

OUTSIDE THE LAB. 

















Its being done а 525 ELE Now, like Theresa, 
in automobiles ў ч iy Madeline is bring- 
and living rooms. ing help and hope 
Over coffee and = to other women as 
cake. By people a Reach to Recov- 
like Madeline Mitza ery volunteer. 





and Theresa . Madeline and 
Barbieri. NUN 3€ Theresa are living 
They met when Madeline proof that its people who give 
was in treatment for breast people the will fo live. The 
cancer and Theresa was the work in the lab must continue. 
volunteer who drove herto And so must the work outside. 
her therapy appointments. We need your help. 





SHARE THE 
COST OF LIVING 


Give to the American Cancer Society. $" 


BEFORE THE REVOLUTION 


Tortured minds and shackled limbs—common 
conditions from an era past. The era before the 
introduction of ‘Thorazine’, an event that was їо 
revolutionize psychiatric care. 

Back in 1954, 'Thorazine' was notable for its 
effective control of the manifestations of psychosis, 
for increasing patient accessibility to psycho- : 
therapy, for helping restore large numbers of 
patients to productive lives in the community. 

Today, 28 years later, it still is. 


® Tablets: 
50 and 100 mg. 
of the HCI 


CHLORPROMAZINE 
The original chlorpromazine. 
From SK&F, pioneers in psychopharmacology. 


Please see next page for a brief summary of prescribing information. 


SI«ST 


a SmithKline company 





“The following is a brief summary. 


indications: For the management of manitestations ot psychotic disorders. To control the | 
manitestations of the manic type of manic-depressive illness. For.the treatment of severe 
behavioral problems-in children marked by combativeness and/or explosive hyper- 
excitable behavior (out of proportion to immediate provocations), and in the short-term 
Treatment of hyperactive children who.show excessive motor activity with. accompanying 
- conduct disorders consisting of some or all of the following symptoms: impulsivity, difficulty 
sustaining attention, aggressivity, mood lability and poor frustration tolerance. 




























Based on a review of this drug by the National Academy of Sciences— National 
Research Council and/or other information, FDA has classified the other indication 
as follows: 
Possibly effective: For control of excessive anxiety, tension and agitation as seen in 
neuroses 


Fina! classification of the less-than-effective indication requires further investigation. 































:  Contraindications: Comatose states, presence of large amounts of C.N.S. depressants, 


or bone marrow depression 


Warnings: The possibility of extrapyramidal reactions from chlorpromazine may contuse 
the diagnosis of Reye's syndrome or other encephalopathy. Therefore, avoid use in 
children or adolescents with suspected Reye's syndrome. 


“Avoid using in patients hypersensitive (e.g.. blood dyscrasias, jaundice) to any pheno- 
^thiazine. Caution patients about activities requiring alertness (e.g.. operating vehicles or 
machinery) especially during the first few days therapy. Avoid concomitant use with 
“alcohol. May counteract antihypertensive effect of guanethidine and related compounds. 


Use in pregnancy only when essential. There are reported instances of jaundice, prolonged 
extrapyramidal signs or hyperreflexia in newborns whose mothers had received chlor- 
promazine. Chlorpromazine is excreted in the breast milk of nursing mothers 


“Precautions: Use cautiously in persons with cardiovascular, liver or chronic respiratory 
disease, or with acute respiratory infections. Patients with a history of hepatic encephalop- 
; athy. due to cirrhosis have increased sensitivity to the C.N.S. effects of chiorpromazine. 
“Due to cough reflex suppression, aspiration ot vomitus is possible. May proiong or intensify 
“the action. ot C.N.S. depressants, organophosphorus insecticides, heat, atropine and 
elated drugs. (Reduce dosage of concomitant C.N.S. depressants.) Anticonvulsant action 
of barbiturates i is not intensitied. Antiemetic effect may mask signs of overdosage of other 
rugs or. obscure diagnosis and treatment of conditions such as intestinal obstruction, 
brain: t nd. Reye's syndrome (see Warnings). When used concomitantly, may 
обес е vomiting as a sign of toxicity of a cancer chemotherapeutic agent. Discontinue 
erm therapy gradually. Patients with a history of long-term therapy with 
‘Thoraz Zor other neuroleptics should be evaluated periodically for possible adjust- 
ment or discontinuance of drug therapy. Use cautiously in patients with glaucoma. Neuro- 
“feptic drugs cause elevated prolactin levels that persist during chronic administration. 
Since approximately one-third of human breast cancers are prolactin-dependent in vitro, 
: this elevation is of potential importance if neuroleptic drug administration is contemplated 
i ina patient with a previously detected breast cancer. Neither clinical nor epidemiologic 
: Studies to date, however, have shown.an association between the chronic administration 
of neuroleptic drugs and mammary tumorigenesis. Chlorpromazine diminishes the effect 
of oral anticoagulants. it may lower the convulsive threshold; dosage adjustments of anti- 
“convuisants may be necessary. Concomitant administration with propranolol results in 
increased plasma levels of both drugs. Patients should not receive "Thorazine' 48 hours 
before or 24 hours after myelography with the contrast medium metrizamide 


"Thorazine' tablets have recently been reformulated to remove FD&C Yellow #5 (tartrazine). 
Reformulated lots can be identified by the wording "Modified Formula" on the immediate 
©: container labels. However, until the transition process is complete, some lots of Thorazine' 
tablets containing FD&C Yellow #5 'tartrazine) will still be in stock. FD&C Yellow #5 
(tartrazine) may cause allergic-type reactions (including bronchial asthma) in certain 
susceptible individuals. Although the overall incidence of FD&C Yellow $5 (tartrazine) 

“sensitivity in the general population is low, it is frequently seen in patients who also have 
aspirin sensitivity. For specific information, contact Smith Kline &French Laboratories 
“(outside Pa., call toll-free: 1-800-523-4835, ext. 4262; in Pa., call collect: 215-751-4262) 


“Adverse Reactions: Drowsiness. cholestatic jaundice, agranulocytosis, eosinophilia, 
leukopenia, hemolytic. anemia, aplastic anemia, thrombocytopenic purpura and pancyto- 
penia: postural hypotension. tachycardia, tainting. dizziness and occasionally a shock-like 
‘condition: reversal of epinephrine effects; EKG changes have been reported, but relation- 
ship. io myocardial damage is not confirmed; neuromuscular (extrapyramidal) reactions: 
pseüdo-parkinsonism, motor restlessness, dystonias. persistent tardive dyskinesia, psy- 
:;Ghotió. symptoms, catatonic-like states, cerebral edema; convulsive seizures; abnormality 
“of the cerebrospinal fluid proteins: urticarial reactions and photosensitivity, exfoliative der- 
^; matitis, contact dermatitis; lactation and breast engorgement (in females on large doses), 
Хае positive pregnancy tests, amenorrhea, gynecomastia; hyperglycemia, hypoglycemia, 
г “glycosuria; dry mouth, nasai congestion, constipation, adynamic ileus, urinary retention, 
: miosis, mydriasis; after prolonged substantial doses, skin pigmentation, epithelial kera- 
topathy, fenticular and corneal deposits and pigmentary retinopathy, visual impairment. 
---mild fever (after large I.M. dosage); hyperpyrexia; increased appetite and weight. a systemic 
p lüpus erythematosus- like syndrome; peripheral edema. 

NOTE: Sudden death in patients taking phenothiazines (apparently due to cardiac arrest 
: due to failure of cough reflex) has been reported, but no causal relationship 
has been established. 
© Supplied: Tablets, 10 mg., 25 mg., 50 mg., 100 mg. and 200 mg., in bottles of 100; 
Single Unit Packages of 100 (intended for institutional use only). Spansute*? capsules, 
30 mg., 7: mg., 150 mg., 200 mg. and 300 mg., in bottles of 50; in Single Unit Packages 
of 100 (intended for institutional use only). Injection, 25 mg./ml.; Syrup, 10 mg./5 ml.; 
Suppositories, 25 mg. and 100 mg.: Concentrate (intended for institutional use only), 
30 mg./mt. and 100 mg./ml. 


Smith Kline &French Laboratories. 
Philadelphia, Pa. 
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Fifth Edition 
Order your copy of the fifth edition of 
A PSYCHIATRIC GLOSSARY now! 


The Glossary has been revised and 
updated by a Subcommittee of APA’s 
Joint Commission on Public Afairs. It 
contains current terminology in psy- 
chiatry and incorporates the revised 
nomenclature of DSM IIL. 


A useful, easy-to-use source of infor- 
mation for 


—physicians and lawyers 


— social workers, psychologists, and 
nurses 


—writers and editors 


—teachers and students 


Numerous new entries, a series of 
tables, and a list of abbreviations used 
in the mental health field are included. 
Why not order one or more copies of 


A PSYCHIATRIC GLOSSARY now?? 


Please send me ____ copies of a PSYCHIATRIC GLOSSARY. 
5th edition, paperback. Publication #P005-X. 
$5.95 


D) check or money order enclosed. All orders totalling $35 or less 
MUST be prepaid. 


© bill me (orders over $35 ONLY). All invoices will include shipping 
and handling charges. 


NAME- — —Í— €———— — аа rem 


ADDRESS: aan I 





Cm ZIP CODE 
Send: coupon de: Publication Sales 
; ericari Psychiatric Association - 
700 18th Street, NW. — 
Washington. DC. 20009. 


























СЧо-е youreye-. 
Now have someone 
read this to you. 


You are blind. A student. Facing four years of college. 
With about thirty-two textbooks to read. Plus fifty supplemental texts. 
How are you going to айар! 
With Recording for the Blind. Since 1951, we ve helped over 53 000 blinc. 
perceptually and physically handicapped students getthrough school. 
By sending them recordings of the books they need to read. Free. 
Recording for the Blind is non-profit, and supported by volunteers and 
contributions from people like you who can imagine what it's like to be blind. 
Your tax-deductible donation will help our students meet their 
educational goals. Wed all be grateful. 
If you want to know more about us, write: 


E 
Recording for the Blind, Inc., 
an educational lifeline. 
Station E, 215 East 58th Street., New York, New York 10022, 
(212) 751-0860. 
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A HISTORY OF ART & MUSIC 


CLIMATE AND 
MAN'S ENVIRONMENT 
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п 50% of overall four-week improvement of depression 
-occurred during the first week of treatment. * 


_ Optimal antidepressant effect may not be evident 
Тог 2-3 weeks. 


_ " Somatic improvement parallels antidepressant 
. tesponse.* 


ы Effective over a wide range of depressed patients; WM s 
и Established antianxiety activity’ _ | 





©1981, Pfizer Inc. 





Antidepressant effectiveness 
with a single h. s. dose: 


SINEQUAN 


4 M 150-mg; * 100-mg, 75-mg, 50-mg, 25-mg, 
охе | | \ апа 10-mg CAPSULES апа ORAL CONCENTRATE, 
N 10 mg/ml, 120-ml (4 oz) bottles . 


. 





Pooled analysis of 198 dépressed patients treated with Sinequan over a four-week period. 
These data were compiled from different studies.! 


[һе total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. 


Che 150-mg capsule strength is intended for maintenance therapy only and is not ROOGRIG 
recommended for initiation of treatment. 


Yor a brief summary of Sinequan presc ribing information, including adverse reactions, please 


A Division of Pfizer Pharmaceuticals 
iee the following page of this advertisement. 


New York, New York 10017 


Аа 













four-week improvement of depression 

“occurred uring the first week of treatment.'* 

. Optimal antidepressant effect may not be evident 
for 2-3 weeks. _ 

g Somatic improvement parallels antidepressant 
response.*5 | 

о Effective over a wide range of depressed patients.’ 

о Established antianxiety activity.’ 

O Single k.s. dose appropriate for most patients 

(convenient dosage regimen enhances | 

_ patient compliance). 
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| BRIEF SUMMARY 
'SINEQUAN"* (doxepin HCl) Capsines/Oral Concentrate 
caren ication SINEQ UAN 
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Appointments in Psychiatry and Clinical Psychology 





Applications are invited for the following appointments in the Department of Medicine: — 


Assistant Professor in Psychiatry. Candidates should have experience in teaching and/or research i 
clinical psychiatry. iEn 


Assistant Professor in Clinical Psychology. Preference will be given to candidates who have | 1 
training in clinical psychology at a recognised institution. 





. Preference for both posts will be given to suitable candidates who speak Arabic. 


| Requirements for Appointment 





















Applicants should possess a Ph.D., or equivalent higher professional qualification. in their respective speci: 
_ty, and have conducted and published research in their field. 


| Conditions of Appointment 





. Salaries: Total monthly salaries will be within the following scales according to qualifications and experience 
(1 KD = £1.8, US $3.5 approx.). 









Assistant Professors with clinical appointments: KD 748-908 (8 increments). 
Assistant Professors non-medically qualified: KD 660-820 (8 increments). 


linical supplement: In addition to the above University salaries there will be a monthly clinical supplemi 


D 100/ — paid by the Ministry of Public Health for ten months’ a year to medical school staff with clinic 
ervice commitments. 


Gratuity: There is a gratuity of one month's basic salary for each year employed payable on termination | 
contract. 


| Housing: Suitably furnished, air-conditioned accommodation, electricity and water are provided free of 
| charge. 


I Medical care: Free, comprehensive treatment is available in Kuwait under the State Health Service. 


Travel: Air tickets are provided from the country of recruitment for the appointee, spouse and up to thre 

dependent children under 20 years. Thereafter, return air tickets are issued annually to the country of 
| citizenship or permanent residence. On termination of contract, air tickets are provided to the co ntry of 
|. recruitment. A baggage and freight allowance is also provided. In addition, travel expenses for attending one 
| scientific meeting a year are paid by the University. * 










| | “Vacation: Sixty days paid annual leave and various national holidays. 


E Education: This is provided free in state schools where the instruction is in Arabic. Staff who have to sen 


hildren to non-Arabic schools in Kuwait will have the tuition fees of up to a maximum of three met b: 
University. E 





ation: There is no income tax in Kuwait. Currency is transferable without restriction. 
'ethod of Application 


itae in dupl 
ith dates 







ісаіе, which should include the names of three referees, р - 

career history, teaching experience, research accomplishments, and c 

Faculty of Medicine, University of Kuwait Health Science Cen 
later than 30th October 1982. | : 





Those are the years shared with people you love. 
And when a loved one is gone, everything changes. 


You can't imagine the loss, unless it happens to 
you. Last year, nearly one million Americans died 
of heart disease and stroke — 200,000 of them 
before retirement age. 

The American Heart Association is fighting to 
reduce early death and disability from heart 
diSease and stroke with research, professional 
and public education, and community service 
programs. 

But more needs to be done. 

You can help us save young lives by sending 


your dollars today to your local Heart Association, 


listed in your telephone directory. 





Heart disease 

| or stroke can cheat 

you out of the best years 
of your life. 


Association 
WERE FIGHTING FOR YOUR LIFE 





Less Accumulation: 


One of the reasons 
psychiatrists are changing to Ativan 


5 — к 5 
mI. 





National data reveala sharp decline in the prescribing 
of long-acting benzodiazepines*, while a survey ata 
major psychiatric meeting has indicated a decided 
shiftto short-acting Ativan (lorazepam). The reasons 
most often cited in the survey are: 


Ativan? short period of accumulation’ 


Long-acting benzodiazepines, with their active metab- 
olites, accumulate for as long as 20 days before reach- 
ing steady state. Ativan has no active metabolites and 
accumulates for only 2 to 3 days, lessening the likeli- 
hood of excessive sedation due to over- accumulation. 


Ativan: short period of elimination 


Once you discontinue Ativan, it will be out of your 
patient's system 4 days after the final dose—unlike the 
long-acting agents which take up to 2 weeks to be 
totally eliminated. Ativan®, therefore, can offer youand 
your patients greater control. 


See important information on following page. 


Wyeth Laboratories 


Philadelphia, PA 19101 





| almost 3 weeks 





Ativan: short half-life 


The 12-hour half-life of Ativan,consistent with b.i.d. 
dosage, is not extended by active metabolites. There 
are none. All the long-acting benzodiazepines given 
for anxiety are biotransformed to desmethyidiazepam, 
which can extend the half-life of the parent compound 
to 200 hours! 


*Diazepam CIV, chlordiazepoxide СІМ clorazepate ClVand prazepam CIV. 
*Pharmacokinetics cannot as yet be directly related to efficacy 


Copyright © 1982. Wyeth Laboratories. All nghts reserved 


Agent of Change 
Ativan ` 


fo lorazepam)«e 


` 


еа c 


Contraindications: Known sensitivity to benzodiazepines: or acute narrow-angle glaucom: 


Warnings: Not recommended in primary depressive disorders or psychoses. As with all CNS- 
cting drugs, warn patients not to operate machinery or motor vehicles, and of diminished tol- 
егапсе for alcohol and other CNS depressants. 
Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbi- 
turates and alcohol have occurred following abrupt discontinuance of benzodiazepines 
(including convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
tion-prone individuals, e.g. drug addicts and alcoholics, should be under careful surveillance 
when on benzodiazepines because of their predisposition to habituation and dependence. 
Withdrawal symptoms have also been reported following abrupt discontinuance of benzodi- 
izepines taken continuously at therapeutic levels for several months. 


Precautions: in depression accompanying anxiety, consider possibility for suicide. 
For elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid over- 
sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
result in symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and 
casional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
has not been shown of significant benefit.in treating gastrointestinal or cardiovascular compo- 
nent. Esophageal: dilation occurred in rats treated with lorazepam for more than 1 year at 
mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose-of 10mg/day), Effect was reversible only when treatment was withdrawn within 2 months 
of first observation. Clinical significance is unknown; but use of lorazepam for prolonged 
periods and in geriatrics requires caution and frequent monitoring for symptoms of upper G.I. 
disease. Safety and effectiveness in children under 12 years have not been established. 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LOH, As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
‘effects when administered with such medications as barbiturates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in 
ts during an 18-month study. No studies regarding mutagenesis have been performed. 


PREGNANCY: Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
asional anomalies (reduction of tarsals, tibia, metatarsals, matrotated limbs, gastroschisis, 
alformed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
osage: Although all these anomalies were not present in the concurrent control group, they 
been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
idence of fetal resorption and increased fetal loss in rabbits which was not seen at lower 
loses. Clinical significance of these findings is not known. However, increased risk of congeni- 
malformations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
meprobamate) during first trimester of pregnancy has been suggested in several studies. 
cause use of these drugs is rarely a matter of urgency, use of lorazepam during this period 
ld almost.always be avoided. Possibility that a woman of child-bearing potential may be 
gnant at institution of therapy should be considered. Advise patients if they become preg- 
ant to communicate with. their physician about desirability of discontinuing the drug. in 
mans, blood levels from umbilical cord blood indicate placental transfer of lorazepam and its 
curonide, 

NURSING MOTHERS: It is not known if eral lorazepam is excreted їп human milk like other 
zodiazepines. Аз а general rule, nursing should not be undertaken while on a drug since 

drugs are excreted in milk. 


Reactions, if they occur, are usually observed at beginning of therapy and generally 
pear on continued medication or on decreasing dose. In a sample of about 3,500 anxious 
patients, most frequent adverse reaction is sedation (15.9%), followed by dizziness (6.9%), 
‘weakness (4.2%) and unsteadiness (3.4%). Less frequent are disorientation, depression, nau- 
вва, change in appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye 
function. disturbance, various gastrointestinal symptoms and autonomic manifestations. Inci- 
dence of sedation and unsteadiness increased with age. Small decreases in blood pressure 
:have been noted but are not clinically significant, probably being related to relief of anxiety. 


Overdosage: in management of overdosage with any drug, bear in mind multiple agents may 
have been taken. Manifestations of overdosage include somnolence, confusion and coma. 
duce vomiting and/or undertake gastric lavage followed by general supportive care, monitor- 
g vital signs and close observation. Hypotension, though unlikely, usually may be controlled 

ith Levarterenol Bitartrate injection U.S.P Usefulness of dialysis has not been determined. 








































































Dosage: Individualize tor maximum beneficial effects. Increase dose 
gradually when needed, giving higher evening dose before increasing 
daytime doses. Anxiety, usually 2-3mg/day given b.i.d. or ti.d.; dosage 
чагу from 1 to 10mg/day in divided doses. For elderly or debili- 
tated, initiSlly 1-2mg/day; insomnia due to anxiety or transient situa- 
tional Stress, 2-4mg h.s. 














* How Supplied: 0.5, 1.0 and 2.0mg tablets. 


Wyeth 














Philadelphia, PA 19101 44 : 












PLEASE NOTIFY US 
6 WEEKS IN ADVANCE 


MEMBERS: This notification will change 
your address (and/or name) for the 
AMERICAN JOURNAL OF PSYCHIATRY, 
PSYCHIATRIC NEWS, and all member- 
wide APA mailings. 


SUBSCRIBERS: Please notify each 
publication separately. 




































FORMER ADDRESS: 
| sy 
PASTE LABEL HERE 






















NEW ADDRESS and/or NAME: 













NAME 












DEPARTMENT 









ORGANIZATION 














STREET 














CITY STATE 


APA MEMBERS MAIL TO: 


APA Division of Membership Services 
and Studies PE 
AMERICAN PSYCHIATRIC ASSOCIATION: | 

1700 Eighteenth Street, N.W. 
Washington, D.C. 20009 
























SUBSCRIBERS MAIL TO: 


APA Circulation Department’ 
AMERICAN PSYCHIATRIC ASSOCI ATION 
1700 Eighteenth Street, N.W. 

Washington, D.C. 20009 


























Bd.C 
- and grow 
suburban univers 
pital. Duties include v 
for a 28-bed acute inpatient 
liaison services. medical resi 
and a new outpatient alcohol 
gram. Applicants should be 
fields of general psychiatry including psy 
atric evaluation and diagnosis, individual and 
group psychotherapy and chemical depen- 
dency. Applicants must also have at leas 
years’ previous experience in m 
broad-based psychiatric and behavioré 
ence services, preferably in the general hos- 
pital setting. The hospital as strong medi- 
cine and surgery departments and is located 
in a beautiful suburban setting in the Pacific 
Northwest. Private practice option included. | 
Salary and fringe benefit 


< excellent and com- : 
petitive. Submit resume to Box A- 


719 Ameri- 
can Journal of Psychiatry. An Equal Oppor- 
tunity Employer. 







- Board certified or Board eligible 
for staff and director positions, in- 
terested in joining new psychiat- 
ric group forming in suburban 
Pittsburgh area. Regular weekday 
“hours. Excellent compensation 
.and other benefits. Malpractice 


paid. 
FOR INFORMATION call Her- 


bert T. Caskey, M.D. or Joyce 
925-3511 and 














































































































Services, Inc., 3 
Suite 400, Philadelphia, Pa. 


19106. 
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SCIENTIFIC WRITING FOR 
GRADUATE STUDENTS 


First printing, 1968 * Reprinted, 1976. . 
“must” for trose who would introduce 
tion ir scientific writing into university 
graduate schools. The first nine chapters provide the 
essentials for "Writing а Journal Article" , and the те- 
maining five chapters cover "Relzted Topics" in scien- 
tific communication. 


. . * 















PSYCHIATRISTS 
Bilingual French-English 


the adult and chil- 


at the Royal Ottawa Hospital, a 185 bed 
dition to offering 


f general psychiatric services the hospital 


This manual isa 
courses of instruc 
















* * * * * 4 + 







ychiatry, 
drug and alcohol addictions, psy CONTENTS 
il as child and adolescent psychiatry. 1. Clearing Away the 10. Designs of Tables. and 
Underbrush Figures 
11. Preparation for Writing 


chiatry, as We 






2. The Ground Pian 

3. The Master Pian 

4. The First Draft 

5. The First Revision: 
Structural Alterations 

6. Further Revision: 
Polishing the Style 

7. Editing Assignments 

в. The Final Steps 

9. Responding :o the Editor 


the Doctoral Thesis 
12. Writing а Research 
Project Proposal 
13. Oral Presentation ofa 
Scientific Paper — ^. 
14, Principles and Practices 
иу Searching the SEn y 
‘fic Literature х 


Excellent opportunities for in-patient, out-patient and day 
hospital treatment as well as teaching. research and 


|. community liaison. 















| Applicants should possess а specialty certificate. 


| Competitive income and liberal fringe benefits are 


available. 


~ 


* * * ^ а 


Price $7.50, including postage and handling 

190 pages iscftbound! | Kp E 

Orders of 10 or More copies, delivered to One address. ^ 

discounted. 1096 Ж БО, 

ALL ORDERS MUST BE PREPAID TO: E 
COUNCIL OF 3IOLOGY EDITORS >. 

9650 Rockvale Pike, Bethesda, MD 20014 


_ Apply with curriculum vitae to: 


Doctor Selwyn Smith M.D. F.R.C.P. (C) 
Psychiatrist- n-Chief and 

Professor of Psychiatry 

Royal Ottawa Hospital 

1145 Carling Avenue 

Ottawa, Ontario K1Z 7K4 




























Suc ss: { vith ANTABUSE serves to dena to обе сорой 
1 e actually сап can abstain. Daily anticipation of the highly unpleasant 
onsequences of taking alcohol after ANTABUSE strengthens his 
decis ion to stay sober. . 
\BUSE blocks the normal degradation of alcohol (increasing the 
ion of acetaldehyde in the blood by 5 to 10 times) resulting 
ost dis omforting reaction even when only a slight amount 


bilitation is possible only after sobriety. 
x ssible with ANTABUSE. 


ode after he has taken ANTABUSE, end 
ets ay occur even up to 14 days after the last dose. 


| AYERST LABORATORIES 
“| New York, N.Y. 10017 





Please see Brief Summary of Prescribing Information c n 










EF SUMMARY 
: prescribing information. 8 еб; 
 ANTABUSE* : 
“BRAND ОР DISULFIRAM. in ALCOHOLISM - 
INDICATION 













psychotherapeutic treatment may be applied to best advantage. (Used alone. 
oo маош proper motivation and without supportive therapy, ANTABUSE is not a 
cure for alcoholism, and it is unlikely that it wil have more thana brief effecton the 
Visfgnking pattern of the chronic alcoholic. ) 


CONTRAINDICATIONS 
Patients who are receiving or have recently received metronidazole, paraidehyde, 
alcohol, or aicohol-containing preparations, e.g., Cough syrups, tonics and the 
like, should not be given ANTABUSE, 

ANTABUSE is contraindicated in the presence of severe myocardial disease or 
coronary occlusion, psychoses, and hypersensitivity to disulfiram or to other 
thiuram derivatives used in pesticides and rubber vulcanization. 

WARNINGS 


should never be administered to a patient when he.is in a state of 
h oxication or without his fall knowledge. 
The physician should instruct relatives accordingly. 


The patient must be fully informed af the ANTABUSE-alcohol reaction: He must 
Hube strongly cautioned against surrectilious drinking while taking the drug. He 
should be warned to avoid alcohol in disguised form, 1 e., in sauces. vinegars, 

.. Gough mixtures, and even attershave lotions and back rubs. He should.also be 
warned that reactions may occur with alcohotup to 14 days afteringesting 
ANTABUSE 

The ANTABUSE-ALCOHOL REACTION: ANTABUSE plus alcohol, even small 
amounts, produces flushing, throbbing in head and neck, throbbing headache, 
respiratory difficully, nausea, copious vomiting, sweating, thirst, chest pain, patpi- 
tation. dyspnea, hyperventilation, tachycardia, hypotension, syncope, marked 
uneasiness, weakness. vertigo, blurrad vision, and confusion, In.severe reactions 
there may be respiratory depression, cardiovascular Collapse, arrhythimias; 
myocardial infarction, acute corigest ve heart failure, unconsciousness, convul- 

sions, and death 

The intensity of the reaction varios with each individual; but is generally propor- 
tional to the amounts of ANTABUSE end alcoho! ingested 
ORUG INTERACTIONS: Disulfiram appears to decrease the rate at which certain 
drugs are metabolized and so may crease the blood ievels and the possibility of 
clinical toxicity of drugs given. concomitantly, 

DISULFIRAM SHOULD BE USED WITH CAUTION IN THOSE PATIENTS RECEIV- 
ING PHENYTOIN AND iTS CONGENERS, SINCE THE CONCOMITANT ADMINIS- 
TRATION OF THESE TWO DRUGS CAN LEAD TO PHENYTOIN INTOXICATION 

imay be necessary to adjust the cosage of oral anticoagulants upon begin- 
ning or stopping disulliram, since ciaulfiram may prolong prothrombin time. 

Patents taking isoniazid wher disulfiram is given should be observed for the 
appearance of unsteady gait or marked changes in mental status and the disul- 
Шат discontinued if such signs appear. 

in rats, simultaneous ingestion of disulfiram and nitrite in the diet for 78 weeks 
has been reported to cause tumors, The relevance of this finding to humans is not 
known at this time. 

CONCOMITANT CONDITIONS: Because of the possibility of an accidental ANTA- 
BUSE-alcohol reaction, ANTABUSE (disulfiram) should be used with extreme 
caution in patients with any of the following conditions: diabetes mellitus, hypothy- 
roidism, epilepsy, cerebral damage, chronic and acute nephritis, hepatic cirrhosis 
or insufficiency: 
USAGE IN PREGNANCY: The safe use of this drug in pregnancy has not been es- 
tablished. Therefore, ANTABUSE should be used during pregnancy only when. in 
the judgment of the physician; the probable benefits outweigh the possible risks 
PRECAUTIONS 
Patients with a history of rubber contact dermatitis should be evaluated for 
hypersensitivity to thiuram derivatives before receiving ANTABUSE. (See Contra- 
indications). - 
i Ris suggested thatevery patient under treatment carry an Identification Card, 
stating that he 15 receiving ANTABUS= and describing the symptoms most likely 
4. tooCcCur as a result ofthe ANTABUSE-alcohol reaction. In addition, this card 
2 воша indicate the physician or institution to be contacted in emergency. (Cards 
may be obtained trom Ayerst Laboretories upon request.) 

Baseline and follow-up transaminase tests (10-14 days) are suggested to detect 
any hepatic dystunction that may result with ANTABUSE therapy. In addition, a 
complete blood count and a sequential multiple analysis-12 (SMA-12) test should 
be made every six months. 

Patients taking ANTABUSE Tablets should not be exposed to ethylene 


dibromide or its vapors. f 
ADVERSE REACTIONS 
(See Contraindications, Mee s and Precautions.) 
OPTIC NEURITIS, PERIPHERAL NEURITIS AND POLYNEURITIS MAY OCCUR 
FOLLOWING ADMINISTRATION OF ANTABUSE 

Occasional skin eruptions are, as arule. readily controlled by concomitant 
administration of an antihistaminic drug. 

in a small number of patients; a transient mild drowsiness, fatigability impo- 
fence, headache, acneform eruptions, allergic dermatitis, or à metallic or garlic- 
like aftertaste may be experienced during the first two weeks of therapy. These 
complaints usually disappear Spontaneously with the continuation of therapy or 
with reduced dosage. 

Psychotic reactions have been noted, attributable in most cases to high 
dosage. combined toxicity (with metronidazole or isoniazid), or to the unmasking 
ot underlying psychoses in patients stressed by the withdrawal of alcohol. 

One case of cholestatic hepatitis has been reported, but its relationship to 
AN TABUSE {disulfiram} has not been unequivocally established. 

DOSAGE AND ADMINISTRATION 
AN T should never be administered until the patient has abstained from 
alcetiol for atleast 12 hours. 

IMAL DOSAGE SCHEDULE: In the rst phase of treatment. a maximum of 500 
mg daily is given in a single dose forone (омо weeks 
MAINTENANCE REGIMEN: The average maintenance dose is 250 mg daily 
qd 125 to 500 mg). it should not exceed 500 mg daily. 

DURATION OF THERAPY The daily uninterrupted алаа of ANTABUSE 
я bë continued until the patient is fully recovered socially and a basis for 
permanent self-control is established 

HOW SUPPLIED 
е No. BOS. Each tablet (scored) contains 250 mg disulfiram, in bot- 
t 1100 No. B10--Each tablet (scored) contains 500 mg бигат. in bottles of 
50 and 1.000 7831/182 


Ayerst. | AYERST LABORATORIES 


1 New York, N.Y. 10017 
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patients who want to remain in a state of enforced sobriety so that supportive and РЕ 
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If youre concerned — 
about tranquilizer buzz 


consider the low lipid 


solubility of 





INDICATIONS — For management of anxiety disorders or 
short-term relief of symptoms of anxiety: for symptomatic 
relief of acute alcohol withdrawal: for adjunctive therapy in 
partial seizures 

Anxiety or tension associated with stress of everyday life 
usually does not require treatment with an anxiolytic 
Effectiveness in long-term management of anxiety (over 4 
months) not assessed by systematic clinical studies. The 
physician shou d periodically reassess usefulness for each 
patient 


CONTRAINDICATIONS — Known hypersensitivity to the 
drug. Acute narrow angle glaucoma 


WARNINGS — Not recommended for use in depressive 
neuroses or psychotic reactions. Caution patient against 
hazardous occupations requiring mental alertness, such as 
operating dang2rous machinery including motor vehicles 
Advise against simultaneous use of other CNS depressants, 
and caution patients that effects of alcohol may be increased 
Not recommended for patients under 9. Nervousness 
insomnia, irritability, diarrhea, muscle aches. and memory 
impairment have followed abrupt withdrawal from long-term 
high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for Several months. Use caution in 


]ranxenec ... 
clorazepate dipotassium 


Expert opinion’ holds that the benzodiaze- 


euphoria. 


soluble than diazepam. 


patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits). 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
по! give to nursing mothers 


PRECAUTIONS — Observe usual precautions in depression 
accompanying anxiety, or in patients with suicidal tendency, 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated 


ADVERSE REACTIONS — Drowsiness. dizziness, various 

g.i. complaints, nervousness, blurred vision, dry mouth, 
headache, mental confusion, insomnia, transient skin 
rashes, fatigue, ataxia, genitourinary complaints, irritability, 
diplopia, depression, slurred speech, abnormal liver and kid- 
ney function tests, decreased hematocrit, decreased systolic 
blood pressure 


INTERACTIONS — Potentiation may occur with ethyl alco- 
hol, hypnotics, barbiturates, narcotics, phenothiazines, MAO 
inhibitors, other antidepressants. In bioavailability studies 


pine “buzz” or “rush” effect is correlated with 
lipid solubility —i.e., a highly lipid soluble 
agent is more likely to produce initial 


Tranxene starts working promptly.” Yet it is 
not associated with the reports of tranquilizer 
induced “buzz” in the medical literature. 


Pharmacokinetic investigators* have demon- 
strated that Tranxene is two-thirds less lipid 


with normal subjects, concurrent administration of antacids 
at therapeutic levels did not significantly influence bicavail- 
ability of TRANXENE. 


OVERDOSAGE — Take general measures as for any CNS 
depressant 


SUPPLIED — TRANXENE 3 75, 7.5, and 15 mg capsules and 
scored tablets. TRANXENE-SD Half Strength 11.25 and 
TRANXENE-SD 22.5 mg single dose tablets 


REFERENCES — 1. Hollister LE: Proceedings of Symposium, 
Anxiely: The Therapeutic Dilemma, Monograph 97-0663:5, 1981. 
2. Tranxene Drug Monograph 97-0185:9, 1981. 3. Greenblatt DJ 
et al: Psychopharmacology 66:289-290. 1979. 4 Biggi GL t al: 
J Med Chem 23:193-201, 1980. ES 
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Tranxene is available as 3.75, 7.5, 15 mg 
capsules, scored tablets; 11.25, 22.5 mg 
single-dose tablets. For brief summary 
please see an adjacen: page 
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brand of E 


LITHIUM CARBONATE 450 mg 
Controlled Release Tablets: 


Gradual Release of Lithium 


New “Eskalith CR’ 450 mg Controlled Release Tablets, when administered every 12 hours, gradually 
release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


Therapy in manic-depressive illness with new ‘Eskalith CR’ 450 mg Controlled Release Tablets cffers the 
convenience of b.i.d. administration. And increased patient convenience can mean increased patient 
compliance— an important factor in successful long-term lithium therapy. 





Prescribing Flexibility 










: prescribing, see complete prescribing information in SK&F literature. 
following is a brief summary. 





WARNING 

| Lithium toxicity is closely related to serum lithium levels, and can occur at doses 
close to therapeutic levels. Facilities for prompt and accurate serum lithium 
determinatiors should be available before initiating therapy (see DOSAGE AND 
ADMINISTRATION in complete prescribing information). 





Indications: Treatment of manic episodes of manic-depressive illness. Maintenance 
therapy prevents or diminishes the intensity of subsequent episodes in manic- 
depressive patients with a history of mania. 


Warnings: Lithium should generally not be given to patients with significant renal or 
cardiovascular disease, severe debilitation or dehydration, sodium depletion, or to 
patients receiving diuretics. 


chronic lithium therapy may be associated with diminution of renal concentrating 
ability; such patients should be carefully managed to avoid dehydration with resulting 
lithium retention and toxicity. Morphologic changes with glomerular and interstitial 
fibrosis and nephron atrophy have been reported. When renal function is assessed, 
3rogressive or sudden changes in function indicate the need for reevaluation of 
yeatment. 


caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue 
Therapy and contact a physician should they occur. Patients receiving combined 
herapy with lithium and an antipsychotic should be monitored closely for early 
ividence of neurologic toxicity and treatment discontinued promptly if such signs 
ippear. Caution patients about activities requiring alertness (e. g., operating vehicles 
ir machinery). 

Амит may prolong the effects of neuromuscular blocking agents. Such agents 
поша be given with caution to patients receiving lithium. 

aithium may cause fetal developmental anomalies, especially involving the 
ardiovascular system. If lithium is used during pregnancy. or if a patient becomes 
wegnant while taking it, she should be apprised of the potential hazard to the fetus. 
3&cept in rare and unusual circumstances, nursing should not be undertaken while a 
datient is on lithium therapy, since lithium is excreted in human milk. 

Not recommended for children under 12. 


Precautions: Lithium tolerance is greater during the acute manic phase and decreases 
en manic symptoms subside. 

concomitant use with indomethacin and other nonsteroidal anti-inflammatory drugs 
nay result in increased plasma lithium levels; therefore, increased monitoring of 
Лаѕта lithium levels:is recommended. < : des | 

-thium therapy may lead to sodium depletion, Normal diet (including salt) and 
idequate fluid intake (2500-3000 mi.) must be maintained, at least during initial 
tabilization period. Protracted sweating or diarthea can decrease tolerance; in such 
ases, administer supplemental fluid and salt. ~ SS 











n line &French Laboratories Philaceiptia, РА. 


he ‘Eskalith’ line of lithium products—300 mg Capsules, 300 mg ‘Tablets and new ‘Eskalith CR’ 
50 mg Controlled Release Tablets—offers you a dosage form and strength for every patient's needs. 





























Sweating, diarrhea, and concomitant infection with elevazed teraperatures may 
require temporary reduction or cessation of dosage. m HM 
Where hypothyroidism exists, thyroid function should be monitored during lithium M 
stabilization and maintenance; where hypothyroicism occurs during stabilization and | 
maintenance, supplemental thyroid treatment may be used. EN ОА е 
Adverse Reactions: Mild to moderate toxic reactions may occur at serum lithium .— 
levels from 1.5 to 2.5 mEq./I., and moderate to severe réactions at levels from 2.0 to 
2.5 mEq./l. Fine hand tremor, polyuria, and mild thirst may occur during initial. 
therapy and persist. Transient and mild nausea and general discemfort may also 
appear during initial therapy. These effects usually subside withicontinued treatment |. 
or temporary reduction or cessation of dosage. If persistent, discontinue dosage... 
Diarrhea, vomiting, drowsiness, muscular weakness, and tack of coordination may be 
early signs of toxicity and may occur at levels below 2.0 mEq’. At higher levels; 
ataxia, giddiness, tinnitus, blurred vision, and a large output of dilute urine ma: be 
seen. Serum levels above 3.0 mEq./1. may produce a complex:clinical picture, |. 
involving multiple organs and systems. Serum levels should not exceed 2.0 mEq./L 
during acute phase. Ie 


The following reactions appear to be related to serum lithium levels, including levels. :. 
within the therapeutic range: Neuromuscular/Central Nervous Sysiem tremor, muscle. 
hyperirritability (fasciculations, twitching, clonic movements of whole limbs), ataxia, ^ 
choreo-athetotic movements, hyperactive deep tendon reflex, extra yramidal i 
symptoms, blackout spells, epileptiform seizures, slurred speech, аа vertigo; 
incontinence of urine or feces, somnolence, psychomotor retardation, restlessness, 
confusion, stupor, coma, tongue movements, tics, tinnitus, hallucinations, poor n 
memory, slowed intellectual functioning. startled response; Camfiovascular—cardiac | 
arrhythmia, hypotension, peripheral circalatory collapse, bradycardia: [oe 
Gastrointestinal —anorexia, nausea, vomiting, diarrhea: gastritis, salivary gland 2. 
swelling, abdominal pain, excessive salivation, flatulerce, indigestion; | IUDA 
Genitourinary —albuminuria, oliguria, polyuria, glycosaria, decreased creatinine. 
clearance; Dermatologic—drying and thinning of hair, alopecia. anesthesia of skin, © 
chronic folliculitis, xerosis cutis, psoriasis or its exacerdation, tehing, angioedema; 
Autonomic —blurred vision, dry mouth; Thyroid Abnormalities euthyroid goiter: 
and/or hypothyroidism (including myxedema) with lower Тз and Ta, Г?! uptake may - 
be elevated; rare cases of hyperthyroidisri; EEG Changes — diffuse slowing; widening - : 
of the frequency spectrum, potentiation and disorganization of background, уб; ` 





EKG Changes — Reversible flattening, isoelectricity or inversion of T-wave 
Miscellaneous —fatigue, lethargy, transient scotomata, dehydration, weight loss; ` 
tendency to sleep, transient EEG and EKG changes, leukocytosis, headache, diffuse i 
nontoxic goiter with or without hypothyroidism, transient hyperglycemia, generalized © 
pruritus with or without rash, cutaneous ulcers, albumiauria, worsening of organic: = 
brain syndromes, excessive weight gain, edematous swelling cf ankles or wrists, 
thirst or polyuria, sometimes resembling diabetes insipidus, metallic taste, : 
dysgeusia/taste distortion, salty taste, swollen lips, tightness ir chest, impotence/ 2. 
sexual dysfunction; swollen and/or painful joints; fever, polyarthralgia, hypertoxici 
dental caries, A few cases of a syndrome resembling Raynaud s have been reported 
450-nig. controlled release buff colorec tablets in bottles of 100. 300 
gray capsules in bottlescf 100. 300 mg. scored gray tablets in bottles 



















THE ASSESSMENT AND 
TREATMENT OF 
AFRO-AMERICAN FAMILIES 


Edited by BARBARA BASS, M.S.W., 
GAIL ELIZABETH WYATT, Ph.D., and 
GLORIA JOHNSON POWELL, M.D. 


A SEMINARS IN PSYCHIATRY MONOGRAPH 

This enlightening book was written in response to the 
growing need among mental health professionals for in- 
formátion on the delivery of mental health services to 
Afro-Americans. Chap:ers, written by highly respected 
specialists in their fields cover the following thought- 
provoking topics: A Historical Overview of the Afro- 
. American Family * Linguistic Diversity in the Service De- 
` livery Setting: The Case of Black English * Alternatives to 















. © Transference ard Countertransference in Interra- 
Psychotherapy * The Role of Religion in Psychother- 
apy with Afro-Americans * Improving Intervention Strat- 
egies with Minority Grcup Adolescents. 

1981, 352 pp., $19.50 ISBN: 0-8089-1377-8 Order Code: 790448 





‘CURRENT PSYCHIATRIC 
_ THERAPIES 

Volume 20/Celebrant Twentieth Issue 

Edited by JULES H. MASSERMAN, M.D. 


_ Fifty outstanding authorities in various fields of psychi- 
atric therapy provide updated, cogent, and comprehensive 
surveys of their respective subspecialities. Topics covered 
include child, adolescen-, sexual, and family problems, in- 
dividual and group therapies, somatic and drug treatments, 
forensic considerations, and developments in institutional 
and community services. 
1981, 416 pp., $54.50 ISBN: 0-8089-1409-X Order Code: 792720 


CONFRONTATION ANALYSIS 


^ v Theory and Practice 
77 ABRAHAM I. COHEN, Ph.D. 
This book describes a psychotherapeutic system which in- 
tegrates, in the clinical setting, ego psychology, object rela- 
tions theory, and developmental psychology. Its central 
Kr edo the notion of the self as the significant structure 
of the personality to be analyzed, and the goal of treat- 
ment is to help the patient function as a separate, indepen- 
dent entity. The author focuses on three areas of investi- 
gation: communication, emotionality, and identity. De- 
structive behavior patterns-and other personality attributes 
are dealt with in this system through techniques and strat- 


egies which utilize interactive confrontations and their sys- 


tematic analysis. 


1981, 592 pp., $30.00 ISBN: 0-8089-1417-0 Order Code: 750876 


HANDBOOK OF 
: .PSYCHODIAGNOSTIC 







Use of Standardized Tests with Afro-American Chil- 






ESTING 


ы Personality Analysis and Report Writing | 
HENRY KELLERMAN, Ph.D. and 


ANTHONY BURRY, Ph.D. 


This useful handbook assists professional psychologists in 
the composition of comprehensive, relevant, and effective 
psychological reports. It is the only resource available that 
systematically analyzes both the personality of the patient 
and the requirements essential for writing test results in 
the reports. Each chapter considers a separate aspect of 
personality so that as the book unfolds, the report gradu- 
ally emerges as a precise and meaningful psychological 
document. All relevant sectors of the personality are ana- 
lyzed along with the corresponding section of the psycho- 
diagnostic report. 
1981, 240 pp., $24.50 ISBN: 0-8089-1403-6 Order Code: 792274 5 ! 


PSYCHOTHERAPEUTICS IN 
PRIMARY CARE 


STEVEN L. DUBOVSKY, M.D. E 
A highly useful synthesis of theory and practice, this book 
provides an approach to the types of psychi&tric problems |. 
commonly encountered in outpatient medical саге, Тће 
clinically useful first part deals with the question, "What 
is Psychotherapy?" and goes on to describe a wide variety 
of psychotherapeutic approaches as well as to discuss 
transference and countertransference. In the second part, 
Dr. Dubovsky applies the principles learned in Part I to 
four cases: Ап acutely depressed patient; a borderline pa- 
tient; a hypochondriacal patient; and a chronically ill and 
depressed patient. 

1981, 240 pp., $19.50 ISBN: 0-8089-1337-9 Order Code: 791090 


EDUCATING DISTURBED 
ADOLESCENTS 


Theory and Practice 
PEYTON TOWNS 


A Volume in 
CURRENT ISSUES IN BEHAVIORAL PSYCHOLOGY 


This book describes a practical method for educating and 
psycho-educating disturbed adolescents, and provides, as 
well, a sound theoretical base and review of the literature. 
In chapters covering motivation and behavior management, 
Mr. Towns provides those working with these youngsters 
solutions to such problems as verbal and threatened physi- 
cal abuse. In the chapter on emotional curriculum, the au- 
thor discusses individual and group counseling, and fol- 
lowing a chapter on academic curriculum, goes on to cover 
staff selection and development. 

1981, 240 pp., $19.50 ISBN: 0-8089-1312-3 Order Code: 794642 
Continuation Orders authorize us to ship and bill each volume in a 
series, or “Advances” type publication automatically, immediately 
upon publication. This order will remain in effect until cancelled. 
Specify the volume number or title with which your order is to begin. 


Send payment with order and save postage and handling. 
Prices are in U.S. dollars and are subject to change without notice. 
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- 111 FIFTH AVENUE, NEW YORK, N.Y. 10003 
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Malerstein, AJ. M.D., and Mary Ahern, Ph.D. 
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AL ASPECTS OF CHILD DEVELOPMENT: 
ductory Synthesis of Developmental Con- 
Clinical Experience, 2nd ed. 
EWIS, M.B., B.S. (London), F.R.C. 
CMR... Yale Child Study Center, New 
Haven, Connel licut. In this complete new edition, 
Dr. Melvin LewiSW presents some of the scientific find- 
ings that зорро Ж both biological and psychological 
theories of child development. The development of 
the child is reviewgd in longitudinal and then in cross- 
sectional регрес уе, as well as under stress and in 
ine context of psychiatric evaluation. The text is di- 
vided into four parts. Factors such as biological, lan- 
guage, end psychosexual development, attachment 
behavior, and aggression are discussed with respect 
to different stagés of the child's physical growth, in 
the first and sedond sections. The effects of illness, 
hospitalization, апа death and dying are discussed 
in the third section. The final section is a new addi- 
tion. It draws onthe preceding chapters and provides 
an introduction to clinical psychiatric diagnosis. 
Notes on major relevant topics are a special feature 
of this edition.’ Review of previous edition: “Lewis’ 
book is well justified and fills a gap . . . There is 
nothing quite like it.”- American Journal of Psychia- 
try. 447 pp., illus., 1982, $19.50 











































































: " име EXAMINATION OF CHILDREN, 
| Ord 


By JAMES E. SIMMONS, M.D., /ndiana University 
School of Medicine, Indianapolis, Indiana. Social 
|... and Medical changes in attitudes toward child psy- 

_. chiatry in recent years call for new approaches in the 
© diagnosis and treatment of children with mental 

_ health problems. It is on this premise that Dr. Sim- 
г топѕ has written this new third edition. This new 

_ edition is a well-illustrated, clearly written guide to 
{һе understanding and diagnosis of problems 
“associated with the mentally disturbed child. The au- 
thor provides step-by-step instruction in diagnostic 
technics so that the clinician can aid the child by 
learnirig to recognize his problems, stresses, talents, 
strengths, and weaknesses. Many examples of indi- 
vidual interviews and full family studies are included 
in this edition. The author covers problems present- 
ed by children from birth through high school. Re- 
views of previous editions: ". . recommended to 
everyone who desires to learn more about the psy- 
chiatric evaluation of children."- Clinical Pediatrics. 
"This handbook should be a part of the minimum 
library of every student and teacher of psychiatry. "- 
American Journal of Psychiatry. 311 pp. (5% x 7%), 
paperback, 1981, $13.50. 
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By EDWIN R. WALLACE, IV, M.D., Medical College 
of Georgia, Augusta. Dr. Wallace focuses cn dynam- 
ic psychiatry in his book as the most holistic model 
psychiatry today. Emphasis is on the biopsychoso- 
cial unity of the human being. This is the only book 
currently available that presents dynamic: theo 
evaluation interviewing, and treatment in an intr 
ductory manner under one cover. Major theoretic 
and therapeutic issues are supported by clinical ex- 
amples throughout the book and a list of suggested 
readings follows each chapter. The bock has a wid 
text application for those at the graduate level in. 
related fields and is an excellent reference for psy- 
chiatrists, psychologists, and social workers. Abo 
250 pp., February 1983. 
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PEDIATRICS 


By DANE G. PRUGH, M.D., University of Colorado 
School of Medicine, Denver. A practical text written 
for the pediatrician and others working in a pediatric _ 
setting, this new book opens with a discussion of the 
basic principles of the psychosomatic. approach to 
understanding health and disease. This is followed’ 
by a discussion of the child's personality cevelop- | 
ment in the family, society, and culture. Basic con- 
cepts in diagnosis, treatment, and management from 
a psychosocial standpoint constitute the main text of 
the book. Management of children in hospital set- 
tings is fully discussed, but principal consideration is 
given to ambulatory situations. Case examples and 
summaries of interviews are included. About 300 pp. 
(7 x 10), February 1983. 
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Edited and with contributions by BARRIE R. CASSI- 
LETH, Ph.D., and PETER A. CASSILETH, M.D., 
both of the University of Pennsylvania Cancer Cen- 
ter, Philadelphia. This unique book represents the - 
first definitive text on this subject. Traditional medical 
training offers little guidance for managing tha clini- 
cal problems of end-stage terminal iliness arid this 
book improves on that status. Eighteen experienced 
authors contribute to the text in which the focus is on, 
understanding and management of symptoms and’ < 
on relevant psychosocial and anthropological is- . 
Sues. Emphasis is on active, palliative care and on. - 
the patient's needs. About 200 pp.. 7 йиз., 1982. 
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Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
effect: may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

' dn-consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may lower the convulsive threshold 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvulsant drugs 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known or suspected to have glaucoma, or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs. 

Use with caution in patients with cardiovascular disease 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, throm- 
bocytopenic purpura), and liver damage (jaundice, biliary stasis) have been reported with 
related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been re- 
ported in patients on Navane 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion, Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been re- 
ported, the clinica! significance of e'evated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinica: studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis; the available evidence is considered too limited to be conclusive at 
this time. 

Intramuscular Administration — Aswith all intramuscular preparations, Navane Intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the buttock {i.e. gluteus maximus) and the mid-lateral thigh 

The deltoid area should be used only if well developed, such as in certain adults and older 
children, and then only with caution to avoid radial nerve injury. intramuscular injections should 
not be made into the lower and mid-thirds of the upper arm. As with all intramuscular injections, 
aspiration is necessary to help avoic inadvertent injection into a blood vessel. 

Adverse Reactions: Note: Not all of the following adverse reactions have been reported with 

Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines. all of the known side effects and toxicity associated with 
phenothiazine therapy should be borne in mind when Navane is used. 

Cardiovascular effects’ Tachycardia, hypotension. lightheadedness, and syncope. In the 
event hypotension occurs, epineparine should not be used as a pressor agent since a 
payadoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible and 
frequegtly disappear on continued Navane therapy The incidence of these changes is lower 
than fhat observed with some phencthiazines, The clinical significance of these changes is not 
known. 

CNS effects: Drowsiness, usualy mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness. 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequentiy. 

Hyperreflexia has been reported in infants delivered from mothers having received structur- 
ally related drugs. 

in addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities, n 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia: have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent on 












: symptoms are persistent.and in some patients appear to be irreversible. The 
characterized by rhythmical involuntary movements of the tongue, face, mouth or 
ratrusian of tongue. puffing of cheeks. puckering of mouth, chewing movements). 
these may be accompanied by involuntary movements of extremities. • 
There is no known effective treatment for tardive dyskinesia; antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsycholic agents be 
discontinued it these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
io a different antipsychotic agent, the syndrome may be masked. 

it has been reported that fine vermicular movements of the tongue may be an early sign-of the 
syndrome and if the medication is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients, No clinically confirmed cases оѓ: 
jaundice attributable to Navane have been reported 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
ieukocytosis, which are usually transient. can occur occasionally with Navane. Cther anti- 
psychotic drugs have been associated with agranulocytosis. eosinophilia, hemolytic anemia, 
thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus. urticaria. photosensitivity and rare cases of anaphylaxis: 
have been reported with Navane. Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea have ос- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate а . 
reduction in dosage or the discontinuation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests. gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. E 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased |. 
sweating, increased salivation, and impotence have occurred infrequently with Мауапе ' 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. A 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting. diarrhea, increase in 
appetite and weight, weakness or fatigue. polydipsia and peripheral edema. E 

Although not reported with Navane, evidence indicates there is a relationship between. 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome: 

NOTE: Sudden deaths have occasionally been reported in patients who have received: 
certain phenothiazine derivatives. In some cases the cause of death was apparent'y cardiac 
arrest or asphyxia due to failure of the cough reflex. In others, the cause couid not be . 
determined nor could it be established that death was due to phenothiazine administration; ^. 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on. :. : 
the chronicity and severity of the condition. in general, small doses should be used initially and. D 
gradually increased to the optimal effective level, based on patient response 

Some patients have been successtully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been established. . 

Navane Intramuscular Solution: Navane For Injection — Where more rapid control.and treat- 
ment of acute behavior is desirable. the intramuscular form of Navane may be indicated. 15 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, DX 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controlled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day. An... 
oral form should suppiant the injectable form as soon as possible. ft may be necessary to adjust « 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concentrate — In milder conditions, an initial dose of 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is ofter effective. 

In more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg/day total dail 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response. 

Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp«: 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticolis, tremor, 
salivation, dysphagia, hypotension, disturbances of gait, or coma. Mn 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage. © 
is helpful. For Navane oral and intramuscular, keep patient under careful observation and. 
maintain an open airway, since involvement of the extrapyramidal system may produce dyS« г. 
phagia and respiratory difficulty in severe overdosage. If hypotension occurs, the мапаа 
measures for managing circulatory shock should be used (1.М fluids and/or vasoconstrictors.) 

if a vasoconstrictor is needed, levarterenol and phenylephrine are the most suitable drugs. 
Other pressor agents, including epinephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure 

it CNS depression is present and specific therapy is indicated. recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dal symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis. but they are known tc be of little 
value in phenothiazine intoxication 
How : Navane (thiothixene) is available as capsules containing 1 то, 2 mg, 5 mg, and 
10 mg of thiothixene in bottles of 100, 1.000. and unit-dose pack of 100 (10x 10's). Navane is also 
available as capsules containing 20 mg of thiothixene in bottles of 100. 500, and unit-dose pack 
of 100 (10 x 10's). 

Navane (thiothixene hydrochloride) Concentrate is available in 120 ml (4 02.) bottes with an 
accompanying dropper calibrated at 2 mg. 3 mg, 4 mg. 5 mg, 6 mg, 8 то. and 10 mg, and in 30 
ті (1 02.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg. 4 mg, and 5 mg. 
Each mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
U.S.P 7.0% v/v (small loss unavoidable) 

Navane (thiothixene hydrochloride) intramuscular solution is available in a 2 ті amber glass 
vial in packages of 10 vials. Each ml contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% w/v. benzyl alcohol 0.9% w/v and propyl gallate 0.02% м.м. 

Navane (thiothixene hydrochloride) Intramuscular For Injection is available in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Sterile Water for Injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane intramuscular For Injection may be stored for 48 
hours at room temperature before discarding. 


















For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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New! . PSYCHIATRIC ILLNESS IN PHYSICIANS edited — 
Бу Samuel Е. D. Shortt. Drawing from both current and 
_ Classic literature, the editor provides medical students and 
| practitioners with the information they need to understand 
psychiatric illness as it relates to themselves, their col- 
| leagues, and their families. The text includes articles on the 
incidence of psychiatric illness among physicians, alcohol- 
ism and drug abuse, professional stress, prevention, and 
identification of psychiatric illness among physicians. 82, 
| $34.75 








| New! GERIATRIC PSYCHOPHARMACOTHERAPY: 
.. Optimal Technique compiled and edited by Alvin J. Leven- 

son. An optimal late life pharmacologic technique for ad- 
,, ministration of the major psychotropic agents is provided in 
...this text. Chapters present an overview of aging; outline the 
|| optimal technique; describe the physiologic changes associ- 
. ated with growing older; and cover clinical application of 
. the optimal technique, commonly prescribed agents, perti- 
| nent pharmacokinetics and pharmacodynamics, principles 
| of use, and side effects. 82, about $24.75 


e New! EVALUATION OF CRIMINAL RESPONSIBILITY 

CIN MULTIPLE PERSONALITY AND THE RELATED 
1 DISSOCIATIVE DISORDERS: A Psychoanalytic Considera- 
боп by Richard Lasky. This book explores the problems in- 
.. volved in evaluating criminal responsibility in cases of mul- 
| tiple personality, amnesia, fugue states, Vietnam syndrome, 
and other dissociative disorders. The author analyzes the 
arious clinical syndromes and includes case studies to il- 
ustrate the psychological dynamics at work. 82, about 
20.75 









.New! A PRIMER FOR ADMINISTRATION IN MEN- 
| TAL HEALTH AND PROFESSIONAL EDUCATION by 
| Albert A. Bell and Clifford M. DeCato. The authors of this 
|" book describe how to attain organizational goals in mental 
|. health and professional education while maintaining human 
*. values. Chapters focus on communications; the establish- 
|, ment, management and use of committees and boards; staff 
| selection and development; record keeping and techniques 
. of personal organization; morale and troubleshooting; and 
transfers and terminations. ‘82, $19.75 


New! A PSYCHOLOGY-JUDAISM READER edited by 
Reuven P. Bulka and Moshe HaLevi Spero. The articles in 
this book focus on the Jewish psyche and specific contribu- 
tions of Judaism to psychology and of psychology to 
Judaism. Discussions cover mental health problem areas 

. unique to the Jewish people, dynamics in Jewish family rela- 
tionships, Judaic attitudes toward sexuality and death, and 
dimensions of human expression in Jewish thought and 
psychological theory. '82, $24.50 


THE ARTS AND PSYCHOTHERAPY by Shaun McNiff. The 

author shows how contemporary therapies involving oral 

and written language, movement and dance, sound and 

music, visual imagery, and drama correspond to ancient, 
"crosscultural, even universal attempts at psychic healing. 
| The relationship of shamanism to modern arts therapies, 
_ motives and needs, obstacles to expression, and preparation 
- for therapy also receive detailed analyses. ‘81, $19.75 








































New! PSYCHIATRIC HOSPITALIZATIO 
DREN edited by Jerome L. Schulman and Marti 
ing beyond theory and philosophy, tre contributors 
book present a practical encyclopedia of inpatient child - 
psychiatry. The text's six sections deal with general con- 
siderations, the daily routine, milieu issues, trestment, staf 
issues, and results. Within these broad areas, forty-seven 
chapters offer self-contained, comprehensive explications cf |. 
all facets of the program. ‘82, about $45.50 vos 


New! PSYCHIATRIC INTERVENTIONS AND M. 
PRACTICE: A Primer for Liability Prevention zy Robe: 
Simon. By providing basic knowledge of the lega: principles 
that govern practice, this primer will reduce the psychiat 
fear of malpractice and help him to provide optimal 
The text's three segments focus on psychiatric hospita 
tion, psychotherapy, and case reports illustratin 
legal dilemmas. 82, $17.50 
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New! MUSIC THERAPY IN CHILD PSYCHOSIS 
Rolando O. Benenzon. In this book, the principles an 
techniques of music therapy are adapted for use 
psychotic children. Part One of the text describes the b. 
and techniques of the therapy which focuses on buil 
verbal communication through nonverbal actons, w 
Part Two thoroughly details each step of the three m 
stages of the author's innovative therapy. 82, about $15 


New! BASIC APPROACHES TO GROUF PSYC 
THERAPY AND GROUP COUNSELING (3rd Ed.) edited 
George M. Gazda. The Third Edition of this convenient а 
comprehensive reference includes new chapte-s on sma 
group research, group analytic psychotherapy, 
existential/logotherapy, person-centered grouz therapy, |. 
conjoint family therapy, and behavioral and cognitive group - 
counseling with children. Each chapter discusses theoretical” 
foundations, selection of group members, limitations, ethical 
considerations, and other topics of interest. 82, about- 
$24.75 | 


New! DRUG DEPENDENT PATIENTS: Treatment 
and Research edited by Robert J. Craig and' Stewart 1. 
Baker. Clinicians, researchers, and administrators in drug 
dependency treatment programs provide papers on detox: 
ification methods and methadone maintenance: on clinical 
perspectives of behavioral, group, and family therapy; on 
personality in drug abuse; on combined treatment of 
alcoholics and addicts and treating medically addicted pa- 
tients; and on operating a residentia! therapeutic commu- 
nity. 82, $38.75 


А LAYMAN'S GUIDE TO MENTAL HEALTH PROBLEMS 
AND TREATMENTS by Barbara J. Powell. The practical, 
nontechnical guide explains common mental health prob- - 
lems, including alcoholism and drug abuse, psychoses, 
neuroses, sexual problems, and others; details diagnostic |. 
methods and treatments, such as drug therapy, slectrocon- ~ 
vulsive therapy, psychosurgery, and psychiatric ~ospitaliza- 
tion; and discusses such major psychotherapeutic ap- |. 
proaches as psychoanalysis, analytical psychotherapy, be- - 

havior therapy, gestalt therapy, marital and family counsel- 

ing, and crisis intervention. 81, $22.75 ER 





Order direct for fastest results + Write or call (217) 789-8980 © Books sent on approval 
Postage paid on MasterCard, Visa & prepaid orders e Catalog sent on request 





2600 South First Street 








Springfield ө 





Illinois е 





“emerging 


from 
depression 











... W5066 of overall four-week improvement of depression 
». occurred during the first week of treatment. * 

. Optimal antidepressant effect may not be evident 
. for 2-3 weeks. 


~- и Somatic improvement parallels antidepressant 
‘response. 


W Effective over a wide range of depressed patients. 


= Established antianxiety activity’ = 
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intidepressant effectiveness 
vith a single h. s. dose: 


SINEQUAN 


| : 150-mg; * 100-mg, 75-mg, 50-mg, 25-mg. 
OXE | [ ) and 10-mg CAPSULES and ORAL CONCENTRATE, 
K 10 mg/ml, 120-ml (4 oz) bottles 


oled analysis of 198 depressed patients treated with Sinequan over a four-week period. 
теве data were compiled from different studies.! 





ie total daily dosage of Sinequan, up to 150 mg, may be administered оп a once-a-day 
hedule without loss of effectiveness. 


1e 150-mg capsule strength is intended for maintenance therapy only and is not ROORIG 
commended for initiation of treatment. 


ra brief summary of Sinequan prescribing information, including adverse reactions, please A Division of Pfizer Pharmaceuticals 
e the following page of this advertisement. New York, New York 12017 
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BRIEF SUMMARY 

SINEQUAN'" (doxepin нс) a pauies oral Concentrate. 
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| a 50% of overall four-week improvement of depression 
. occurred during the first week of treatment. * 
. Optimal antidepress sant effe 
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О Somatic improvement parallels antidepres ssant 


response.”* 


O Effective over a wide range of depressed patients.’ 
C Established antianxiety activity.’ 
О Single h.s. dose appropriate for most patients. 


_ patient compliance). 


Precautions. Since drowsi- ? 
ress may occur with the use of * 
Uus drug. pate 
warned ot pos 
ating dange 
should а! 3 
may be potentiated 

Since suicide 15 an inherent risk in апу depre 
and may remain so until sigeifhicant improveme 
curred patents s pervised du ng the early 
course of therapy Prescription ould be written for tf 
smailiest feasible amount 

Should increased symptoms o! psychosis or shift 
symptomatology occur it may be necessary to reduc 
or add a mayor tranquilizer to the dc e regimeri 
Adverse Reactions. NOTE: Some of the adverse reactions 
noted below have not been speciically reported with 
SINEQUAN (doxepin HC) However due to the ch 
pharmac ological simidarites among the tricyciics. the reac- 
considered when prescnbing SINEQUAN 
e fects Dry mouth. blurred vision. constipa- 
ary retention е Deen reported. if da not 
subside with continued therapy. or become severe it may be 
necessary to reduce the dosage 
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Drowsiness 5 the most 
commonly noticed side tends to disappear as 
therapy 8 continued. Ot mrequently reported. CNS side 
elfects are contusion. disorientation. hallucinations. numb- 
ness. paresthesias. ataxia. and extrapyramidai symptoms and 
Seizures 

Cardiovascular Cardiovascular ettects inci uding 
sion and tachycardia have been reported о 

Allergic Skin rash. edema. photosensitizat 
have occasionally occurred 

Нетаок Eosinophilia 
tents. Tr ave Deen ос 
on mandesting as а 
уіорета and purpura 
outtestinal Nausea. vomibng 
turbances. diarrhea. anorexia, and aphthous 
been reported. (See anticholinergic effects ) 

Endocrne Raised or lowered ибо. testicular swe! 
gynecomastia in males. entargement of brea E 
torrhea in the temale, raising of lowenng ol blood sugar levels 
have been reported with tacyclic administration 

Other Dizziness. tinnitus weight gain. sweating 
fatigue. weakness. flushing alope 
hea е have been оссазк served as 
effec 
Dosage and Administration. For mos! patients with di 
mid to moderate severity a starting daily dose of 75 mg is 
recommended. Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual 
response. The usual optimum dose range is 75 mg day to 150 
mg day. 

in more severely ill patients higher doses may be n 
with subsequent gradual increase to 300 mg day if ni 
nal therapeutic etfect is rarely to be obtained by ex- 
dose of 300 mg: day 
in patients with very mid symptomatology or emotional 
symptoms áccompanying-organic disease. lower doses may 
suffice, Some of these patents? һауе been controlied on doses 
asiowas 25-50 mgday. 
-—The-totat daily dosage ot SINEQUAN тау be given ота 
divided or once-a:day. dosage. schedule. H the once-a-day 
schedule is employed the maximum recommended dose is 
150 me Сау ‘This dose be given at bedtime: The 150 mg 
capsule strength is intended for maintenance therapy only 
andis not recommended for initiation tittréntient. 
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More detailed professional information available on request. 


A division of Pfizer Pharmaceuticals 
New York, New York 10017 
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Wellcome Diagnostics is pleased to announce the 
ivailability of a new radioreceptor assay for assessing 
he in vitro potency of neuroleptic drugs — the 
VELLCOME NEUROLEPTIC ASSAY KIT. 












_ Intended for research use only, and not for use in 
liagnostic procedures, this in vitro assay measures the 
lopamine receptor blocking activity of neuroleptic drugs 
ind their pharmacologically active metabolites. The test 
3 based on the competitive binding assay method 
escribed by Creese and Snyder: Specifically, the test 
tug and ^H-spiperone (spiroperidol) compete for bind- 
1g to dopamirfe receptors on calf caudate membranes. 
Vhen the competitive reaction has approached comple- 
ion, receptor-bound neuroleptic drug is separated from 
t remaining unbound by centrifugation. 
























ж. A no deductible plan of insurance for qualified applicants against claims arising out of pro 
‚ fessional services including coverage for the insured's liability arising out of acts of employees 

^. or others for whom you are legally liable 

® A broad "occurrence policy" providing protection against acts occurring during the policy 
period, even though ће claim is submitted after the policy expires 

* Automatic coverage of additional partners during the policy term if all Psychiatrists and 

25 Neurologists are-insured at inception of the policy. 

# Professional Premises Liability at no additional charge to protect you for third party suits 
arising from your office premises. 


RATES 
GROUP 1 
Limits of Liabdity 


“Neurological procedures add 1007. uf the Neurology rate shown 
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Wellcome'Neuroleptic Assay Kit 


Malpractice Costs Can Be Reduced! 


For years we have been administering professional liability programs at rates lower than most. Here's a few of our programs: 
American Psychological Assoc. 
National Assoc. of Social Workers 
American Chemical Society 
American Assoc. of Marriage & Family Therapists 
Now we are offering you the same advantages of professional handling and excellent stability for your coverage. 


Coverage Features 


GROUP 2 





" £ 
. 
procedures add МЮ. of the Neurology tate shown 
Florida Dade Broward Cousiy 
For Information write or сай 
Program Administrator: - : va 
'ESSIONAL AGENCY ANC. 
691-6400 —— 
National Union Fire Insurance C. 











отрапу of Pittsburgh, Pa. 
A Member Company of American Iri тпаповаї Group 





To order the WELLCOME NEUROLEPTIC ASSAY. 
call 800-334-9332 (North Carolina, call collect: 919-7 
3436) or to obtain technical information, please call 
334-8570 (in North Carolina, call ccllect : 919-541-90 
Ext. 4617). "s 





Reference 1. Creese 1, Snyder SH: A simple and sensitive 
radioreceptor assay for antischizoohrenic drugs in blood, 
Nature 270: 180, 1977. 





Wellcome Diagnostic 
1 A Division of Burroughs WellecmeCo. — | 
Wellcome 3030 Cornwallis Rd., Research Triangie Park, N.C. 27709 











Coverage applies anywhere in the world as long as a suit is brought in the United States. 
No charge for insulin shock therapy, hypnotism or accepted physical therapies, 

Loss of Income Coverage — provides payment for loss of income trom peifessional duties 
when appearing in court in the defense of a claimcovered by the policy. The policy pays $250. 
per day subject to maximum of $2,500 per claim. 

Professional Employee Coverage--no additional charge. 

Separate limits are provided for each professional named on the policy. 
An A+ rated company licensed in every state 
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* Neurological procedures add 1007. ot the Neureiagy rate shown 
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VALIUM (diazepam/ Roche) IN THE 
FOREFRONT OF NEURORECEPTOR RESEARCH 





5 Artist's concept of neurotransmitter 
being released into synaptic cleft and 
impinging on receptor sites 


Copyright © 1982 by Roche Products Inc. All rights reserved. 





"Opening new investigative pathways 
"into where and how Valium (diazepam/Roche) exerts 
‘its distinctive antianxiety action 


New discoveries in receptor research have Under especially intense investigations are the 

| stimulated the search for endogenous brain sub- GABA receptors and the benzodiazepine binding 
stances that may be involved in the mediation of sites themselves—apparently constellations of 

. anxiety." It has been further theorized that these closely linked but not identical structures. 


stances may act as ligands that bind to. Future implications for improved therapy. 
same or similar sites as do benzodiazepine mole- jn future work, Roche researchers and other scien- 
cules^—binding sites early identified with the use tists hope to identify and characterize various differ- 
рат eae EEN ential sites in the brain, which may result in more 
mf : d ifi . . a у 
the ability of benzodiazepines to bind with the sites "^c diagnostic and therapeutic approaches 
appears to correlate with their clinical effects,2478 


Present investigations into clinical relevance 
of binding sites. Laboratories at Roche have 
conducted research to identify and isolate sub- 
stances that may prove to be endogenous ligands, 


but no definitive identification has yet been made. 2-mg, 5-mọ, 10-mg scored tablets 
Researchers are also studying substances which p 
do not bind, but rather interact with the benzo- (V 
diazepine binding sites—most notably 


gamma-aminobutyric acid (GABA)— 


and are postulated to mediate certain diazepam/ Roche 


pharmacologic and clinical 


benzodiazepine ейесіѕ.24910 THE RESEARCH AND CLINICAL LEADER 










Please see brief summary of product information 
and reterences on the foliowing page. 
® 









VALI 
(diazepam/ Roche) 






Before prescribing, please consult complete product information, 

a summary of which follows: 

Indications: Management of anxiety disorders, or short-term relief of 

toms of anxiety. Anxiety or tension associated with the stress of every- 
day йе usually does not require treatment with an anxiolytic. Symptomatic 
relief of acute agitation, tremor, delirium tremens and hailucinosis due to 
acute alcohol withdrawal; adjunctively in skeletal muscle spasm due to 
reflex spasm to local pathology; spasticity caused by upper motor neuron 

M athetosis; stiff-man syndrome; convulsive disorders (not as sole 
ар 

The effectiveness of Valium in long-term use, that is, more than 4 months, 

has not been assessed by systematic clinical studies. The physician should 

periodically reassess the usefulness of the drug for the rath ual patient. 

Contraindicated: Known hypersensitivity to the drug. Children under 

months of age. Acute narrow angle glaucoma: may be used іп patients 

with open angle glaucoma who are receiving appropriate therapy. 

Warnings: Not of value in psychotic patients. Caution against hazardous 

ions requiring complete mental alertness. When used adjunctively 

in convulsive disorders, possibility of increase in frequency and/or severity 

of grand mal seizures may require increased dosage of standard anticon- 

vulsant at ged abrupt withdrawal may be associated with tempo- 
rary increase төс and/or severity of seizures. Advise against simul- 

: taneous ingestion of alcohol and other CNS depressants. Withdrawal 

x tay sath ачна to those with barbiturates and alcohol have been 

cm луд with abrupt discontinuation, usually limited to extended use and 

excessive doses. infrequently, milder withdrawal symptoms have been 

“teported following abrupt discontinuation of benzodiazepines after con- 
tinuous ue, generally at higher therapeutic levels, for at least several 
months, After extended therapy, gradually toper dosage. Keep addiction- 
prone individuals under careful surveillance because of their predisposi- 
tion to habituation and се. 

Usage in Pregnancy: Use of minor tranquilizers during first 
trimester should almost always be avoided because of 
increased risk of congenital malformations as suggested 
in several studies. Consider possibility of pregnancy when 
instituting therapy; advise patients to discuss therapy if they 
intend to or do become pregnant. 

Precautions: If combined with other psychotropics or anticonvulsants, 

consider carefully pharmacology of ts employed; drugs such as 

phenothiazines, narcotics, barbiturates, MAO inhibitors and other antide- 
pressants moy potentiate its action, Usual precautions indicated in 
рю severely depressed, or with latent depression, or with suicidal 

'endencies. Observe usual precautions in impaired renal or hepatic func- 
tion, Limit dosage to smallest effective amount in elderly and debilitated 
to preclude ataxia or oversedation. 

The clearance of Valium and certain other benzodiazepines can be 

delayed in association with Tagamet (cimetidine) administration. The clini- 

cal significance of this is unclear. 

Side Effects: Drowsiness, confusion, diplopia, hypotension, changes in 

libido, nausea, fatigue, depression, dysarthria, jaundice, skin rash, ataxia, 

constipation, headache, incontinence, changes in salivation, slurred 

T tremor, vertigo, urinary retention, blurred vision. Poradoxical reac- 

such as acute hyperexcited states, anxiety, hallucinations, increased 
muscle spasticity, insomnia, rage, sleep disturbances, stimulation have 
been reported; should these occur, discontinue drug. Isolated reports of 
neutropenia, jaundice; periodic blood counts and liver function tests 
advisable during long-term therapy. 

Dosage: Individualize for maximum beneficial effect. Adults: Anxiety dis- 

orders, symptoms of anxiety, 2 to 10 mg bii.d. to q.i.d.; alcoholism, 10 mg 

tid. or qid. in first 24 hours, hans mg Io or qid. as needed; adjunc- 
tively in skeletal muscle spasm, 2 t mg t.i.d. or q.i.d.; adjunctively in 
convulsive disorders, 2 to 10 mg bid. to q.i.d. Geriatric or debilitated 
patients: 2 to 2⁄2 mg. 1 or 2 times daily initially, increasing as needed and 
tolerated. (See Precautions.) Children: 1 to 2% mg t.i.d. or q.i.d. initially, 

;; increasing as needed and tolerated (not for use under 6 months). 

‘How Supplied: For oral administration, Valium scored tablets —2 

white; 5 mg, усон, 10 mg. blue—bottles of 100* and 500;* Prescription 

'aks of 50, avaliable in trays of 10.* Tei-E-Dose* packages of 100, avail- 

i oole in иЗ, of 4 reverse-numbered boxes of 25! and in boxes containing 

: strips o! 


: *Supplied by Roche Products inc., Manati, Puerto Rico 00701 
*Supplied by Roche Laboratories, Division of Hoffmann-La Roche Inc., 
Ney, New. Jersey 07110 
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Since 1912 Devereux has provided 
day/residential treatment for exceptional 
children, adolescents, and adults — ever 
ready to meet the changing needs of 

each new generation through innovative, 
creative, and individualized programs 

in nine centers across the nation. 


NEW PROGRAMS: 

e MassachuseHs Autistic Program 

e Georgia Evaluation and Stabilization Unit 
e Arizona Satellite Home 

e Connecticut Adaptive Education Program 





e Pennsylvania and California Apartment 
Living Programs 
e Pennsylvania Holiday Hill Nursing Home 
e New Jersey branch to open 
e Texas Evaluation and Stabilization Unit planned 


CN 


The Devereux Foundation 


For further information 
write or call: 


Joyce Anderson, Services Officer 
The Devereux Foundation 

19 South Waterloo Road Вох 400 
Devon, PA 19333 
1-800-345-1292 


All Devereux Branches Surveyed by the Joint Commission on Accreditation of 
Hospitals are Approved as Psychiatric Facilities For Children and Adolescents. 







































This special sec- 
tion of the Octo- 
ber 1981 issue of X. 
the AJP is NOW 

AVAILABLE in a \ 
convenient 48-page 

booklet at $3.50/copy. (Quantity discounts are available.) 













Send check or money order to: 





Department W-85 
„American Psychiatric Press, Inc. 
Р.О. Box 19343 

Washington, D.C. 20036 
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 PSYCHIATRIS 


American Psychiatric Association. 


APPOINTMENT 
BOOKS 


The new, 1983 Desk. 

Appointment Book includes reference . 

charts to the DSM-III Classification, — 
tables of Commonly Abused Drugs 
with their Street Names, Legal Terms, 
and Neurologic Deficits, and a new 
feature enabling busy psychiatrists to 
keep an accurate record of their 
participation in Continuing Medical 
Education (СМЕ). 
At the same time, the APA Appointment Books 
maintain all of the essential features that have made 
them popular with psychiatrists for the past thirteen 
years. Each double page gives you a complete week 
with each day divided into 15-minute time 
periods. There is a comprehensive list of the 
addresses and annual meeting dates of all 
major psychiatric and mental health 
organizations and agencies, and a convenient 
alphabetical section for names, addresses, and 
telephone nunibers. 


The 1983 Appointment Books аге | ORDER FORM —— —— ———————————— —ÀÓ— — a 
spiralbound, with a special light- | Mail to: American Psychiatric Press, Inc., P.O. Box 19343, 


weight Leatherette cover that fits — | Washington, D.C. 20036 
asl) into your briefcase і copies 1983 DESK Appointment Book {#Р107-А) a: 815.00 


| — copies 1983 POCKET Appointment Book (fP108-A) at 89.00 
į —— copies 1983 Appointment Book Set (#P109-A) at 820.00. « 
[ (Orders under $35 must be prepaid. Shipping charges will be 
On Sale at the | added if order is not prepaid.) Е 


)Rookshop 


Institute on Hospital & 
ommunity Psychiatry 
Louisville, KY, Oct. 11-14, 1982. 
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Rapid treatment of acute psychosis with intramuscular HALDOL haloperidol 
has proved effective both in relieving patient suffering and in clearing 
core psychotic symptoms of thought disorder’; it may also avoid or reduce the 
need for hospitalization. Low-dose, less-sedating drugs such as HALDOL 
- are preferred because they are less likely to produce sudden hypotension; 
excessive sedation’ or troublesome anticholinergic effects?’ Extrapyramidal 
“symptoms, which depend upon individual sensitivity and can occur 
_ with all neuroleptics, can be controlled with antiparkinson medication or 

. dosage reduction*** 
































Marked improvement often occurs in 2-3 hours; initial response may be seen 
within 30-60 minutes. Careful observation of patient response is essential. 


HALDOL can be given as often as every hour at any usual IM site, 
rarely causing local irritation. Patients typically require 1 to 4 injections of 5 mg 
t 60-minute intervals. 


HALDOL offers the widest dosage range to meet wide individual variations 
in patients' needs. 


** Easy switchover from IM HALDOL to oral forms ona 1:1 basis smooths the 


transition to maintenance therapy. 


| Right at the start — right for the long tèrm : 


HALDOL | 
(haloperidol) - 


tablets/concentrate/ injection . 







nt and orthostatic hypotension rarely occur. *Marked sedation is rare; some instances of drowsiness 


re discontinuation of the drug. - -Please turn page for brief summary of prescr 





* New 20-mg tablet facilitates h.s. administration, 
which may enhance patient compliance 


* Six tablet strengths aid in dosage adjustment 
during all phases of therapy, including 
long-term maintenance 


HALDOL?* concentrate 
(haloperidol) / 
tasteless, odorless and colorless; 
easily added to food, juices or 








Ñ j 


e Easy switchover from IM to oral forms 


» e Tasteless, odorless, colorless concentrate 
permits very small dosage adjustments 


See Brief Summary of Prescribing Information below for 
contraindications, warnings, precautions and adverse reactions. 


water for ease of dosage we 
ы: г better Beak - Ж 
acceptability. 2 mg per m 
еры (аѕ (Led HALDOL New 20 mg 
MAL GPERIDOL 
CONCENTRATE 
2 mg. per ml. HALDOL* tablets 
(haloperidol) 
in 6 different strengths, for 


HALDOIL?* (haloperidol) 
sterile injection + Pre-filled Syringe 
for ери control (often within deuce! 
in acutely agitated patients. 5 пу 
haloperidol аа the lactate) viti 1.8 mg 
Р paraben and 0.2 my 
ropylparaben per ml, and lactic acid 
for p adjustment to 3.03.6. 


| tarpor 
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Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interterence occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of,these drugs is contemplated in a patient with a previously detected breast cancer. 
Although distwrbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Nether Clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in t!.ose who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emeraent Neuroloaical Sians: Abruot discontinuation of short-term antiosvchotic 





convenience in individualizing 


dosage. 
ete 
Pado MNT Ux 


/mg lmg 2mg 5mg 10mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from “Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 

Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation. drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7 /21/82 
HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. McN 1982 


References: 1. Donion PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapid 
neuroleptization method with injectable haloperidol. Am J PE 136(3):273-278, 1979. 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Engl J 
Med 305(19): 1128-1130, 1981. 3. Anderson WH, Kuehnle JC: Strategies for the treatment of 
acute psychosis. JAMA 229(14):1884-1889, 1974. 
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PREVENTING MENTAL ILLNESS 
Efforts and Attitudes 


A new publication of The Joint Information Service of the American 
Psychiatric Association and the Mental Health Association 2 
Raymond M. Glasscote; Eleanor Kohn, Allan Beigel, Merrill F. Raber, 
Nancy Roeske, Bonnie A. Cox, James R. Raybin, Bernard L. Bloom. 











There has long been interest in preventing mental illness, but no great emphasis on 
financing necessary research and pilot programs. Dramatic discoveries of nutritional, . 
toxic, and infective causes of certain psychoses were made long ago and led to their - 
prevention, but prevention of schizophrenia, mania, sociopathy, and biological de- 
pression, among other major disorders, requires further knowledge. 








In recent years faith has grown that programs supporting those experiencing heavy 
stress and privation will provide benefits increasing the likelihood that they will remain 
functional, productive, and well. This volume provides a balanced, fairminded, and 
. realistic explication of present possibilities and reasonable expectations. It explores a 
variety of viewpoints and describes in significant detail a variety of prevention- 
motivated programs for a variety of vulnerable people and provides such outcome in- 
formation as is presently available. 














1980. 138 pp., Casebound. 











Mail to: American Psychiatric Press, Inc., 
P.O. Box 19343, Washington, D.C. 20036 






Please send me... copies of Preventing Mental Illness for which remittance 
of $. — is enclosed. 
Publication #Р503-5. $10.00 







All domestic orders amounting to $35.00 or less must be accompanied by payment: all 
foreign orders, regardless of dollar amount, must be accompanied by payment in 

U.S. funds. Orders over $35.00 will be invoiced with shipping and handling charges 
included. 






FS 

























































































ж 








:*Sinequan* brand of doxepin НСІ was the 


and depression. TE CES 
Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 


Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to 
the animal fetus has been shown in reproduc- 
tive studies. There are no data concerning 
secretion in human milk, nor on effect in nurs- 
ing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol exces- 
sively, potentiation may increase the danger 
inherent in any suicide attempt or overdosage. 


Precautions Drowsiness may occur and 
patients should be cautioned against driving 
a motor vehicle or operating hazardous ma- 
chinery. Since suicide is an inherent risk in 
depressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquiliz- 
ing activity, the possibility of activating or 
unmasking latent psychotic symptoms should 
be kept in mind. 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type re- 
actions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have 
aspirin hypersensitivity. 

Adverse Reactions Dry mouth, blurred 
vision and constipation have been reported. 
Drowsiness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. 
Weakness, dizziness, fatigue, weight gain, 
edema, paresthesias, flushing, chills, tinnitus, 
photophobia, decreased libido, rash and pruri- 
tus may also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss 
of effectiveness. Usual optimum daily dos- 
age is 75 mg to 150 mg per day not to exceed 
300 mg per дау. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxe- 
pin as the hydrochloride. 10, 25, 50, 75 and 
100 mg capsules in bottles of 100 and 1000. 

For complete prescribing information, 
please see package insert or PDR. 
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his troubles may 
have begun . 
in 1882... 

in 1782... 

in 1682... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. А promise for the future 
from the March of Dimes. 
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will not reprise this past active APA year, but 

wherever we have worked, members of APA have 
engaged in, lively discussion and useful action on 
critical topics. And, to my immense relief, I have 
found many who confess they actually enjoy being 
psychiatrists. They like psychiatry—doing it and 
thinking about it! And that, I suppose, above all is my 
underlying theme. : 

Looking back, I am more deeply reaffirmed in 
beliefs I sketched last year: essentially that the funda- 
mental prognosis for the field is excellent. The '*mod- 
ern general psychiatrist" can now provide a range of 
treatment options, significantly prevent or retard re- 
lapse, and do so with a sounder science base and 
prospect than ever before. I reiterate that confi- 
dence—but I learned it can be misunderstood. For 
having given such benison, I saw a colleague in the far 
end of the hall frantically waving. I enthusiastically 
waved back in greeting. He came forward, saying, 
‘You insufferable optimist, I wasn't waving; I was 
drowning!’ 

In defense I had also indicated that with the excel- 
lent prognosis there would be a prolonged rehabilita- 
tion, taxing our resolve. And so it has long been for the 
entirety of medicine. Overall, American medicine— 
whatever its bad but remediable habits—has sufficient 
skills to serve an informed public. But science can 
serve the ill only with societal sanction. Thus, I will 
first briefly touch on the general policy scene, then 
some pressing concerns for our profession and pa- 
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tients, and—for the major portion of this address—my 
own perspective on how our orientation to science can 
serve the ill. 


HEALTH POLICY: MORALE, FISCAL, AN2 MORAL 
ISSUES 


Policy and the Heart of Medicine 


Clearly the current ad hoc rationalizaions called 
health policies will someday require a thorough reex- 
amination of both basic and working assum 2tions. The 
jumbled complexities and fiscal encumbrz-ces of the 
modern medical center, the metastatic sprouting of 
new arrangements for services and practice arrange- 
ments, will pose a major part of future polizy agendas. 
But whether we look at the present or the future, if the 
Prometheus of our professional capacity is to be 
unbound, the very nature of disease, of suffering, of 
science and—especially—the process of 1s humane 
application to clinical realities will have, Гг once, to 
be soundly grasped. These are the issues zt the heart 
of medicine. They should be in the heart cf policy. 

If long-term rather than short-term invzstment re- 
turns as a social value, policv might even discover that 
discovery is affordable! It might recognize the enor- 
mous savings, as well as social value, >f medical 
advances. Lithium in a decade saved $= billion in 
costs, while both maximizing productivity and reduc- 
ing suffering and limitation. Recal! that clir_cal experi- 
ence and science do incrementally define t-2 selective 
use of innovations, while policy reflexiy gre=ts innovd- 
tion with prophecies of fiscal doom. In retr2spéct, the 
actual gains for health might render such poor proph- 
ets a loss! Where policy seeks formulas fo- determin- 
ing choice and guiding treatment, science uaderstands 
the fundamental basis for variability in disease and 
response and the method for sequentially ¢2proximat- 
ing precision in the clinical process. 

Neither science nor sound practice is -ased оп a 
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mindless use of technology. To the contrary. And so 
health policy may someday comprehend the enormous 
force for good—for governance of both resource and 
quality—that is offered by the practice of deliberative, 
scientifically tutored medicine in the context of the 
doctor-patient relationship. І 


Health Policy: APA Morale 


Over the next decade APA will deal with such 
issues. Yet we must equally focus on what we have in 
hand. We provide a warrant for our services by 
tending, evaluating, and refining our knowledge base 
and skills—a traditional task of professions and one 
that we, rather than ғ Federal Health Vatican, ought 
actively to demonstrate. My view is that doing so can 
elicit not only public respect but confident self-re- 
spect. While policy affects our morale, psychiatry 
need no longer, as Grinker once jibed, be the vacuum 
that abhors itself. Reasonable criticisms are not 
grounds for self-castigation but rather for implement- 
ing improvements that lie within our competencies and 
capacities. For solutions we cannot implement, we do 
not indulge in retributive rage, or the refuge of doc- 
trine and fad. Rather, we seek the strategies and steps 
that enable the future to be of aid. 

Of course, some seek from science an overweening 
certitude. We can understand such simplistics as an 
escape from the painful exercise of judgment. Others 
are invested in ignoring both our science base and the 
real-world context for clinical decision making. They 
toy with the mentally ill as a metaphor for pet philo- 
sophical, political, personal, or just plain miserly bu- 
reaucratic purposes. Yet that is no call to identify with 
the aggressor. We cannot be more than we are, but we 
do aim to be the best we can be. The test for success in 
that is not unremitting adoration, but considered re- 
spect. 

APA is effectively stating this case. We have enlist- 
ed unexpected allies and are exercising effective dam- 
age control. This is hardly exhilarating. But, during 
'storms of crises, it is exactly what a skilled crew must 
do. And, of course, :hat is all of us. It is no time to 
abandon ship, but rather to keep clear on course. 
` There is, however, motion sickness. That avowedly 
feels like death—but it isn't! Thus, paradoxically, 
APA and many local societies provide us more aid and 
advocacy, while in office practice, hospitals, acade- 
mia, laboratories, or public service, we are episodical- 
ly feeling awful. The bureaucratic, fiscal, and ideologi- 
'cal barriers to exercising physicianship, to educating 
and advancing research, are—wretchedly—exasperat- 
ing. Yet society needs our ship and cargo. When the 
current fiscal fogs lift, we will, I believe, find ourselves 
positioned with broadened support to arrive at least at 
some of our several goals. 
` Each of us can meanwhile actually demonstrate, by 
doing and by serving. what it is we are all about. If we 
continue to contribute to a widely held perception by 
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primary care physicians of our inaccessibility, or show 
a lack of precise response and sensitivity to what 
families and referring colleagues require; if we. are 
careless about how we are heard; if we isolate our 
practices from colleagues, from review and resources; 
or provide only what we prefer, rather than what the 
patient needs, we will perpetuate myths and misunder- 
standings. Among medical specialties, we are high in 
concentration on solo office practice. We will most of 
all, then, need to overcome isolation, to someday 
innovate ways to support each other locally, to relate 
to general hospitals, to think together collegially about 
the clinical case and clinical science. What we can 
individually best now do is to clarify our link to our 
medical colleagues and community and, in committed 
daily action, our prompt accessibility to serving the ill. 


Health Policy: Specific Fiscal Problems for 
Psychiatry 


Health policy has brought us special fiscal as well as 
morale problems. In my view, we have moved from 
the “ега of countability,’’ with its regulatory fevers, to 
a new and highly problematic one. Galbraith said of 
the 1929 crash, the end had come—but it was not yet 
visible! We are, for time present, to paraphrase Theo- 
dore White, hovering as if between dream and wake- 
fulness, seeing shapes as yet difficult to discern, 


. uncertain if these are endings or beginnings. 


Phase 1 of the new era was indubitably dominated 
by the “amoral fiscal imperative." The overriding 
federal focus was not on substance, but on what was 
right for the buck. For our field, about 3096 less funds 
for patient care and 2096 less for research were re- 
leased to the states and institutions. 

What is unalterably clear is a diffusion of acccunt- 
ability. If we focus on what is required in unambiguous 
federal and state accountability for a sector of the 
mentally ill —the chronically ill—or for all the medical- 
ly and psychiatrically indigent, we find evasion or 
neglect. For the sector of catastrophic mental illness- 
es, what is right for the buck is apparently to pass it. If 
we bluntly ask where the buck stops—it stops when it 
is to reach the patient! 

Industry and third-party payers today are recalculat- . 
ing support for all medical care. As we negotiate, we 
must especially highlight the now demonstrated uzility 
of peer review, which utilizes clinical science and 
judgment in adjudicating reimbursement. A cookbook 
of frozen federal formulas cannot do so. (These are 
occasionally offered by superb scientists, simplistical- 
ly surrendering intrinsically limited data that are prop- 
erly a part of the ongoing discourse of clinical critique 
and science. The accountant thus sees only a colorless 
snapshot of a limited sample of patients and but a part 
of yesterday's state of the art.) Most critically, the art 
and science of clinical decision making, when re- 
viewed by peers, appropriately serves the specific 
patient, whether we are treating or reviewing. Thus 


- 
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our negotiations are appropriate for a profession that 
respects both its services and science as well as the 
individuality of patients. | 


Health Policy: Moral Problems for Psychiatry 


History's pendulum will surely swing, but we may 
see a somewhat different arc and theme transcribed. 
Excess—however it is perceived—does not capture 
the heart of the heartland. What seems to be increas- 
ingly sought is authenticity of product, value for what 
is expended, products that work, services that serve. 
As Detroit has learned, people can vote with their 
wheels! 

This trend is not solely a matter of hard hats or hard 
hearts, but of somewhat harder criteria—and occa- 
sionally thought. Nor, if purpose and consequence 
were clear for well-managed and needed public funds, 
do I sense an abiding aversion to paying some fair 
tithe. Few openly maintain that chronic illness is the 
just dessert for the intrinsically unworthy. Few loudly 
argue we need to know less about causes and cures. 
Indeed, the Reagan administration is for research. 
Few assert that the doctors of the future must all be 
children cf the wealthy. 

But what we do see are suspended accion and 
averted judgments, which, if unattended, will pro- 
foundly affect the arrangements through which our 
services serve, and raise moral problems for all. This 
neglect may resurrect among our own collegium the 
moral strains as to which worthy patients we serve and 
why. We cannot achieve any social gain by playing 
Pac-Man amongst ourselves, consuming and caricatur- 
ing different sectors of the field for short-term gain— 
negating the whole for a part. Doing so, we could 
exculpate a span of responsibilities that reside in the 
community—and appropriate to ourselves decisions 
and burdens that all must share. е 

The clear fact is that those who need and can buy 
skilled care, do so. If one is ill and can afford it, the 
skills of those who have seen the worst, and who know 
both how and why to work and hope for the best, are 
increasingly available. Our services do serve. It is an 
expensive myth in public psychiatry and segments of 
academia to ignore the private care systems that serve 
the majority of illness episodes. People in need are at 
stake in all sectors. In utilizing services, few are 
indulging a masochistic wish to divest their fortunes— 
or a cunning desire to bilk the public. In no sector do 
the costs of decent care break the bank of a society 
that cares. 

Community and proprietary hospitals cannot boast 
of lower costs when complex cost-generating patients 
are often not their charge. All medical care today is 
moving toward a de facto two-class system, so the role 
of threatened teaching hospitals and public systems 
and their indigent patients must be the concern of all. 

The costs of providing teaching are real. The gains 
serve all. Nothing of what we are now able to pro- 
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vide—wherever we work—can escape that social fact. 
This moral debt is an obligation of patients and physi- 
cians (alumni!) and our community, and one we all 
owe to the future. We may assume that, out of pure 
vanity—of- which there is no deficit in academia— 
educators and researchers will clone themselves. In 
fact, birth control, if not abortion, looms as an option! 

Similarly, if the public sector's abandoned deinstitu- 


-tionalized patient is taken as the model for what 


mental illness inevitably is and we at our test are, the 
future will see our society as confidently striding 
backward, to await a Pinel or Dix to reawaken our 
conscience. So we have once again to exert leadership 
in our locales. Lacking an effort—not to przempt—but 
to engage the community, we will surrender a part of 
our professional mandate and weaken sozietal sanc- 
tion of all our services. 

‘We know—whatever sector we work in—that we 
have professional discriminations we are a2le to make 
and different tasks with different patients in different 
phases of illnesses and repair. We know that there is 
no class of the mentally ill, or the febrile, and hence no 
monolithic single system can serve them. A debureau- 
cratized, reprofessionalized, personalized arrange- 
ment for diagnosis and active treatment, and access to 
support systems, is what we desire, along with our 
patients and their families. 

We cannot do other than a subprofessional job 
cheaply, and we should not mask the fact. Neither are 
the necessary costs overwhelming, and third-party 
payers, government or private, should no: ignore the 
mounting data. Nondiscriminatory third-rarty cover- 
age indeed is important for all patients; the tax dollar 
in some form will obviously have to provide such 
coverage for some. Saying this, we shou.d be confi- 
dent that professional satisfaction is not equivalent to 
self-indulgence. In brief, we don't subscribe to a 
slogan of ‘‘cheap care for cheap people." 


THE SEARCH FOR PERSPECTIVE 


In essence, then, I have noted comzlexities in 
assuring the delivery and accessibility of professional 
services. These indeed are central issues if we are 
serious about science serving the ill. This meeting will 
amply catalog the span of the striking science ad- 
vances, which we hope are of use for all our patients. 
So I now would like to scan our own approach to—and 
use of—this knowledge base. I believe that with better 
calibrated expectations of it, and with perspective on 
our concrete tasks, we can better serve the ill—and 
both ourselves and our students (who are returning to 
the fold). : 

I am led to this focus not only by a »ublic and 
bureaucratic lag in grasping both our gains and mode 
of procedure, but by strains of discouragement within 
the profession. We know that if one hes to 2e mentally 
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ill, it is far better to be so today than 30 years ago. Yet 
there is a nostalgia for a past—where, in fact, we 
possessed far fewer differentiations that can make a 
difference. In this sadness we are seen as drifting to 
what is miscalled biology (or ‘‘biologism’’), eschewing 
meanings and feelings, lost in fragmented eclecticism. 

Al of which raise questions of what, in the first 
place, we think our task is, or more precisely, what 
our tasks are in clinical medicine. This intrinsically 
entails our attitudes toward science—toward theory 
and changes in clinical science and their varying roles 
in the fabric of our work. I will argue that whether the 
complexity we face is to keep in mind both physiologi- 
cal and psychological factors or to deal with new 
findings we need not fragment ourselves and our 
functions. Rather, as physicians, we are required to 
take thoughtful command of these advances and skills. 
I see no intrinsic reason why we cannot. 

In all clinical activity our emphases and tools have 
an inexorably ultimate pragmatic anchor: aid for the 
individual patient. Following the threads of science in 
practice we find, in fact, that we must use various 
different knowledge frameworks—and think about and 
refer to them—before, during, and after the particular 
investigations of the therapeutic engagement. How we 
specifically orient to these frameworks can be a matter 
of controversy, but their ultimate purpose is not.. Our 
professional work may also enlarge either our own 
vision, or clinical science. If so, we are obliged to 
search also for the value therein to today's patient, as 
‘well as tomorrow's. 


Clinical Process 


Thinking about this use of knowledge, I find two 
notions which, while convenient for me, are probably 
too obvious to detail. (Perhaps, occasionally, the 
obvious warrants a thought.) One notion is the clinical 
‘process, and the other, clinical science. If we ask how, 
in medical education, we hope to convey the vitality 
and uses of science in the life of an educated profes- 
‘sional, we begin with an intensive liberal arts educa- 
tion in human biology. And in the clinical years we 
begin not only with an introduction to what we have 
thought and generally expect about the illnesses, but 
also with the patient. By modeling and demonstrating 
our knowledge base with the clinical case, we demon- 
‘strate the clinical process. Aggregating the general 
knowledge structure about ilnesses, we teach the 
clinical science. 

The'clinical process is a mode and ethic of account- 
ability whereby we, on the one hand, calibrate diagno- 
sis and treatment against knowledge frameworks and, 
on the other hand, investigate the patient and his 
response. It is not simple trial and error. Rather, it is a 
highly informed, intensively sustained, logical investi- 
gation of the individual with respect to what both the 
continuing clinical evidence reveals and the scientific 
data suggest. Taking the imperfect information of both 
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into account, one deliberatively weighs options. And 
from this, students learn about the clinical process. 
They also learn about the illness in general, about gaps 
in our sciences, or even some new perspective which 
the case can teach the prepared mind. In brief, they 
learn to think academic thoughts in the trenches! 

This tension between knowledge and its application, . 
between science and its ‘‘doings,’’ has always provid- 
ed the attractiveness of medical careers—the awesome 
challenge to exercise skilled judgment in the context of 
specific human need. Medical education, at the outset, 
thus aims to help regulate the tension between thought 
and action. Quite specifically, the student learns, in a 
context of supervised practice with persons in need 
and distress, how to regulate himself and, in the 
process of investigation and decision making, not only 
to utilize scientific information but find a way to regard 
it when it is not directly useful (1). 

If we carefully observe the product—the skilled 
physician—and note what the doctor does or refrains 
from doing, it is apparent that it is also what is in the 
head of the professional, not just the doings—or the 
accountant's countings of them—that comprise one's 
true professionalism. The more technological the 
medicine, the more we need the physician's judgment 
and personalized attention to the patient's purposes. 

As we seek for purpose, we often tell ourselves that 
psychiatry is a bridge discipline, integrating the bio- 
psychosocial. But if psychiatry is a bridge, I am not 
certain what we are suspended between! Rather, what 
we do daily demonstrate in the case before us are 
inquiries in which these three domains have varyingly 
weighted relevance. If we look closely at the clinical 
process, we obviously have to keep several frames of 
reference in mind if only because of the range of 
different tasks entailed, from history taking to moni- 
toring response. For each step different intellectual 
resources and personal activities are entailed. The 
student learns and sees how and why this must be so. 
This is not a fragmented approach. Rather, coherence 
lies in the integration of the different steps required to 
be tailored to the case at hand. 


Clinical Science 


The basic sciences have their own agenda. Whether 
one is applying physics, psychoanalytic theory, or 
biochemistry, the applied clinical sciences must ex- 
tract and calibrate basic science information for the 
problem at hand. They also must describe diseases and 
the disordered processes entailed. They, in brief, 
aggregate knowledge on etiology, course, outcome, 
and prognosis; on etiopathological processes; on treat- 
ments, their indications, efficacy, and mechanisms of 
action; and means of prevention. 

And to do it, they borrow ruthlessly from any and 
every resource that will help. Further, they initiate 
systematic inquiry with patients to piece out the next 
needed steps; they use isolated observation and mis- 
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matches generated in the clinical process to test or 
refine science data or generate new inquiry. And, 
more than we realize, they pose observations or 
expose gaps in science that actually set an agenda for 
basic sciences. We have an exciting intellectual and 
pragmatic stake in our link to basic sciences as we all 
seek to understand the nature of human life. 

We have been privileged more than any in medicine 
to explore the life of the mind, but this alone hardly 
equips us to lead students into the central concerns of 
philosophy and the humanities, as much or little as we 
may contribute. We may have convinced ourselves 
that these or the behavioral science disciplines truly 
embrace our academic mission—or, even more mis- 
leadingly, that we intrinsically embrace theirs. But 
they don't. And we can't! 

We do seek and recruit a wide range of expertise to 
advance our science base—and to help our patient, 
which is quite a different matter. Today we increasing- 
ly undertake research in the actual patient, using 
biochemicak, electrophysiological, or psychometric 
tools to enhance new knowledge or arrive at clinical 
decisions. There is nothing to preclude the clinician- 
investigator, who perceives a problem unsolved by the 
preclinical sciences, from going to the bench or to the 
community to search for required solutions. Psychia- 
trists in fact did this in launching the current informa- 
tion explosion in neuropharmacology, psychiatric 
epidemiology, and psychopharmacology. Nor, if the 
information and paradigms of the various psychologies 
seem inadequate or not apt, is there any reason for 
some of us not to build and test psychological systems. 
In fact, we need a much improved grasp of psycho- 
pathological processes and mental operations, as well 
as factors determining their common and differential 
occurrence in diseases. 


The Trajectory of Discovery 


In perspective, the trajectory of discovery and solu- 
tion in most of medicine is a long one, involving 
oscillations between clinical observation and basic 
science findings. Thus we first generally describe 
patterns; we make inferences as to cause—usually 
wide of the precise mark. We find symptomatic treat- 
ments, which often are tried for what turn out to be the 
wrong reasons. They, however, would never have 
even been tried without all of us doing our job: 
searching and probing, struggling with the knowable to 
reach the unknown. Finally, we begin to discern some 
of the logic of nature as it applies to disease. Histori- 
cally we could describe exactly this evolution for 
paresis or pellagra, where the original hunch that one 
was associated with craven libidinal behavior and the 
other with a factor calléd poverty yielded over time to 
elegant specificity. While the exogenous source and 
means of prevention were satisfactorily identified, we 
fundamentally have yet to explain how the psychotic 
symptomatology is mediated. 
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None can doubt, however, that the designs of na- 
ture, relevant to functional aspects of many of our 
disorders, have begun finally over the pasi 30 years to 
emerge. And since this evolution applies to the entire- 
ty of medicine, one wonders about the despairing 
impatience of some of our colleagues or angry resi- 
dents who have written retributively silly books. How 
would they react to the fact that while insu in had been 
known for 50 years, only recent discovery defined 
several key subtypes of diabetes (one w:th high but 
inactive insulin levels, another with subsensitive re- 
ceptor sites). Would that lag, or the persis:ing compli- 
cations of surviving juvenile diabetics, be warrant for 
students of internal medicine to despair? Would the 
violent controversies as to oral hypoglycemics or 
insulin lead to disbelief in the entirety of internal 
medicine as a clinical discipline? The scierce of ‘‘indi- 
cations research” or therapeutic choice (even omitting 
factors of patient preference or intention m determin- 
ing which treatment might serve best) is just beginning 
to emerge in general medicine. Thus only recently has 
the revered combination of diuretic and digitalis for 
cardiac failure been identified as questionable for half 
of those so treated. The intrinsic complexities not in 
arriving at findings but in mounting the nimbers and 
devoting the years necessary to sort and identify 
subpopulations required for clinical research in inter- 
nal medicine have not crippled the morale of this 
clinical science. Our own rate of progress—if we look 
at it, rather than our impatience for final answers—is 
equal to that of our sister discipline (cur oit lamenting 
psychotherapy research experts to the contrary). 

In brief, should we not be certain that cur students 
know that as the evidentiary process evolves, the real 
basis for disagreement will often emerge, and that 
there are often surprising new solutions^ This con- 
structive aspect of research and evidentiary controver- 
sies certainly eludes the media, searching for scientific 
gladiators to substitute for a dull sports season. But 
the perspective should not elude us. W2 hope the 
developing psychiatrist will ask why there is coniro- 
versy and thereby grasp what the next steps should be. 
Judson noted that, 'looking back at progress, one 
seems to see an idea struggling to shake free from 
other preconceptions in which it is embedded” (2). 
This struggle is inevitable. Why should we not expect 
it for our clinical science in any of its many different 
types of inquiry and for our working hypotheses and 
theories? 


The Use and Abuse of Theory 


The uses and abuses of theory similarly require 
focus. Their utility to provide a framework against 
which to notice mismatches that motivate search is 
known. But some of us may have believed that only an 
elaborate theory of process can justify treatment. One, 
however, can ask what theoretical freight is needed to 
sustain the confidence of the therapist or patient —and 
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what impedes the search for the essential operational 
elements in a useful therapeutic maneuver. Currently, 
for example, we perceive both behavioral and psycho- 
analytically oriented therapies that fundamentally elic- 
it the patient's attention to avoided cues or subjective 
events, and thereby help a person to gain control. But 
our students, in fact, may be unequipped to under- 
stand the operational principles underlying therapeutic 
fads or innovations, from primal screams to biofeed- 
back. They may be unaware that the original reinforce- 
ment theory of behavioral modification does not ex- 
plain flooding or implosion therapy of phobias. 

My point is: there zre intellectual challenges for the 
clinical science. We cannot expect our students not to 
mislocate their work if we provide little intellectual 
support or critique of what is often our enmeshment in 
pure scholasticism. We also owe them historical per- 
spective, on the verv serious, exciting attempts to 
struggle with many of the theoretical; descriptive, and 
clinical issues today's science tackles. So we have to 
provide a focus on both our gains and ignorance—a 
“Dictionary of the Unknown,” or even better, of the 
problematic. 

Each of us, I am sure, could point to various 
obstacles to articulating our heritage and the problems 
before us. At the least, I have to ask where the idea 
ever got rooted that any of our therapies—however 
well they do or do aot work—are of necessity the 
automatic key to ultimate etiologies. Knowing the 
actions of digitalis will not reveal the origins of the 
many disorders leading to cardiac decompensation. 
Our psychotherapies may permit psychological re- 

. structuring; our pharmacotherapies do "'reset'"' ongo- 
ing neurochemical regulations. Though we have new 
research leads, etiology and the precise processes 
accountable for the initial entrenchment of repetitive 
maladaptive patterns still—as they did for Freud— 
largely elude us. Nor does the modality of treatment 
define etiology. We treat brain damage by reeducation 
or by medication, or both. In psychiatry we now can 
treat specifically but symptomatically, not unlike the 
internist using cimetidine for ulcers. If the internist 
manipulates the environment—the dietary input—I 
doubt, incidentally, he would loudly declare himself as 
a nonbiological internist! 

Without question, search for the mode of action of 
therapies can lead us to a universe of hitherto un- 
known regulations or adaptations, to subtypes of dis- 
eases, and increasingly to new points to intervene. But 
the knowledge constructions required to study etio- 
pathology and mode of action are different. They may 
intersect; they occasionally converge; they are not 
identical. 


Pharmacotherapy and Psychotherapy 


The remarkable advent of pharmacotherapies has of 
course profoundly affected both basic science and 
clinical practice, and—more than I can herein reprise 


Am J Psychiatry 139:9, September 1982 


it—complexly affected professional and public orienta- 
tion to psychiatry. Medicines, whether penicillin or 
tricyclics, can be trivialized as conveniences (or 
worse, technologies). They can, in ignorance, be over- 
estimated, either as menaces or as the sole magical 
ingredient of therapeutics. Our media posture, regula- 
tory rhetoric, and health agencies indeed reinforce a 
medicine’s model rather than a medical model of the 
clinical process for all diseases. Clearly all physicians 
attempt to enhance the individual’s wishes for optimal 
self-regulation of functions—both physiologic and psy- 
chologic—but medicines are only a part of the manage- 
ment of illness.’ They can be too rapidly and mindlessly 
implemented. So I am tempted to say to today’s 
pharmacotherapeutic robots what a pediatrician long 
ago expostulated to a surgeon: ‘‘For hezven's sake, 
don't just do something—stand there!" And I would 
add—listen and observe. 

In using medicines, should not this robot assess the 
range of systems affecting mental function? Mesmer- 
ized by asymptom, we all may miss the full and unique 
picture of psychopathology. Diagnosis is not destiny 
but the opportunity for discovery. In analogy, we 
would not treat cardiac decompensation with digitalis, 
while ignoring the contributory or prime role of renal, 
vascular, thyroid, or pulmonary pathology. Advances 
in brain.and behavioral sciences can no more abolish 
the need for a psychology of the mind and personality 
than a cure for atherosclerosis would remove our need 
to understand the nature and function of vascular 
tissue. Such knowledge always has its uses. The real 
challenge is to sharpen our conceptual schemes and to 
understand where and why we apply this knowledge. 
From the available options, we have to select those 
tasks which need to be done—and truly can be done. 

We, today, understand the sheer pragmatic necessi- 
ty to appreciate the structure of meaning for the 
individual patient and the cultural and familial signals 
conditioning it. We know this affects the patient’s 
interpretation both of stressors and of options for goal 
setting and problem solving. It still, however, may not 
account for intensity or fixity of symptoms, or their 
initial entrainment. There. are many overlooked spin- 
offs from our intensive engagement of the 1950s with 
the mental life of a wide variety of symptomatic and ill 
persons. For one, we have an enlarged, less estranged, 
and cannier perspective of the person who is ill than 
once prevailed. Our ability to understand families and 
the behaviors of various social groups—or the tricks 
the mind can play when stress supervenes—has also 
provided more than isolated snapshots of disordered 
behaviors. As always, we must determine which 
among the processes we study—real enough in their 
own right—are the means to gain significant leverage, 
effective for prevention or repair. 

We do know at this juncture that we learn through 
our muscles as well as through our head; through 
conditioning as well as identification; through reflec- 
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tion, motivation, and modeling as well as instruction. 
We learn, too, through an internal environment in 
which excess or inappropriate information is reduced 
and adaptive options enlarged by psychotherapy or 
pharmacotherapy, or both. This may not be theoreti- 
cally satisfying, but it is what we have in hand. 

Most of all, at bottom we all yearn for an overarch- 
ing and seamless sense of order and purpose. Lacking 
this we may cry fragmented eclecticism or take refuge 
in the comfort of different schools. Einstein sought an 
elegance of unity in laws of physics—and sought it 
vainly. But he also remarked that everything should be 
as simple as possible—not simpler. 


A USEFUL THEME 


I believe that in all of our approaches there is a 
common and, to an extent, a useful theme. That theme 
is not biologism, not biochemistry, but the science of 
life—the fuhdamental question of biology. So in using 
what we call biological or social-psychological tools, 
we are dealing with organismic adaptation. Whether 
we elect to or not, the organism needs and uses both! 

Nor can we define ourselves out of it. Recall that the 
two major psychoses called functional were supposed- 
ly characterized by our inability to define them at 
autopsy. Today even that assumption may be changed 
by recent histopathological and receptor studies. We 
know, of course, that not all dysfunctions show le- 
sions, and that lesions may never produce misery or 
symptoms. Virchow noted that diseases are not enti- 
ties (3) but rather (as Stewart Wolff and others would 
note) represent the course of physiological phenomena 
under altered conditions. This assertion captures as 
well as any what I mean. For it is the counterreactions 
to perturbation and injury, and the organization, tim- 
ing, and duration of compensatory processes, that are 
symptomatic and that we most often treat. In general, 
disease processes and symptomatology are most fre- 
quently the result of compensatory or repair process- 
es, or regulatory activities that are excessive or inade- 
quate in amount or kind. We do not deal with totally 
novel substances or events, but rather with the organi- 
zation and restructuring of a myriad of ongoing regula- 
tory processes. We can, if we wish, see symptoms asa 
consequence of defect, as negative or positive reac- 
tions, or as aborted adaptations—as attempts at cure 
that are derailed and unlinked from full adaptive 
function. The study of stability and change. of the 
acquisition of regulatory processes in living systems, 
was central to 19th-century physiology and philosophy 
from Bernard to Bergson, and has evolved today to 
what is known as structuralism, control or regulation 
theory, systems theory, and the like (1). It fundamen- 
tally was Freud's view (4), as well as that of modern 
physiologists. 

Whatever such speculation, we can assess only 
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what is possible and search for it by understanding the 
systems in which behavior is orgaaized and expressed. 
Fundamentally, we really do not know how far we can 
legitimately expect to go in comprehencing mental 
disorder or its intrinsic rates of change. Should we 
even expect a psychotic depression tc lift vithin hours 
of treatment? Should we look at rapid cyclers to 
understand how it is possible that this evert can occur 
in nature? Could we borrow that knowledg= to invent a 
treatment? We do not yet know how far cownstream 
from more primary events our current measures of 
brain function and disordered physiology ir diseases in 
fact are. But the point is that we indeed have a range of 
exciting clinical and science tools to ask the questions, 
and we now have a few, but still insufficie-t, answers. 


A Brain That Works 


Our picture of brain function hes entirel- changed in 
40 years. In brief, we had no basis before the end of 
World War II for understanding how brair operations 
could accomplish what introspection and observation 
of its various dissociations required. Th2 brain ap- 
peared to operate fundamentally as a switchboard, 
incapable of saying maybe, or more orless Numerous 
discoveries changed that, and between 1955 and 1966 
three basic questions were answered: there is an 
intrinsic brain chemistry; it is a signaling system that 
influences behavior; and it is specifically altered not 
only by specific classes of drugs but also оу environ- 
mental signals and demands. The latter is key. Cellular 
anatomy of brain is changed bv experieice, as are 
transmitter levels, receptors, and synaptic -egulations. 
Synaptic membranes change in sensitivity in response 
to experience. This occurs both їл aplysia and in man. 
Thus, recently, relaxation therapy was ѕ-омп to ap- 
parently produce a peripheral adrenergic subsensitivi- 
ty. The treated subjects showed an expectable cardio- 


` vascular response to a standard stress—but vastly 


more norepinephrine was released to trigger the sub- 
sensitive end-organs to respond (5). 

We now confront a new world of different subtypes 
of pre- and postsynaptic receptors and thzir different 
orderly dispositions in brain regions. Thzy add one 
more to the several mechanisms by which central 
nervous system aminergic or peptidergic Sunction can 
be either disordered or regulated and tuned in re- 
sponse to input. The specific arcaitecture znd dynam- 
ics of neuronal systems subserving ''alarr-"" reactions 
and linked to behaviors and experiences of fear are 
being described (6). К 

What might all this receptor and neuronal design, 
reacting to both drugs and stress—at least provoca- 
tively—tell us? For one, perhaps, that while it is true 
that if you don't know where you are goirg, any road 
will get you there, there are several, but not unlimited 
pathways by which brain operations адар: to signals. 
At a fundamental level, we are zold that we have no 
reason to be surprised if we are so des 2ned in the 
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‘redundancy of nature as to be able to adapt through 
'different techniques. We will thus want to know if one 
‘Specific way is better for certain persons or if, for 
‘some’ disorders, nature's redundancy would permit 
several ways. We will recognize that synergistic inter- 
actions occur—that if we intervene at one part of the 
system, several other linked parts can adapt. Thus in 
psychopharmacologv, we cannot assume that because 
'a symptom is drug responsive—or transmitters and 
receptors change—it is fundamentally illogical to use 
‘other approaches. 

If we want to understand the language not only of 
experience but of brain processes, we will have to 
remember the adage that the brain has a mind of its 
own. Molecules speak in coded language to molecules, 
and membranes to membranes. Perhaps we could 
refrain from conceiving of our medicines simplistically 
'as mood changers or tranquilizers when we know that 
in their effects on cognitive rate, attention, or mecha- 
nisms of arousal, drugs in fact are influencing stop and 
start mechanisms and thresholds, which in turn change 
the rate and range of signals through which a nervous 
system can respond. ў 

It is remarkable that, іп normal conditions, perhaps 
the most effective way to talk to molecules—to the 
entire complex of biological systems impinging on the 
world of sensitive receptors and membranes—is 
through the symbols and signals and organizations the 
‘various psychological sciences study and that interper- 
sonal transactions comprise. It is equally remarkable 
that our drugs appear to ''read"' a part of the natural 
code and language, and— where disease and disregula- 
tion prevail—aid in establishing a level of coherent 
function. Endorphin receptors do not appear to find 
opiate drugs unnatural. Apparently, for the brain, 
these different modalities of conversation are not 
incompatible! 

So, there is much in modern biology that can 
illumine our basic approach in psychiatry, whatever 
our special focus (7, pp. 150—152). It can do so because 
it teaches us something about the history, limits, and 
nature of living systems and their intrinsic capacity for 
mutability, diversity, and individuality—about the 
highly specific choreography and remarkable organi- 
zations through which information is acquired, coded, 
exchanged, and uniquely patterned. 


Knowledge Construciion: Apprehending and Testing 


From psychobiology and psychopathology we are 
aware'of multiple regulatory processes—which, for 
the most part, cannot be intuited. Woody Allen (as I 
imperfectly recall it), agreed, remarking, “1 believe 
without question an unseen world exists. The only 
problem is—how far is it from midtown and how late is 
it open!” The brain is built to behave; it is '*open" as 
long as we live. To discern hidden processes and 
dissociations in normal function, we ‘have used 
dreams, hypnosis, free associations, conditioning, 
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clinical observations, split brains, and much more. We 
thereby begin to learn of unknown operations and 
structures. 

In the knowledge construction of science, we use 
models and schemata. We use pumps to understand 
the circulatory system, or computers and holograms to 
try to comprehend brain function. Any study of devel- 
opment indicates that from our very origins we are 
built to use metaphor and myth and models—and at 
our best, hypotheses and paradigms. We use mentalis- 
tic language and sophisticated models—or metapsy- 
chology or metapharmacological speculation—simply 
to make a beginning in order to come to grips with and 
test processes about which we are learning. 

So a capacity for both subjectivistic and objectivis- 
tic information is our destiny (7, pp. 30-31). We might 
as well make the best of it, for there is no other choice. 
We have to begin next to appreciate how events in fact 
are organized. Piaget described the child's developing 
grasp of reality as he moves from egocentrism and 
begins to perceive himself as an évent among related 
events. It is in this relational context that both the: 
maturing child and the maturing science gain in com- 
petence, perspective, and meaning. If we honestly 
describe both our information and our ignorance, this 
is not a fragmented eclecticism but a coherent mode of 
approach in which several frames of reference simply 
have to be kept in mind—probably because that is the 
way adaptive organisms in fact are built. 

We all face our commonalities with impersonal 
forces which in part determine our behavior, along 
with that of the rest of the living species, and yet we 
seek personal meaning in our brief transit. This tension 
between biology and the perception of the self has 
haunted the history of psychiatry but lies developmen- 
tally within each of us. Our professional problem has 
been how to rescue the dignity and uniqueness of man 
for ourselves and our patients, while thoroughly ap-. 
preciating the descriptions of impersonal biosocial 
processes—realities that we do not directly appre- 
hend. This comprehension will be increasingly neces- 
sary if we truly are to transcend our ignorance of man 
and his limits, and hence realize how tó achieve our 
potential. | 

What we intend to do is to produce phvsicians who 
are excited by the challenge to find some ordering of 
the topics that we daily encounter, to find error against 
the background of established truth that will generate 
new ideas, and to have some perspective about the 
application of science to the needs of man. If we are 
impatient, we might appreciate what Judson (2) noted 
as the '*helpless opportunism of all science,” awaiting 
the right techniques, or the right link, or the right 
concepts. So we indeed must develop a good sense of 
both how science works and the processes with which 
we deal. 

And so we search. We won't find the best paths to 
competent care for our patients without this. No 
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ethical doctor will abandon attention and concern for 
those who fail to respond to currently available treat- 
ment. But the fact that we do search, that we try——that 
we do nct know the end of the story but we know the 
story is not ended—should engender both self-respect 
and that of the community. We know that when we 
utilize our judgment in applying this search to the ill, 
we are demonstrating what we can be at our best. 
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One Hundred and Tenth President, 1981—1982 


BY BORIS M. ASTRACHAN, M.D. 


And Daniel had understanding in all visions and dreams. 
—Dan. 1:17 


; D aniel X. Freedman, 110th President of the Ameri- 
can Psychiatric Association, like the Old Testa- 
ment Daniel, is a man who interprets dreams and who 
also is interested in the form of the dream. He is a man 
who perceives meaning in structure and whose life 
‚ reflects a commitment in the struggle to understand, 
predict, and influence the future, and to serve. His 
' lifelong fascination with learning and teachirig about 
behavior stimulates students and inspires colleagues. 
He stands for an honest search for knowledge. 


Й 


‚ CHILDHOOD 


The shape of his life took form in the complex world 
in which he was reared. Born on August 17, 1921, he 
grew up in Crawfordsville, Ind.—a small agricultural 
and college town in west central Indiana that was the 

, county seat; it had been 70% Union and 3096 Confed- 
erate during the Civil War. The town, home of the 
author of Ben Hur, liked the appellation “Тһе Athens 
: of Indiana.” It was, in any event, stimulating. 

Dan was a first-generation Jew in the Midwest. His 
father, forced at age 16 to flee Russia after the 1905 
disturbances, was a man of enormous energy, candid 
honesty, and probing intelligence. His diligence was 

appreciated by small-town bankers, who enabled a 
'skilled tailor to become a successful merchant and 
eventually a major civic leader in the heartland of 
conservative America—an intellectual and idealist 
who eschewed labels and enabled change through 
personal interchange and negotiation. 

The Freedman home, bordering the campus of Wa- 
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bash College, was a center of lively discussion of 
world affairs and, under the influence of Dan's mother, 
of an appreciation for literature and the arts. There 
were many nationally distinguished visitors: writers 
and politicans, but especially a host of Wabash faculty 
members who were often about, visiting. talking, and 
inspiring the constantly searching young Daniel. From 
one such neighbor the 12-year-old "borrowed" a 
book, The Human Mind (returning it eight years later!) 
and wrote an essay on his future: a career in psychia- 
try—one that he followed only after several detours. 
His interest in world affairs was precocious, and he 
recalls: watching Herbert Hoover's renomination in 
1932 while sitting in the press box atop the capacious 
lap of Heywood Broun. His boyhood neighbors were 
bright and inquisitive—boys who as men have contrib- 
uted nationally to science, and to government and 
education in the Hoosier state. He also traces his 
lifelong interest in football (which the college played a 
half block behind his home) to these stimulating envi- 
rons, lamenting only a constitutional inability to ad- 
vance beyond bantam weight teams in school. 

In Crawfordsville, Dan experienced :he divisions 
that existed even in Middle America. These divisions 
existed among races; those with differing political 
beliefs; the very poor and the more affluent; workers, 
farmers, and managers. His affinities were always with 
the oppressed, but his commitments would never be 
blind, for there was alwavs more to know, to under- 
stand. At home, as the youngest of three, with sisters 7 
and 11 years older, he accepted the role of translator of 
cultures and generations, of making understandable 
one person to the other, one group to the' other. 
Remarkably, he learned to do this lovingly, so that he 
might communicate his regard to all of those whom he 
connected, each to the other. He spent two years at 
Lake Forest Academy and again found new cultures to 
interpret in the exclusive North Shore Chicago school. 

And Crawfordsville accepted and honored the 
Freedmans. One sister became a well-known author 
and editor of children's books, the other engaged in art 
and sculpting. Dan's father, Harry, founded the Com- 
munity Chest in the early 1930s and was honored by 
the town, which named his home street after the 
trusted civic leader. And, appropriately, Dan's first 
honorary degree was conferred by Wabash College. 
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YOUNG ADULT LIFE 


Dan's father believed that one must work, that both 
boys and girls must have a vocation, and that although 
the life of a professor was far preferable to that of a 
merchant, one should know physical labor. So in 1938 
Dan hired on the night shift in a wire and steel mill in 
Chicago, working with exhausted and consumptive 
young people ‘Ке in a Dickens novel.” He lived at 
Hull House and over a summer tried to organize the 
plant. While this pleased his father, the elder Freed- 
man distrusted the elitism of Chicago's North Shore 
and recalled Dan to Crawfordsville to finish high 
school, where he spoke state-wide on debating teams 
for an Anglo-American alliance and the obligation to 
aid those fighting Fascism. 

He left for Harvard in 1939 and in 1940 led: a 
minoritv of Harvard men to support FDR's lend-lease 
program at a time when the Kennedy-led campus was 
largely isolationist. He had warned of the Russian 
march into Poland. And when war came to our nation, 
he left college (in 1942) and, with a boyhood chum, 
enlisted in the Army as an infantryman. He was 
promoted to sergeant, won the loyalty of his rugged 
troops, but during maneuvers (shortly before combat 
assignment) was injured. Scheduled for discharge, he 
pleaded with the Medical Board to allow him to remain 
in service. The board psychiatrist, noting Dan's exten- 
sive training in sociology, asked if he knew anything 
about psychological testing. Dan somewhat stretched 
the truth and was allowed to remain on duty as a 
psychologist. Calling on Gordon Allport (in whose 
graduate seminar on the psychology of rumor this 
precocious undergraduate had sat) for a bibliography, 
he read extensively and was fortunately assigned to a 
new hospital in Jackson, Miss., where John Cotton of 
the Institute of Living and Dr. Marjorie Bowles (who 
had worked with Kurt Goldstein) taught him the 
psychodiagnostic battery. For a year he “blindly” 
tested 4—6 patients daily, immersing himself in his 
work, and then would check his findings with clinical 
staff on daily rounds. He listened and patients taught 


- him. By the end of the war he had tested over 3,000 


patients, 600 of whom had head wounds and led him to 
discover that the ‘‘books were wrong." He set up the 
first EEG in an Army hospital outside of Walter Reed 
so that he could better evaluate these patients and 
integrate neurological and psychological findings with 
medical diagnoses. Obviously his interest in brain 
science was stimulated by firsthand experience. 

And most important, in 1945 he married Mary 
Neidigh. Musing upon their early days in Alabama, 
she strung impressions together. ‘‘He was going to be 
a sociology professor. . . . He played innovative jazz 
piano beautifully . . . a scrupulously honest man... . 
I was intrigued by his thinking ... his vision... 
kindness ... helpfulness... . In some real sense, 
being with him is getting a continual education." Their 


BORIS M. ASTRACHAN 1097 


love and dedication to each other provided the struc- 
ture for Dan’s later academic development. 

In 1946 they returned іс Boston. There Dan com- 
pleted an honors thesis under Talcott Parsons on 
"Clinical Psychology as an Emerging Profession" 
and, predicting that practice rather than science might 
be the fate of this movement, he completed premedical 
studies. In 1947 he entered the Yale University School 
of Medicine, aiming for an academic career. Dan did 
psychological testing in the lobotomy project at the 
Yale Psychiatric Institute and, with colleagues and a 
wide range of young facultv, he and Marv delighted in 
the excitement of the life of the mind. (There was little 
funding for anything else.) 

As a medical student, he continued his exploration 
into ways of studying behavior. To nis background іг 
sociology and psychology he added an immersion in 
pharmacology. In 1948 he began studies on the central 
site of action of antihistamines. He wished to learn so 
much: where in brain did they act; how did they stop 
vomiting and motion sickness; why were they sedat- 
ing; might they have an antianxiety effect? He began 
studies in man and animals of the reticular system, of 
allergy and the CNS, and he felt the excitement o£ 
many of the scientists visiting John Fulton's labora- 
tories as knowledge of brain and behavior was pursued 
at Yale by MacLean, Pribram, Livingston, Delgado, 
Neal Miller, and others who are still his good friends. 
He enjoyed clinical work and spent an intensive year 
and a half in pediatrics, knowing that after four years 
in World War II he had little time ahead to learn 
firsthand about infancy and development. 

In 1952 he began his рѕусһіатгу residency at Yale, 
moonlighting on nights and weekends in the research 
laboratories of faculty friends such as Paul MacLean 
and the pharmacologist Joseph M. White. His experi- 
ences in the behavioral and biological sciences were 
enriched by his growing interest in psychoanalysis and 
clinical intuition. He was knowr as a superb therapist, 
but his overriding interest was to '*pose at least some 
questions about behavior whica might be rigorously 
studied." Pharmacology offered him the bridge be- 
tween physiology and affect and begaz for him a 
"search for systems that could serve as models in 
which behavior and biology could be seen as connect- 
ed." He continued his studies cn the reticular svstem 
and began intensive work with a pharmacologist—his 
friend, teacher, and colleague Nick Giarman. In 1956 
they published their first (1) of many collaborative 
papers. ЕУ 


ON THE FACULTY AT YALE 


Dan joined the faculty at Yale in 1955 with a 
commitment to research and to the development of a 
field. He was a teacher who listened, and he gathered 
about him a number of outstanding young men who 
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were excited by his vision. George Aghajanian, who 
began work with Freedman as a medical student, 
described Dan as the ‘‘Pied Piper of neuropsychophar- 
macology at Yale." He played a tune and attracted 
energetic young students to join him. It was a rich 
time, one of great interchange among faculty and 
students from several disciplines, all interested in 
brain and behavior. There were psychiatrists doing 
biological research in several departments of psychia- 
try over the nation, but only a very few were then 
involved in this new area, and the connections of basic 
science to clinical practice were very tenuous. 

Dan was prescient and he believed in his vision. He 
gathered students before the money began to flow. He 
started his work before he had labs. He used borrowed 
space and student labor. He saw the potential of LSD 
not as a mind expander or as a means of enhancing 
psychotherapy but—far more importantly—as а 
means of studying brain mechanisms, a way of learn- 
ing about the sequencing of events. He inspired his 
students to look for paradigms—for ways of studying 
behavior. 

In 1957 he won an NIMH Career Investigator 
Award, and in that same year (with the support of the 
creative mentor of that program, Bert E. Boothe) went 
to the Laboratory of Clinical Research at NIMH for 
study. On his return to Yale in 1958 he became 
Director of the Graduate Research Training Program 
in Psychiatry and the Neurobehavioral Sciences and 
Chief of the Biological Sciences Section in the Depart- 
ment of Psychiatry. He received the first Basic Sci- 
ences Training Grant Award in a department of psy- 
chiatry. He then began a careful program to set into 
place a solid basic science underpinning for clinical 
practice. He could, with his students, soar in imagina- 
tion about the possible implications of a study, but he 
rigorously checked premature application without ade- 
quate scientific proof. He gathered together scientists 
from various disciplines, so that linkages might form 
when the time was ripe and questions might be related 
to the clinical issues in the field of psychiatry. 

His emphasis was clear: If a psychiatrist or psychol- 
ogist or student had a question to ask, there should at 
the least be within psychiatry a laboratory available in 
which to ask it. I have not (and I doubt that Dan has) a 
catalog of all who, as residents, fellows, or students, 
passed through the facilities he provided. Among 
others who are still active in research, names that 
come readily to mind are Aghajanian, Barchas, 
Bloom, Bowers, Donald Cohen, Bunney, John Davis, 
Kellam, Meltzer, Molliver, Ornitz, Schain, Senay, 
Sheard, and from psychology, Boggan, Schlessinger, 
S.P. Grossman, and Eric Stone. 

His own research was a model for others. While 
ranging widely in various clinical problems, he system- 
atically sustained a focus on the effects of LSD-25 on 
behavior and upon neural mechanisms. He carefully 
detailed the sequencing of drug effect on the behavior 
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of volunteers; and with equal care he designec an 
elegant series of experiments to explore the effect of 
the drug on neurotransmitter systems and behavior in 
animals. With colleagues such as J.B. Appel, he 
utilized operant and biochemical techniques. He saw 
no conflict with clinical practice, with psychological or 
psychoanalytic theory. He saw his model as Freudian, 
in which symptoms reflect problems in adaptation. He 
was committed to the study of the ways in which the 
response of an organism to stress (or a pharmacologic 
agent) and its attempts to compensate might go awry. 

Dan has the ability to keep multiple explanatory 
schemata in mind and the remarkable capacity to stay 
knowledgeable in science—to see many sides o? an 
issue and to be able to teach in a way that brings 
multiple perspectives together. One colleague de- 
scribed his teaching and his therapy as sharing impor- 
tant similarities. “Не could be with a student or a 
patient tenaciously, looking at things in detail—ex- 
pecting others to give more than they thought they 
could give. He pushed people to be serious, compe- 
tent." He also was an innovative teacher. Finding one 
group of first-year residents (whom he always super- 
vised) ‘‘deaf and blind, but stutfed with theory," he 
instituted a reading course in the ‘‘private eye,” using 
Dashiell Hammett and Raymond Chandler to evoke 
observation and the unsentimental assessment of char- 
acter. 

He built a science group at Yale, and at the same 
time he completed his work at the Western New 
England Institute for Psychoanalysis. When he had 
trained a group of young scientists to inform practice, 
a few began to question his continuing interest in 
psychoanalysis. He insisted that though the basic 
science questions might fascinate us, as psychiatrists 
we must always focus on the science connection to 
those clinical conditions which affect our patients. 
And then he reminded the research group that, wheth- 
er right or wrong, ‘ће analysts at least take psychia- 
try and human psychology seriously.” 

He had primary responsibility for designing the 
laboratories at the Connecticut Mental Health Center 
and its initial funding; he also was responsible for 
planning the structure of the research group. Frederick 
Redlich (whom Dan met first in the Army) provided 
the glue that built the Department of Psychiatry at 
Yale; he provided a structure which permitted many 
investigators to flourish. And in this environment rone 
flourished nor implemented this design for others so 
well as Daniel X. Freedman. His work on LSD-25, 
stress, autism, and brain biogenic amines brought him 
international renown. In 1961 he was promoted to 
Associate Professor and in 1964 to Professor at Yale. 
He coauthored with Redlich The Theory and Practice 
of Psychiatry (2), a book that displayed their astonish- 
ing mastery of the field of psychiatry. In ail of his years 
at Yale, he not only was a valued clinical consultant at 
the Yale Psychiatric Institute but also spent one night 


^ 


Am J Psychiatry 139:9, September 1982 


a week at one of the state hospitals, teaching residents 
and staif, listening to them and stimulating their criti- 
cal judgment, and enlisting many in research. 


HIS LIFE AND MARRIAGE 


Dan is a man whose life is filled with love. People 
feel, and are, connected to him. He has a capacity to 
see to the heart of a man, to value the promise in a 
person, and to work with the other to make the 
promise real. Contact with him is invigorating. He gets 
high on the interchange with others, and others turn on 
to his capacity to stimulate, to speak truth, to dare new 
directions. He engages others directly, meaningfully, 
honestly. One is constantly surprised at the different 
circles of friends that feel keenly connected to him—in 
pharmacology, medical education, health policy, psy- 
chology, and brain sciences, as well as psychiatry. 
Mary Freedman remarks of this, “Не kept his 
friends.” * 

Paradoxically, in the midst of constant labor and 
dedication, he characterizes himself as essentially 
lazy. Perhaps he means that he can be distracted—by a 
colleague in need, by evidence of injustice. The needs 
of friends can take him from a life so full of important 
tasks that one always wonders how he generates the 
energy to continue. And he always has time for 
friends. 

His work is the management of an important depart- 
ment of psychiatry, overseeing research, editing the 
Archives of General Psychiatry, dealing with issues in 
the APA, speaking for research nationally and in 
Chicago, and constantly maintaining contact with col- 
leagues across the nation. He is rarely home before 8 
or 9 p.m. After a call or two, he and Mary share a 
leisurely meal together (most often she prepares it, but 
he is renowned as a creative chef, with an elegant 
touch in sauces) and they talk. And then he returns to 
work—usually until early in the morning. His work 
week is seven days long, minus time out for Sunday 
football services. He works at the office, at home, in 
innumerable airplanes and hotels when he travels. 
Vacations are restorative—resting in the sun, devour- 
ing mvsteries, swimming, and finally returning to 
work. 

Marv is both rudder and compass. Colleagues and 
friends have described her as a "critical, supportive 
superstructure,” ‘‘always there—sharing but not in- 
truding on his concerns,"' and as ‘‘managing the way 
in which they live their lives.” She is an accomplished 
teacher and artist. Now she is involved with learning 
about computers and with using the computer to help 
organize their activities. She keeps the books and does 
their investing. She attends to the day about him. She 
is his best friend, and their love for each other 15 
palpable when one is with them. They like being 
together. Yet she is very much her own person— 
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independent, cherishing privacy, wanting some more 
of his time, but respecting his space, his work, his 
commitments. They each believe that zvery person 
needs and deserves his or her work—and the space to 
do work. 

Almost every close friend has an all-night Canny 
story. Writing a paper when ill, allowing him to push 
one to function; staying awake all night zs he wrote a 
paper for presentation the next day and his coauthor 
did diagrams, pleading with him for rest at 2 in the 
morning after 16 hours of work and his responding 
“rest an hour” and then expecting one to get a second 
wind (I didn't). 

And he is often laughing—at himself ard others. He 
can be moody, temperamental, quixotic, and wonder- 
fully playful. His one-liners are treasure= by his col- 
leagues. 

But most importantly, he is a man vith purpose. 
Serious about his work and disturbed by injustice, 
dedicated to the best in others and in self—but always 
critically examining to be sure that he isa't taking the 
too-easy road, accepting the too-facile amswer. 


TO CHICAGO AND WASHINGTON 


In 1966 Daniel X. Freedman left Yal= to become 
Professor and Chairman of the Department of Psychia- 
try at the University of Chicago. He was an estab- 
lished investigator whose original resea-zh was help- 
ing to carve out a new field and new wzvs of linkinz 
biology and behavior. Now he was ready to build a 
department of psychiatry—one in which he hoped 
labels such as *'biological or “psychoanalytic” 
would be minimized and clinical competence and 
intellectual quest maximized. The early days in Chica- 
go were immensely exciting and absorbi-g as he put a 
department together while developing y2ung people. 
But in the midst of it all, he invariab:y found time to be 
on the long-distance phone with a colleague who had a 
problem. 

He supported clinical enterprises, and several prc- 
grams became models for other clinica} endeavors. 
Arriving in Chicago when there was what he calls an 
"epidemic of drug interest," he assumed national 
leadership in applying his multiple backgrounds tə 
public concerns. The pioneering multimodality drug 
program at Chicago led by Jaffe, and laber by Senay, 
not only delivered excellent care but al=o provided a 
base in practice for commenting about z-itical public 
policy issues. The epidemiology of Patric « Hughes and 
basic behavioral pharmacological stucies of C.R. 
Schuster complemented these thrusts. The Mental 
Health Services in Woodlawn under Kel: am and Schitf 
creatively combined excellent clinical cxe, a researca 
base, and a model for community cwnership. Clinical 
research by Meltzer and Davis at the Illinois State 
Psychiatric Institute was fostered. 
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His department—by both design and circum- 
stance— did not ‘‘own’’ these clinical programs. Rath- 
er, faculty helped in their management or initiation and 
provided guidance, careful evaluation, and a base for 
investigators and investigations. Dan was always 
averse to overpromis:ng what in fact could be feasibly 
delivered. Universities could recruit talent willing to 
serve, to learn, and to lead, but not sufficient fiscal 
resources to pre-empt community and government 
obligations. He viewed the clinical work as important 
in and of itself, but in the context of an academic 
department as indispensable for raising the questions 
Which needed to be addressed in the laboratories. 

He saw his role as Chairman as helping to set an 
agenda for scholarship and research, providing the 
‘space (both physically and intellectually) for young 
people to explore, to make mistakes. І probably can't 
build an institution, but we can foster careers," he 
noted. He saw himself as functioning as a scientist 
among scientists, bu: one who might be a force for 
excellence. He insisted that the work of the university 
was to develop people who might explore ideas, not to 
build empires, and his leadership was one of intellectu- 
al example. 

Slogans such as '*ixterdisciplinary" surprisingly had 
no intrinsic virtue for this man of multiple disciplines. 
He in fact causticallv warns that the slogan is usually 
the refuge of the diffuse science administrator (or 

"operator" ") who more often than not is antipsychiat- 
ric, escaping the science agenda, realistic focus, and 
precision which meníal illnesses desperately require 
from research. Rather, he taught that one could not 
push the scientist to čo work that did not interest him. 
He believed researchers must intensively pursue a 
method or problem, out that there are periods in the 
evolution of knowledge when one indeed must look for 
alternative explanations and views—when researchers 
of different backgrounds can indeed productively and 
excitingly exchange and examine the limits of their 
methods and explanations. And he knew which inves- 
tigators to push to develop their methods, апа which— 
if they were receptive—to connect to other scientists. 
He served as a role model for his residents, demon- 
Strating his remarkable command of the literature, his 
awareness of multiple explanatory schemata. He rare- 
ly missed. his monthiy journal club with his residents 
(even if at times it required rescheduling), teaching 
them by example to be critical. 

And while he built his department into one with a 
strong* national reputation, his role evolved as a 
spokesman for science in psychiatry. In 1960 he joined 
the Psychopharmacclogy Study Section at NIMH; in 
1967 he assumed the chair of the NIMH Clinical 
Psychopharmacology Research Committee, and he 
chaired the Panel on Psychiatric Drugs of the National 
Academy of Sciences Drug Efficacy Study. He was on 
an ad hoc NIMH Marihuana Advisory Committee in 
1968 and was on the Psychotomimetic Advisory Com- 
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mittee of NIMH and the Food and Drug Administra- 
tion (1967-1969). After completing a term on the 
NÍMH Clinical Psychopharmacology Research Com- 
mittee, he moved to chair the Preclinical Committee— 
which, by all accounts, was an exciting basic science 
forum. He was energetically involved in various na- 
tional groups exploring problems of drug dependence, 
and he gave key testimony emphasizing the impor- 
tance of research and avoiding bad law. He was the 
first psychiatrist to serve on the board of the Social 
Science Research Council, and his activities in phar- 
macological and psychiatric groups were many and 
crucial. 

He became increasingly involved in science policy, 
and in the early 1970s began to focus on the relative 
lack of support for research within NIMH. In 1970 he 
became Chief Editor of the Archives of General Psy- 
chiatry, апа he has transformed that journal through 
an editorial policy which insists on rigorous research 
or rigorous thought—and in searching out and publish- 
ing the best papers in. the very many ‘Sectors of 
psychiatry. He bas used the journal as a force for 
education, insisting that his Editorial Board instruct 
and advise in their comments about the papers submit- 
ted for review as a part of the collegium of contributors 
and readers shaping and refining the knowledge base 
of the field. He remains active оп policy-making levels 
in the Association of American Medical Colleges. He 
was chair of the Pharmacology, Substance Abuse and 
Environmental Toxicology Interdisciplinary Cluster of 
the President's Biomedical Research Panel (1975— 
1976). In 1977 he was a member of the Selection 
Committee for the President's Commission on Mental 
Health, and he served as Coordinator of the Research 
Task Panel of that commission. He assembled a group 
which then used an invisible college, pulling together 
data from across the nation and assessing the current 
state of research, its substance, promise, funding, and 
problems; . the report has been called a “text” on 
science administration. 

One of his faculty describes kim as the Bernard 
Baruch of psychiatry, a man of great influence who, 
even in the midst of controversy, seems somewhat 
above it. His honesty tempers his passionate defense 
of РОЮ оше growth in research. 


APA ACTIVITIES 


This man of multiple talents has served our profes- 
sion and has used his position in our organization as a 


podium from which to speak for professional concerns : 


and for our patients. He has gone where needed, and 
in each position has built bridges within our profession 
and between our profession and those who develop 
and implement policy. In 1963 he was on the council of 
the Connecticut District Branch. In 1965 he was 
president of the New Haven-Middlesex Chapter. In 
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1971 he served as president of the Illinois Psychiatric 
Society. In the late 1960s he was active in APA 
activities addressing drug abuse. He spoke for re- 
search and humane treatment and against coercive, 
"preventive" approaches that were proposed to deal 
with the '*drug epidemic." He was an APA consultant 
to the White House Special Action Office on Drug 
Abuse Prevention (1971—1975) and chairman of the 
APA Commission on Drug Abuse (1971—1976). He also 
served as APA representative to the Division of Medi- 
cal Sciences of the National Research Council (1971- 
1975). In 1975 he was elected Vice-President of APA 
and served through 1977; he finally was persuaded to 
run for the office that he has, this year, distinguished. 

He remains conflicted about organization and orga- 
nizations. He believes in people, and he has, as 
President-Elect and President, deepened his apprecia- 
tion for the large number of good, hardworking, caring 
practitioners who wrestle—often with too little sup- 
port—with problems of disease and its consequences. 
He has felt *a prisoner of our 26,000 members, who 
never all fee] the same way on any topic, but he views 
his collegial jailers with respect and affection. He has 
felt reaffirmed in his conviction that psychiatry already 
has much to offer in its practice and that it will be able 
to offer more. As he has traveled the nation, he has 
shared with many the belief that our profession has an 
obligation to relieve suffering, and as we search for 
cure, none of us ought to take an elitist position, 
ignoring the efforts of those who are engaged in the 
struggle to be helpful the best way they know how. 

His testimony before Congress on a proposal to test 
the efficacy of psychotherapy for purposes of reim- 
bursement was a model of clarity. He noted that the 
proposal, like so many others, singled out psychiatry 
and its patients for special review and ignored the 
status of other medical disorders and treatments. 
Psychiatric ‘‘efficacy research’? was not inferior to 
that in general medicine, he argued. He rejected 
images от our profession as uncaring, unskilled, and 
inattentive to the needs of the ill. And he opposed the 
legislation because as a scientist he found the concept 
of disease.and its intrinsic variability ignored; he noted 
the uses of research are but a part of sound clinical 
decision making. | 

Fundamentally he constantly guards against the 
misuse of science. He insists that we must rail against 
using the methods of science—or the name of sci- 
ence—in questionable endeavors to serve the short- 
term purpose of ideologies and bureaucracies. Indeed, 
one catches a constant theme: his regard for science 
and rational discourse, his respect for their power and 
limitations, and his reflex irritation at erudite flimflam, 
or what he calls “snatch and grab” distortions of 
science offered for short-term gain. To those who 
know him, it is clear that he believes that what we 
have in hand is a record to be proud of, and what we 
have to learn is a call for humility. His breadth of 
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interests and willingness to support knowledge gaim 
wherever it is advanced (and by whoever advances it) 
is balanced by an insistence that the core problems of 
psychiatric illness not be escaped or avoided by more 
palatable euphemisms and fads that obscure psychia- 
try's main task. 


THE MEASURE OF THE MAN 


Daniel X. Freedman has helped to create a field of a 
biologically based psychiatry. He has nurtured t 
(scolds it in its narrow versions), and encouraged ani 
taught many of its leaders. He has fought for psychie- 
try, for public recognition of it, for research funds, and 
for the patients who might be servzd. He se? up one cf 
the first training programs in the basic sciences in a 
psychiatry department. He reached beyond psvchiatry 
for cross-fertilization with other ecademic disciplines 
without losing focus on the mentzl illnesses. His own 
research was a model for others; h-s colleagues consid- 
er him the senior person in Атег:сап psychiatry who 
best bridges clinical work and basic knowledge of tke 
neurosciences. As one commented, ‘‘He sees tke 
forest better than any of us who work on the trees.” 
Searching for the best in each area of our field, he built 
and nurtured a major department of psychiatry ard 
journal—and all of us. 

He is always alive, engaged. He is nurtured by his 
wife, Mary—and his work. For him there is no greater 
pleasure than being able to support talent, particular y 
the talents that build important things for psychiatry. 

He needs to stand for things: to speak to issues of 
rectitude; to be a Truth Sayer; to speak for research 
and knowing, for feeling and caring, for individual 
aspiration and dreams. In the ‘гие abuse epidemic °’ 
he stood for sanity. 

He distrusts tight structures, for he sees people as, 
needing to evolve and change. He is fond of quoting 
St. Ignatius, who preached, “You follow a man 
through his door in order io bring him cut yours " 
While guarding the integrity of science as a process, he 
sees no blank screens or dispassionate scientists. Tre 
processes of research or of therapy profoundly chanze 
the scientist and the therapist. | 

In his Presidency, Dan Freedman has emphasiz2d 
science serving patients. Не is goad to us all to >e 
more serious about our work—and to grew throuzh 
our work. He helps us to see what is dest abcut 
ourselves, and to build on cur strengths. He does this 
for those whom he touches and for cur profession. 
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Psychotherapy and Pharmacotherapy: Toward an 


Integrative Model 


BY TOKSOZ B. KARASU, M.D. 





The author reviews historical trends, hypotheses, and 
problems in the application of pharmacotherapy and 
psychotherapy and uses research findings to develop an 
integrative model. He portrays a chronology of models 
over three decades; an “additive” relationship represents 
the decade of 1970 to 1980. He presents factors that must 
be considered in determining the effects of pharmaco- 
therapy plus psychotherapy and recommends refinement 
of these variables in future research. (Am J Psychiatry 
139:1102-1113, 1982) 





he rapid proliferation of assorted treatments for 

mental illness has increasingly enhanced the alter- 
natives for alleviation of man's symptoms and suffer- 
ing. Meeting the growing need for enlightened eclecti- 
cism in psychiatry, however—which means approach- 
ing each clinical situation from multiple theoretical 
perspectives and selecting those which are in closest 
accord with an individual patient's needs—is as yet a 
Utopian goal for the psychiatrist (1). Rather, the 
positive potential o7 various practices and the integra- 
tion of concurrent treatments are usually undermined 
by partisan, competitive, and conflicting credos and 
claims in behalf of one modality over another. This 
polarization has characterized the internal arena of the 
psychotherapies (2) as well as the broader spectrum of 
psychological versus somatic therapies (3), whether 
the latter has encompassed physical, biological, chem- 
ical, or neurophysiological forms of treatment such as 
ECT, psychosurgery, sleep deprivation, biofeedback, 
‘or pharmacotherapy. Separatist tendencies and frag- 
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mentation of the field have occurred throughout the 
history of psychiatry and are largely reflective of a 
complex evolution of disparate belief syetems, social 
trends, and hidden biases about the nature of man, the 
origin of his psychopathology, and how he can be 
healed (4—6). 

The splitting of ‘‘pharmacotherapy”’ and ‘‘psycho- 
therapy” in particular has become a chronic (albeit 
changing) characterization of the field of psychiatry to . 
the present day. This is a product of several forces, 
including limited vision on the part of pharmacothera- 
pists and psychotherapists (7). The resilience and 
reification of this split may be considered symptomatic 
of a longstanding legacy in psychiatry—the post-Car- 
tesian mind-body dichotomy that still resides at the 
core of modern medicine (8). | 

A major manifestation has been the alternating 
ascent and fall of each of the ostensibly opposing sides 
of the mind-body hyphen at selected times in psychia- 
try's history. Thus the field in Freud's day was preoc- 
cupied with cerebral pathology and changes in the 
soma of the brain; it was not until the 1940s and 1950s 
that there was a dramatic change toward dynamic 
conceptualizations of etiology and treatment. The pri- 
macy of the '*mind"' was ultimately expressed in the 
psychoanalytic approach. This trend was partially 
preempted in the late 1930s and 1940s, when the use of 
insulin coma, ECT, and, to a lesser extent, psychosur- 
gery provided the first efficacious physical treatments 
of mental pathology. Subsequently, at the turn of the 
half-century, the advent of major psychotropic drugs 
marked the dawn of modern pharmacotherapy; this 
meant the precipitation anew of an important trend in 
favor of biological psychiatry, its ‘‘second heyday” (3) 
since Virchow's cellular pathology. 

The 1960s also brought the beginnings of the judi- 
cious use of drugs into psychoanalytic circles (9, 10), 
which had long been resistant to such practices. How- 
ever, Freud's own view of the potential of pharma- 
cotherapy was more open and optimistic than that of 
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many of his analytic followers. In 1938 he anticipated, 
‘The future may teach us to exercise a direct influ- 
ence, by means of particular chemical substances, on 
the amounts of energy and their distribution in the 
mental apparatus. It may be that there are other still 
undreamt-of possibilities of therapy” (11). Along with 
proliferating pharmacological advances, of simulta- 
neous significance in the 1960s were major hospital 
reforms, the ascendancy of social and community 
psychiatry, increased application of outpatient and 
maintenance treatments, short-term therapies, and ex- 
perimentation with new methods of psychological, 
social, and behavioral intervention. These have often 
served to both balance and confound the ‘‘mind- 
body” score: it is difficult to discern to what extent 
each set of factors has been responsible for radical 
changes that have occurred in length of hospital stay 
and patient improvement. Today the two modalities— 
psychotherapy and pharmacotherapy—each a hall- 
mark of the decade of the 1970s, coexist in great 
profusion and diversity as pervasive influences on the 
mental health field. 


THE SPECIAL NATURE OF THE PROBLEM 


Ironically, there has been both tremendous need for 
and, at the same time, great resistance to the develop- 
ment of integrated treatment models for pharmaco- 
therapy and psychotherapy. The overall paucity of 
guidelines for their conjoint use (simultaneous, inter- 
mittent, or sequential) has been created and com- 
pounded by a host of interrelated ideological, adminis- 
trative, moral, scientific, and clinical factors and their 
manifestations. These include the following: 

1. Deeply rooted conceptual antagonisms inherent 
in developing a comprehensive psychobiological view, 
including conflicting organic (e.g., neurochemical) 
versus psychogenic (e.g., psychodynamic or psycho- 
social) orientations toward the etiology of mental 
illness and goals of treatment (12, 13). 

2. The reinforcement of these concepts by parochi- 
alism, rigid cultism, overallegiance to one's own affili- 
ation (14), and deficient training and learning experi- 
ences, especially insufficient or biased information 
implicitly transmitted through selective curriculum 
and prejudicial faculty attitudes and practices (15-17). 

3. Lack of resources or availability of institutions 
administratively, economically, or practicallv able to 
offer brozd exposure or extensive experience with a 
diversity of modalities (unpublished 1978 manuscript 
by Lesse). 

4. Ethical and regulatory barriers to psychopharma- 
cological investigation and treatment. These encom- 
pass external factors of societal biases and lack of 
public and institutional endorsement and internal is- 
sues regarding the morality and pragmatics of in- 
formed consent, patient participation, and staff sup- 
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рогі (18, 19). An antiresearch climate m the last 
decade and the rising emphasis on patient -ights have 
resulted in social pressures against treatmeit studies, 
especially research on drug therapy. Public pressures 
and concerns about patient coercion, possible misuses 
of treatment, or irreversible toxic effects, fc- example, 
have led recently to the abandonment 3f several 
proposed investigations despite the fact tha£ they raet 
all federal and local institutional requirements. Some 
feel that current Department of Health aad Human 
Services regulations present inherent regulatory diffi- 
culties by requiring a ‘‘disinterested’’ irstitutional 
review board composed of unpaid citizen members 
and by constructing a multilevel review r-ocess not 
subject to appeal, which increases the chances of 
bureaucratic delays and vetoes (19). In addiion, medi- 
cal and psychological treatments are objez:s of sub- 
stantial legal constraints, including comp.2x legisla- 
tion, administrative regulation, and malpraz-ice litiga- 
tion. Greater sensitivity to ethical precepts and 
advocacy pursuits has therefore meant an increased 
need to reconcile and balance the competing interests 
of civil libertarians and legislators. It has also height- 
ened staff differences between scientists anz clinicians 
when well-designed research comes into bzsic ethical 
conflict with individualized treatment and the estab- 
lishment of the relationship between therapist and 
patient. Such ethical and regulatory problems are 
perhaps most manifest in the issue of informed con- 
sent, which some feel is a major barrier to pz ychophar- 
macological research (18, 19). Ample evidence sug- 
gests that giving complete information to “he patient 
and obtaining his or her full informed conse-t may not 
only influence and possibly invalidate study results but 
seriously threaten the conduct of the entire investiga- 
tion (19). Others (18) suggest that the very patients 
who need better therapies the most (e.g., treatment- 
résistant chronic schizophrenic patients, -hose with 
senile dementia, or those with marked behavioral 
disturbances) are often the least able to giv2 informed 
consent at all. The appointment of legal guardians for 
such patients may solve the legal issue, but not neces- 
sarily the ethical one, by presumably prc:ecting pa- 
tients’ ‘‘rights’’ but at the same time denyir.2 them any 
chance to benefit from the investigation of new thera- 
pies and their combinations. 

5. Methodological, diagnostic, and statistical prob- 
lems involved in complex research witk. drug and 
psychosocial environments (14, 20—26). These include, 
first, the special scientific difficulties in arriving at 
stringent statements about the respective efficacy of 
either drugs alone (27) or psychotherapy alone (28, 29) 
as necessary prerequisite controls for stuc es of their 
combined effects (30). In addition, problems exist in 
the complexities of multivariate design; criteria of 
outcome, diagnoses, and definitions; differential attri- 
tion; patient noncompliance; and generaliz=bility limi- 
tations deriving from the application of data from 
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heterogeneous populations to individual patients, or 
from research wards to natural clinical settings (14; 20, 
26, 31-33). Ultimately, there is a lack of definitive data 
for establishing interactive effects that combine sub- 
jective experiences with objective behaviors or psy- 
chodynamic insights with the biochemical actions of 
drugs (34). 

6. Clinical consiraints, including characterological 
limitations of the therapist's personality and suitability 
for the practice of combined treatments (unpublished 
1978 manuscript by Lesse). In addition, therapeutic 
dangers during treatment, like misinterpreting drug 
side effects as psychological phenomena or defensive- 
ly turning to drugs at difficult points in psychotherapy, 
have been noted (35). Others have pointed out inter- 
personal misunderstandings of communication be- 
tween physician ar.d patient specific to joint treatment 
(36), especially the basic problem of ‘‘bimodal related- 
ness” in the physizian-patient relationship (34). Here 
the differing interpersonal modes of pharmacothera- 
pist and psychotherapist, respectively, result in inap- 
propriate emphasis and alternation or substitution 
between relating to the patient as a diseased organ or 
object of study (i.e., *'subject-object" mode) and as a 
disturbed person (i.e., ''subject-subject" mode). 
These incompatible modes of functioning place a spe- 
cial strain on the psychopharmacotherapist, who must 
safeguard and maintain a delicate balance between the 
two interpersonal approaches in clinical practice, de- 
spite the host of extrinsic and intrinsic forces that act 
to exaggerate one or the other in a setting of combined 
treatment. In addition to this pressing problem for the 
therapist, the imbalance of approaches might have a 
direct antitherapeutic impact on the patients them- 
selves. 

When the two modalities are used in clinical prac- 
tice, therefore, their concordance is likely to be unsys- 
tematic, incompletely understood, and empirically ap- 


plied to individual cases rather than founded on con- : 


trolled, preconceived conceptualization and design. 
The gap between the researcher and the clinician has 
also been compounded by the parallel problem that 
broadly generalizable results based on large, heteroge- 
neous groups may not be of clinical use with the 
individual patient (37). Thus, as clinical considerations 
have followed along the falsely frozen conceptual lines 
and unresolved research lines between drug treatment 
and psychotherapy, additional or alternative therapies 
to one's own experience and expertise have often 
"become relegated to secondary positions in the total 
.treatment armamentarium. Not only have psychother- 
apists been resistant to the use of drugs, but drug 
advocates have been skeptical about the .value of 
verbal, psychodynamic, or psychosocial methods. A 
major implication of this phenomenon is that adher- 
ence to one or another conceptual or clinical frame of 
reference often fais to be in close concordance with 
evidence about coraparative (or nondifferential) thera- 
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peutic efficacy of various treatment approaches (14, 
38). 

In 1975 the Group for the Advancement of Psychia- 
try (GAP) addressed these issues in its report of 
pharmacotherapy and psychotherapy's ‘‘paradoxes, 
problems, and progress’’ (12), a comprehensive sum- 
mary encompassing all major diagnostic entities. This 
paper, based on my survey of research studies of the 
decade 1970-1980 (unpublished 1981 manuscript), 
draws on the GAP material and represents an update 
of the subject. As such, it especially reflects the most 
current directions of work in this area—the broadened 
application (and success) of both treatments, the 
newest thrust of research on major depression, the 
greater concentration on outpatient samples and fol- 
low-up studies, the enlarged spectrum of therapeutic 
modalities (e.g., cognitive-behavioral techniques), 
and, ultimately, the increasing specificity of applica- 
tion of these two major treatment interventions based 
on refinements in our knowledge of the interactive 
variables. , 


DIFFERENTIAL EFFICACY AND THERAPEUTIC 
PROCESS 


пани 


А major pivot point on which the ambiguity and . 


ambivalence of combined treatment turn has been the 
critical issue of psychotherapy's and pharmacother- 
apy's separate efficacies and the inextricable question 
of what relative role each modality reciprocally plays 
in a conjoint treatment regimen. In brief, the evidence 
for both the prevention of relapse by antipsychotic 
drugs in schizophrenia and lithium prophylaxis in 
affective disorders has been considered by some to be 
unequivocal (39, 40). The efficacy of psychosocial 
treatments in the 1970s has also been found to be 
increasingly positive even for major disorders (41), 
despite Eysenck's pessimistic report on psychothera- 
py of three decades ago (42). However, psychotherapy 
is still more ambiguous and vulnerable to scientific 
scrutiny than the pharmacotherapies (43, and unpub- 
lished 1979 manuscript by Klein). Beyond their sepa- 
rate efficacies, there still remain the dual enigmas of 
the natural course of some mental diseases and sponta- 
neous remission over time without either, indeed any, 
treatment (12, 44) and, conversely, the very negative 
outcomes that occur with the best of modern-day 
treatments (45). 

Thus, naturally subject to dispute depending on 
which side of the therapeutic fence a clinician is on, 
the pharmacophile often places the psychotherapy 
function in an elective position, useful essentially as 
ameliorative treatment. In essence, this particular 
stance of drug advocacy is said to view psychological 
intervention as "'rehabilitative" but not therapeu- 
tically curative (21). The contention here is that psy- 
chotherapies do not operate on fundamental mecha- 
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nisms residing at the core of the disease process, but 
they can correct related difficulties in interpersonal 
relations, self-esteem, and psychological problems 
secondary to the impact of the symptoms per se. 
Alternatively, the psychophile may contend that drug 
treatment can serve to alleviate the major symptoms 
or mood of the patient without substantially altering 
his or her underlying clinical state or dynamic status 
(46). In such instances psychotropic medication may 
be falsely claimed to be a spurious therapy, a kind of 
anesthesia that effaces the ‘‘true’’ causes of the psy- 
chopathology (13). 

Simultaneously, pharmacotherapists frequently ex- 
tol the '*prophylactic"' properties of certain psychotro- 
pic drugs because they can prevent relapse, especially 
in acute or exacerbating states (40, 47). But their 
critics still raise the knotty problem of whether anti- 
psychotic drugs do or do not prevent recidivism (48). 
They have also challenged symptom prophylaxis as 
the unilateral criterion of drug efficacy, viewing it as 
an insufficient basis for extensive use of drugs in the 
light of the following: 1) serious and often irreversible 
toxic effects or negative symptoms, such as extrapy- 
ramidal disorders (predominantly tardive dyskinesia), 
anhedonia, social isolation, depression, and amotiva- 
tional syndromes, which may make the pharmacologi- 
cal cure even worse than the disease (49, 50); 2) 
equivocal hospital readmission rates and/or quality of 
adjustment of nonrelapsed patients who are taking 
standard drug doses compared with those taking low 
doses or placebo (51, 52); 3) a lack of ample long-term 
follow-up studies to determine how much pathology is 
sufficient to justify drug continuance and a lack of 
clinically useful research evidence on the natural 
course of the disease without treatment (39, 40, 50); 
and even, 4) as serendipitously suggested from a 5- 
year follow-up study, the prolongation of the social 
dependency of discharged patients who take drugs 
(53). 

Thus, for those involved in the dark dilemma of how 
to interpret drug efficacy figures (e.g., how to explain 
the less than 60% nonrelapse rate to the over 4096 
relapse rate of patients given drugs), which has been 
likened to the philosophical question of whether the 
glass is half-full or half-empty (54), greater attention to 
a balanced risk-benefit ratio is urged (49, 55). It has 
been suggested that further studies should review both 
agent and dose strategies so that short- and long-term 
toxicities can be better known (55). It is also recom- 
mended that social and community measures be added 
to behavioral and pharmacological ones in the com- 
plex problem of drug evaluation (49, 56). This means a 
broadened vision that includes not only the likelihood 
of patient relapse following drug withdrawal but the 
total impact of withdrawal on the patient's interper- 
sonal, economic, and familial life. It includes consider- 
ation of whether one is at most providing some protec- 
tion against future recurrences, yet failing to offer a 
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positive therapeutic agent that will continue to en- 
hance improvement. Comparably, incorporation of a 
risk-benefit ratio for psychotherapy might weight dif- 
ferently in the total psychopharmacotherapy bal- 
ance—less manifest risk in terms of observable toxici- 
ty or danger, but also less tangible or immediate 
effects. The latter factor is reflected in those findings 
which took timing (as well as multiple outcomes) into 
account; they suggested that the results of psychother- 
apy may not only be of a different order than the 
effects of pharmacotherapy but emerge at a later time 
(57-60). Thus the efficacy question is inextricably 
bound to issues of outcome criteria and latency, which 
have yet to be elucidated. 

Aside from the question of efficacy, the vicissitudes 
in the therapeutic process of these two large and 
complex domains—the psychothera»eutic and the 
psychopharmacologic—are far from clear. That is, 
controversy still exists not only with regard to out- 
come (e.g., if, when, for whom, and to what extent 
each works) but with regard to mode of action (1.е., 
how each works) (47, 61). This rezers to the degree of 
specificity versus nonspecificity of their respective 
therapeutic ingredients, including the symbolic mean- 
ing of treatment, the place of positive expectations, 
the influence of historical, psychological, and social 
variables, the role of the physician-patient relation- 
ship, and the overall so-called placebo effect (37, 62, 
63). It has been amply pointed out that even with 
therapies with known specific effects, there is always 
some degree of placebo reaction, end it is usually quite 
difficult to differentiate between the contri»utions of 
both in a given therapy. It is even more difficult to 
evaluate to what degree one type of reaction is present 
as compared with the other (62). For exampie, there is 
still much controversy over '*what is psychotherapy" 
(62, 64—68). The unique nature of the interpersonal 
relationship between therapist and patient and its 
centrality for cure is generally recognized as substan- 
tially different from the traditional physician-patient 
relationship in medicine. In psychotherapy the special 
relationship established may be the crucial therapeutic 
agent. Nonetheless, the nature of the psvchological 
influence exerted by the professional therapist may 
not be intrinsically different from that exerted by 
others influencing the patient (65). In this regard, data 
have suggested that the patient-physician relationship 
may override, even reverse, the expected effects of 
drugs (69) and that the more intense the re.ationship, 
the more obscure the differences between drug and 
placebo, because the latter effects are enhanced and 
the former ones are depressed (70). According to 
considerable research, however, the nonspecific influ- 
ence in drug therapy is not as pervasive as »reviously 
thought (71). By contrast, in the light of common 
elements that can be found to occur across all psycho- 
therapeutic modalities (61, 66), the reverse may be 
true for psychotherapy. 
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INTERACTIVE EFFECTS OF PSYCHOTHERAPY AND 
PHARMACOTHERAPY 


` A variety of positive and negative effects of drugs 
and psychotherapy on each other have been postulat- 
ed (7, 9, 12, 30, 57, 72—74). Only rarely, however, have 
broad classificatory models been posed for the results 
of the two interventions when combined (75, 76). 

Negative effects of drugs on psychotherapy have 
included the possibility that they may have deleterious 
effects on psychotherapeutic expectations, because 
their introduction often relegates the patient to unsuit- 
ability for insight, that their easily accomplished re- 
duction of anxiety or symptoms may become a motive 
for discontinuing psychotherapy due to a decreased 
desire to work toward more difficult characterological 
change, that drug treatment merely produces state- 
dependent learning which is not transferable to non- 
drug situations, and that there may be negative place- 
bo effects or nonpharmacological countertherapeutic 
reactions to the pill-taking experience itself (57). Em- 
phasizing the highly subjective nature of drug response 
by patients in psychoanalysis, others have warned 
against sudden anxiety crisis, thought disorder, or 
increased depression in patients threatened by the 
passivity resulting from potent tranquilizers and the 
fact that patients with somatic fears might be thrown 
into a state of acute panic due to body image alter- 
ations resulting from the side effects of psychotropic 
drugs (9, 72). 

An assumption of high potency pervades the above 
positions. Many feel that because physical therapies 
can bring about rapid, observable changes which re- 
quire little or no active participation on the part of the 
patient, he or she is likely to view them as the sole 
initiator of change. As a negative consequence, the 
patient may develop a passive outlook toward therapy 
in general and be less motivated to engage in nondrug 
treatments. Others have expressed concerns that the 
patient receiving drug treatment loses his or her sense 
of autonomy, that drugs become a crutch leading to 
the fear of functioning without reliance on external 
aides, and that the concurrent use of drug therapy 
attenuates the power and meaning of the individual 
psychotherapeutic relationship (14). More in line with 
psychodynamic orthodoxy, still others have suggested 
that the introduction of drugs to the analytic situation 
necessarily introduces artifacts which confound the 
therapeutic transference, that drugs reduce the ability 
to respond affectively to psychotherapy explorations 
(77), that they unwittingly mask feelings necessary for 
the resolution of conflicts and undercut the need to 
“suffer” through the reeliciting of repressed events 
(7), and, alternatively (concordant with the thinking of 
men like Laing and Perls), that drugs prevent the 
patient from particivating fully in the psychotic experi- 
ence itself (25). 

Positive effects of pharmacotherapy on psychother- 
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apy include the possible role of drugs as ‘‘facilitators”’ 
to psychological functioning required for participation 
in psychotherapy (for example, the inducement of 
abreactive effects); reduction of discomfort, which 


uam 


may help to promote accessibility and communication; , 


and positive placebo effects from pill-taking per se (30, 
57). Sarwer-Foner (9, 72) has suggested in this regard 
that some patients may perceive drugs as a weicome 
protection against overwhelming aggressive or sexual 
impulses. Rioch (73) observed that drug therapies 
during psychotherapy serve to facilitate the develop- 
ment of different types of identification (i.e., transfer- 
ence) with the therapist, which would enhance or 
impede treatment depending on the kind of pharmaco- 
logic agent. 

Postulated effects of psychotherapy on drug action 
have generally been of less concern. The beliefs here 
are that psychotherapy's input is irrelevant because 
drugs alone will serve as ‘‘biochemical replacement” 
for the respective deficiencies or excesses of psychiat- 
ric illness; that psychotherapy largely serves an ame- 
liorative function secondary to the effects of drugs; or, 
more potently (and negatively), that psychotherapy 
may disrupt pharmacologic relief by uncovering areas 
of conflict which countertherapeutically serve to in- 
crease anxiety and symptoms (30, 57). It has also been 
more positively suggested that psychotherapy in con- 


junction with pharmacotherapy may serve to enhance ^ 


drug compliance (26). This was evidenced in investiga- 
tions of Hogarty and his associates (78) which seren- 
dipitously suggested that social therapy could function 
to reinforce medication taking. 


THEORETICAL MODELS OF COMBINED 
TREATMENT 


In the light of the range of possibilities of positive 
and negative interdigitation between the two interven- 
tions, it is understandable that few models have been 
posed for the theoretical effects of psychotherapy and 
pharmacotherapy when combined (75, 76). Klerman 
(75) originally hypothesized five models directly con- 
cerned with the interface between the social (hospital) 
milieu and the influence of psychiatric drug treatment: 
1) drug effects are independent of the milieu (drug 
effects are similar in all milieus), 2) drug effects are 
augmented by the milieu (drug and milieu factors 
combine additively so that the drug is more effective in 
the better milieu), 3) drug and milieu factors bear a 
reciprocal relationship (in the maximally effective mi- 
lieu, drug effects are not important, but in the poor 
milieu they are important), 4) there are negative inter- 
actions between drug and milieu factors (drug effects 
are detrimental to the particular environment), end 5) 
there are negative interactions between placebo and 
psychotherapy factors (the mere giving of a pill 
hinders the patient's psvchotherapy progress). Kler- 


Am J Psychiatry 139:9, September 1982 


man concluded that evidence was insufficient for mak- 
ing any definitive choice among these five models of 
drug-milieu interaction. f 

In another attempt at delineating psychotherapy and 
pharmacotherapy, Uhlenhuth and associates (76) pro- 
posed four nonindependent models: 1) addition (the 
effect of the two interventions combined equals the 
sum of their individual effects), 2) potentiation (the 
effect of the combined interventions is greater than the 
sum of their individual effects), 3) inhibition (the 
combination is less than the sum of the individual 
effects), and 4) reciprocation (the combination equals 
the individual effect of the more potent intervention). 
As defined, the order of maximal to minimal effects 
would be potentiation, addition, reciprocation, inhibi- 
tion, with the former two reflecting different degrees of 
positive interaction, the lattèr two different degrees of 
negative interaction. Uhlenhuth and associates applied 
these models to their review of research on combined 
treatment in the 1950s and 1960s. They concluded that 
there was nfinimal or no evidence for either potentia- 
tion or inhibition effects, minor evidence for additive 
effects, and that a reciprocal model (in the sense that 
one modality could replace the other) was the proto- 
type for the interaction between psychotherapy and 
pharmacotherapy. That is, the combined effects of 
pharmacotherapy and psychotherapy were no better 
than the effects of pharmacotherapy alone. Specifical- 
ly, out of 19 relatively well-controlled studies, none 
was inhibitive, 1 was potentiating, 3 were additive, and 
10 were reciprocal. Interpreted somewhat differently, 
4 showed positive interaction and 10 negative interac- 
tion. But in a later research review Luborsky and his 
associates (38) analyzed comparable findings some- 
what differently and less stringently, thus favoring a 
more positive additive model. Specifically, they found 
that two treatments were better than one in 6996 of the 
comparisons (18 out of 26), two treatments were equal 
to one approximately 2546 of the time, and one treat- 
ment was never better than two treatments. 

Although the above proposed models have been 
globally useful in the quantitative analysis of research 
results, there are limitations even at this broad level of 
generalization. The categories are not mutually exclu- 
sive, nor do they cover all contingencies, and the two 
sets of definitions have not been consistent in name or 
application (e.g., Uhlenhuth's definition of ‘‘recipro- 
cal” was narrower and more negative than Klerman’s, 
which suggests more of a ''seesaw"' effect; although 
the term ‘‘additive’’ theoretically refers to joint treat- 
ment as the sum of both treatments, in practice it has 
been more loosely applied when joint treatment is 
simply better than either treatment alone). 

Van Praag's later analysis favoring combined treat- 
ment (13) suggested that in principle the therapy of 
psychiatric disorders can take place through two com- 
plementary channels: an attempt can be made to 
normalize the disturbed brain functions (the cerebral 
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substrate of the psychiatric disorder) with the aid of 
pills (‘‘tablets’’); simultaneously, the pathozenic input 
from the individual's inner world znd his environment 
may be attenuated, or possibly eliminated, with psy- 
chotherapy (‘‘talking’’). This notion is based on the 
thesis that ‘‘every disorder of behavior has its neuro- 
chemical substrate, which in turn can have been 
induced by (among others) psychogenic anc psychoso- 
cial factors" (13). More specifically, Klerman (30) 
analyzed the advantages of combined treetment into 
two basic forms: 1) "facilitation of psvcho-herapeutic 
accessibility" and 2) ‘‘two-stage treatment strategy.” 
The former reflected the hypothesis that there is a 
direct relationship between psyco:herapeu-iz accessi- 
bility and symptomatic distress (i.e., when tne patient 
is not sufficiently distressed or, in counterpoint to that, 
if there is too much anxiety or too many symptoms, he 
will not be accessible to psychosccial influence). The 
major function of pharmacotherapy here would be to 
assist the patient in reaching the ideal level of stress, 
calibrated toward maximal accessibility of tae patient 
to psychological intervention. Such "facilitation of 
psychotherapeutic accessibility” is the interactive hy- 
pothesis most supported by Klerman’s resezrch study 
(57). The second combined treatment form reflected 
the thesis that drugs can be useful initially in treatment 
to reduce disturbance or excitaticn in ordzr to assist 
the patient in the early or acute phase of illness. 
Psychotherapy would be initiated for maximal effect at 
а later stage for supportive purposes and es-zblishing a 
relationship. Aside from their consecutive effective- 
ness and usefulness at different stages of treatment, 
each could thereby address different targets or goals— 
the symptomatic, then the interpersonal. 


A MODEL OF PSYCHOPHARMACOTHERAPY FOR 
THE 1980s 


In an attempt to derive a model of psyzhotherapy 
and pharmacotherapy for the 1980s, certair. consistent 
trends may be considered as characteristic of the 
current decade in relation to previous decades (see 
figure 1 and table 1). First, on the broadest level, a 
chronological order emerges: different prototypal 
combined treatment models can be recogn:zed as one 
traverses the course of treatment over time. In the 
decade of the 1950s, when the psychoanalytic study of 
the neuroses prevailed, the swing of the psychothera; 
py-pharmacotherapy pendulum resided primarily on 
the psychotherapeutic side. Here a model in favor of 
psychotherapy may be said to have appliec. with drug 
treatment considered as inhibitory or, at best, super- 
fluous. Subsequently, in the decade of the 1960s, with 
the onset of psychotropic drugs as a major treatment 
modality for chronically ill, hospitalized schizophrenic 
patients, usually combined with group therapy as a 
psychosocial, supportive intervention, th: swing of 
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FIGURE 1. Factors Toward a Model of Pharmacotherapy and Psychotherapy 


Model Reciprocal Additive Reciprocal 
Modality Pharmacotherapy Psychotherapy 
Diagnosis S H | 7 о Р H E N | А 
апа Асше Chronic Chronic 
Subtypes hospitalized hospitalized outpatient 
AFFECTIVE D | S ORDERS 
Májor depression (endogenous) Minor depression 
Mania > Reactive (nonendogenous) 
N E U R 0 5 . E S (Nondepressive) 
Panic attacks (agoraphobia) Object phabia (simple) 
Endogenous anxiety ‘Reactive anxiety - 
Type of "State'' disorders (psychoses, “Trait ' disorders (neuroses, 
liness severe depression, and anxiety). character disorders) 
Duration Time-limited Long-lasting 
Origin . Genetic or biological Social or learned 
Severity Severe or major . Mild or minor 
Chronicity Acute o* prophylactic Chronic 
Goal Sympto-natic relief Interpersonal adjustment 
Latency Early stages of treatment Later stages of treatment 
Process ` Therapeutic relationship established 


Facilitation of accessibility 


TABLE 1. Major Trends in Psychotherapy and Pharmacotherapy Models and Modalities Over Three Decades 








Decade Prototypal Model Diagnostic Focus Type of Drug Type of Psychotherapy 
1950-1959 Reciprocal (bias toward psychotherapy) Neurosis (anxiety) Antianxiety Individual psychoanalytic 
1960-1969 Reciprocal (bias toward pharmacotherapy) Schizophrenia Antipsychotic „Psychosocial supportive 
1970-1979 Additive (psychotherapy and pharmacotherapy) Depression Antidepressant - Interpersonal behavioral 





the psychotherapy-pharmacotherapy pendulum shift- 
ed to the pharmacotherapeutic end. Here a reciprocal 
model (using Uhlenhuth’s definition) still applied, but 
with a bias in favor of drug treatment; psychotherapy 
was considered inconsequential or, at best, adjunc- 
tive. Later still, in zhe decade of the 1970s, especially 
in the latter years, with an increasing focus of attention 
on affective disorders-especially major depression- 
and on new cognitive-behavioral formats, the swing of 
the psychotherapy-pharmacotherapy pendulum start- 
ed to settle toward center. Here an additive model may 
be said to apply: both modalities are being given 
relatively equal weight in the treatment process. It is 
this model which resides on the threshold of the 1980s 
(see table 1). This additive trend may reflect more 
flexible thinking as well as a reaction to research 
evidence. May (79), for example, whose previous 
findings have strongly supported the efficacy of phar- 
macotherapy, has warned that they should not be 
interpreted as meaning that all schizophrenic patients 
should receive antipsychotic drugs or that other forms 


of treatment are unnecessary. He expressly cautioned 
against doctrinaire attitudes and staunchly advocated 
thoughtful adjustment of goals and methods to meet 
the needs of the various individuals and situations 
involved i in treatment. 

` Second, in élaboration of the above, my y findings for 
the decade 1970-1980 have confirmed earlier findings 
for the preceding decade (76), where there were virtu- 
ally no or minimal inhibitory effects of either treatment 
on the other. In particular, the fears of the orthodox 
psychoanalyst that drug treatment would interfere 
with the vicissitudes of the therapeutic transference or 
reduce patient motivation remain essentially unfound- 
ed. Nor does the introduction of psychotherapy: to a 
drug regimen serve to undermine the effects of the 
later. Beyond this, there appears to be less evidence 
for the reciprocal model with a bias toward pharma- 
cotherapy (which characterized the research results of 
1960-1969; and which may have been in part an 
artifact of the type of populations studied). Concur- 
rently, there is greater evidence in the evolution of 
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combined treatment for additive or potentiating ef- 
fects: each modality plays a variable, albeit differential 
role in the total regimen. This is most true for the 
affective disorders, including both acute and chronic 
depression, but it may yet apply to other diagnostic 
subgroups as well. 

Third, the establishment of models of psychothera- 
py and pharmacotherapy is beginning to be formed 
along certain diagnostic lines (see figure 1). Basic are 
the prototypal reciprocal model with a bias toward 
pharmacotherapy for schizophrenia, according to 
which the efficacy of drugs alone may be equal to (or 
better than) combined treatment; the reciprocal model 
with a bias toward psychotherapy for the nondepres- 
sive neuroses and character disorders, in which the 
efficacy of psychotherapy alone may be equal to 
combined treatment; and the additive model (pharma- 
cotherapy plus psychotherapy) for affective disorders, 
in which combined. treatment is deemed better than 
either treatment alone. In addition, other related or 
more specific diagnostic factors have been implicated 
as guidelines for establishing the model of best fit in 
the combined treatment of mental disorders. The type 
of illness, rather than the diagnostic category per se, 
may be one such variable. In this regard, Extein and 
Bowers (80) have suggested that ‘‘state’’ disorders, 
encompassing all psychoses—schizophrenia, depres- 
sion, and mania—as well as severe anxiety, are ame- 
nable to pharmacotherapy, whereas ‘‘trait’’ disorders, 
encompassing neuroses and character disorders, are 
most amenable to psychotherapy. Supporting varia- 
bles here would be the duration of the illness (time- 
limited disorders would be most treatable by pharma- 
cotherapy and long-lasting ones by psychotherapeutic 
modalities) and the origin of the illness (those. disor- 
ders whose etiology suggests genetic or biological 
vulnerability are best treated by pharmacological 
means and those whose etiology suggests social or 
learned factors are best treated by psychological 
means) (81). 

Others have posed a clinical continuum for pharma- 
cotherapy and psychotherapy according to severity of 
illness (82): severe or major depression would require 
maximal pharmacotherapy relative to psychotherapy 
and mild or minor depression .would require increas- 
ingly less. Comparably, it has been suggested that the 
chronicity of the illness and, bearing on this, the basic 
setting in which it is treated influence the therapeutic 
effectiveness of the modality. For example, Schooler 
(26), who organized combined treatment studies of 
schizophrenia on the basis of ‘‘newly hospitalized,” 
"chronic kospitalized,’’ and "chronic outpatient’ 'pop- 
ulations, found that the closer to the latter end of the 
spectrum the patient was, the better the relative re- 
sults with psychotherapeutic approaches. Alternative- 
ly, inpatient acutely ill populations fared best with 
drug treatments. Much more specifically, Zitrin and 
associates (82), working with phobic neuroses, found 
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significant differences in response to treatments te- 
tween simple phobic and agoraphobic or mixed phobic 
diagnostic subtypes. 

Apart fromi diagnostic types and subtypes, other 
factors with implications for treatment also appear to 
reside on.a pharmacotherapy-psychotherapy continu- 
um. These include consideration of outcome criteria or 
goals of treatment (20, 59, 60, 83-88), the duration or 
stage of treatment (57, 59, 60, 78, 84-95), and the 
major therapeutic processes involved (57). For exam- 
ple, a variety of research studies revealed the impor- 
tance of the particular outcome criteria in favoring one 
or the other treatment modality. In Ыз now classic 
study of schizophrenic inpatients, May (20) found that 
combined treatment or drugs alone were most effec- 
tive, especially when time and cost were included in 
the outcome criteria. When relapse was the primary 
criterion, drugs alone-were favored, and when insight 
was the goal; psychotherapy was favored. In a similar 
vein, the work of Weissman and her associates on 
combined treatment of neurotic depression (59) sug- 
gested that drugs were effective in reducing relapse 
rates and preventing symptom return. whereas psy- 
chotherapy served to improve the social adjustment of 
patients who did not relapse. More specifically, drugs 
affected vegetative symptoms like sleep disorders, 
somatic complaints, and.lack of appetite, whereas 
psychotherapy affected suicidal ideation, work, and 
interests (87). In addition, differential duration of 
effectiveness was reflected in these (and similar) find- 
ings that drug effects occurred early in treatment, 
often within the first week, whereas psychotherapy 
effects occurred later, at approximately 1 to 2 months 
(87). 

In brief, one could use research results to form a 
combined treatment model of pharmacotherapy and 
psychotherapy based not only on diagnostic groups or 
subgroups but also on the goals and stages in the 
treatment process. In the development of such a 
model, concordant with the ''two-s:age treatment 
strategy” (30), one could apply the data that pharma- 
cotherapy fared best for relief and remission of symp- 
toms, whereas psychotherapy appeared to be best 
when the goals of therapy included interpersonal and 
social adjustment, family relationships, and work per- 
forniance. In addition, relief and remission of symp- 
toms tended to occur relatively quickly and were 
perhaps best accomplished when drugs were adminis- 
tered during acute stages at the onset of the study. The 
effects of psychotherapy often took longer tc emerge.” 
Psychotherapy, therefore, was best irstituted, it ap- 
peared, during longer-term therapy and/or at the latter 
stages of the treatment regimen. Klerman (30; suggest- 
ed that pharmacotherapy might be used to set the stage 
for the establishment of a therapeutic relaticnship by 
facilitating accessibility to the therapist and the thera- 
peutic process. Psychotherapeutic modalities might be 
best applied after the patient's acute symptams have 
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abated and a therapeutic relationship between patient 
and therapist is possible. 

. In total, the diagnostic considerations in combined 
treatment could be substantiated by data suggesting 
that pharmacotherapy and psychotherapy selectively 
tap different disorders or different subgroups of the 
same disorder. The goal, length of treatment, and 
process considerations could be based on data sug- 
gesting that pharmacotherapy and psychotherapy, in 
addition to the above, influerice different manifesta- 
tions of {һе same disorder and occur at different 
latencies and durations along the varied course of 
illness and treatment. . 

The above mentioned variables (e.g., diagnosis О 
subtype of disorder, criteria for outcome, duration or 
stage of treatment) are only a few of the important 
factors that may influence the ultimate model of com- 
bined treatment with pharmacotherapy and psycho- 
therapy. Research studies have also implicated a vari- 
ety of drug, psychotherapy, therapist, and patient 
variables that may also be crucial to the effects of the 
two modalities and their interaction. According to a 
review of the research of 1970—1980, these include the 
following: 1) drug variables—the type of drug (90, 96, 
97, and unpublished 1978 manuscript by Lesse), dose 
(93), frequency of administration (94), route of admin- 
istration (oral or depot) (86), and who regulates its 
intake (doctor or patient) (98); 2) psychotherapy varia- 
bles—the type of psychotherapy (84, 89, 99, 100) and 
degree of contact (101); 3) therapist variables—his or 
her type (A or B) (97) and level of experience (91); 4) 
patient variables—premorbid adjustment (102) and 
gender (78, 102); and 5) setting variables—the type of 
clinic (96) or day treatment center (88). 

More specifically, several studies that used different 
drugs in combination with psychotherapy suggested 
that combined effects often depended on the particular 
drug. In a study of combined treatment of affective 
disorders comparing phenelzine plus group therapy 
with imipramine plus group therapy (90), the former 
combination produced significantly better outcomes. 
In another combined treatment format using diazepam 
versus imipramine plus group therapy (96), the imipra- 
mine-group-therapy combination was significantly su- 
perior in reducing symptoms and improving interper- 
sonal perceptions, whereas diazepam proved no better 
than placebo. Similarly, in combined treatment of 
acute schizophrenia, thioridazine plus individual psy- 
¢chotherapy produced significantly better outcomes 
than'haloperidol plus individual psychotherapy, which 
was no better than placebo (97). In addition, other 
drug factors of differential dose, frequency of adminis- 
tration, and route or administration proved significant. 
Patients who received higher or more frequent doses 
of chlordiazepoxide (17), patients who were given 
long-acting fluphenazine decanoate (86), and patients 
who received physician-regulated continuous medica- 
tion (98) did better than patients given lower doses, 
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those given shorter-acting drugs (i.e., oral flupaena- 
zine hydrochloride), and those taking irregular doses 
(1.е., patient-regulated), respectively. The complexity 
of the drug variable in combined treatment was addi- 
tionally highlighted in the study of regular doses 
versus intermittent doses by the fact that successful 
patients who regulated their own doses received less 
than half the dose of successful patients whose doctors 
regulated their doses (98). 

The differential effects of the psychotherapy vari- 
able emerged first in controlled studies revealing that 
the particular type of psychotherapy significantly af- 
fected outcome (89) or was attributed bv the research- 
ers themselves to be relevant to treatment effects (84, 
99, 100). In a study of women with phobic neuroses, 
patients receiving group exposure in vivo plus drug or 
placebo showed significantly more improvement than 
those who received the same drug plus behavioral 
therapy with imaginal desensitization (at least at the 
midpoint of treatment) (89). In a study of outpatients 
with chronic unipolar depression, Rush artd associates 
(100) attributed the greater improvement found with 
psychotherapy than drugs to the special form of psy- 
chotherapy offered (i.e., cognitive therapy). In the 
combined treatment of married manic patients with 
lithium and couples therapy, the finding of no rehospi- 
talizations, marital failures, or suicides in the com- 
bined treatment group (which did not occur with 
lithium alone or community care alone) was attributed 
to the marital psychotherapy format (99). Other stud- 
ies of combined treatment that explored the psycho- 
therapy variable suggested that the factor of greater 
therapist experience was significant in effecting less 
hospitalization, better overall functioning, and less 
thought disorder in a group of newly hospitalized, 
acutely ill schizophrenic patients (91). The variable of 
therapist type (type А versus type B) also produced 
differential outcomes. Patients receiving individual 
psychotherapy plus drug treatment fared better with 
type A therapists, whereas those receiving psycho- 
therapy plus placebo did better with type B therapists 
(97). 

Patient variables of premorbid adjustment (102) and 
gender (78, 102) have also emerged in combined treat- 
ment. Goldstein and his associates' study of first- 
admission schizophrenic patients (102) revealed that 
those with good premorbid adjustment fared best with 
psychotherapy, those with poor premorbid adjustment 
did best with drugs, and women fared best with 
psychotherapy and men with drugs. By contrast, in the 
treatment of chronically ill schizophrenic patients Ho- 
garty and his associates (78) found that drug effects 
were significantly greater for women, but there were 
no differences by sex for placebo users (102). 

Finally, the factor of treatment setting in differen- 
tially affecting outcomes was suggested by Linn and 
associates (88) in a study of chronic schizophrenia and 
by Lipman and Covi (96) in a study of affective 
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disorders. Lipman and Covi highlighted significant 
outcome differences dependent on the particular day 
treatment or clinic setting. 

These studies suggest that we are gradually attaining 
greater understanding of the complex interactive fac- 
tors which must be taken into account in drug-psycho- 
therapy research. 


CONCLUSIONS 


The increasing wealth of scientific data on combined 
treatment during the decade of the 1970s augers well 
for the joint future of pharmacotherapy and psycho- 
therapy. That the gap between the two modalities has 
been slowly closing is evidenced by the results of 
much recent research and clinical observation. It is 
increasingly suggested that in the best of all psycho- 
pharmacotherapy worlds, psychotherapy and pharma- 
cotherapy would have a cooperative rather than com- 
petitive or inconsequential interaction, an additive or 
even mutually potentiating relationship. Ideally. then, 
psychotherapy and pharmacotherapy would work 
both separately and sequentially in a total therapeutic 
regimen. 

The above would be concordant with the separatist, 
though potentially integrative theses: 

1. Each has differential effects or loci of outcome— 
drugs have their major eifects on symptom formation 
and affective distress, whereas psychotherapy more 
directly influences interpersonal relations and social 
adjustment (30, 57—60, 83, 84, 103, 104). 

2. Each is activated and sustained on a different 
time schedule—drugs may take effect sooner, be of 
shorter duration, and be used prophylactically; psy- 
chotherapy results may not reveal themselves until 
later, but they last longer (40, 47, 57-60, 95, 105). 

3. Each may best relate to different disorders and 
their subtypes—drugs for time-limited and autono- 
mous ''state"' disorders, psychotherapy for long-last- 
ing "trait" disorders (80). 

The ideally noncompeting, noninhibiting, positive 
synergism of the two modalities, then, may occur 
through both simultaneous and sequential interac- 
tions. They would work in mutual enhancement 
through the complementarity of their interdigitating 
effects, temporal activities, aims, and sites of action. 
Thus, for example, in clinical practice, symptom re- 
moval or relief, reduction of anxiety and depression, 
improvement in attention and control, and correction 
of perceptual disturbances could be addressed with the 
use of pharmacologic agents; by thus laying the 
groundwork for the facilitation of interpersonal acces- 
sibility, drugs can serve both as a prerequisite and a 
continuing condition for the establishment of a thera- 
peutic relationship and, thereafter, for ongoing psy- 
chotherapeutic interventions. 

Future directions will entail increasing refinement of 
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significant variables toward a greater under: tanding of 
individual differences in response to pharmezotherapy 
and psychotherapy. Such refinement will <epend on 
ongoing research, which must take into aczount spe- 
cific interventions (rather than “‘pharmacotherapy’’ or 
**psychotherapy'' as entities). It must alsz consider 
specific disorders or patient subgroups of responders 
and nonresponders, specific doses, specific durations, 
and specific combinations and sequences cf the two 
treatments—in short, the ultimate establishment of 
carefully delineated criteria for titrating the aature and 
timing of pharmacotherapy and psvchctherapy. In the 
light of the contributions of the 1970s and the gaps in 
the field that are pressing to be filled, this would be a 
fitting task for the decade of the 1980s. 
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Cardiovascular and Antidepressant Effects of Imipramine in the 
Treatment of Secondary Depression in Patients with Ischemic 


Heart Disease 


BY MURRAY RASKIND, M.D., RICHARD VEITH, M.D., ROBERT BARNES, M.D., AND GAIL GUMBRECHT 





The authors report оп 12 men with ischemic heart disease 
who developed secondary depression following myocardial 
infarction or coronar» artery bypass-graft surgery and 
were treated with imipramine hydrochloride for 4 weeks. 
Imipramine had an catiarrhythmic effect, manifested by 
reduction in premature ventricular contractions during 
treatment. This drug did not produce clinically significant 
disturbances in cardiac conduction, but orthostatic 
hypotension led to early termination of the drug treatment 
in 1 subject. Imipramine treatment was associated with 
significant improvement in both observer-rated and 
patient-rated depression scales. (Am J Psychiatry 
139:1114-1117, 1982) 





э frequently complicates the course of 
ischemic heart disease and is particularly com- 
mon following myocardial infarction (1). Although 
such depressive episodes can be self-limited, a sub- 
stantial portion are persistent and associated with poor 
psychosocial outcome. Singh and associates (2) found 
а 2296 incidence of depression in men evaluated 6 
months to 2 years following myocardial infarction. 
Mean duration of the depressive episode was 5 
months, and depression was associated with clinically 
significant psychosocial morbidity. In a careful longi- 
tudinal study, Stern and associates (3) found a 12% 
incidence of persistent depression during the year 
following myocardial infarction. Persistently de- 
pressed patients did not differ in cardiac status from 
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nondepressed patients, but their psychosocial out- 
come was strikingly poorer. 

Although these epidemiologic studies suggest that 
secondary depression in ischemic heart disease is an 
important problem, the safety and efficacy of tricyclic 
antidepressants in this population have received little 
systematic study. Because the tricyclic antidepres- 
sants can produce cardiac arrhythmias and conduction 
disturbances following overdose (4), and because tri- 
cyclics have been associated with an increased inci- 
dence of sudden death in acutely ill hospitalized cardi- 
ac patients (5), their safety in patients with ischemic 
heart disease has been questioned (6, 7). On the other 
hand, the risk of cardiac arrhythmia induced by tricy- 
clic antidepressants at therapeutic plasma concentra- 
tions may have been overstated. Glassman and Bigger 
(8) have demonstrated an antiarrhythmic effect of 
imipramine in severely depressed inpatients, some of 
whom had coincident heart disease. Orthostatic hypo- 
tension, however, was a substantial problem in their 
population. Their study contributed important data but 
did not directly address the question of tricyclic safety 
in the patient with ischemic heart disease whose 
depression follows a myocardial infarction. Further- 
more, it has been argued that a depression which 
appears to have arisen from the psychological implica- 
tions of a life-threatening illness is not likely to re- 
spond to pharmacologic treatment (9). To our knowl- 
edge the question of the efficacy of tricyclic antide- 
pressants in depression in the medically ill patient has 
not been empirically studied. 

The purposes of this study were 1) to extend the 
Observations concerning the effects of imipramine on 
cardiac conduction and rhythm to patients with clini- 
cally significant ischemic heart disease, 2) to evaluate 
the incidence and morbidity of orthostatc hvpotension 
in depressed patients with ischemic heart disease 
treated with a gradually increased, moderate-dose 
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regimen of imipramine, and 3) to explore the efficacy 
of imipramine in patients with ischemic heart disease 
and secondary depression. 


METHOD 


Subjects were 12 male ambulatory outpatients referred by their 
attending cardiologist for evaluation of depression. Their mean age 
(+SD) was 56.1+8.6 years. All subjects met Research Diagnostic 
Criteria (RDC) (10) for secondary major depressive disorder. In this 
study the term “‘secondary”’ refers to the previous occurrence of a 
serious medical illness that led to major changes in living conditions 
and/or perception of self. Depressive episodes in our subjects were 
not “‘secondary”’ in the sense that they occurred subsequent to the 
development of another psychiatric disorder, except for 3 subjects 
who had a history of alcoholism earlier in life. To reduce the 
possibility of an erroneous diagnosis of depression based exclusive- 
ly on ‘‘vegetative’’ signs and symptoms that might be consequences 
of cardiac decompensation, at least one of the RDC "'psychologi- 
cal’’ symptoms (feelings of self-reproach or excessive or inappropri- 
ate guilt, recurrent thoughts of death or suicide, loss of interest or 
pleasure in usual activities) was necessary for inclusion in the study. 
Furthermore, it was the opinion of all the patients’ cardiologists that 
vegetative signs ‘and symptoms were not attributable solely to 
cardiac disease. 

Criteria for the diagnosis of ischemic heart disease were 1) a 
myocardial infarction documented by typical ECG changes and 
clinical presentation (N=8), 2) severe angina pectoris leading to 
coronary artery bypass-graft surgery (N=2), or 3) both (N22). All 
subjects had suffered a myocardial infarction or undergone coronary 
artery bypass-graft surgery no less than 4 months and no more than 

^2 years before participation in the study. The location of the 
subjects' myocardial infarction and their functional classification 
according to the New York Heart Association (11) are shown in 
table 1. In all of the patients who had had a myocardial infarction, 
the infarct was considered well healed. None of the patients had an 
important preexisting conduction defect, unstable cardiac arrhyth- 
mia, or poorly controlled congestive heart failure. Anginal pain with 
minimal exerticn or at rest accounted for classifying patients in New 
York Heart Association functional class III (moderately compro- 
mised) or IV (severely compromised). 

Subjects had been free of psychotropic drugs for at least 1 month 
before the study but were taking a variety of drugs affecting the 
cardiovascular system, such as digitalis, diuretics, antiarrhythmics, 
and nitroglycerin. The doses of all these drugs were kept constant 
during the study. Baseline routine serum chemistries, creatinine, 
hepatic enzymes, Тз resin uptake, and T; (by radioimmunoassay) 
were all within normal limits for all subjects. 

Twelve subjects completed a 5-week protocol. The first 6 subjects 
were participants in an open pilot study. Another 6 subjects were the 
first subjects given imipramine who completed an ongoing placebo- 
controlled, double-blind, multiple-drug study of tricyclic antidepres- 
sants in patients with ischemic heart disease. These two groups did 
not significantlv differ in age, severity of depression, or severity of 
heart disease (Student's t test). Except for the double-blind design 
for the latter group, the experimental protocols were identical. An 
additional 3 subjects started the study but dropped out during the 
first week of active medication. One patient developed symptomatic 
orthostatic hypotension that was judged severe enough to warrant 
discontinuation of medication. А second developed urinary hesitan- 
cy and asked to drop out of the study. A third developed acute 
bronchitis, which was most likely not related to imipramine. 

Following а 1-week baseline evaluation period, patients were 
treated with imipramine for 4 weeks. The starting dose (day 0) was 
50 mg of imipremine hydrochloride daily at bedtime. The dose was 

p- increased by 25 mg every 3 days until either substantial adverse 
effects occurred or a daily dose of 175 mg was reached. We chose 
this conservative dose schedule to reduce the potential risk of 
cardiotoxicity or other adverse effects associated with excessive 
plasma drug levels. Patients were maintained at their maximum dose 
for at least 10 days before completion of the protocol. Cardiovascu- 
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TABLE 1. Characteristics of 12 Patients with Echemic Heart Disease 
Who Completed a Five-Week Study of Imipramine 








Type of 
Age Myocardial New York Heart Association 
Patient (years) Infarction Functional Class (11) u 
1а 49 Anterior Slightly compromised (П) 
25 57 Diaphragmatic Severely compromised (IV) 
3 42 Diaphragmatic Moderately compromised (III) 
4 51 Diaphragmatic Slightly compromised (II) 
5 66 Subendocardial Severely compromised (IV) 
6 60 Subendocardial Slightly compromised (II) 
7 54 Posterior Slightly compromised (II) 
8 60 Inferolateral Slightly compromised (П) 
92 49 None Slightly compromised (11) 
10° 51 Моле Slightly compromised (11) 
11 74 Diaphragmatic | Uncomp-omised (I) 
12 60 Diaphragmatic Moderately compromised (1) 





This patient had coronary artery bypass-graft surgery. 


lar parameters were determined twice during the baseline week and 
then weekly during the 4-week active medicaticn perizd. These 
parameters included 24-hour Holter monitor recordings, standard 
12-lead ECG recordings, and blood pressure determinations after 5 
min supine and 1 min standing. Holter monitor recordings were 
processed by an automatic computer method that is both sensitive 
and specific for quantification of premature ventricular contractions 
(12). 

Behavioral ratings were completed during the baseline period and 
at each subsequent weekly evaluation. These included the Hamilton 
Psychiatric Rating Scale for Depression (13), the Clinical Globe! 
Impression Scale (ССІ) (14), and the Zung Self-Rating Depression 
Scale (15). At the end of the fourth week of ective medizztion (day 
28), plasma imipramine and desmethylimipramine were measured 
by gas-liquid chromatography and mass spectzome-ry wizh selective 
ion monitoring (16). Plasma samples were obtained by using glass 
syringes and were stored in Teflon-lined screw-top tubes. 

Results are expressed as mean +SD and were examined for 
statistical significance by paired Student's t test or the Wilcoxon test 
for correlated samples. The minimum criterian for significance was 
p<.05, two-tailed. 

All subjects gave informed consent for part:cipation in this study, 
which was approved by the University of Washington Human 
Subjects Review Committee. 


RESULTS 


The mean maximum dose of imipramine was 
125+12.3 mg/day. The mean plasma level (imipramine 
plus desmethylimipramine) was 194+63 ng/ml. with a 
range of 32—770 ng/ml. 

ECG parameters are presented in table 2. Holter 
monitor recordings demonstrated a significant reduc- 
tion in mean premature ventricular contractions per 
hour at week 4 and a significant increase in heart rate 
at all treatment weeks compared with baseline. 
Twelve-lead ECG demonstrated a modest but signifi- 
cant increase in PR interval during treatment. Two 
patients developed first-degree AV block, with PR 
intervals increasing to .24 sec. The QRS interval did 
not significantly increase compared with baseline at 
any of the weekly rating periods. The QT interval 
corrected for heart rate was significantly greater thar. 
baseline only at day 21. 

There was no significant difference between supine 
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TABLE 2. Electrocardiagraphic Parameters for 12 Patients with Ischemic Heart Disease Given Imipramine 





Holter Monitor Recordings 


__ECG Recordings 








QT Interval Corrected 








Premature Ventricular Heart Rate PR Interval QRS Interval 
Contractions per Hour (beat/min) (msec) (msec) for Heart Rate (тес) 
Study Period Mean SD Mean SD Mean SD Mean SD Mean SD 
Baseline? 21 36 76 10 173 17 82 13 420 38 
Imipramine treatment А 
Week 1 9 12 83* 12 178 12 83 16 47 40 
Week 2 12 20 835 12 180° 15 84 16 428 33 
Week 3 5 9 84* 11 184° 19 83 16 441° 33 
Week 4_ 7° 11 85» 9 1964 26 86 22 442 33 





Significantly different from baseline (р<.001). 
Significantly different from baseline (p<.05). 
‘Significantly different from baseline (p<.01). 


FIGURE 1. Mean Orthostatic Changes in Systolic (S) and Diastolic (D) 
Blood Pressure in 12 Patients with Ischemic Heart Disease Given 
- Imipramine 
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*Mean systolic postural drop (supine minus standing systolic blood pressure) 
= 4,348.5, n.s. 

>Mean postural drop = 8.6+ 12.2, significantly greater than baseline, р<.05. 
*Mean postural drop = 12+33.7, significantly greater than baseline, p<.05. 
SMean postural drop = 10 45 13.1, n.s. 

*Mean postural drop = 12.6: 10.7, significantly greater than baseline, р<.05. 


and standing systolic blood pressure at baseline (see 
figure 1). During imipramine treatment, standing sys- 
tolic blood pressure was significantly lower (p<.05) 
than supine systolic blood pressure at all treatment 
weeks. The orthostatic blood pressure drop (supine 
minus standing systolic blood pressure) was signifi- 
cantly greater than baseline (p.05) at weeks 1, 2, and 
4. None of the 12 patients who completed the S-week 
protocol suffered an adverse effect attributable to 
orthostatic hypotension such as a fall, dizziness, or 
syncope. The 1 patient who was dropped from the 
study during the first active medication week because 
'of symptomatic orthostatic hypotension was the oldest 
subject in the stucy; he was a frail 84-year-old man 
who developed troablesome dizziness on assuming an 
upright posture. His orthostatic hypotension increased 
from 10 mm Hg at baseline to 30 mm Hg after 3 days of 
50 mg of imipramine per day. Other adverse effects 
included dry mouth and constipation in several sub- 
jects and the previously mentioned urinary hesitancy 
in the patient who discontinued the medication. 





Two subjects achieved total drug plasma levels 
greater than 400 ng/ml. One had a level of 770 ng/ml on 
a dose of 75 mg of imipramine per day. Despite his 
high drug plasma level, there was no increase in QRS 
interval and only a slight increase in.PR interval 
(baseline PR=.19 sec, day 28 PR=.20 sec). This 
patient also had a slight increase in premature ventric- 
ular contractions/hour (none at baseline, 7 on day 28); 
this increase was of questionable clinical significance. 
The second patient had a plasma level of 468 ng/ml on 
175 mg of imipramine per day. This subject had no 
increase in cardiac conduction intervals or in prema- 
ture ventricular contractions/hour (none at both base- 
line and day 28). Orthostatic systolic hypotension 
increased from 0 mm Hg at baseline to 10 mm Hg at 
day 28 for both subjects but was symptomatic for 
neither. | 
‚ All subjects were rated as either moderately or 
markedly improved on the CGI at week 4. Significant 
improvement was also evident on the observer-rated 
Hamilton scale as well as the subject-rated Zung scale. 
Hamilton scores decreased from 22+3 at baseline to 
8+4 at week 4 (p«.001). Zung scores decreased from 
63-8 at baseline to 46+10 at week 4 (p.001). 

Although the sample size was small, we explored 
the relationship between plasma drug level and out- 
come. The correlation between week 4 plasma drug 
level and the changé in Hamilton score from week 1 to 
week 4 was not significant (Spearman r=.21, n.s.). In 
addition, unpaired Student's t test revealed no signifi- 
cant difference between change in Hamilton scores 
(12.2+4.8) in patients with plasma drug levels above 
the median value of 106.9 ng/ml and change in Hamil- 
ton scores (13.2+7.1) in patients with plasma drug 
levels below the median value. ' 


DISCUSSION 
These results extend the investigation of the cardio- 


vascular effects of imipramine to depressed patients 
with symptomatic but stable ischemic heart disease. 
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The antiarrhythmic effect of imipramine was demon- 
strated in these patients by the significant reduction in 
premature ventricular contractions during treatment. 
Although small effects on cardiac conduction were 
observed, the alterations were not clinically signifi- 
cant. This study lends empiric support to clinical 
recommendations (8, 17-19) that potential cardiotoxi- 
city should not contraindicate the careful use of tricy- 
clic antidepressants in the stable cardiac patient suffer- 
ing from a major depressive disorder. We must empha- 
size, however, that the patients in this study had well- 
bealed myocardial infarctions or had had cardiac 
surgery at least 4 months earlier and were free of 
clinically significant conduction defects, unstable car- 
diac arrhythmia, or poorly controlled congestive heart 
failure. 

These encouraging results cannot be extrapolated to 
unstable patients, those with very recent myocardial 
infarcts, or those with preexisting conduction defects. 
Nor do these results reduce the necessity for careful 
ECG monitqring of the depressed patient with coexis- 
tent heart disease. The development of clinically sig- 
nificant cardiac conduction disturbances at therapeu- 
tic plasma levels of a tricyclic in the predisposed 
individual patient, particularly one with preexisting 
conduction disturbances, has been documented (20). 

A wide range of plasma drug levels was achieved at 
the doses of imipramine prescribed; this is consistent 
with earlier reports of marked variability in tricyclic 
antidepressant plasma levels (21). Of particular note 
was the subject whose plasma level of 770 ng/ml on a 
dose of 75 mg of imipramine per day approached the 
level associated with cardiotoxicity in patients with à 
tricyclic overdose (4). Fortunately, this subject did not 
develop clinically significant cardiotoxicity, but his 
unexpectedly high plasma level suggests an important 
role for monitoring plasma levels of tricyclic antide- 
pressants in the high-risk cardiac patient. Analysis of 
this small sample did not reveal a relationship between 
plasma drug level and treatment outcome. 

Orthostatic hypotension was not an important prob- 
lem at the doses and plasma levels achieved by the 12 
subjects completing the protocol. However, 1 elderly 
subject failed to complete the protocol because of 
symptomatic orthostatic hypotension after 3 days on 
only 50 mg of imipramine per day. Thus, even with a 
gradually increased moderate dose schedule, imipra- 
mine can induce clinically significant orthostatic hypo- 
tension in an individual with predisposing risk factors 
such as advanced age or preexisting orthostatic hypo- 
tension (22). In fact, orthostatic hypotension may be a 
more important limiting factor in the use of tricyclic 
antidepressants in a medically ill population than dis- 
turbances of cardiac rate or rhythm (8, 19). 

Although the efficacy of antidepressant therapy in 
any population can be established only by placebo- 
controlled study, the therapeutic results in this group 
of medically ill patients with secondary depression are 
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encouraging. More definitive data concern:ng the effi- 
cacy of tricyclic antidepressants in secondary depres- 
sion in patients with ischemic heart disease will be 
forthcoming when our placebo-controlled study is 
completed. 
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Disorder in Veterans Administration Disability Claims 
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AND SHIRLEY DEALE, M.D. 





compensation and other benefits for posttraumatic stress 
disorder, delayed type, in October 1980, the agency has 
received an increasing!y large number of claims—mainly 
from Viet Nam veterans—for this disorder. An 
unprecedented challenge of the adequacy of psychiatric 
disability evaluation in the VA has thus been created. The 
authors describe efforts in one large program to meet this 
challenge and review 12 problems in the diagnostic 
process. Cooperation of all parties in claims transactions, 
thorough claimant assessment, reliance on DSM-III 
criteria and methods, and consultation with examiners are 
essential principles for this work. (Am J Psychiatry 
139:1118-1121, 1982) 





eginning in October 1980 the Veterans Adminis- 

tration (VA) accepted the DSM-III diagnostic 
entity of posttraumatic stress disorder, delayed type, 
as a potentially compensable disorder. This meant that 
for the first time since World War I the Department of 
Veterans Benefits could consider disorders to be ser- 
vice-connected when the symptoms first appeared 
more than 1 or 2 years after military discharge (1). 
Many veterans—mostly Viet Nam combatants but 
also a few from World War II and the Korean con- 
flict—have responded by filing claims based on their 
belief that they suffer from posttraumatic stress disor- 
der, delayed type, related to traumatic war experi- 
ences. In Oregon alone, the number of claimants 
referred by the Department of Veterans Benefits for 
psychiatric diagnostic examination for this disorder 
has risen to over 4) per month. Our purpose in this 
communication is tc describe local efforts to cope with 
this unprecedented phenomenon and to outline some 
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sources of difficulty in the diagnostic process during 
the first year of experience with posttraumatic stress 
disorder claimants. Background information on post- 
traumatic stress disorder in general (2) and in Viet 
Nam veterans (3—5) can be found elsewhere. 


HISTORY OF EVALUATION PROCESS 


Local VA psychiatric disability evaluation had been 
limited to a half-hour session (range, 15-60 min) for 
review of records, patient interview, and dictation of a 
report and did not follow a written protocol. Social 
evaluation was possible but seldom used. Although 
this process was arguablv adequate for evaluation of 
veterans with major psychiatric disorders, it seemed 
inadequate for posttraumatic stress disorder when the 
first cases were considered in early 1981. 

Phase I. Starting in March 1981, a study group of 
VA staff reviewed relevant literature, shared case 
experiences, and developed a ‘‘white paper’’ advocat- 
ing more thorough evaluation in cases of posttraumatic 
stress disorder. The medical center director then ap- 
pointed a task force to improve procedures that includ- 
ed representatives of the Department of Veterans 
Benefits, hospital administration, social work, medi- 
cine, and psychiatry. Task force members conducted a 
series of dialogues with Department of Veterans Bene- 
fits administrators, rating board members, and repre- 
sentatives of national service organizations such as 
Disabled American Veterans, the American Legion, 
and Veterans of Foreign Wars. Educational sessions 
on adjustment problems of Viet Nam veterans were 
presented for most of the involved staff bv the local 
VA Vietnam Veterans Outreach Center (Vets Center). 
Clinical discussions were also held with psychiatrists 
conducting evaluations. 

Phase 2. From these activities an evaluation proto- 
col for posttraumatic stress disorder cases was devel- 
oped and put into effect during September 1981. This 
protocol included the following steps: 1) claimant 
contact by a social worker either by telephone or 
personalized letter; 2) interviews by the same social 
worker with the veteran and at least one family 
member; 3) social worker’s report, zccording to a 
written protocol, based on the interviews, review of 
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the Department of Veterans Benefits claim file, and a 
demographic questionnaire; 4) review of reports and 
records by the examining psychiatrist; 5) psychiatric 
interview at least 30 min long; and 6) psychiatric report 
according to a written protocol. The psychiatrists 
involved were private practitioners who conducted 
evaluations at the VA Medical Center on a fee-for- 
service basis and were selected because of their inter- 
est in evaluation of posttraumatic stress disorder cas- 
es. 

Phase 3, Regular consultation has been provided to 
the examining psychiatrists by study group staff. This 
consultation has three forms: case reviews, discussion 
of ways to improve examinations and reports, and 
literature review. Second evaluation interviews can be 
arranged. 

From cur experiences during 1981 we identified the 
following 12 problems. 


PITFALLS IN DIAGNOSIS 


1. Professional bias against the diagnosis. Some 
psychiatrists doubt the validity of posttraumatic stress 
disorder or believe it is so rare that most claimants 
suffer from some other, usually preexisting problem. 
Because this view is unsupported (6, 7), posttraumatic 
stress disorder claimants are selectively referred to 
examiners with more objective views. 

2. Professional resistance to DSM-III criteria. Ex- 
aminers frequently complained of the requirement (by 
the Department of Veterans Benefits and our protocol) 
that all DSM-III criteria be met to justify the diagnosis 
of posttraumatic stress disorder. Time pressure was 
one factor, but another seemed to be a conflict of 
methods in diagnosis, epitomized by the following 
question, which often arose in consultation sessions: 
“If in essence the veteran seems to suffer from the 
disorder, what difference does absence of one or 
another detail make?" 

3. Adverse interactional styles in claimants and 
staff. The antipathy many Viet Nam veterans feel 
toward the federal government may be exacerbated by 
the evaluation process, introducing artifact into the 
examination, unless steps are taken to minimize typi- 
cal VÀ bureaucratic habits, which may provoke this 
claimant group more than others. Three efforts have 
been made to minimize such problems: a) asking 
national service organization representatives and so- 
cial workers to tell claimants what to expect in the 
evaluation (e.g., ‘‘painful emotions may be asked 
about’’) and procedural requirements, b) training cleri- 
cal and professional personnel, and c) selecting more 
flexible staff to make contact with this group. 

4. Lack of corroboration of data. It has been very 
difficult to acquire third-party documentation of pre- 
military behavioral adjustment or exposure tc combat 
or other stress during service in Viet Nam. Assertive 
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telephone inquiries to schools, employers, or criminal 
justice officials by the social worker may vield preser- 
vice information, but this requires considerable time 
and good luck as well as the permission of the veteran. 
Military service records often fail to provide unequivo- 
cal documentation of combat involvement. Depart- 
ment of Veterans Benefits counselors amd national 
service organization representatives have been en- 
couraged to urge veterans to acquire premilitary ad- 
justment data, and verification of combat circum- 
stances before claim submission. The spouse or rela- 
tives may be able to corroborate behzviors associated 
with the disorder. However, in nearly al. cases the 
psychiatric examiner has had to make a diagnosis 
based largely on the veteran's story of whz: she or he 
experienced in Viet Nam and on symptomatic com- 
plaints that are for the most part subjective. Using a 
few examiners who specialize in evaluation of post- 
traumatic stress disorder cases may engender suffi- 
ciently broad experience for them to exercise valid 
clinical judgment to compensate for deficieacies in the 
objective data. 

5. The “silent” claimant. Despite preparation and 
efforts of examiners to establish rapport, some veter- 
ans are not able to discuss their war experiences or 
symptoms in the interview. Probably posttraumatic 
stress disorder is present in some cases, bu: the lergth 
of the evaluation does not permit the degree of support 
and trust required by some claimants to be able to 
discuss painful memories. The diagnosis cannot be 
made in these circumstances. 

6. Exaggeration and falsification of dcia: Rarely 
before have many claimants presented themselves to 
psychiatric examiners having reed printed symptom 
checklists describing the diagnostic features of the 
disorder for which they seek compensation. This is not 
an uncommon event with posttraumatic stress disor- 
der, on which brochures are distributed by national 
service organizations, outreach centers, znd others. 
This educational practice may be justified by the 
tendency of professionals and ve:erans alike to have 
had little familiarity with posttraumatic stress disorder 
in earlier years, but type I and type II diagnostic errors 
may be thus engendered. For example, tFe psychia- 
trist may be put off by the mechanica. litany of 
complaints recited by a well-read claimant who suffers 
from the disorder. Type I errors also тау occur in 
forensic situations in which veterans claim posttrau- 
matic stress disorder as a defense agains! criminal 
charges (8) or in men seeking to bolster their sertse of 
masculinity by claiming fictitious combat deeds (un- 
published work by L.F. Sparr and L. Pankratz). Type 
II errors may occur here, too: the accused and the 
braggart may also suffer from posttraumsztic stress 
disorder. Clinical judgment based on lerge case experi- 
ence with posttraumatic stress disorder is =nce again 
the best hope for accurate assessment. Adjunctive 
strategies include more extensive contact with rela- 
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tives and second evaluation by a colleague. 

7. "Partial" posttraumatic stress disorder (stress- 
ors without full symptoms). It is unlikely that anyone 
engaged in or near combat in Viet Nam escaped 
without some psychological scars. Troublesome mem- 
ories and reflections haunt the best-adjusted veterans, 
but often these do not come close to fulfilling DSM-III 
criteria for posttraumatic stress disorder. Examiners 
sometimes feel moved to diagnose posttraumatic 
stress disorder on the basis of fragmentary symptom 
reports because of their sense of moral responsibility 
for the veteran-as-victim (9) or pressure brought by 
claimants or others convinced of the presence of the 
disorder. The Department of Veterans Benefits clearly 
requires strict adherence to DSM-III criteria. In cases 
where some but not all criteria are met, the examiner is 
asked to report that but to refrain from making the 
diagnosis. 

8. “Idiosyncratic disorders (posttraumatic stress 
disorder. symptoms without the stressors). А vexing 
diagnostic dilemma zrises when the claimant's symp- 
toms and social behavior conform to the criteria for 
posttraumatic stress disorder but the military history 
fails to establish a stressor meeting the DSM-III re- 
quirement that it ‘‘would evoke significant symptoms 
of distress in almost everyone” or "'[lies] outside the 
range of usual human experience.” A case vignette 
may illustrate the point. A 34-year-old socially isolated 
male Navy veteran complained of recurring day- 
dreams and nightmzres in which he is killed when 
bombs explode his ship. Distress is triggered when he 
is closed in, as on an elevator. He served in the engine 
room of a vessel never actually threatened by attack. 
He reports that few fellow crewmen were concerned 
by the danger of the situation and believes that his 
reaction, compared to that of his buddies, was exces- 
sive. The symptoms in this case might better be 
conceptualized as possible manifestations of a general- 
ized anxiety or photic or obsessional disorder rather 
than posttraumatic stress disorder. More detailed in- 
quiry, as in psychotherapy, might in time uncover 
stressors justifying a diagnosis of posttraumatic stress 
disorder in some cases of this sort. 

Conversely, rating board personnel sometimes will 
. accept only actual threat to life as a valid stressor. This 
unjustifiably narrows the definition of stressor given in 
DSM-III. It is clear that there were forms of severe 
psychological stress in Viet Nam which did not in- 
volve direct threat to the claimant's life—for example, 
witnessing the torture of others or providing medical 
care to severely maimed combatants in relative per- 
sonal safety. Our protocol requires full description of 
military stressors and a rating on DSM-III axis IV of 
their severity (usually code 7— catastrophic") when- 
ever posttraumatic stress disorder is diagnosed. 

9. Intercurrent civilian stress. Years elapse be- 
tween military discharge and evaluation. In the inter- 
val serious life stressors may occur. Indeed, it is 
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acknowledged (7, 8) that Viet Nam combat veterans 
have relatively high rates of divorce, unemployment, 
legal problems, and other civilian stresses. Examiners 
and raters are hard pressed in some cases to weigh the 
contributions of military and civilian stressors to what 
is indisputably posttraumatic stress discrder. Which 
stress is prepotent? Our approach has been to empha- 
size the time course and content of symptoms. If 
symptoms preexisted but flared during civilian stress 
and the content of reveries or dreams is war related, 
the examiner considers the civilian stressor simply as a 
trigger, exacerbating war-related symptoms. Howev- 
er, if the symptoms did not predate the civilian stress 
and the content of reveries concerns civilian events, 
we have urged a diagnosis of posttraumatic stress 
disorder but unrelated to military service. 

10. Deviant social behavior. Diagnostic criteria for 
posttraumatic stress disorder do not explicitly include 
such behavior as violence, divorce, unemployment, or 
substance abuse, although these are acknowledged as 
possible associated features or complicatiens. Some- 
times, however, veterans’ counselors and claimants 
reason as follows: a) sudden reexperiencing of violent 
traumatic events (or estrangement or painful feelings) 
is a symptom of posttraumatic stress disorder, b) 
violent behavior (or divorce or self-medication with 
alcohol and drugs) can be a consequence of this 
posttraumatic stress disorder symptom, therefore, c) 
violence (or divorce or substance abuse) is proof of 
posttraumatic stress disorder. But this syllogism is a 
distortion of the posttraumatic stress disorder diagnos- 
tic criteria. Violence, when an expression of posttrau- 
matic stress disorder, usually has a dissociative, ste- 
reotyped quality, as if a former event were being 
reenacted, according to a paper presented by A.S. 
Blank, Jr., at the 1980 annual meeting of the American 
Psychological Association in Montreal. Alchohol 
abuse, when used to suppress other symptoms of 
posttraumatic stress disorder, is usually only partially 
successful, so that other features are present (10). We 
advise examiners that if violence, disturbed relation- 
ships, and alcohol and drug problems are not found 
together with the more fundamental features and 
symptoms of posttraumatic stress disorder, this diag- 
nosis is not to be made. 

11. “Either-or” diagnostic judgments. Psychiatric 
examiners and rating board members sometimes in- 
dulge in excessive diagnostic parsimony, reducing 
multiproblem cases to single diagnoses despite DSM- 
Ш directions to the contrary. The case has been made 
that posttraumatic stress disorder may mimic and be 
misdiagnosed as personality disorder (8, 11), neurosis 
(11), or psychosis (11, 12). Posttraumatic stress disor- 
der may also become camplicated by or associated 
with another syndrome, for example, anxiety or de- 
pressive disorders, substance abuse disorder (10), or 
psychosis (13). An examiner overly impressed by the 
presence of psychosis, deviant behavior, depression, 
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or substance abuse may refrain from diagnosis of 
coexisting posttraumatic stress disorder. Our protocol 
encourages examiners to make all justifiable diagnoses 
on axes I and II and to state which disorder is 
responsible for what presenting symptoms and wheth- 
er one disorder is secondary to another. If clear-cut 
attributian is not possible, the report should so state. 

12. Impact on examiners. Recounting of gruesome 
events in Viet Nam, expression of painful affects, and 
outbursts of anger by claimants can be stressful to 
examiners. Measures to make this role bearable have 
included a) examination of posttraumatic stress disor- 
der claimants only 1 day per week, b) examination of 
other, more routine claimants and pensioners mixed 
among posttraumatic stress disorder cases, and c) 
regular opportunities for meeting with one another and 
with consultants. 


DISCUSSION 

The burgeoning of posttraumatic stress disorder 
claimants is of general interest for several reasons: 1) 
at stake are sizable VA benefits in the form of disabil- 
ity pensions, vocational rehabilitation services, and 
mental health services provided both by the VA and in 
the private sector at VA expense, 2) the post-raumatic 
stress disorder problem in the VA is beginning to 
involve psychiatrists in other public, forensic, and 
private practice settings, 3) this is the first major test of 
the posttraumatic stress disorder diagnostic entity 
introduced in DSM-III, and 4) the VA experience may 
have important implications in the areas of workers’ 
compensation, personal injury law, disaster compen- 
sation, and criminal responsibility. 

Anecdotal feedback about the revised evaluation 
process has been positive. Veterans have appreciated 
the time spent by social workers and psychiatrists; a 
common complaint in the past has been the perfunc- 
tory nature of psychiatric compensation examinations 
(‘He only saw me for 10 minutes’’). The interview not 
uncommonly brings to the surface painful effects re- 
quiring longer than scheduled contact with the psychi- 
atrist to help the claimant regain control. For some 
claimants, evaluation may mark the beginning of effec- 
tive psychotherapy. Rating board members always 
want more detailed ‘‘facts’’ of the military history than 
can be obtained in the evaluation, but they, too, find 
our protocol an improvement over past reports. 

It appears that our posttraumatic stress disorder 
claimants tend to be a different cohort from clients at 
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the Portland Vets Center. That is, most cla mants have 
not received counseling at a VA center, and most Vets 
Center clients have not filed disability claims although 
many are judged to suffer from posttraumatic stress 
disorder and freely acknowledge this in rap groups (A. 
Traweek, personal communication). Explanations 
may include symptom reduction and inculcation of a 
value system that resists dependence on the VA— 
“Don’t get money, get better" is a motto often voiced 
in groups. One cannot predict when posttraumatic 
stress disorder claims will peak. As Vets Centers near 
closing, set for September 1984, and Congress consid- 
ers eliminating VA health services for veterans whose 
disorders are not service connected, many more veter- 
ans may decide to file claims for posttraumatic stress 
disorder. 
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Subnormal CSF Levels of Neurotensin in a Subgroup of 
Schizophrenic Patients: Normalization After Neuroleptic 


Treatment 


BY ERIK WIDERLÓV, M.D., PH.D., LEIF H. LINDSTRÓM, M.D., PH.D., GUNILLA BESEV, M.D., 
PAUL J. MANBERC, PH.D., CHARLES B. NEMEROFF, M.D., PH.D., GEORGE R. BREESE, PH.D., 
JOHN S. KIZER, M.C., AND ARTHUR J. PRANGE, JR., M.D. 





Neurotensin has been shown to possess many 
pharmacological properties that are similar to those of 
neuroleptic drugs. The authors determined CSF levels of 
immunoreactive neurotensin in 12 normal healthy 
volunteers and in 21 schizophrenic patients during both 
drug-free and neuroleptic-treated phases. In contrast to 
the healthy volunteers, the schizophrenic patients showed. 
a bimodal distribution of the peptide during the drug-free 
phase. A subgroup of $ schizophrenic patients had 
markedly lower levels than the rest of the schizophrenic 
patients, whose levels were comparable to those of the 
healthy volunteers. During neuroleptic treatment, the CSF 
levels of the 9 schizophrenic patients with initially low 
values rose to normal concentrations. (Am J Psychiatry 
139:1122-1126, 1982) 





eurotensin is a tridecapeptide (pGlu-Leu-Tyr-Glu- 

Asn-Lys-Pro-Arg-Arg-Pro-Tyr-Ile-Leu-OH) origi- 
nally isolated from bovine hypothalamus by Carraway 
and Leeman (1). The peptide is also found in the 
gastrointestinal tract and throughout the CNS. A het- 
erogeneous distribution of the peptide within the CNS 
has been demonstrated for a number of mammalian 
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species, including man (2-6). After central administra- 
tion, neurotensin has been shown to induce a number 
of physiological and behavioral effects (7), including 
hypothermia, muscle relaxation, reduced spontaneous 
locomotor activity, potentiation of ethanol and barbi- 
turate sedation, and antagonism of amphétamine-in- 
duced locomotor activity. The peptide also inhibits the 
maintenance of a discrete-trial conditioned avoidance 
response (8) and reduces the rate of self-stimulation 
from the ventral tegmental area (9). All of these effects 
of neurotensin can also be demonstrated after treat- 
ment with neuroleptic drugs; in fact, neurotensin 
shares so many properties with neuroleptic drugs that 
it has been suggested that it acts as an endogenous 
neuroleptic (10, 11). Like neuroleptics, centrally ad- 
ministered neurotensin also increases the synthesis of 
brain dopamine and elevates the concentration of the 
major dopamine metabolites, dihydroxyphenylacetic 
acid (DOPAC) and homovanillic acid (HVA), in vari- 
ous brain areas (12). In contrast to neuroleptics, 
neurotensin neither interferes with the binding of 
radioligands to the dopamine receptor nor inhibits 
dopamine-stimulated adenylate cyclase activity (11). 
In the present study we compared CSF levels of 
neurotensin from healthy volunteers and schizophren- 
ic patients before and during neuroleptic treatment. 


METHOD 


This investigation was approved by the Ethics Committee of the 
Faculty of Medicine of Uppsala University. Informed consent was 
obtained from all subjects after the procedure had been fully 
explained. The diagnostic evaluation and lumbar punctures were 
conducted at Ulleraker Hospital, Uppsala, Sweden, and the CSF 
samples were assayed at the University of North Carolina. 

Healthy volunteers. Twelve subjects without medical or psychiat- 
ric disease (5 women, 7 men; median аре, 26.5 years; range, 20-42 
years) were used as the controi group. None had a personal or 
family history of psychiatric disorder or drug abuse. АП female 
subjects used oral contraceptives, but no other drugs were used by 
either the female or male subjects. 

Schizophrenic patients. Twenty-one hospitalized schizophrenic 
patients, 4 women and 17 men, participated in the studv (see table 
D). Their ages ranged from 20 to 40 years (median, 26 years), and the 
duration of their illnesses ranged from 3 months to 14 years (median, 
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TABLE 1. Characteristics of 21 Schizophrenic Patients and Clinical Ratings and CSF Neurotensin Levels During Drug-Free znd Neuroleptic 


Treatment Periods 





Clinical Ratings 











- Neurotensin 
Dura- CPRS “Slowness Level 
Type of ino Total CPRS* of Movement’’# Global? (pe’ml CSF) 

Pa- Schizo- Ulness Drug Treat- Drug Treat- Drug Treat- Drug Treat- р 
tient Sex Age phrenia (months) Free ment Change Free ment Change Free ment Change Free ment Change 
! M 25  Nondiffer- 42 20.5 11.0 =9.5 2 1.0 —1.0 2.0 1.5 —0.5 18 285 +267 

entiated 
2 Е 28 Paranoid 3 2.0 0 1.0 28 
3 M 31 Paranoid 25 15.5 12.0 -3.5 1 0 -1.0 2.5 1.8 —0.7 55 164 +129 
4 M 26 Hebephrenic 32 22.5 9.0  —13.5 2 L0 -10 2.5 1.2 —1.3 40 — 340 +300 
5 F 21 Paranoid 20 14.5 8.5 —6.0 0 0 0 2.0 ]:$ —0.5 43 4:0 +367 
6 M 30 Catatonic 60 15.5 10.5 —5.0 3 1.5 -1.5 3.0 45 1355 +300 
7 M 22 Nondiffer- 24 15.0 0 1.5 58 
entiated : 
8 F 20 Catatonic 3 24.0 35 ~20.5 | 1.0 2.0 0.5 —1.5 60 5 +195 
9 M 29 Catatonic 84 21.0 90  Á-12)0 2 1.0 -10 2.9 0.8 —2 &3 138 +55 
10 M 20 Paranoid 6 7.5 0 152 160 
11 M 27 Hebephrenic 60 14.0 3.5  —10.5 1 1.0 0 2.6 0.9 —1.7_ 168 130 —38 
12 M 23 Hebephrenic 6 19.5 0.5 —19.0 1 0.5 -0.5 2.5 0.3 -2.2 187 288 +71 
13 M 30 Paranoid 84 4.0 1.0 —3.0 0 0 0 0.2 0 —0.2 190 385 +195 
14 M 40 Residual 137 20.5 14.5 —6.0 i 0 —1.0 1.5 1.8 10.3 200 53 —-147 
I5 M 21 Paranoid 72 17.5 3.0  —14.5 0 0 0 1.5 0.5 —1.0 215 30 —185 
16 M 20 Hebephrenic 10 18.5 19.5 +1.0 0 1.0 +1.0 1.6 2.5 T0.9 215 
17 M 22 Hebephrenic 9 36.5 35 —33.0 0 1.0 +10 2.8 0.2 —26 255 
18 M 3I Hebephrenic 168 18.0 6.5  -1L$ 0 0 0 2:5 1.4 -1] 288 273 +15 
19 F 22 Nondiffer- 52 28.5 24.5 —4.0 0 1.0 +10 2.5 2.5 0 27 268 -7 
entiated 
20 M 26 Hebephrenic 24 385 17.0  -21.5 ] 1.0 0 3.0 2.3 —0.7 328 
21 M 35 Paranoid 144 12.5 2.0 —10.5 0 0 0 1.5 0.4 -1.1 523 565 +342 





“The CPRS is the Comprehensive Psychopathological Rating Scale (14); a higher score indicates more severe symptoms. 
‘The Global is the numerical expression of the clinician's estimzte of overall psychopathology without the use of a stancardized rating device: a higher score 


indicates more severe symptoms. 


5 years). Diagnoses were independently assessed according to 
Research Diagnostic Criteria (RDC) (13) by two psychiatrists 
(L.H.L. and G.B.). At the time of lumbar puncture, the incidence 
and severity of a variety of schizophrenic symptoms were rated by 
using 16 reported and 17 observed items from the Comprehensive 
Psychopathological Rating Scale (14). Six of the patients had never 
received neuroleptics before the first CSF sample was taken. For 15 
of the patients, CSF was drawn on two different occasions—during a 
drug-free phase (cessation of drugs more than 2 weeks before 
lumbar puncture) and during a neuroleptic treatment phase (drug 
treatment for more than 1 month). 

Lumbar puncture procedure. To avoid effects of possible diurnal 
variation, all CSF samples were drawn between 8 and Э a.m. The 
subjects were in a lateral reclining position after at least 30 min of 
bed rest; they had received a standard breakfast before the lumbar 
puncture, and no smoking was allowed until after the procedure. 
There were no other restrictions of physical activity before the 
procedure was undertaken. Between 15 and 18 ml of CSF was taken 
from each subject. The CSF was immediately centrifuged at 1000 g 
for 10 min at ambient temperature; the supernatant was civided into 
I-mi aliquots in plastic vials and stored at —80?C until assayed. 

Neurotensin assay. Coded CSF samples were assayec for immu- 
noreactive levels of neurotensin by use of a previously described 
radioimmunoassay (6). The antibody (X161) that was used recog- 
nizes the midportion (amino acids 5-9) of the neurotensin molecule 
and does not cross-react with a wide variety of known neuropep- 
tides. Duplizate aliquots at two dilutions were measured in a blind 
fashion: the intra-assay variability was less than 5%. 

Statistica! methods. Values were expressed as means standard 
errors of the mean (SE). Student's t test (two-tailed) was used for 
statistical comparisons between groups. The correlation coefficients 
were calculated using the method of least squares. А method 
described by Fowlkes (15) was used to test the hypothesis that the 
patients' neurotensin values in the drug-free condition came from a 
single population against the alternative that they came from a 
mixture of two populations. 


RESULTS 


The individual CSF levels of the healthy volunteers 
and the schizophrenic patients in both the drug-free 
and neuroleptic-treated phases are shown in figure 1. 

The mean CSF level for the 12 healthy volunteers 
was 240.4+30.5 pg/ml; 11 of these subjects fell within a 
fairly small range (190—355 pg/ml CSF). One of the 
healthy volunteers did have a low neurotensin level in 
CSF (22.5 pg/ml). 

The schizophrenic patients in the drug-free phase 
showed a greater variance in neurotensin levels in CSF 
(range, 18-523 pg/ml) than the hezlthy volunteers 
(figure 1 and table 1). Of particular interest is the 
finding that 9 of the 21 patients (43%) during the drug- 
free phase had neurotensin levels of 83 pg/ml or less, 
well below the levels for the healthy volunteers. 
Eleven of the patients in the drug-free phas: fell within 
the range shown by the normal subjects, and 1 patient 
had an extremely high level (see figure 1 and table 1). 

The neurotensin values in the CSF of the drug-free 
schizophrenic patients were shown statistically to 
have a bimodal distribution (p<.C05); a subgroup had 
substantially lower neurotensin levels than the control 
subjects and the rest of the schizophrenic patients. 

In 15 of the schizophrenic patients CSF samples 
were obtained during the neuroleptic-treated phase as 
well as the drug-free phase (see figure 1). Six schizo- 
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FIGURE 1. CSF Neurotensin Levels of 12 Drug-Frée Healthy Volun- 
teers and 21 Schizophrenic Patients While Drug Free and During 
Neuroleptic Treatment? 
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The open circles represent women and the filled circles represent men. The 

patients were numbered according to neurotensin content (i.e., patient 1 had 
the lowest level and patient 21 tlie highest). See table 1 for actual values of 
neurotensin. Only 15 of the 21 patients were tested during neuoleptic 
treatment. 


phrenic pàátients did not have repeat lumbar punctures 
because they. had been admitted to the hospital very 
recently and had not yet been treated with neuroleptic 
drugs. There is no obvious sample bias because none 
of these patients got well, left the hospital, or refused 
to participate in a second lumbar puncture. In the 
neuroleptic-treated. phase the CSF neurotensin levels 
ranged from 30 to 865 pg/ml (see figure 1 and table 1). 
Interestingly, the neurotensin levels in the 7 patients 
with subnormal levels during the drug-free phase all 
increased to normal during neuroleptic treatment, i.e., 
io levels that were not significantly different from 
those.of either the healthy volunteers or thé other 
schizophrenic patients (see table 2). In contrast, the 
patients with normal neurotensin levels during the 
drug-free phase did not show any consistent changes 
in their neurotensin levels during neuroleptic treat- 
ment; the mean velues were unchanged before and 
during neuroleptic treatment (see table 2). 

The total Comprehensive Psychopathological Rat- 
ing Scale scores and total global scores for the two 
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TABLE 2. CSF Neurotensin Levels in 12 Drug-Free Healthy Volun- 
teers and 15 Schizophrenic Patients While Drug Free and During 
Neuroleptic Treatment 





Neurotensin Level (pg/ml) 











. Drug-Free Neuroleptic 
Phase Treatment 

Subjects Mean SE Mean SE 
Healthy volunteers (№12) 240.4 30.5 И 
Schizophrenic patients (N=15)* 156.7 34.6 280.5 51.2 

With normal drug-free 

neurotensiri levels (more ‘ 

than 100 pg/ml) (N=8) 252.0 40.8 282.8 93.6 

With low drug-free ^ 1 | 

neurotensin levels (less Р 

than 100 pg/ml) (N—7)* ‚477 7.83 278.1 37.9 





"The division of schizophrenic patients into two subgroups is suppor:ed by 
Statistical analysis, which revealed a bimodal distribution (p<.005). ` 

*The levél of neurotensin was significantly higher for these patients during 
neuroleptic treatment than it was during the drug-free phase (р<.0001, two- 
tailed). 


groups of schizophrenic patients during the drug-free 
as well as during the neuroleptic-treated phases are 
summarized in table 3. There was a tendency for the 
schizophrenic patients with low CSF levels of neuro- 
tensin during the drug-free phase to have more severe 
clinical symptoms; however, the difference was not 
statistically significant (р<.10). The clinical improve- 
ment during neuroleptic. treatment was also similar for 
the two groups (see table 3). 

For almost all of the individual items in the Corr. pre- 
hensive Psychopathological Rating Scale, there was 
no correlation with the neurotensin levels in CSF. 
However, one of the items, *‘slowness of movement,” 
showed a negative correlation for the neurotensin 
levels, i.e., more severe symptoms were associated 
with lower neurotensin levels (p<.01). Interestingly, 
the 3 patients classified as having catatonic schizo- 
phrenia all belonged to the subgroup with low neuro- 
tensin levels in CSF. Six of the 7 patients with the 
hebephrenic type of schizophrenia belonged tc the 
subgroup with normal levels of neurotensin in CSF 
during the drug-free phase (see table 1). 


DISCUSSION 


Neurotensin has a widespread distribution within 
the mammalian CNS. Highest. concentrations in the 
human brain have been found in the hypothalamus, thé 
substantia nigra, and thé periventricular gray and 
certain limbic brain regions, including the nucleus 
accumbens, septum, and amygdala (6). Relatively low 
levels have been found in the spinal cord (16). Iversen 
and associates (17) have shown that neurotensin is 
released from brain slices. In view of these findings, it 
is reasonable to think that most of the neurotensin 
found in lumbar CSF comes from the brain and, 
furthermore, that changes of neurotensin levels in 
lumbar CSF may reflect changés in neurotensin syn- 
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TABLE 3. Clinical Comparison of 7 эсере, Patients with Low CSF Neurotensin Levels in the Drug-Free Phase and 8 with Normal Levels 


in the Drug-Free Phase 





Clinical Ratings 








Ratio o? .. Age (years) — Total CPRS* .. GlobaP — 
Patients Men to Women Median Range Mean SE Mean SE 
With low neurotensin levels 5:2 26.0 20-31 
Drug-free phase 19.1 14 2.41 0.16 
Neuroleptic treatment 9.1 10 1.22 0.20 
With normal neurotensin levels 71 28.5 22-40 
Drug-free phase E 16.8 25 1.85 0.29 
Neuroleptic treatment 6.9 30 0.98 0.30 





"The CPRS is the Comprehensive Psychological Rating Scale (14); a higher score indicates more severe symptoms. 
‘The Global is the numerical expression of the clinician's estimate of overall psychopathology without the use of a standardized rating device; a higher score 


indicates more severe symptoms. 


thesis or release or degradation within the brain itself. 

The neurotensin levels in the CSF of the healthy 
volunteers in the present study correspond closely 
with the previously reported levels in patients under- 
going diagnostic myelography (6). One of the female 
healthy volunteers had a very low level of neurotensin 
in CSF (22.5 pg/ml). We have not been able to find any 
personal or family history of psychiatric illness in this 
subject, and she showed no sign of any behavioral 
abnormalities. 

During the drug-free phase, many (N=9, or 43%) of 
the schizophrenic patients showed markedly lower 
CSF neurotensin levels when compared with the 
healthy volunteers. Of particular interest was the 
finding that the CSF neurotensin levels of these 
schizophrenic patients were increased to the normal 
range during neuroleptic treatment. In the schizo- 
phrenic patients with normal neurotensin levels in 
CSF during the drug-free phase, no consistent changes 
were observed after neuroleptic treatment. 

Of potential relevance to our data is the study of 
Govoni and associates (18), who demonstrated that 
both acute and chronic injections of haloperidol in rats 
cause a gradual and progressive increase in the immu- 
noreactive neurotensin content in the nucleus accum- 
bens and striatum, whereas they observed no changes 
in the hypothalamus, the amygdala, and the frontal 
cortex. The interactions between neurotensin and cen- 
tral dopaminergic pathways have beén well estab- 
lished both biochemically (12) and behaviorally (7) in 
rats. Intracisternally administered neurotensin in- 
creases dopamine synthesis and significantlv increases 
levels of the principal dopamine metabolites, dihy- 
droxyphenylacetic acid (DOPAC) and HVA. These 
effects indicate an increased turnover of dopamine 
caused by neurotensin. This is similar to what has 
been reported after administration of neuroleptic drugs 
(19, 20). Moreover, as noted above, neurotensin, 
administered centrally, attenuates locomotor activity 
induced by amphetamine and other indirect-acting 
dopamine agonists and reduces the rate of self-stimula- 
tion from the ventral tegmental area (7). Thus the 
effects of centrally administered neurotensin show 


many similarities (but some dissimilarities) to the 
effects of neuroleptic drugs (7, 10, 11). 

In view of the recent interest in the role of opioid 
peptides in mental illness (21—24), it is interesting to 
note that both neurotension anc p-endorphin interact 
biochemically with dopamine neurons and in a similar 
way (12). Both peptides also produce analgesia (25). 
However, neurotensin probably does not exert its 
effects through activation of opioid systems because 
the effects of B-endorphin, but not those of neuroten- 
sin, can be reversed by naloxone (12, 25). 

The concept that the pathogenesis of major mental 
disorders is primarily due to alterations in monoamin- 
ergic neuronal activity has gradually been modified in 
favor of more complex theories (21-24, 26, 27). It is 
clearly of clinical importance that interactions be- 
tween various neuropeptides and the ‘‘classical’’ neu- 
rotransmitters, e.g., dopamine and serotonin, be stud- 
ied in detail. 

The data presented suggest that a substantial sub- 
group of schizophrenic patients nay have low endoge- 
nous levels of neurotensin in опг or more areas of the 
brain. During neuroleptic treatment, the neurotensin 
levels are increased. These findings are ‘consistent 
with the view that at least part cf the beneficial effects 
of neuroleptics may be caused эу increased levels of 
neurotensin, an ‘‘endogenous, neuroleptic-like’’ pep- 
tide. 
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Effect of Antipsychotic Medication on Speed of Information 
Processing in Schizophrenic Patients 


BY DAVID L. BRAFF, M.D., AND DENNIS P. SACCUZZO, PH.D. 





The authors evaluated the effects of antipsychotic 
medication and schizophrenia on speed of information 
processirg. Medicated (N=20) as well as unmedicated 
(N=16) schizophrenic patients showed more evidence of 
slow information processing than did depressed control 
subjects (N20). The medicated schizophrenic patients 
had higher levels of general psychopathology but also 
showed superior information processing speed compared 
with the unmedicated schizophrenic patients. These data 
confirm that schizophrenic patients are slow information 
processorseand that antipsychotic medication probably 
does not cause, and may actually reverse, slowness of 
information processing in schizophrenic patients. (Am J 
Psychiatry 139:1127-1130, 1982) 








n recent years, a number of investigators have 

followed Bleuler's (1) and Kraepelin's (2) original 
and often ignored observations that schizophrenic 
patients have a disorder of attention. Many investiga- 
tors have hypothesized that a disorder of information 
processing and attention may form an important basis 
for the cognitive signs and symptoms of schizophrenia 
(3-6). An important technique used to assess informa- 
tion processing in schizophrenia has been backward 
visual masking. 

Backward visual masking experiments have sup- 
ported the existence of a series of stages or processes 
in the visual information processing system. Stimuli 
first enter iconic memory—a labile, large-capacity 
memory register in which the sensory trace is stored 
for several hundred milliseconds. Information in icon- 
ic memory is not consciously identified until it is 
transferred at a variable rate of speed from iconic to 
short-terr memory (7). For example, if a target letter 
is presented and immediately followed by a masking 
stimulus, the mask may disrupt the processing of the 
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target. If this disruption occurs before the target 
reaches short-term memory, the target's iconic trace is 
wiped out and the subject reports seeing only the 
mask. As the interval between target and mask in- 
creases, there is greater probability that the target will 
exit from iconic memory and reach coascicus recogni- 
tion before the mask disrupts processing. 

Jn the backward masking paradigm, once the target- 
to-mask interval has reached 100 msec, the target is 
“unmasked.” As can be seen in figure 1, the slow 
processor stores the target stimulus in iconic memory, 
but the target is disrupted by a masking stimulus 
before it can be transferred to short-term memory. The 
slow processor reports seeing only the mask. In con- 
trast to the slow processor, the normal 2-ocessor is 
able to transfer the target stimulus to short-term 
memory at a faster rate (e.g., less than 100 msec). The 
normal processor reports seeing the target stimulus 
followed by the mask, since he or she has transferred 
the target from iconic to short-term memorv before the 
mask can disrupt processing. At the 100-msec inter- 
stimulus interval (shown in figure 1), the normal 
processor is thus immune from the disruptive effects of 
the masking stimulus. 

Saccuzzo and associates (8) used the masking tech- 
nique to show that schizophrenic patients were slow in 
information processing, as defined dy this task. A 
recent series of studies replicated these findings and 
extended them (9-14). For example, we showed that 
remitted schizophrenic patients were persistently slow 
in processing (10). In addition, schizophrenic patients 
whom we followed throughout the course of their 
illness demonstrated slow processing that was selec- 
tively reversible (11). The good-prognosis patients, 
who were treated with antipsychotic medications, 
improved their processing speed over the course of 
their hospitalization, whereas the poor-prognosis pa- 
tients maintained fixed slow processing across time 
(10). А 

These studies have raised a number of issues, espe- 
cially concerning the role of antipsychotic medications 
in the slowness of processing. The available data 
suggest that antipsychotic medications are not the 
cause of the observed slow processing їл schizophren- 
ic patients. However, the evidence is indirect and 
based on the examination of small subgrcups (12), 
schizotypal students (13), and schizotypal patients (14) 
or on correlations between oral antipsychotic levels 
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FIGURE 1. Performance of Typical Normal and Slow Information 
Processors in the Backwatd Masking Paradigm 
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and slow processing (11). Despite the weight of the 
suggestive evidence, it is still unclear whether non- 
medicated schizophrenic patients are slow processors. 
In order to clarify this critical question we tested a 
group of unmedicated schizophrenic patients and ap- 
propriate control groups. 


METHOD 
Subjects and Setting 


Subjects were 16 medication-free schizophrenic patients, 20 medi- 
cated schizophrenic patients, and 20 depressed patients with major 
or minor depressive discrders. These patients were selected from 
more than 300 patients who received tachistoscopic testing in our 
laboratory over 4 years. Several previous reports (11, 14) have used 
data from roughly half cf the subjects reported in this study. One 
author (D.L.B.) and a trained research assistant independently 
interviewed patients, reviewed their histories, and agreed on final 
diagnoses according to CSM-II and the Research Diagnostic Crite- 
ria (15). 

Patients were screened for a history of ECT, severe polydrug 
abuse, CNS damage, cr mental retardation. It was required that 
patients have visual acuity of at least 20/30 and be under the age of 
55 years. All subjects were tested within 3 weeks of admission after 
giving fully informed consent. The mean antipsychotic medication 
level for the medicated schizophrenic patients was 1581 mg/day of 
chlorpromazine equivalents, with a range of 400-5000 mg. In 
addition, we obtained Wechsler Adult Intelligence Scale vocabulary 
subtest scores, Global Assessment Scale (GAS) (16) scores, and 
discharge summaries for all patients participating in the study. 


Apparatus” 


Stimuli were presented in a Gerbrands four-field tachistoscope. 
The viewing distance wes 78.7 cm. The test stimuli were single-letter 
target displays constructed by mounting black paratype (Futura bold 
no. 511-14) uppercase 4s and Ts on white stimulus cards. The five 
As and five Ts were presented in random order in blocks of 10 trials. 
The mask consisted of five overlapping Xs (see figure 1). Luminance 
levels measured at the tachistoscope eyepiece for the various fields 
were as follows: fixation field, 2.1 cd/m?; target field, 13.6 cd/m?; 
and masking field, 17.2 cd/m?. The target letters subtended a visual 
angle of approximately .20°. 


Procedure 


Subjects were brought into a dimly lit room and allowed 5 min to 
adapt to the low light level and become familiar with the apparatus. 
The standard set of irstructions from Saccuzzo and associates (8) 
was read to the subjects, asking them to identify the target stimuli (A 
or T) to the best of their ability. Each subject received 10 to 15 
practice trials in which the unmasked target letters were flashed for 
100 msec per trial. 
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First, each subject's critical stimulus duration was determined. 
The critical stimulus duration was defined as the minimal stimulus 
duration necessary for seven consecutive correct identifications of 
the target letter without a mask. Target exposure started at 1 msec 
and was increased by 1 msec after each incorrect response until the 
subject identified seven random stimuli in a row. Subjects had to 
guess the letter A or T for each trial (forced choice). Next, backward 
masking functions were assessed at the subjects critical stimulus 
duration. The high-energy mask had a greater luminance and 
duration (50 msec) than the target. Each target stimulus was 
presented at four fixed masking intervals (20, 60, 120, and 300 msec) 
and in a no-mask control condition. Blocks of 10 consecutive, 
randomly ordered trials were given for each interval. and these 
blocks were presented in ascending order. The experimental proce- 
dures (critical stimulus duration and masking) were accomplished in 
one session lasting about 30 min. 


RESULTS 


A series of one-way analyses of variance 
(ANOVAs) was carried out. There was no significant 
difference in age or vocabulary between groups 
(p».05). The difference in GAS scores for overall level 
of functioning was significant between groups 
(F=15.36, df=2, 53, p<.001). Newman-Keuls paired 
comparisons (17) showed that the depressed group 
was functioning significantly better than both schizo- 
phrenic groups (p<.01). In addition, the unmedicated 
schizophrenic group was functioning significantly 
better than the medicated schizophrenic group 
(p<.05). 3 

The critical stimulus duration results showed that 
there were no significant differences between groups 
(p.05) (see table 1). The masking data were analyzed 
in a 3X5 (Diagnostic Group X Interstimulus Interval) 
repeated measures ANOVA. There were significant 
effects for diagnostic group (F=5.81, df=2, 53, 
p<.01), interstimulus intervals (F=101.59, df=4, 212, 
p«.001), and the Diagnostic Group х Inierstimulus 
Interval interaction (F=2.91, df=8, 212, p<.005). As 
reflected in figure 2, Newman-Keuls comparisons re- 
vealed that at the 120-msec interstimulus interval the 
depressed patients had significantly more correct de- 
tections than the unmedicated schizophrenic group 
(p<.01), and the medicated schizophrenic patients had 
significantly more correct detections than the unmedi- 
cated schizophrenic patients (p<.05). At the 300-msec 
interstimulus interval, the depressed group had signifi- 
cantly more correct detections than the two schizo- 
phrenic groups, which did not differ from each other 
(p<.05). All groups had equivalent performance at the 
20- and 60-msec interstimulus intervals and in the no- 
mask condition. Within the medicated schizophrenic 
group there was a significant correlation between the 
GAS score on overall functioning for the week and 
masking performance, defined as the -otal number of 
correct detections of masked stimuli т=.44, p<.05). 
Neither of the other groups had significant correlations 
between the GAS scores and tachistcscope perform- 
ance. 
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TABLE 1. Characteristics of Unmedicated and Medicated Schizophrenic Patients and Depressed Patients in Study of Information Processing 





Age (years) 


WAIS Vocabulary Score? 


GAS Sccre (Overall , 
Level of Functioning)^ 


Critical Stimulus 
Duration (msec) 











Patient Group Mean SD Mean SD Mean SD Mean SD _ 
Unmedicated schizophrenic 28.50 8.10 8.88 2.75 11.19 16.28 4.63 0.89 
Medicated schizophrenic 26.00 4.98 10.30 3.16 9.70 11.77 5.35 0.81 
Depressed 32.30 10.24 11.35 2.91 7.10 4.28 3.80 0.95 





?WAIS- Wechsler Adult Intelligence Scale. 


*GAS Global Assessment Scale; the lower the score, the better the level of functioning. 


FIGURE 2. Slowness of Information Processing by Unmedicated and 
Medicated Schizophrenic Patients Compared with Depressed Patients 
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DISCUSSION 


The results support the hypothesis that schizophren- 
ic patients exhibit a slowness of information process- 
ing that is not induced by antipsychotic medications. 
First, both the medicated and unmedicated schizo- 
phrenic groups were slow in processing compared with 
the depressed controls. Second, the faster processing 
of the more globally impaired medicated schizophrenic 
patients supports the idea that antipsychotic medica- 
tion reverses (rather than induces) the information 
processing deficit of schizophrenic patients. This in- 
terpretation is consistent with the data of Stone and 
associates (18), who found that in normal subjects 
antipsychotic medication increased speed of informa- 
tion processing. Third, the significant correlation of 
masking performance with better overall adjustment 
(GAS score) in the medicated schizophrenic group is 
the first direct evidence of a significant relationship 
between slow processing and clinical state. Theoreti- 
cally, slow processing creates a vulnerability to infor- 
mation overload and disrupts the normal smooth se- 
quential flow of information processing (10—12). 

Several caveats and alternative interpretations 
should be noted. First, as with thought disorder (19, 
20), slow processing may be characteristic but not 


pathognomonic of schizophrenia (21). Second, the 
concept of iconic memory as a discrete storage bin has 
been criticized as overly complex (22). Still, the mask 
must act while the target is in a labile, erasable form of 
information storage (14), so the backwerd masking 
task reflects processing speed. Third, there are several 
recent reports of normal icon integration in schizo- 
phrenic patients (23, 24). It is quite possible that icon 
integration is normal but speed of processing is abnor- 
mal in schizophrenic patients (14). Only further studies 
can resolve this question. Fourta, we did not find a 
difference in critical stimulus duration between the 
schizophrenic and depressed patients in th:s study. We 
have discussed this complex area of inquiry previously 
(14). It is important to note that equivalert perform- 
ance on the critical stimulus duration and no-mask 
measures serves as a useful indication tha: the schizo- 
phrenic groups are actively engaged in, and attending 
to, the masking task (11, 14). Fifth, the significant 
correlation between processing speed anc global psy- 
chopathology is enticing but needs further examina- 
tion. Currently, this finding is restricted ic the medi- 
cated schizophrenic group only. Sixth, there is the 
possibility that slow processing is an artiract induced 
by global psychopathology and/cr distractibility. The 
data indicate, however, that the more 2lobally im- 
paired medicated schizophrenic patients were not as 
slow in processing as the unmedicated schizophrenic 
group. If we assume that distractibility covaries with 
general psychopathology, it seems unlikely that dis- 
tractibility accounts primarily for our results. The 
relationship of distractibility to general psychopathol- 
ogy and processing speed should be further evaluated. 

To our knowledge, this study provices the first 
direct evidence that schizophrenic patients’ informa- 
tion processing slowness, as measured by the masking 
task, is not an artifact caused by antipsychotic medica- 
tions and/or global psychopathology. Further, our 
conclusions add support to the findings of Spohn and 
associates (25), who stated that the cognitive improve- 
ment shown by schizophrenic patients treated with 
antipsychotics may derive from an improvement in 
attention induced by these medications. These results 
are consistent with the conclusion that antipsychotic 
medications do not induce, and may actually reverse, 
slow information processing in schizophrenia. 
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Reliability and Validity of Emotional Blunting as a Criterion for 


Diagnosis of Schizophrenia 


BY J. ALEXANDER BOERINGA, PH.D., AND SAM CASTELLANI, M.D. 





The authors tested the usefulness of emotional blunting as 
a criterion for the diagnosis of schizophrenia on 130 
patients with Research Diagnostic Criteria (RDC) 
diagnoses of schizophrenia, schizoaffective disorder, and 
affective disorder, using both a scale devised by Abrams 
and Taylor and a global item from the Schedule for 
Affective Disorders and Schizophrenia. Reliability for both 
measures was very high. The results did not support the 
use of emotional blunting as a valid criterion for the RDC 
diagnosis of schizophrenia, although it may be useful in 
differentiating subtypes of schizophrenia and as an 
exclusion criterion for affective disorders. There was no 
advantage in using a scale rather than a single rating 
measure for assigning diagnoses. (Am J Psychiatry 139: 
1131-1135, 1982) 





he adoption and use of DSM-III may produce 

adverse reactions in many clinicians as they en- 
counter the absence of some traditional diagnostic 
symptoms. Affective blunting, originally described by 
Bleuler (1) as a primary symptom of schizophrenia, 
was excluded from DSM-III due to the repeated claim 
that interrater reliability for this symptom is unac- 
ceptablv low (2-4). Spitzer and associates (5) stated 
that blunted or inappropriate affect was excluded from 
the Research Diagnostic Criteria (RDC), which formed 
the foundation for the DSM-III criteria for schizophre- 
nia, ‘‘because of the unreliability of clinical judgments 
of this feature and the difficulty of distinguishing it 
from the restriction in affect associated with either 
severe depression or phenothiazine treatment” (p. 
774). 

However, two studies have reported reliable mea- 
surements and validity of affective blunting as a criteri- 
on for diagnosing schizophrenia. Abrams and Taylor 
(6) found significant interrater reliability in discrimina- 
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tion of schizophrenia from affective disorders and 
prediction of short-term treatment response. Andrea- 
sen (7), using nine observational items aid the RDC, 
demonstrated high interrater reliability and differentia- 
tion between schizophrenia and mania but also found a 
high incidence of affective blunting in depression. 
Examination of the data in both of tasse studies 
reveals that notable differences in emotional blunting 
were found only between schizophreni: and manic 
patients. Furthermore, the effects of neuroleptic medi- 
cations were not controlled in Andreasen’s study (7). 

The question remains as to whether emotional blunt- 
ing provides useful information for the diagnosis of 
schizophrenia. The case for emotional bLinting would 
be strengthened if one could show significantly greater 
emotional blunting in patients with schizophrenia and/ 
or subtypes of schizophrenia compared with patients 
suffering from affective and other nonschizophrenic 
disorders. | 

This study was designed to replicate amd extend the 
findings of Abrams and Taylor and Andreasen. Using 
the scale for emotional blunting (SEB: devised by 
Abrams and Taylor (6), we assessed emozional blunt- 
ing with respect to 1) interrater reliability, 2) validity 
for discriminating RDC schizophrenia rom various 
RDC nonschizophrenic disorders, 3) the presence of 
emotional blunting in RDC subtypes of schizophrenia, 
and 4) the effects of neuroleptic drugs. Ir addition, we 
compared the SEB with a single global item taken from 
the Schedule for Affective Disorders and Schizophre- 
nia (SADS) (8). 


METHOD 


The SEB is a 16-item scale derived by Abrams ard Taylor (5) from 
clinical descriptions found in historical psychiatric literature. It is 
broken into three subscales focusing on affect (four items), behavior 
(eight items), and thought content (four items). Each of the symptom 
items сап be scored 0 (not present), I (slight o~ doubtful). or 2 
(clearly present), and a maximum total score of 32 is possitle. • 

Global SADS item 469 gives the following description tó be used 
in rating blunted affect: 


Deficit in emotional contact not explainable 2y severe mood 
disturbance or preoccupation, i.e.. even with acequate efforts on 
the part of the interviewer to establish apprcpriate emotional 
Contact, the subject does not give back signs of emotional 
response such as occasional smiling, tearfulnzss. laughing, or 
looking directly at the interviewer. At the '*mederate"' level or 
above, there is flatness of affect as indicated by monotonous 
voice, and facial expression lacking signs of emotion. (8) 
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The possible scores for this item range from 1 (not present) to 6 
(extreme—profound flattzning of affect). 


Reliability Study 


A total of 40 randomly selected psychiatric inpatients at the 
University of Texas Mezical Branch at Galveston who had admit- 
ting diagnoses of schizophrenia (N=18), schizoaffective disorder 
(N=5), mania (N=7), depression (N=5), borderline personality 
(N 3), and drug abuse (IN=2) participated in the study. 

All patients were interviewed by the authors, who divided their 
time between clinical practice and research (S.C. is a Board- 
certified psychiatrist and J. A.B. is a licensed clinical psychologist). 
We initially examined end rated a number of patients openly with 
the SEB, then discussed each SEB item until we reached agreement 
on its meaning and how'it was manifested. Then we conducted a 
blind reliability study. Of the 40 randomly selected patients, half 
were given conjoint interviews during which one researcher con- 
ducted the interview and both scored the SEB. The role of inter- 
viewer was alternated to counterbalance the effect of each research- 
er's style. We interviewed the remaining 20 patients independently 
in a test-retest design, with each patient seen by both researchers 
within a 24-hour period ала the order of interview alternated. 

The kappa (к) statistic, originally proposed by Cohen (9), is 
frequently used to assess reliability because it incorporates a 
correction for chance agreement as it relates to the observed 
proportion of agreement (10). In the present study Bartko's two-way 
random effects model (11) was used to compute an intraclass 
correlation, which, when used in this way, is equivalent to a 
weighted kappa (kw) (12. 13). 


Validity Study 


The patient sample came from three psychiatric wards and 
outpatient clinics at the University of Texas Medical Branch at 
Galveston and from the inpatient population at the Austin State 
Hospital in Austin, Texas. АП patients gave informed consent 
before participating in the study. A total sample of 130 patients 
included 64 with schizophrenia, 27 with schizoaffective disorder, 12 
with mania, 9 with majcr depressive disorder, and 18 with other 
psychiatric disorders. АП patients were part of an ongoing multidis- 
ciplinary biochemical study of schizophrenia in which they were 
assessed with the SADS and SEB as well as other diagnostic 
instruments and were given an RDC diagnosis. The authors had 
previously established high reliability in an independent study that 
used the SADS and RDC. Current and recent pást use of neuroleptic 
medications was determinzd. Statistical'analysis consisted of a one- 
way analysis of variance and Tukey's test (14) for post hoc analysis 
of diagnostic group comparisons. Using chi-square, we made further 
comparisons between high and low SEB scores and diagnostic 
groupings. Correlations were computed between SEB scores and 
the SADS global single-item measure of emotional blunting. 


RESULTS 
Reliability 


Table 1 gives the kappa weights obtained for each 
item by Abrams and Taylor (6) and by us. Intraclass 
correlations were computed for the 40 total SEB 
scores (r=.90), for the 20 conjoint (r=.92) and the 20 
test-restest (r=.87) conditions; and for a separate 
group of 18 schizophrenic patients (r=.97). All intra- 
class correlations were significant (р<.01), and no опе 
grouping of subjects or method of administration was 
found to have statistical advantage over another. 


Validity 


A significant difference was found in total SEB 
scores between the diagnostic categories of schizo- 
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phrenia, schizoaffective disorder, affective disorder, 
and other psychiatric disorders (F=5.2, df=3, 126, 
p<.002). Table 2 shows the statistical breakdown of 
these groups. Individual paired mean comparisons 
revealed significant differences between each of these 
diagnostic groups (p<.01). However, as shown in 
figure 1, SEB scores showed a large variability in the 
schizophrenic group, and positively skewed distribu- 
tions were seen in the schizophrenic, schizoaffective, 
and affective disorder groups. It is notable that one- 
half of the schizophrenic patients had SEB scores of 4 
or less. . 

Abrams and Taylor proposed that a score of 17 on 
their emotional blunting scale effectively discriminates 
between schizophrenic patients and those with affec- 
tive disorders (6). In the current study this score falls 
very close to one standard deviation above the mean 
for the schizophrenic patients. Comparison of the 
schizophrenic, schizoaffective, affective disorder, and 
other psychiatric disorders groups showed significant 
differences between these groups іп the “number of 
patients scoring above 17 (ҳ2=14.04, df=3, p<.01) 
(table 2). Although the schizophrenic sample con- 
tained the highest number of subjects above this 
cutoff, approximately 7796 of the schizophrenic pa- 
tients had SEB scores below 17. 

We examined subtypes of schizophrenia to deter- 
mine if emotional blunting occurred with greater fre- 
quency in one or more of the subgroups. Comparison 
of paranoid, disorganized, undifferentiated, and resid- 
ual subtypes (table 2) revealed significant differences 
between these groups (ҳ2=10.1, df=3, p«.02). We 
found the largest difference from expected frequencies 
in the disorganized subtype, where 6 of 10 subjects had 
SEB scores greater than 17, and 9.of 10 scores fell 
above the mean for the entire sample. A separate 
analysis comparing the disorganized with all other 
subtypes confirmed that this subtype varied the most 
from expected frequencies (ҳ2=6.6, df=1, p<.01). In 
the paranoid subtype only 2 patients, and in the 
residual subtype only 1 patient, had total SEB scores 
over 17, while 16 of 19 paranoid patients and 12 of 15 
residual schizophrenia patients had scores below the 
sample mean. 

Of the 18 patients included in the other psychiatric 
disorders category, the 5 patients with SEB scores 
greater than 17 had diagnoses of mental retardation 
(N=3), organic brain syndrome (N- 1), and atypical 
psychosis (N=1); patients with low SEB scores or a 
score of zero all had nonpsychotic, nonorganic diag- . 
noses. 

Comparison of schizophrenic patients taking neuro- 
leptic medications (current dose equivalent to 400- 
2400 mg/day of chlorpromazine; N=47) with those 
who were drug free for longer than 2 weeks (№17) 
revealed no significant differences in total SEB scores 
between the two groups. The schizophrenic pstient 
group taking neuroleptics had taken these medications 
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TABLE 1. Kappa Weights (км) on the Scale of Emotional Blunting (SEB) for Subjects in the Present Study and Subjects in Abrams and Taylor's 








Study (6) 
Abrams and Taylor Present Study 
SEB Item км (N30) kw (N40) 
Affect 
Absent, shallow, incongruous mood .55 .90 
Constricted affect (narrow range) 41 .67 
Unvarying affect (lacks modulation) 73 .83 
Unrelated affect (lacks warmth, empathy) .43 74 
Behavior 
Expressicnless face .68 73 
Unvaryinz, monotonous voice .68 .84 
Seclusive'withdrawn, avoids social contact .65 .59 
Lacks social graces (negligent dress, ill-mannered, unbathed) 32 74 
Difficult to excite emotions/unresponsive .68 .84 
Lacks spontaneity ‚73 .90 
Causeless, silly laughter/silly disposition 32 .52 
Indifferent to surroundings (staff, visitors, patients, physical environs) ‚74 .78 
Thought content 
Indifference/lack of affection for family, friends .57 BI 
Indifference/unconcern for own present situation She ы 46 
Indifference/unconcern for own future (lacks plans, ambition, desires, drive) 76 .87 
Paucity of thought (unable to elaborate оп answers) 5] .63 





TABLE 2. Scale for Emotional Blunting (SEB) Scores for Patients in 
Different Diagnostic Groups 





Patients with 





SEB Score Scores >17 
Diagnosis N Mean SD N % 
Schizophrenia 64 8.5 8.5 15 23 
Paranoid 19 4.7 6.1 2 11 
Disorganized 10 17.9 8.3 6 60 
Undifferentiated 20 9.5 8.9 6 30 
Residual 15 5,7 5.9 1 7 
Schizoaffective 
disorder 27 5.1 4.7 0 
Affective disorder 21 1.6 3.1 0 
Other psychiatric 
disorders 18 8.3 9.6 5 28 








for at least 4 weeks, and most had taken them for 
several months. In.addition, no significant difference 
was found in mean neuroleptic drug dose between 
patients with different RDC subtypes of schizophre- 
nia. 


Global Measure 


Product moment correlations between total SEB 
scores and the single 6-point emotional blunting scale 
taken from the SADS were .75 for all 130 subjects and 
.79 for the 64 schizophrenic subjects, showing a high 
degree of overlap between the two measures. Rein- 
forcing this finding, a discriminant analysis (153) dem- 
onstrated that the SEB added little to the ability of the 
SADS item. to identify diagnostic groupings. The 
SADS item alone was able to correctly classify 40% of 
the schizophrenic patients and 73% of the nonschizo- 
phrenic patients, or 5696 overall. By comparison, the 
SEB correctly classified 4696 of the schizophrenic 
patients, 70% of the nonschizophrenic patients, or 
58% of the total patient sample. Running the analysis 


again with both the SADS item arid'the SEB score did 
not raise the percentages of correctly identified pa- 
tients. This suggests that both measures of blunting 
identify almost the same patients; one would expect 
the percentages to go up when both measures are 
used. On the SADS a cutoff score of 3 or greater is 
generally used to establish the presence of a character- 
istic, and on this basis, we judged 54% of the RDC- 
diagnosed schizophrenic patients to nave either no 
evidence or only slight or doubtful evidence of emo- 
tional blunting. This almost exactly parallels the per- 
centages obtained when we used a cutoff score of 4 
points on the SEB. None of the manic patients were 
scored as having emotional blunting on :he global 
SADS measure. 


DISCUSSION 


The results of this study support the findings of 
Abrams and Taylor (6) and Andreasen (7) that emo- 
tional blunting can be reliably measured. In contrast, 
Luria and McHugh (3) did not achieve significant 
reliability for a measure of “blunted, inappropriate, 
incongruous affect” when they used the summed scale 
of 15 items derived from the Present State Examina- 
tion. This could possibly be due to the small number of 
patients in their sample (N=6) and the differences 
between the items they used and those used in our 
study (for example, 9 of their 15 items dealt with affect 
related to the patients’ psychotic productiors). 

Furthermore, our data indicate that the use of the 
multiple-item scale adds very little to the assessment 
of emotional blunting made by the single-item score. 
The single global measure taken from the SADS 
correlated highly with both individual items and the 
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FIGURE 1. Scale for Emotional Blunting (SEB) Scores of Patients 
with Schizophrenia, Schizoaffective Disorder, and Affective Disorder 
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total SEB score. In addition, it identified schizophren- 
ic patients as well as the SEB did. In view of these 
findings, if emotional blunting should prove useful in a 
diagnostic context, it is validly measured and more 
likely to gain acceptance by the clinician as a single- 
dimension item rather than a multiple-item scale. 

A major question addressed in this study was the 
validity of emotional blunting as a criterion for the 
diagnosis of schizophrenia. There are presently no 
pathognomonic signs or symptoms or absolute labora- 
tory tests that form a criterion diagnosis for mental 
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disorders. Therefore, the validity of diagnosis for 
mental illness is relative and often dependent on 
several kinds of interrelated external validity mezsures 
(4). The Abrams and Taylor SEB, for example, dem- 
onstrates good content validity to the extent that it ^ 
samples a range of descriptions of blunting from the 
universe of representative descriptions in the litera- 
ture. The subjective nature of this form of validity 
measure limits its usefulness, however, especially 
since alternate measures may as accurately describe or 
reflect the target behavior. Concurrent validity refers 
to the relationship between measures when one instru- 
ment and some relevant external criterion are used to 
measure the same subject at about the same time. This 
concept of validity was tested in our study, since we 
examined SEB scores of patients diagnosed by RDC 
criteria, 

The majority of the 64 RDC-diagnosed schizophren- 
ic patients exhibited low levels of emotional blunting, 
either in terms of absolute scale values or in compari- 
son with patients with other psychiatri¢ diagnoses. 
However, 2396 of the schizophrenic patients showed 
emotional blunting scores above 17, the score pro- 
posed by Abrams and Taylor as effectively discrimi- 
nating between schizophrenic and affective patients: 
none of the affective or schizoaffective patients 
showed emotional blunting at this level. Further, there 
was considerable blunting shown by the patients with 
organic brain syndrome and mental retardation. This is 
consistent with Abrams and Taylor’s findings (6), in 
which fully one-half of their patients with high emo- 
tional blunting received a discharge diagnosis o? one of 
these two disorders. One can conclude from these data 
that emotional blunting might be better used as an 
exclusion criterion for affective disorders than as an 
inclusion criterion for schizophrenia. This point was 
also raised by Taylor and Abrams (16, who suggested 
that a “‘broad affect" might be used to preclude a 
diagnosis of schizophrenia. 

An important question is whether the presence of 
emotional blunting contributes to the definition of a 
subtype of schizophrenia, with a particular symptom 
constellation, etiology, course, treatment response, 
and outcome. In this study we found the greatest 
emotional blunting in schizophrenic patients of the 
disorganized subtype, and we found the least in the 
residual and paranoid subtypes. Due to the small 
number of subjects in these subtypes. our results need 
replication. It is not surprising that a high degree of 
emotional blunting was found in :he disorganized 
subtype, since affective changes—‘‘affect which is 
shallow, incongruous. or silly" (17)—are one of the 
possible RDC criteria for the diagnosis of disorganized 
(hebephrenic) schizophrenia. 

Numerous studies have shown that emotional blunt- 
ing or flat affect in schizophrenic patients is correlated 
with a poor prognosis (18—23). Tsuang and Winokur 
(22) and Winokur and associates (23: found that hebe- 
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phrenic as opposed to paranoid schizophrenic patients 
have more flat and inappropriate affect, more disorga- 
nized thinking, a greater incidence of familial schizo- 
phrenia, an earlier age at onset, and a worse prognosis. 
These data, together with our findings, suggest that 
emotional blunting in conjunction with disorganized 
thinking may distinguish the hebephrenic or disorga- 
nized subtype of schizophrenia, which has characteris- 
tic genetics and a poor prognosis. The possibility that 
this subtvpe is associated with a particular cerebral 
dysfunction is suggested by a report of Abrams and 
Taylor, who found emotional blunting and formal 
thought disorder associated with left-side EEG abnor- 
malities (24). 

A factor that has not been adequately controlled in 
previous studies of emotional blunting is the effect of 
neuroleptic medications. Akinesia is a common side 
effect of neuroleptics that may especially confound the 
assessment of emotional blunting (25, 26). Rifkin and 
associates (25) defined akinesia as ''a lessening of 
spontaneity, paucity of gestures, diminished conversa- 
tion and apathy." These behaviors closely resemble 
certain items on the SEB, such as item 9, ''difficult to 
excite emotions/unresponsive," and item 10, “lacks 
spontaneity." In this study we found no significant 
differences in total SEB scores between a group of 
schizophrenic patients who were drug free for 2 weeks 
or longer and a group of schizophrenic patients receiv- 
ing long-term high doses of neuroleptic medications. 
In addition, we found that the differences in emotional 
blunting between subtypes of schizophrenic patients 
could not be accounted for by different doses of 
neuroleptic medications. Thus our findings suggest 
that the total SEB score may reflect emotional blunt- 
ing irrespective of whether patients are taking neuro- 
leptics. However, since extrapyramidal symptoms 
were not assessed in this study, further work is clearly 
needed to determine if emotional blunting can be 
validly d:fferentiated from akinesia due to neuroleptic 
medication. 

In summary, our data indicate that, although emo- 
tional blunting can be reliably assessed, its validity for 
the diagnosis of schizophrenia in RDC terms is limited 
by the large number of false negatives found across a 
wide spectrum of subtypes as well as the sizable 
number of false positives appearing in nonschizo- 
phrenic patients. However, high levels of emotional 
blunting were associated with the disorganized sub- 
type, suggesting, in accord with much previous re- 
search, that emotional blunting in conjunction with 
disorganized thinking, genetic background, and poor 
prognosis may help define the disorganized or hebe- 
phrenic subtype. Further research is needed to assess 
the relationship of emotional blunting in schizophrenic 
populations to premorbid functioning, prognostic fac- 
tors, outcome, treatment response, and other symp- 


. ALEXANDER BOERINGA AND SAM CASTELLANI 


1135 


toms considered to be important for diagnozing schizo- 
phrenia, such as nonaffective auditory hallucinations 
and Schneiderian first-rank symptoms. 
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Cognitive decline associated with old age and consistent 
with the diagnosis of primary degenerative dementia is a 
unique clinical syndrome with characteristic phenomena 
and progression. The authors describe a Global 
Deterioration Scale for the assessment of primary 
degenerative dementia and delineation of its stages. The 
authors have used the Global Deterioration Scale 
successfully for more than 5 years and have validated it 
against behavioral, neuroanatomic, and neurophysiologic 
measures in patients with primary degenerative dementia. 
(Am J Payehiatry: 139:1136—1139, 1982) 





rimary degenerative dementia, which is believed 

to be equivalent to the neuropathologically de- 
fined Alzheimer’s disease, is a major psychiatric and 
medical entity. Severe symptoms of primary degenera- 
tive dementia are estimated to afflict approximately 
5% of people over the age of 65, and mild to moderate 
symptoms have been estimated to occur in an addi- 
tional 11%-12% of the aged population (1, 2). On the 
basis of these figures, it is estimated that in the United 
States approximately 1 million persons are afflicted 
with severe dementia and another 3 million with mild 
to moderate dementia. 

Perhaps because the medical and scientific commu- 
nity's interest in this major disease is relatively recent, 
there is currently no widely used and recognized 
global clinical rating instrument that can be employed 
to accurately stage the gradual development of this 
disease. 

Cognitive decline associated with old age and con- 
sistent with a diagnosis of primary degenerative de- 
mentia is a unique clinical syndrome with a character- 
istic onset and progression. The clinical characteristics 
of this progression have only recently been well de- 
scribed (3—5). Three major clinical phases are readily 
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identified: an early ‘‘forgetfulness’’ phase, in which 
the deficit is primarily subjective but is verifiable with 
objective cognitive testing; an intermediate ''confu- 
sional’’ phase, in which the deficit is readily apparent 
to an objective observer; and a late '*dementia"' phase, 
which begins at the point when the patient can no 
longer survive without assistance. 

These phases can be further refined into seven 
clinically identifiable and ratable stages. We have 
developed a Global Deterioration Scale-for primary 
degenerative dementia based on these stages in the 
phenomena of the illness. The following section con- 
tains the criteria in each Global Deterioration Scale 
stage. 


GLOBAL DETERIORATION SCALE FOR РКІМАЕҮ 
DEGENERATIVE DEMENTIA 


Stage 1: No Cognitive Decline 


Clinical characteristics. Patients in stage 1 аореаг 
normal clinically; they have no complaints of memory 
deficit, and a clinical interview does not elicit evidence 


‚ of memory deficit. 


Psychometric concomitants. 'The individual scores 
on at least 3 of the 5 subtests of the Guild Memory 
Tests (6) are average or above for the patient's age and 
WAIS vocabulary score. 


Stage 2: Very Mild Cognitive Decline 


Clinical characteristics. This is the-phase of forget- 
fulness. The patient complains of memory deficit. 
Most frequently patients in this phase complzin of 
forgetting where familiar objects have been placed and 
of forgetting names that they formerly knew well. 
There is no objective evidence of memory deficit in the 
clinical interview and no objective deficits in employ- 
ment or social situations. The individual in this phase 
displays appropriate concern about the symptoms. 

Psychometric concomitants. The patient performs 
below average for his or her age and WAIS vocabulary 
score on 3 of the 5 Guild memory subtests. 


Stage 3: Mild Cognitive Decline 


Clinical characteristics. The earliest clear-cut clini- 
cal deficits appear at this stage. However, objective 
evidence of memory deficit is obtained only through 
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an intensive interview conducted by a trained geriatric 
psychiatrist. Concentration deficit may be evident on 
clinical testing. Also, the patient may demonstrate 
decreased facility in remembering the names of people 
he or she has just been introduced to. The patient at 
this stage may read a passage in a book and retain 
relatively little material. 

Decreased performance becomes manifest in de- 
manding employment and social situations. Cowork- 
ers become aware of the patient's relatively poor 
performance. Difficulties in finding words and names 
may become evident to intimates. The patient may 
lose or misplace an object of value. Frequently, for the 
first time the patient may get seriously lost when 
traveling to an unfamiliar location. 

The subtlety of the clinical symptoms may be in- 
creased by the denial that often begins to become 
manifest in these patients. Mild to moderate anxiety 
also accompanies the symptoms. The latter is in- 
creased if these patients are forced to cope with 
employmenf and social demands that they had previ- 
ously found to be challenging but which, in their 
present state, they are no longer capable of nego- 
tiating. 

Psychometric concomitants. These patients perform 
one standard deviation or more below average for their 
age and WAIS vocabulary score on at least 3 of the 5 
Guild memory subtests. However, they may still make 
no errors ол the 10-item Mental Status Questionnaire 


(7). 
Stage 4: Moderate Cognitive Decline 


Clinical characteristics. This is the late confusional 
phase, and a clear-cut deficit is apparent in a careful 
clinical interview. The deficits are manifest in many 
areas. Concentration deficit is usually elicited if pa- 
tients are requested to do serial subtractions. They 
display decreased knowledge of recent events in their 
own lives and of current events in the world around 
them. Upon careful questioning, these patients may 
also display a deficit in memory of their personal 
history. Ability to travel alone is notably curtailed and 
difficulties with managing personal finances may be- 
come apparent. 

At this stage, patients can no longer perform com- 
plex tasks accurately and efficiently. However, certain 
abilities characteristically remain preserved. Patients 
remain well oriented to time and to person. Familiar 
persons and faces can stil readily be distinguished 
from strangers. There is generally no deficit in pa- 
tients’ ability to travel to familiar locations. 

Denial often becomes the dominant defense mecha- 
nism at this stage. The clearly evident decline in one’s 
intellectual and cognitive capacities is too overwhelm- 
ing a loss for full conscious acceptance and recogni- 
tion. A flattening of affect and withdrawal from previ- 
ously challenging situations are observed. 

Psychometric concomitants. Patients at this stage 
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almost always make 3 or more errors on ike Mental 
Status Questionnaire. 


Stage 5: Moderately Severe Cognitive Dec ine 


Clinical characteristics. This is the phase of early 
dementia. Patients in this stage can no longer survive 
without some assistance. During interviews they are 
unable to recall a major relevant aspect of their current 
lives. For example, they may have difficult, recalling 
or give incorrect responses when queried tout their 
address or telephone number, the names of close 
members of their family, such as grandchild-zn, or the 
name of the high school or college from which they 
graduated. Frequently patients are somewhat disori- 
ented to time (date, day of the week, season) or to 
place. A well-educated person may have difficulty 
counting backward from 40 by 4s cr from 2? by 2s. 

Persons at this stage retain knowledge of many 
major facts regarding themselves and others. They 
invariably know their own names and genera.ly know 
their spouses' and children's names. They require no 
assistance with toileting or eating but may have some 
difficulty choosing the proper clothing to wear and 
may occasionally clothe themselves improzerly (for 
example, they may put their shoes on the wrong feet). 

Psychometric concomitants. Deficits ave evident оп 
brief Mental Status Questionnaire assessment. 


Stage 6: Severe Cognitive Decline 


Clinical characteristics. This is the middle phase of 
dementia. These patients may occasionally forget the 
name of their spouses, on whom they depend entirely 
for survival. They are largely unaware of all recent 
events and experiences in their lives. They retain some 
knowledge of their past lives but this is very sketchy. 
Patients are generally unaware of their surrcundings, 
the year, or the season. They may have difficulty 
counting from 10 backward and, sometimes, forward. 

Patients at this stage will require substantial assist- 
ance with activities of daily living. For examole, they 
may become incontinent. Also, they wil. require as- 
sistance in traveling but occasionally will display the 
ability to travel to familiar locations. Diurnal rhythm 
frequently becomes disturbed. However, pavients al- 
most always recall their own names. Frequently, they 
continue also to be able to distinguish famikar from 
unfamiliar persons in their environment. 

Personality and emotional changes occur at this 
stage. These are quite variable and include 1) celusion; 
al behavior, e.g., accusing a spouse of teing an 
imposter or talking to imaginary figures іп zhe zaviron- 
ment or to reflections in the mirror, 2) oosessive 
symptoms, e.g., continual repetition of simple clean- 
ing activities, 3) anxiety symptoms, agitation, and 
even previously nonexistent violent behavior 4) cog- 
nitive abulia, i.e., loss of willpower that occurs be- 
cause an individual cannot carry a thought long 
enough to determine a purposeful course of a-iion. 
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TABLE 1. Correlations Between Global‘Deterioration Scale Scores 
and Psychometric Assessment of Patients? with Primary Degenerative 
Dementia 


Psychometric Measure r 








Simple reaction time (9) 
Disjunctive reaction time (9) 39° 


Perceptual speed (10) ~ 529 
Finger tapping (11) 
Dominant hand — 28> 
Nondominant hand -.25 
Facial recognition (12) 
Trial 1 —.424 
Trial 3 —.524 
Delayed — ,44% 
Perceptual closure (10) —.32° 
First and last names (13) 
Trial 1 —.444 
Trial 3 — S78 
Delayed —.574 
Peterson and Peterson short-term retention (14) 
3-sec delay —.564 
9-sec delay —,534 
18-sec delay —.482 
Buschke verbal learning (15) 
Trial 1 — 544 
Trial 2 —.634 
Trial 3 —.634 
Trial 4 — .584 
Trial 5 —.614 
Delayed recall —.644 
Design memory (6) 
Trial 1 —.604 
Trial 3 —.614 
Delayed —.58? 
Category retrieval 
Difficult category —.39¢ 
Easy category —.43¢ 
Cognitive functioning items from the Inventory of 
Psychic and Somatic Complaints of the Elderly* 
Forgets where objects have been placed .31* 
Forgets appointments, addresses, phone numbers .664 
Trouble remembering recent events, e.g., items in 
newspaper or on TV movies .578% 
Trouble remembering people and events in childhood .574 
Memory good one day, bad the next 14 
Forgets names of people immediately or soon after 
being introduced .574 
During conversation has difficulty recalling appropriate 
words or names 02 
Acts as if lost in a dream world 504 
Fails to respond when name is called —.29 
Has difficulty concentrating 2578 
Has to check and double-check what he or she does .19 
Appears bewildered by events around him/her .47e 
Forgets the point he or she was trying to make .40° 
Rambles or drifts off the topic being discussed .З4= 
Wanders at night .00 
Forgets where he or she is .48° 
Has trouble recal_ing the day of the week .48° 
Has difficulty recognizing close relatives and friends 17 
Seems unaware of the time of day .604 





"The ‘Inventory of Psychic and Somatic Complaints of the Elderly was given 
to 36 patients; the other tests were given to 54 patients. 

bp<.05. 

е<.01. 

4р<.001. 

*Developed by Drs. Alan Raskin and Thomas Crook (NIMH, Rockville, Md.). 


Psychometric concomitants. These patients make 
5—10 errors on the Mental Status Questionnaire. 
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Stage 7: Very Severe Cognitive Decline 


Clinical characteristics. Stage 7 is late dementia; all 
verbal abilities are lost. Frequently there is no speech 
at all, only grunting. These patients are incontinent of 
urine and require assistance in toileting and in eating. 
They also lose psychomotor skills. For example, they 
may lose the ability to walk. The brain appears to no 
longer be able to tell the body what to do. Generalized 
cortical and focal neurologic signs and symptoms are 
frequently present. 

Psychometric concomitants. Patients with late de- 
mentia make 10 errors on the Mental Status Question- 
naire. 


VALIDATION 


The Global Deterioration Scale has been used for 
more than 5 years in thousands of interviews of 
patients with primary degenerative dementia. We con- 
ducted a retrospective analysis of the’ relationship 
between Global Deterioration Scale scores and inde- 
pendent psychometric assessments of patients with 
very mild to moderately severe cognitive decline con- 
sistent with primary degenerative dementia. The Glob- 
al Deterioration Scale scores correlated significantly 
with 13 of the 19 cognitive items in the Inventory of * 
Psychic and Somatic Complaints in the Elderly (8) and 
with 25 of 26 other psychometric measures, as shown 
in table 1. 

In addition to examining the relationships between 
Global Deterioration Scale scores and behavioral mea- 
sures, we have also verified significant relationships 
between Global Deterioration Scale stages and both 
anatomic brain changes as visualized on computerized 
tomographic (CT) scans (16) and metabolic changes as 
determined by positron emission tomography (17) in 
patients with primary degenerative dementia. The 
Global Deterioration Scale correlated significantly 
(p«.01, М=43) with CT scan rankings of ventricular 
dilation (г=.62) and with CT scan cortical assessments 
of sulcal enlargement (r=.53). Using the '8F-2-deoxy- 
2-fluoro-b-glucose positron-emitting tracer to deter- 
mine glucose utilization in the brain by means of 
positron emission tomography, we found significant 
relationships between lower rates of metabolism and 
progressive cognitive decline. Slower than normal 
glucose utilization in the caudate, thalamic, and tem- 
poral regions of slices taken at the level of the basal 
ganglia correlated significantly with Global Deteriora- 
tion Scale scores (г=.69—.83, p«.05, N=7). 


DISCUSSION Ҹа 


Although the Global Deterioration Scale сап be а 
useful instrument for determining the stage of primary 
degenerative dementia, it presupposes accurate clini- 
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cal diagnosis of the syndrome. Clinicians should be 
aware that primary degenerative dementia is a diagno- 
sis of exclusion in which underlying specific medical, 
neurological, and psychiatric etiologies for cognitive 
decline other than Alzheimer’s disease are carefully 
eliminated as possible causal factors. Proper diagnosis 
is also based on clinical course and presentation. 
Primary degenerative dementia has an insidicus onset 
and a very gradual course. The entire illness process 
from the forgetfulness phase to late dementia extends 
over a period of years, and progression over the 
course of a decade or more is not uncommon. Primary 
degenerative dementia, in contrast to numerous other 
forms of dementia, is not accompanied by significant 
remissions over the course of the illness. Clinicians 
should note that symptoms characteristic of stage 2, 
the forgetfulness phase. do not necessarily presage 
onset of primary degenerative dementia. Indeed, a 
separate diagnostic entity has been proposed, benign 
senescent forgetfulness (18), which probably more 
accurately describes the prognosis for the majority of 
the persons with symptoms typical of the forgetfulness 
phase. However, for some individuals these otherwise 
benign symptoms do represent the earliest manifesta- 
tions of primary degenerative dementia. Furthermore, 
our behavioral, neuroanatomic, and neurophysiologic 
investigations appear to indicate a continuum of de- 
cline throughout the stages of the Global Deterioration 
Scale. We therefore believe it appropriate to include 
stage 2 as a clinical stage in primary degenerative 
dementia. 

The Global Deterioration Scale has several advan- 
tages over other rating instruments currently em- 
ployed in the assessment of primary degenerative 
dementia. It is specifically designed for the unique 
phenomena of primary degenerative dementia and 
thereby accurately reflects the progression of the 
disorder and discourages misdiagnosis. Also, unlike 
many psychometric assessments, as a clinical rating 
instrument it can incorporate the clinician's assess- 
ment of varying educational, cultural, socioeconomic, 
and other biases into determining the stage of primary 
degenerative dementia. Hence, cross-cultural, cross- 
national, and other comparative assessments of pri- 
mary degenerative dementia are considerably simpli- 
fied. Furthermore, unlike virtually all psychometric 
assessments currently used, the Global Deterioration 
Scale is capable of accurately delineating all the stages 
throughout the entire course of primary degenerative 
dementia, from the earliest to the most.severe. For 
example, the Mental Status Questionnaire (7), a brief, 
widely used assessment tool, appears to be of little or 
no value in distinguishing Global Deterioration Scale 
stages 1 to 3 (19). Similarly, most psychometric assess- 
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ments result in uniformly low scores in Global Deterio- 
ration Scale stages 6 and 7. 

In conclusion, we believe the Global Deterioration 
Scale to be a generalizable and pctentially widely 
applicable global measure for the assessment of cogni- 
tive decline secondary to primary degenerative de- 
mentia. Given the current need for such a global 
assessment instrument in the evaluation of this major 
clinical entity, we believe the scale should prove to be 
of wide utility. 
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А Current Perspective of Pseudocyesis 


BY LEWIS M. COHEN, M.D. 





Pseudocyesis is a diagnosis out of medical antiquity in 
which the physiological and psychological concomitants of 
pregnancy develop in the absence of the true gravid state. 
Along with other dramatic and polymorphous psychiatric 
disorders that were common in the 18th and 19th 
centuries, pseudocyesis appears to have decreased in 
frequency or altered its clinical manifestation in this 
century. The author discusses the reasons behind these 
changes and describes a comparable modern . 
neuroendocrine diagnosis, the galactorrhea-amenorrhea 
hyperprolactinemia syndrome. He advocates the continued 
use of the term pseudocyesis for a selected population of 
patients. (Am J Psychiatry 139:1140-1144, 1982) 





he term pseudocyesis (pseudes, false, and kyesis, 
pregnancy) was introduced in 1823 by John Mason 
Good (1) as an alternative to the pejorative connota- 
tions of older sobriquets such as spurious pregnancy, 
fatty pregnancy, hysterical pregnancy, phantom tu- 
mor, pseudopregnancy, meteorism, and typanites (2). 
‚ Pseudocyesis is a distinctive condition that was ob- 
served by Hippocrates and is recognized to affect all 
races, all nations, arid all strata of sóciety (2). Case 
reports have described its occurrence among British 
royalty, Chinese coolies, American plantation slaves, 
German hausfraus, African Zulus, and Tennessee 
mountain people. ` 


Mary Tudor, Queen of England (1515—1558) and daugh- 
ter of Henry VIIT, experienced two episodes of pseudocy- 
esis, characterized by morning sickness and abdominal 
enlargement: Historians speculate that after the pseudocy- 
esis Mary believed herself abandoned by God for having 
been too lenient on the heretics; she resolved to make 
amends and' over 300 Protestants were subsequently 
burned at the stake. (2) 


Joanne Southcott (1750—1814), the rhyming prophetess 
and fanatic leader of an English religious sect whose 
congregation numbered over 100,000 people, declared 
lierself to be pregnant with the Future Messiah when she 

* was 64 years old. Six out of nine examining physicians 
^ admitted that her symptoms in a younger woman would 
indicate approaching maternity. (2) 
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DEFINITION AND PHENOMENOLOGY 


Like other hoary relics from medical history, pseu- 
docyesis has always been an inexact term with vari- 
able diagnostic criteria (3). Its definition contains an 
organic aspect consisting of a cluster of signs and 
symptoms associated with the gravid state and a 
psychological aspect centering on the belief that one is 
pregnant. The latter has ranged from a conviction 
tenaciously maintained in the face of medical evidence 
and societal pressure, to a fleetingly considered idea, 
to an entirely unconscious thought prccess discernible 
by inference (4), psychoanalysis (5), or Denise S 
associative anamnesis method (6). | 

Тһе physiological changes in pseudocyesis (2) are, 
in order of frequency, menstrual abnormalities, 
changes in abdominal size, enlarged breasts and lacta- 
tion, sensations of fetal movement, gastrointestinal 
signs (nausea, weight gain, vomiting. and capricious ^ 
appetite), and lastly, cervical changes and uterine 
enlargement. In Fried and associates’ and Schopbach 
and associates' study (7, 8), 96% of the sample had 
menstrual abnormalities and 81% had breast changes 
and galactorrhea. 

Bivin and Klinger (2) compiled statistics on 444 
cases of pseudocyesis drawn from 20 countries and 
dating back to the 17th and 18th centuries. Since their 
1937 monograph, approximately 100 additional cases 
have been reported. Bivin and Klinger’s patients 
ranged in age from 5 to 79 years old, with the episodes 
occurring most often in subjects aged 20 to 39. Most of 
the patients were married, often for the second time, 
and were not totally naive in matters cf reproduction, 
since at least 182 (41%) had previously given birth. 
Recovery from the pseudocyesis was occasionally 
spontaneous but more often was.preceded by labor 
pains. The pseudocyesis lasted for 9 months in 4226 of 
the patients. The Baron Dupuytren (cited in reference 
2) is reputed to have admonished a mother in her 18th 
year of pseudocyesis, “I think, madam, that the best 
thing you could do would be to swallow a private tutor 
for your son, or his education will be sadly neglected.” 
Five percent of the patients had at least one recur- 
rence, including a celebrated case in which a woman 
regularly repeated a pseudopregnancy every 9 months’ 
for over 20 years. The cycle ended only with her death 
at age 51. 

Three cases of pseudocyesis in men have been 
labeled a ‘simulated pregnancy" (9), a “false preg- 
nancy” (10), and a ‘‘delusion of УСЕ (11). The 
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psychological roots of these cases were traced to the 
couvade ritual of some primitive cultures and. to 
Boehm’s concépt of parturition envy in men “cited in 
reference 9). Abdominal distention or pain was a 
common feature, as was ambiguity of sexual orienta- 
tion. 


TREATMENT 


Early investigators treated pseudocyesis with purga- 
tives, baths, curettage, massage, sürgical procedures, 
leeches, emetics, tonics, and opiates (12). In tlie 20th 
century psychotherapy became the treatment of 
choice. Psychotherapy was often supplemented with 
educational demonstrations, such as displaying pelvic 
X-rays to the patient, or through the induction of 
menstruation by parenterally administered testoster- 
one or diethylstilbestrol (13). Fried and associates (7) 
and Schopbach and associates (8) reported that merely 
revealing the true diagnosis resulted in transien: symp- 
tomi removal in 13 of their 27 patients; however, all of 
these patients had recurrences within 6 months. Su- 
perficial psychotherapy resulted in complete and last- 
ing symptom removal in 6 of the 11 patients for whom 
information was availablé. The combination of psy- 
chotherapy with testosterone injections or uterine 
curettage proved to be effective in the 5 remaining 
patients. (Some patients received more than one type 
of therapy.) 


CHANGING FREQUENCY AND MANIFESTATION OF 
PSEUDOCYESIS 


Little reliable information is available concerning 
the frequency of pseudocyesis, but it appears to have 
been more common in the past than it is today (13). 


Past Frequency 


In 1916—1917, about one new case of pseudocyesis 
was seen each month at the Lying-In Hospital of New 
York (2). In 1941 Ruthérford (12) found pseudocyesis 
at the Boston Lying-In Hospital to be ‘‘admittedly not 
a rare condition.” Schopbach and associates (8), who 
collected their data between 1946 апа 1949 at a Phila- 
delphia hospital, reported that 1 in 250 maternity clinic 
admissions was a case of pseudocyesis. Brenner (14) 
saw 21 cases of pseudocyesis during 4 consecutive 
months at the Baragwanath Maternity Hospital in 
Soweto, South Africa. He reported an incidence of 
pseudocyesis of 1 in 200 among the new antenatal 
hospital patients. 


Present Frequency in Boston 


For purposes of comparison, I contacted 8 of the 
most active obstetrical services in the Greater Boston 
area. According to the chiefs of these maternity serv- 
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TABLE 1. Occurrence of Pseudocyesis іп the Greater Boston Area, 
1977—1979 





Cases of Pser.docyesis 








Estimated 
Number per Actual 
Births per Year, Number, 
Hospital Yeár 1977-19798 1979> 
Boston Hospital for 
Women Lying In 6,000—7,000 0 0 
Beth Israel 3,500 0 0 
St. Margaret's 3,500 0 0 
Boston City 2,000 0-2 0 
Framingham Union 2,000 0 0 
Goddard 2,000 0 0 
Mount Auburn 850 0 0 
Cambridge City 700—800 3-4 1 





"Data from chiefs of obstetrics. 
‘Data from medical records. 


ices, approximately 3 to 6 cases of pseudocvesis have 
been seen each year from 1977 to 1979, and these 
occurred solely in the 2 city hospitals. A computer 
search of all of the hospitals’ medical records for 1979 
documented the existence of only 1 case (see table 1). 

To supplement these data, which were skewed 
toward patients requiring hospitalization, I queried 6 
of the most active services using ultrasound, now 
commonly employed on an outpatient basis as an 
accurate and noninvasive gynecologic diagnostic tool, 
on when they had last seen a case of pseudocyesis. 
Two of the 6 services had not seen any cases during 
the past 4 to 5 years. Three services had seen one case 
each, 4 to 6 years earlier. One service had seen a case 
2 years earlier, which was the only instance of pseudo- 
cyesis seen there in 5 years. This last patient was 
remembered for her T-shirt upon which wes embla- 
zoned, “I’m not fat, I'm pregnant." B 

While the methodology and the data collected have 
certain limitations, the results suggest a marked dé- 
cline in the diagnosis of pseudocyesis during the past 
50 to 100 yéars. In the balarice of this paper I will 
attempt to make this finding more ünderstandable. I 
will discuss three concepts—reduction, replacement, 
and refinement—that have béen distilled from the 
literature on classic hysteria, which has dealt with a 
similarly changing disorder (15, 16). 


Reduction 


Psychological symptoms may be reducec (or in- 
creased) in response to cultural and societal changes, 
Meyerson (17) has stated, ‘То explain the ircividual 
and discuss his psychology as something distinct from 
the psychology of the society . . . is, as the anz-omists 
would say, a false dissection, by which structures are 
isolated from one another artificially and their organic 
connection destroyed” (p. 271). 

The high rate of pseudocyesis among backs in 
South Africa (14) cannot be understood outside of its 
cultural context. In the populátion that Brenner stud- 
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ied, a woman's value was determined by her fertility, 
as epitómized by the custom of lobola. Lobola was the 
marriage dowry, which the bridegroom's family paid 
to the bride's family with the stipulation that she bear 
children. When progeny were not promptly forthcom- 
ing, the wife's family was required to return the lobola 
or provide another woman as a substitute. 

In America before the first part of the 20th century, 
while lobola was not the custom, there was neverthe- 
less considerable pressure on women to procreate. 
The pressure came chiefly from two sources: the 
Biblical injunction ‘Ве fruitful and multiply” and the 
mundane need for every additional pair of working 
hands. 

More recently, the procreative imperative has less- 
ened and with this there has been a reduction of the 
psychological aspect of pseudocyesis (4). Some socio- 
logical factors tha: have contributed to this change are 
the trend toward smaller families; the decreased fear 
of infant mortality: the more widespread knowledge of 
and increased familiarity with medicine, sexuality, and 
reproduction; and, lastly, the manifold contributions 
of the women's movement. The modern American 
woman whose menstrual periods cease, whose abdo- 
men enlarges, or whose breasts begin to lactate still 
logically considers the possibility that she is pregnant. 
Where. she differs from her predecessors is that in the 
event her pregnancy test is negative, this is usually 
sufficiently convincing that she permits the workup to 
proceed toward tne determination of other causative 
conditions. 


Replacement 


Pseudocyesis has been replaced by other gynecolog- 
ic and neuroendocrine diagnoses, such as the galac- 
torrhea-amenorrhéa hyperprolactinemia syndrome 
(GAHS) (18). Initially focusing on the enlarged abdom- 
inal size, clinicians began to recognize hydatidiform 
moles and other uterine, ovarian, and renal tumors and 
inflammatory processes and to differentiate these from 
pseudocyesis (19). In.1879 Meigs (cited in reference 
12) dispelled the commonly held notion of gaseous 
uterine distention with the sanguine pronouncement 
that ''air is too subtle to remain quietly locked in a 
bottle that has no cork in it." In 1894 Maryanchik 
(cited in reference 2) echoed some of the sentiments of 
his time by ascribing the increased abdominal girth to 
the "obesity of the rich and the flatulence of the 
poor." 

In'1922 when Long and Evans (20) induced pseudo- 
pregnancy in the rat by mating females with vasecto- 
mized males, they ushered in a period of animal 
observation and experimentation. Pseudopregnancy in 
rats is a condition in which the corpus luteum, which 
ordinarily involutes in 48 hours, persists for up to 16 
days. The condi-ion is similar, but not identical, to the 
luteal state of pregnancy. Pseudopregnancy has been 
induced in the rat, mouse, and rabbit by a variety of 
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methods including mechanical and electrical stimula- 
tion of the cervix, electrical stimulation of the head, 
drugs that deplete endogenous catecholamines, admin- 
istration of vitamins, sustained or massive estrogen 
treatment, transplantation of the adenohypophysis, 
and the destruction of certain hypcthalamic areas 
(21). 

In 1932 Horning (22) observed six cases of false 
pregnancy in dogs. The symptoms included abdcminal 
distention, amenorrhea, and lactation. All of the dogs 
displayed behavior consonant with maternal concern. 
They were solicitous toward an imaginary litter con- 
sisting of a rubber dog, slipper, or rag and manifested 
protective rage when approached by strangers. Moul- 
ton (21) described an analogous condition of abdomi- 
nal distention in horses. 


Prolactin 


These studies (20—22) prompted a search for the 
luteotropic hormone responsible for :he prolongation 
of the normally ephemeral corpus luteum * This search 
ultimately led to the isolation of prolactin (18). Prolac- 
tin proved to be the phylogenetically oldest pituitary 
hormone and was demonstrated to play an essential, 
or at least a synergistic, role in a number of complex 
maternal behaviors (23). Although it has not been 
conclusively shown that prolactin is the sole or pri- 
mary hormone in animal pseudopregnancy, recent 
radioimmunoassay techniques have cemonstrated ele- 
vations in serum prolactin concentration immediately 
after induction of pseudopregnancy in the rat. In 
addition, most of the induction techniques can be 
understood on the basis of their presumed effects on 
prolactin or prolactin-inhibitory factor (18). 

Clinicians were only partially successful in applying 
the findings of the animal experimental research to 
humans. While active corpus lutea were found during 
laparotomy in three cases of pseudocyesis (21, 24, 25), 
two other more recent cases were explored bv means 
of laparoscopy and no corpus lutea were discovered 
(26). 

More consonant with the animal studies was the 
finding that despite considerable vzriability in serum 
levels of gonadotropin, estrogen, and progesterone in 
pseudocyesis, basal levels of prolactin appear to be 
consistently elevated (13). This pattern is suggested in 
one older study (7) in which a prolactin-like substance 
was detected in the urine and all five patients reported- 
ly lactated and exhibited signs of increased luteal 
function. Since bioassay methods were supplanted by 
radionucleotide techniques, serum prolactin concen- 
trations have been found to be elevated in three 
patients who were evaluated (26, 271. After the diagno- 
sis was revealed to one of these patients, her abdomi- 
nal distention rapidly resolved (thrcugh the passage of 
flatus) and the increased serum prolactin concentra- 
tions decreased, although not to completelv normal 
levels (27). 
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Galactorrhea-Amenorrhea Hyperprolactinemia 
Syndrome 


One of the major endocrinological advances of this 
decade has been the elucidation of this syndrome. 
GAHS evclved from several earlier eponymic disor- 
ders (Chiari-Frommels, Argonz del Catillo, and 
Forbes-Albright) and is a classification of subtypes 
based on factors known to affect prolactin secretion 
(18). The formulation and determination of GAHS 
have been facilitated by such technological break- 
throughs as the radioimmunoassay of serum prolactin, 
the CT scen, and the hypocycloidal polytomograph. 
Transphenoidal resection of pituitary prolactinomas 
and the newly available dopamine agonist bromocryp- 
tine are among the most promising of the treatment 
modalities in current use. Data are not available to 
determine accurately the incidence of GAHS, but the 
combination of galactorrhea with amenorrhea is asso- 
ciated with hyperprolactinemia in 5096 to 70% of all 
cases and with prolactinomas in 35% to 60% of all 
cases (28). 

In common with pseudocyesis, the two cardinal 
symptoms of GAHS are menstrual disturbance and 
abnormal lactation; abdominal enlargement due to 
Obesity or water retention is also a frequent finding. In 
contradistinction to patients with pseudocyesis, pa- 
tients diagnosed as having GAHS do not usually 
believe that they are pregnant. However, a woman 
with a prolactin-producing pituitary microadenoma 
made the following statement during an evaluation. 


Bloating . . . like you get a couple of days before ...a 
menstrual period . . . a couple of days of that and it goes 
away ... your breasts swell up. You get headaches... 
you feel irritable, like you can kill somebody. It could 
happen anytime; I just start feeling lousy and then all of a 
sudden from here (gestures to upper abdomen) it's like it's 
just swollen . . . риу... sometimes I can't zip up my 
pants. I was approached one time and the lady said, “Аге 
you expecting?" Did you know that even Friday [the week 
before her hospitalization] I requested to come in here to 
have a pregnancy test 'cause I was so bloated. 


GAHS and pseudocyesis share in common a dra- 
matic response to brief psychotherapy in some cases. 
Cohen and associates (29) published a case report of a 
patient with postpartum GAHS whose lactation 
ceased, at least temporarily, following time-limited 
psychotherapy. Since then, one of my patients who 
had a 9-year history of galactorrhea, which continued 
even after transphenoidal resection of a prolactinoma, 
reported the disappearance of her symptom during a 
course of brief psychotherapy. Others (30, 31) have 
similarly documented instances in which psychothera- 
peutic counseling reversed  post-birth-control-pill 
GAHS and corrected the psychopathology. 

Examples of every subtype of the GAHS are dis- 
cernible among the cases that have been labeled in the 
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literature as pseudocyesis. These include cases result- 
ing from medications that lower serum dopamine 


' (believed to be the major prolactin-inhibitorv factor), 


e.g., major tranquilizers and reserpine (32, 35); irrita- 
tive lesions that stimulate neural control pathways, 
e.g., chronic mammary manipulation (5); and brain 
tumors involving the pituitàry or hvpothalamus, e.g., 
human chorionic gonadotropin-producing <eratomas 
(34). 


Refinement 


Our understanding of pseudocyesis as a psychiatric 
diagnosis continues to change and to become increas- 
ingly more refined. To begin with, many authors have 
noted that while pseudocyesis may afflict psvchotic or 
psychoneurotic individuals, it also may occur in peo- 
ple without evidence of psychopathology or underly- 
ing personality disturbance (2). In 1857 Schmitt (cited 
in reference 12) was one of the first to conceptualize 
pseudocyesis as a hysteria, stating, ‘‘It is as if impreg- 
nation proceeded from the brain. . . .”’ In 1822 Char- 
cot (cited in reference 12) offered a differing opinion 
with his pithy remark, ‘‘Hysteria, no; mental, yes." 

In the first two decades of the 20th century, pseudo- 
cyesis began to be viewed from a metapsychological 
stance (5, 13, 35) and was mainly unde-stood as 
representing a compromise solution, i.e., containing 
the defense against, the wish for, and the fear of 
pregnancy. While some theoreticians focused on is- 
sues of penis envy, in which the penis was equated 
with a child, pseudocyesis was also conceived of as 
symbolizing difficulties in the separation-ind viduation 
phase. The paramount importance of oral conflicts 
was similarly emphasized in the generation and perpet- 
uation of the condition. Some patients have proved <o 
be exquisitely sensitive to separation, and premature 
termination from psychotherapy was cited as the pre- 
cipitating event of their pseudocyesis (36). 

During the past 40 years pseudocyesis nas been 
listed under a variety of psychiatric nosological.cate- 
gories. Fried and associates (7) studied it as a psycho- 
somatic disorder. Brown and Barglow (33), focusing 
on the neurosecretory aspects, found relevance in the 
concepts of affective equivalents or depression. In 
DSM-III, pseudocyesis is listed as a conversion disor- 
der under the more general category of somatoform 
disorders. In Great Britain pseudocvesis was de- 
scribed in a case report as a variant of Munchausen 
syndrome (37). The case report included a protograph. 
of the patient to assist hospital personnel in reddily 
identifying her in future admissions. The physicians 
that I contacted in Boston appear to conceptualize 
pseudocyesis as being either a form of Munchausen 
syndrome or a type of monosymptomatic hypochon- 
driasis. The latter diagnosis is understandatle in light 
of the circumscribed concerns of some of :һеѕе pa- 
tients and the persistent and driven natur2 of their 
search for medical treatment. 
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CONCLUSIONS 


In this paper I have attempted to demonstrate some 
of the processes that have combined to change pseu- 
docyesis in the 20th century. Cultural and societal 
factors have led to a diminution of its psychological 
symptoms. Technological and conceptual advances 
have served to identify other disorders formerly en- 
compassed within it. GAHS, in particular, has 
emerged as the modern diagnostic category that is 
most similar to pseudocyesis. Finally, there is one 
small group of patients who continue to be labeled as 
having pseudocyesis and probably represent varia- 
tions of monosymptomatic hypochondriasis or Munc- 
hausen syndrome. Janet (38) stated about the term 
hysteria that it has ''so great and beautiful a history 
that it would be painful to give it up." This paper 
makes the same plea for the diagnosis of pseudocyesis 
and advocates its continued use for this circumscribed 
patient group. 
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Short-Term Civil Commitment and the Violent Patient 
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To explore the specificity of criteria for civil commitment 
for dangerousness, the authors examined the relaiionship 
between civil commitment for dangerousness to oihers 
under the California Civil Commitment Statute (tke 
Lanterman-Petris-Short Act) and violent acts and 
behavioral ratings made immediately after commitment. 
Using a prospective design they evaluated 84 subjects. The 
ratings of violent acts for subjects considered dangerous to 
others were no different than those of a nondangerous 
control group. The subjects considered dangerous to 
others, however, differed on several subscales of rhe Brief 
Psychiatric Rating Scale. The authors discuss the 
implications of these results for civil commitment 
proceedings. (Am J Psychiatry 139:1145—1149, 1982) 











istorically there have been two major legal bases 

for civil commitment statutes for the mentally ill: 
1) the parens patriae doctrine that the state has the 
obligation to care for those who cannot care for 
themselves and 2) the obligation of the state to keep 
the peace (1). Laws based on these doctrines have 
come under particular scrutiny recently because the 
release of chronically ill patients from state hospitals 
over the past few decades has increased demands for 
civil commitment of acutely ill psychotic patients (2, 
3). It appears that the "'freeing" of chronically ill 
mental pétients has resulted in many patients being 
repeatedlv committed for acute episodes. 

This paradox raises numerous legal and clinical 
questions. For example, the problem of recidivism 
suggests that community care facilities have been 
unequipped to provide adequate treatment to all dis- 
charged chronically ill mental patients and that a 
certain percentage of schizophrenic patients need 
long-term inpatient treatment (4). On the other hand, it 
has been argued that in some contexts patients are 
being involuntarily detained unnecessarily when they 
are in fact dangerous neither to themselves nor to 
society. The National Academy of Sciences, for exam- 
ple, claimed that the psychiatric services division of 
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the Veterans Administration (УА) hospitalizes schizo- 
phrenic patients too frequently (5). Only limited data 
have been gathered about the necessity of hospitaliz- 
ing such patients, or about their relative danger to 
themselves or to society if left free. 

Most of the data gathered to date concerning the 
necessity of hospitalizing chronically ill paients have 
been limited to long-term counts of criminal acts 
committed by patients released from the hospital. The 
ability to predict violent acts in such rcpulations 
suffers from the inclusion of many false positives. For 
example, some of the best work could ideatify up to 
80% of released subjects who would commit a violent 
act after their release. However, the procedures used 
in this work labeled as potentially violent 2 patients 
who would not commit a violent act for every 1 who 
would (6). 

Monahan (7-9) argued that difficulties arise in the 
prediction of violence in such populatioms for two 
reasons. First, criminal acts are rare even in psychotiz 
populations. Second, the current use of the potential 
for violence as grounds for commitment centers 
around short-term predictions in brief involuntary 
commitments rather than the long-term outcomes 
studied in most research. Monahan suggested that data 
should be gathered regarding short-term predictions іс 
acutely ill populations. Monahan noted that this may 
be difficult because one cannot simply observe z 
patient predicted to be violent in his or her nature? 
surroundings and then take а ‘Бойу count." Howev- 
er, one may approximate this situation by comparing 
patients who have been identified as dangerous t> 
others according to civil commitment stetutes wita 
patients not identified as dangerous to othzcs in rele- 
tionship to violent behavior exhibited in tae hospite] 
immediately following commitment. 

This study examines the use of the Califcrnia Civil 
Commitment Statute (the Lanterman-Fetris-Short 
Act) in relation to *'dangerousness" of mental pë- 
tients. The act was introduced in 1969 to ^rovide fcr 
time-limited involuntary treatment of individuals who 
need psychiatric aid but are unwilling or unable to 
accept it. It was designed to replace a commitmert 
statute that provided nonspecific commitment criteris 
and indeterminate terms for commitment with morz 
specific criteria for and exact duration of commitment 
(1). 


The law works in the following manner. After evalu- 
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ation by a peace officer or authorized medical profes- 
sional, or with probable cause or court order, a patient 
may be committed for a 72-hour period for evaluation 
and treatment on ore or more grounds. These grounds 
are 1) danger to others, which is based on the obliga- 
tion of the state to keep the peace, 2) gravely disabled, 
and 3) danger to self. Grounds 2 and 3 are based on the 
parens patriae doctrine. Provided there is evidence for 
continued impairment, the 72-hour commitment may 
be followed by a 14-day certification period and after- 
wards by a year-long conservatorship, if necessary, 
for gravely disabled patients; a second 14-day period 
and, potentially, conservatorship for patients danger- 
ous to self; or a 90-day postcertification procedure for 
patients who are still considered dangerous to others. 
Both conservatorship and the 90-day postcertification 
procedures require court hearings. 

Although there is a sizable body of literature exam- 
ining human violence (10), few studies have specifical- 
ly examined the relationship between civil commit- 
ment statutes and subsequent aggressive acts. Since 
enactment of the Lanterman-Petris-Short Act in 1969, 
only two studies have been published examining its 
use (11-13). One study (11, 12) examined the frequen- 
cy of use of the 90-day postcertification process and 
found that it was used rarely. No attempt was made to 
study the validity of commitments for dangerousness 
to others. The other study (13) examined criteria used 
in 23 habeas corpus hearings requested by subjects 
demanding release from commitments for dangerous- 
ness to others. This study found inconsistent use of a 
wide range of criteria for release. No attempt was 
made to interview ihe patients or provide behavioral 
measures of mental illness or dangerousness. Thus it is 
particularly unclear whether the intent of the act to 
provide more specific criteria for commitment on a 
gravely disabled (parens patriae) versus dangerous- 
ness-to-others (keeping the peace) doctrine has been 
achieved. Such information is of general interest be- 
cause most states' civil commitment statutes regarding 
"dangerous"' mental patients are now quite similar to 
the Lanterman-Petris-Short Act (14). 

We decided to examine the relationship between the 
act's classification of dangerousness to others and the 
occurrence of acts that indicate dangerousness to 
others within the Lospital in the week following the 
initial commitment. 


. 


METHOD 


The study was conducted on the Psychiatric Intensive Care Unit 
of the УА Medical Center, Palo Alto, Calif. This 20-bed unit 
receives all involuntary admissions to this medical center. Data 
were collected prospect:vely on 84 patients over a 6-month period. 
Three main sets of varizbles were analyzed: 

1. Grounds for involuntary commitment. Legal classification was 
determined from patients’ original involuntary commitment papers. 
Each patient was rated as having been admitted as dangerous to 
others or as not dangerous to others. The latter classification 
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included gravely disabled and dangerous-to-self admissions, singly 
or together. The dangerous-to-others classification included sub- 
jects admitted only because they were considered dangerous to 
others or were considered dangerous to others and dangerous to self 
and/or gravely disabled. 

2. Brief Psychiatric Rating Scale (BPRS). The BPRS was used to 
assess psychiatric impairment on admission. This measure consists 
of 18 rating scales as well as summary scores. The BPRS has been 
used in many psychiatric studies, especially in research ол drug 
efficacy, and has been shown to be a reliable measure :hat is 
sensitive to differences among patient groups (15). Raters were a 
psychiatrist and a trained research assistant. Interrater rel-ability 
was greater than .90 (Pearson correlation). 

3. Ward behavior measure. Instances of assault-related behavior 
on the ward were recorded for the day of admission anc for 7 
successive days. Nursing staff are required to chart such incidents 
on all shifts and to list these in summary reports. A modification of a 
scale developed by Dr. John Lion (personal communication, 1979) 
was used to analyze these reports. Rated behavior included episodes 
of physical assaults against other patients or statf, verbal assaults 
against other patients or staff, days in which seclusion was required, 
and days in which four-point restraints were required. Because the 
number of episodes of violence on the ward rapidiy declined after | 
week, data beyond the first week were not included in the analyses. 


RESULTS 


Forty-six of the patients (55%) had been involuntari- 
ly admitted as dangerous to others, and 38 (45%) had 
not been admitted under that category. Participants’ 
ages ranged from 19 to 64 (mean=32.3, SD=10.0). . 
Sixty-two (74%) were white, 17 (20%) were black, and 
5 (6%) were in other ethnic groups. Thirty-four (40%) ` 
had been diagnosed as having paranoid schizophrenia, 
15 (18%) as having chronic undifferentiated schizo- 
phrenia, 10 (12%) as having schizoaffective schizo- 
phrenia, and 9 (11%) as having a manic-depressive 
disorder. The remaining patients fell in other diagnos- 
tic categories. There were no significant differences 
between the groups on these variables, but there was a 
trend for more patients considered dangerous to others 
than patients not considered dangerous to others to 
have received a diagnosis of paranoid schizophrenia 
(х2=3.00, df=1, p<.10). 

Table 1 presents the comparison of dangerous- and 
nondangerous-to-others groups on the ward bekavior 
measure. Mann-Whitney U tests were used to com- 
pare scores because of their skewed frequency distri- 
butions. The two study groups did not differ on any of 
the behavior measures or on the summary measure of 
assault-related ward behavior. When ward bekavior 
scores were dichotomized to indicate simply the pres- 
ence or absence of an assault-related behavior, com- 
parison of the groups by chi-square tests also yielded 
nonsignificant differences but showed trends for the 
group considered dangerous to others to have a higher 
number of violent incidents. For example, 65% of this 
group had at least one rated event during the first week 
of hospitalization; 47% of the group not considered 
dangerous to others had one such event. 

Only one significant difference was found on the 
BPRS according to two-tailed t tests between subjects 
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TABLE 1. Assault-Related Events on the Ward During the First 7 Days of Hospitalization for 46 Patients Involuntarily Admitted as Dangerous to 
Others (DO) and 38 Patients Involuntarily Admitted but Not Considered Dangerous to Others (NDO) 





Number of Occurrences 


Patients with One or More Occrrrences 














DO NDO DO NDO 
Event _ Меап SD Mean SD N 76 к % 
Physical assaults 0.43 0.96 0.34 0.97 12 26 5 16 
Seclusion for dangerousness to others required 0.65 1.10 0.97 1.82 17 37 2 11 
Four-point restraints required 0.32 0.70 0.32 0.70 12 26 5 21 
Verbal assaults 2.00 2.28 1.47 2.05 28 61 15 47 
Sum of events 3.41 4.22 3.11 4.97 30 65 15 47 





TABLE 2. Brief Psychiatric Rating Scale (BPRS) Scores for 45 Patients Involuntarily Admitted as Dangerous to Others (DO) and 34 Patients 


Involuntarily Admitted but Not Considered Dangerous to Others (NDO)* 





Legal Status 








Ward Behavior 


Patients with One or More 





Patients with No 











DO NDO Assaultive Events (N=47) Assaultive Evers (N=32) 

BPRS Scale Mean SD Mean SD Mean SD Mean £i 
Somatic concern 2.93 1.20 2.53 1.30 3.04 1.33 2.33 C.96 
Anxiety® 3.80 0.87 3.37 1.38 3.89 1.07 3.20 1.:0 
Emotional withdrawal 3.27 1.25 3.09 1.46 3.04 1.26 3.40 1.43 
Conceptual disorganization® 3.84 1.40 3.79 1.84 4.21 1.60 3.25 L41 
Guilt 2.69 1.55 2.65 1.41 2.65 1.52 2.68 1.24 
Tension? 3.87 1.06 3.76 1.58 4.06 1.18 3.46 1.39 
Mannerisms* 2.84 1.60 2.53 1.52 3.00 1.65 2.2& L33 
Grandiosity* 3.60 1.80 3.32 1.80 3.91 1.71 2.84 L7 
Depressive mood 2.84 1.54 2.88 1.34 2.61 1.39 3.21 L47 
Hostility*- e 4.31 1.33 3.24 1.62 4.36 1.34 3.05 153 
Suspiciousness* 3.91 1.31 3.38 1.58 3.98 1.42 3.25 1.:9 
Hallucinations 3.36 1.72 3.82 1.95 3.82 1.89 3.15 1.67 
Motor retardation¢ 2.16 1.35 2.18 LH 1.82 1.07 2.65 1.34 
Uncooperativeness 3.56 1.18 3.00 1.46 3.42 1.19 3.15 1 50 
Unusual thought contente 4.02 1.41 3.71 1.84 4.27 1.44 3.31 1 £7 
Blunted affect 2.71 1.12 3.06 1.56 2.68 1.35 3.12 1 26 
Excitement? 3.47 1.70 3.00 1.88 3.85 1.74 2.40 147 
Disorientation 1.51 1.22 1.91 1.40 1.74 1.42 1.58 111 
Total score* 58.69 10.42 55.00 13.29 60.42 11.79 31.93 9 70 





*BPRS scores were not available for 1 patient considered dangerous tc others and 4 patients not considered dangerous to others. 
*Patients who had one or more assaultive events had a significantly higher score on this item (p«.05). 

*Patients who hac one or more assaultive events had a significantly different score on this item (p<.01). 

"Patients who were admitted as dangerous to others had a significantly higher score on this item (p<.05). 

*Patients who hac one or more assaultive events had a significantly higher score on this item (p«.001). 


who were and were not considered dangerous to 
others (see table 2). There was no difference between 
groups on the other 17 BPRS scales or on the total 
BPRS score. 

It was of interest to us to determine whether BPRS 
scores were related to ward behavior. When the 
subjects were dichotomized into those having at least 
one ratable violence-related episode versus those 
without such episodes, there were several significantly 
different BPRS scores (see table 2). 


DISCUSSION 


The hypothesis that involuntary admission to a 
mental hospital on the basis of dangerousness to 
others is unassociated with dangerous behavior in the. 
hospital was not rejected by our results. Similarities 


between patients considered dangerous to otaers and 
those not considered dangerous to others we-e found 
in the number of violent acts and violence-related 
events as well as in demographic characteristics such 
as age and diagnosis. These groups differed on only 
one BPRS scale, the rating of hostility. There was no 
difference between the groups on the other psrchiatric 
status variables assessed on the BPRS. 

Results on the ward behavior measure suggest that 
patients labeled dangerous by legal criteria were no’ 
different in the extent of their dangerous behavior on 
the ward than were patients labeled nondangerous by 
these same criteria. Because involuntary commitment 
under the '*dangerous'"' classification is in part based 
on the anticipated likelihood that an individual will 
engage in future harmful acts, this finding warrants 
attention. It appears that although the Lan:erman- 
Petris-Short Act was written to provide differe v crite- 
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ria for dangerousness to self in contrast to dangerous- 
ness to others anc grave disability, patients in fact 
committed under tnese criteria differ little in danger- 
ousness in the hospital. 

One methodological explanation for the present 
results should be considered: that our data analyses 
had low statistical power, which made it unlikely that 
differences would attain statistical significance. The 
power of an experiment is determined by the number 

‘of subjects in the experimental groups, the chosen 
level of significance (alpha—.05, .01, for example), 
and the degree of association between experimental 
variables iri the population. For example, in fourfold 
contingency tables such as those used to compare the 
ward behaviors of patients who were and were not 
considered dangerous to others, effect sizé can be 
expressed as the square of the fourfold poirit correla- 
tion coefficient (phi) between the two dichotomous 
variables. Effect size in this case may be interpreted as 
the proportion of variance shared by legal classifica- 
tion and each dichotomized ward beliavior measure. 
For the sake of argument, let us assume that we would 
want our statistical test to ‘detect ari overlap of 10% of 
the variance between legal status and the presence or 
absence of each ward behavior. (This degree of over- 
lap is equivalent to a correlation of .316.) The statisti- 
cal power of the present analysis may then be calculat- 
ed (16). Given the number of 84 subjects in our study, 

- an alpha level of .05, and the assumed 10% overlap in 
the population, the probability that our statistical tests 
would have reached significance is .83. In other 
words, given the level of association that we feel 
would be meaningful to detect.between legal classifica- 

tion and ward behavior, the present analyses had an 

83% chance of finding such a relationship in each chi- 
square analysis. 

An alternative computation of the statistical power 
of our analyses may be undertaken according to the 
procedure of Fleiss (17); on the basis of the percéntage 
of patients showing dangerous acts in the dangerous- 
to-others and nondangerous-to-others groups. To do 
this it was necessary to assume that the percentage of 
dangerous acts obtained in the population of both 
groups of patients was the same as that obtained in our 
samples (65% and 47%, respectively, for the sum of 
events data from table 1). With an alpha of .05 and an 
averaged number per group of 42, the power of a 
statistical test for detecting this difference in. propor- 
Поп is approximately .46. On the basis of this method, 
in which exact population proportions are hypothe- 
sized, we had about a 1-in-2 chance of rejecting the 
null hypothesis. 

Given a ldrge enough sample size, апу difference 
between groups, no matter how small, is likely to 
produce. statistically significant results. So it may be 
that with a larger number of subjects, some of our 
results which just missed significance would become 
significant. On the other hand, the lack of significance 
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with the present number suggests that whatever differ- 
ences exist in the ward behavior and psvchiatric status 
of patiénts who were and who were not considered 
dangerous to others are not of large magnitude. The 
final implication is that although the dichotomy be- 
tween these two groups of patients has serious impli- 
cations for incarceration, it appears to be paralleled by 
small differences in behavior on the ward after admis- 
sion. 

A number of interpretations may be advanced for 
our results on the ward behavior measure. First, these 
findings may suggest that the procedures and medica- 
tions used on the ward for managing assaultive pa- 
tients were effective in inhibiting dangerous behaviors. 
Ward staff are highly experienced in both assessing 
and responding to the potential for violence, and it 
may be that staff members were able to defuse vio- 
lence-related behaviors before they could occur. If this 
is the case, staff behavior may have reduced the actual 
level of assault-relatéd behavior for patients admitted 
as dangerous to others from. that which might have 
been expected to a level similar to that of patients not 
considered dangerous to others. Second, it may be 
that the experience of being involuntarily incarcerated 
influenced patients’ likelihood of engaging in danger- 
ous behavior on the ward. It has been observed that 
the experience of involuntary detainment is a stressor 
that causes some patients to reassess the conse- 
quences of acting out. Third, it may be that patients’ 
dangerous behaviors before admission were directed 
at particular individuals who were not available as 
stimuli for and targets of violence in the ward setting. 
In other words, within the confines of the ward 
environment, the people who provided the stimulus to 
dangerousness for these patients were not present. 
The obsérvation that dangerous acts may be triggered 
by particular individuals has influenced ward policy 
regarding visits by such individuals. 

A fourth hypothesis suggested ty our behavioral 
findings is that. the behaviors. of the two groups of 
patients were not dramatically different before admis- 
sion. For example, it may be that both groups of 
patients had manifested similarly psychotic behavior, 
but that those admitted as dangerous to others had 
been in situations in which their aczions were labeled 
as: dangerous to others, whereas those admitted as not 
dangerous to others had been in s:tuations in which 
equivalent behaviors were not labeled as dangerous to. 
others. Thus the differencé between admissions as 
dangerous or as not dangerous to others may not have 
had so much to do with previous behavior as with the 
labeling of behavior. Recent reports have been con- 
cerned with the impact of such lab2ling processes on 


decisions about whether to hospitalize or to Jail partic- .^ 


ular dangerous individuals (18). 

A retrospective study of 59 pacients admitted as 
dangerous to others to a Massachusetts VA facility 
found that these patients were significantly more likely 
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to commit an assault during hospitalization than a 
control group (19). However, these results are not 
directly comiparable to those of the present study 
because all but 5 of the 59 matched control patients 
had been voluntarily admitted. 

Our BPRS findings suggest that the psychiatric 
correlates of the admission classification of dangerous 
to others may be different from the psychiatric corre- 
lates of essaultive behavior оп the ward. In a previous 
paper (20) we reported that a.number of BPRS scales 
were significantly associated with inpatient violent 
behavior. For example, total BPRS scores and scale 
scores for grandiosity, excitement, unusual thought 
content, anxiety; and conceptual disorganization were 
significantly correlated with total ward behavior 
scores. In the present data, using an expanded sample 
of patients, we replicated these relationships. Howev- 
er, none of these BPRS variables was found to signifi- 
cantly distinguish between legal.groups. The one 
BPRS scale that yielded significant results according 
to legal status in our current analyses was hostility. 

We may wonder why observed hostility alone of the 
BPRS measures was associated with involuntary ad- 
mission for reasons of dangerousness, whereas many 
other psychiatric ratings are associated with the occur- 
rence of dangerous behavior on the ward. One set of 
hypotheses may be advanced concerning the judgment 
process in the decision to commit a person as danger- 
ous to others. It seems reasonable to assume that the 
individuals who make such decisions are particulaily 
responsive to hostility as an indicator of dangerous- 
ness. To the extent to which this is true, hostility in 
conjunction: with some minimüm level of psychotic 
behavior may be viewed by these health professionals 
апа peace officers as a sufficient predictor of imminent 
danger to others to justify involuntary detention. Our 
findings, however, suggest that hostility mav not be 
the only factor correlated with dangerousness on the 
ward. 5 

One possible implication of this set of results is that 
there are other cues in addition to hostility that could 
be used to improve the assessment of dangeroüsness 
in the inpatient situation. These would include. indica- 
tors of psychosis, such as conceptual disorganization, 
and indicators of agitated behavior. Thus the present 
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data sügbesi thát more valid short-term assessment of 
dangerousness of inpatients might be тайз if factors in 
addition to manifest hostility were taken into account. 
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Prevalence and Characteristics of Mania i in Chinese Inpatients: 


A Prospective Study 


BY YAN SHAN-MING, M.M.S., CHEN DEYI, B.M., 
AND MICHAEL ALAN TAYLOR, M:D. 





Of 1,730 consecutive admissions to an acute inpatient 
psychiatric unit in China, 155 (8.9%) satisfied two sets of 
research diagnostic criteria for mania, a figure 
significantly greater than those previously reported in 
China. The authors studied 108 of these patients and found 
that their clinical characteristics were similar to those of 
Western pátients; their response to treatment was excellent 
and their course benign. Their first-degree relatives had a 
high morbidity risk for affective disorder and a low 
morbidity risk for schizophrenia. The authors discuss the 
implications of their findings in China, where the use of 
lithium is uncommon because of the impression that mania 
is rare in China. (Am J Psychiatry 139:1150-1153, 1982) 


[ anic-depressive illness is generally considered to 

be raré in China, and there are féw reports 
concerning this disorder in current Chinese psychiatric 
literature. One recent article from a leading Chinese 
psychiatric center (1) identified 702 patients with man- 
ic-depressive illness out of a total of 57,356 consecu- 
tive admissions (1.2%), and a recent survey (2) report- 
ed a 276—396 prevalence of affective disorder in Chi- 
nese psychiatric admissions. Some Chinese psychia- 
trists (3) think that this paucity of manic- -depressive 
illness in China compared with Western countries is 
the.result of causes other than the discrepancy be- 
tween two cultures in the concept of manic-depressive 
illness. However, the low prevalence of manic- depres- 
sive disorder might be more apparent than real, since 
no study on this subject using modern research diag- 
nostic criteria has been done in China. 


METHOD 


This prospective study from July 1977 to September 1980 was 
done on an acute treatment inpatient psychiatric unit of Zhenjiang 
Psychiatric Hospital, China. The hospital was established nearly 30 
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years аро, and the department of psychiatry consists of a large 
outpatient division and six 50-bed wards, each staffed by four 
psychiatrists. The hospital serves a catchment area of 5 million 
people. 

All consecutive new admissions (not restricted to first йө) 
were included for stüdy except those patients with incomplete index 
admission information or who were lost to follow-up. All patients 
were Chinese. | š 
. Using a seis ictüred interview, we recorded for each patient 
the following variables: demographic characteristics, age at first 
onset of illness (critéria of Baker and associates [4]), index episode 
signs and symptoms, family history of psychiatric illness, treatment 
response, and follow-up, data. 

.To facilitate the comparison of our data with даса from Western 
couniries, all patients included for study had to meet two sets of 
research. diagnostic criteria for mania: 1) Taylor and Abrams’ 
criteria (5) (a through d required—a. hyperactivity, b. rapid or 
pressured speech, c. euphoric, expansive, or irritable mood with a 
brodd affect, d. no evidence of coarse brain disease, no medical 
illness known to produce psychiatric symptoms, no past or present 
psychostimulant drug abuse); and 2) the St. Louis criteria (6) (a 
through c required—a. euphoria or irritability, b. a: least.two of the 
following: hyperactivity, push of speech, flight of ideas, grandiosity, 
decreased sleep, distractibility, с. at least a 2-week course before 
admission.to hospital, without preexisting psychiatric illness). 

We obtained family history from the proband and from first- 
degree relatives and/or close friends. We .used semistructured 


.interviews and Winokur's criteria (7) for affective disorder and 


schizophreriia. Diagnosis of relatives was made without knowledge 
of the proband diagnosis. Because of the rare occurrence of drug 
abuse, alcoholism, and homosexuality in China, we focused on the 
major psychoses in family members. Morbidity risks were calculat- 
ed with the abridged Weinberg method (8). Risk periods for affective 
disorder and schizophrenia were identified as 15—60 and 15-40 years ` 
of age, respectively, 

Patients received various somatic treatment modalities aczording 
to doctor's choice. Some began taking lithium, and others began 


‘taking neuroleptics orally or parenterally. Those who failed. to 


respond to one of these drugs received them later in combination. 
ECT was reserved for the most severely ill patients or for those who 
did.not respond to psychotropics. Response at discharge was rated 
on a 4-point global scale (remission, marked, modérate, or minimal 
or none) by agreement among ward psychiatrists, who were un- 
aware of the research diagnosis. 

The follow-up period ranged from 8 to 46 months after index 
discharge (average-20 months). The follow-up study was done 
through direct interviews with the patients and contact with their 
relatives. and friends. Interviewers were blind to the original ѓе- 
search diagnosis and used a semistructured interview schedule. 
Patients who lived outside the city were miailed a structured 
questionnaire. In this phase of the study we focused.on history after 
index discharge (subsequent course) and present psychiatric status, 
work function, and social relationships: Psychiatric stacus was 
defined as good if the patient was asymptomatic : or had minimal 
residual symptoms only discernible by close reiatives; fair if the 
patient had moderate symptoms tolerable in the family and work 
unit and was not in need of rehospitalization; or poor if- the patient 
had severe symptoms or was in full relapse, in need of rehospitaliza- 
tion, or already rehospitalized. Work function was defined as good if 
the patient had returned to previous work, or was working full-time 
or nearly full-time and had no or slight reduction of working ability; 
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fair if the patient was doing part-time or some comparatively simple 
work; or pocr if the patient was unable or almost unable to work. 
Social relationships were defined as good if the patient had normal 
or nearly normal social relationships; fair if the patient had some- 
what inappropriate but still tolerable social relationships; or poor if 
the patient had unacceptable and intolerable social relationships. At 
the end of the follow-up period, we evaluated the pattern of the 
entire course of the illness and classified it as episodic or fluctuating/ 
chronic according to the criteria of Spitzer and Endicott (9). 

We also determined the stability of the original diagnosis over 
time. Information indicating that the patient had been we:l over the 
entire interval after discharge or had relapsed, having either a 
recurrence of symptoms or signs of depression, was regarded as 
concordant (10) with the original diagnosis of mania. If some new 
symptoms had developed that traditionally are deemed schizophren- 
ic (mood-incongruent delusion or hallucination, Schneiderian first- 
rank symptoms, marked thought disorder, catatonic behavior, emo- 
tional blunting) or if the patient became disintegrated in personality, 
the stability of the original diagnosis over time was rejected. 


RESULTS 


During the study period 1,730 patients were admit- 
ted, and 153 (8.9696) of them satisifed both sets of 
research criteria for mania. This figure is over 14 times 
higher than the prevalence of mania at Zenjiang hospi- 
tal during the 34-year period before the study, when 
nonresearch criteria were employed (11 manic patients 
out of 1,813 admissions or 0.61%; x^—138.31, df=1, 
p«.001). 

We had incomplete index admission or follow-up 
information for 47 of the 155 manic patients, leaving a 
final sample of 108. The male to female ratio (67 men 
to 41 women) in our sample differs from that in other 
reports (11-14) but reflects the fact that Zenjiang 
hospital has more beds for men than for women. 
Adjusting the sampling based on equal numbers of 
beds for both sexes (corrected ratio) results in a male 
to female ratio of 0.8, which is similar to previous 
studies (11-14) reporting an excess of female manic 
patients. 

The mean index age (31.51 years) of the sample was 
comparatively younger than that reported in other 
countries (11-15) but corresponds with the hospital's 
general psychiatric admission population, which con- 
sists mostly of young persons. The mean age at illness 
onset for the sample (24 years) and the peak period of 
onset (20—30 years of age) were consistent with West- 
ern samples (16). The mean episodes of illness per ill 
patient year (0.71), the mean episodes of mania and 
depression per patient (4.16 and 1.37, respectively), 
the mean total number of episodes (5.53), and the 
mean lifetime duration of illness (7.74 years) were also 
consistent with those reported for Western samples (5, 
11-14). | 

There were more unipolar manic patients in the 
sample (N —35; 32.4%) than reported in some studies 
(13, 17), but our results are comparable to those of 
Abrams and Taylor (15), in which nearly one-third of 
50 cases were unipolar manic patients. Seventy-three 
patients (67.696) were biphasic. 
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TABLE 1. Frequency of Symptoms in Chinese Manic Fatients and in 
American Manic Patients 














Chinese Taylor end 
Sample Abrems «11) 
(N=108) (N=52) 
Symptom N % N % x 
Mood disorder 108 200 52  10C 0 
Irritable 96 88.9 42 8C.& 1.95 
Euphoría and : 
expansive 94 87.0 50 9€.3 3.24 
Labile/depressed 69 63.9 15 28.8 17.288 
Hyperactivity 108 100 52 10€ 0 
Rapid/pressured speech 108 100 52 10 0 
Flight of ideas 4 38, 352 40 7€.9 24.47» 
Grandiosity (may be 
delusional) 80 74.0 31 5€.6 3.45 
Assaultative/threatening 
behavior 84 77.8 24 4€.1 14.258 
Auditory hallucination 14 12.9 25 4t.1 23.489 
Other hallucinations 2 19 22 42.3 45.05 
Apophanous (delusional) 
phenomena 34 3.5 32 61.3 13.08* 
Distractibility 18 16.7 14 2.55 3.18 
Decreased sleep 101 93,5 — 
Head decorations 17 15.7 17 32.7 6.03 
Singing/dancing 41 37.9 17 32.7 0.42 
Nudity/sexual exposure 25 23.1 12 5.1 0 
Loosening of association 29 26.9 14 2.55 0.09 
Fecal incontinence/ Ў 
smearing 9 8.3 10 19.2 3.98¢ 
Confusion 2 L9 17 32.7 31.904 
First-rank symptoms 4 3.8 6 1..5 3.68 
Catatonia 0 7 13.5 12.15 
ар<.01. 
bpz.01. 
°р=.04. 
4р<.002. 


єр<.001. 


When we compared the frequency of various symp- 
toms of our sample with those of Taylor and Abrams' 
sample (11), we found that the frequency of those 
traditionally accepted as characteristic of mania was 
similar, although the American sample exh:bited more 
hallucinations, delusional phenomena, catatonia, fecal 
smearing, and confusion (table 1). In fact, several of 
these symptoms were present in only a very small 
number. of Chinese patients and, as a rule, subsided 
with the resolution of the mood disturbance. When a 
"schizophrenic" symptom outlived the mood compo- 
nent, the patient was reclassified as raving schizo- 
affective disorder, which may, in part, explain the 
differences in symptomatology between the two sam- 
ples. 

Table 2 displays response to ‘‘doctor’s choice" 
treatment for our sample compared with two Ameri- 
can samples. The three samples асе strikingly similar, 
with most patients enjoying a marked improvement or 
remission. 

Table 3 displays the follow-up data indicating that 
individual and global outcome results were favorable. 
Twelve patients had a recurrence of symptoms during 
the follow-up period, and each received a follow-up 
study diagnosis of affective disorder. Ninety-nine pa- 
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TABLE 2. Treatment Response at index Admission in Chinese Manic Patients and in Two Samples of American Manic Patients? 








Chinese Sample 








Treatment N Treated  % Responding? 
Lithium 34 100 
Lithium and neuroleptics 47 96 
Neuroleptics 0 

ECT alone or with drugs 27 89 
Total 108 95 


American Samples 
Taylor and Abrams (11) 








Taylor and Associates (14) 











N Treated % Responding? N Treated % Responding 
17 88 14 86 
28 89 67 88 
3 67 14 79 
3 100 14 86 
51 88 109 85 





aNo significant differences between samples. 


*Percent showing marked response to treatment or remission as determined by a global rating scale. 


TABLE 3. Follow-Up Rating of 108 Chinese Manic Patients on Three 
Outcome Measures 














Psychiatric Work Social Combined 

Status Function Relationships Outcome 

Rating N % N % N % N % 
Роог 15 13.9 17 15.7 14 13.0 46 14.2 
Fair 19 17.6 30 27.8 20 18.5 69 213 
Good 74 685 61 56.5 74 64.5 209 64.5 





TABLE 4. Morbidity Risk Юг Affective Disorder and Schizophrenia in 
First-Degree Relatives of 100 Manic Probands? 


First-Degree Corrected Relatives Morbid 
Relatives Ne with Disorder Risk (%) 
Parents (N=200) 
Affective disorder 142 17 11.97 
Schizophrenia 198 0 0 
Siblings (N=266) . : 
Affective disorder 134 8 5.97 
Schizophrenia 145 2 1.37 








‘Insufficient family data for the other 8 probands. 
*Corrected for age of relatives (age of risk= 15-60 years for affective disorder 
and 15-40 years for schizophrenia). 


tients (91.7%) had an episodic course consistent with 
typical manic-depressive- illness (18, 19). Those who 
alternated frequently from one pole to another (i.e., 
rapid cyclers) tended to exhibit a fluctuating/chronic 
course (N=9; 8.3%, but this was not significantly 
different from patients with less frequent episodes. 
Table 4 displays the family data, which indicate an 
excess of manic-depressive illness in the first-degree 
relatives of the manic probands, whereas few second- 
ary cases of definite schizophrenia were found. Sec- 
ondary cases for other disorders included sociopathy 
(N=4), neurosis (N=5), epilepsy (N=1), and oligo- 
phrenia (N=2). There were no secondary cases of 
alcoholism, drug abuse, or homosexuality. 


DISCUSSION 
Our results clearly indicate that the prevalence of 


mania among Chinese psychiatric inpatients is greater 
than that previously reported in China (1, 2) and is 


consistent with hospital prevalence razes in Western 
countries (5, 14, 20). The demographic characteristics, 
phenomenology, treatment responsivity, course of ill- 
ness, and family risk for illness of our sample also are 


. typical of other samples of manic patients (5, 14, 17- 


21). 

These findings have important implications for re- 
search efforts and clinical practice in Chiaa. Chinese 
psychiatric care and research have focused on schizo- 
phrenia and neglected affective disorder because of its 
presumed rarity. Indeed, nearly 80% of psychiatric 
patients in China receive a diagnosis of schizophrenia 
(2). Our study, in which patients were required to 
satisfy two different sets of research cr:teria, not only 


confirms the underdiagnosis of mania in China but 


suggests that the actual prevalence of mania may be 
even higher than we have reported, ~ 

The underdiagnosis of manic-depress:ve illness with 
concomitant overdiagnosis of schizophrenia had been 
the béte noire of psychiatry both in China and in some 
Western countries (11, 13, 21, 22). The introduction of 
lithium into therapeutic use has had a striking impact 
upon diagnostic understanding and practice (23). A 
recent survey of lithium therapy in China (24) revealed 
that the administration of this drug is gradually becom- 
ing more popular than before. Other recent publica- 
tions (22, 23) indicate that reevaluation of psychiatric 
diagnostic philosophy and practice is taking place in 
China. All these reflect the endeavar by Chinese 
psychiatrists to keep pace with world psychiatry. 
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Psychiatric Records: Variations Based on Discipline and Patient 
Characteristics, with Implications for Quality of Care 


BY BARRY B. PERLMAN, M.D., ARTHUR H. SCHWARTZ, M.D., MARTIN PARIS, M.D., M.P.H., 
JOHN C. THORNTON, PH.D., HARTON SMITH, AND RONNA WEBER, PH.D. 





In this study of the delivery of outpatient psychiatric care 
to Medicaid patients at all 29 free-standing psychiatric 
clinics and at six hospitcl clinics in New York City, the 
authors found that nonphysician mental health workers 
provided much direct patient care; diagnosis and 
identifying data, necesscry for reimbursement, were 
always included in records, whereas mental status and 
medical history were poorly documented; and 
nonphysicians in hospitals generally surpassed physicians 
in the latter two areas. Ап additional observation was that 
attitudes of mental health workers toward certain 
diagnostic and ethnic groups may be inferred from the 
selective completeness cf their psychiatric record keeping. 
(Am J Psychiatry 139:1154-1157, 1982) 


uality control is acknowledged to be a focus of 

the Medicaid program, as evidenced by the man- 
dated review of professional services. For example, 
Medicaid regulations in New York City state that 
when a physician treats a Medicaid patient, ‘‘both 
thereby consent for the program to review pertinent 
records to 1) substantiate the delivery of services and 
2) evaluate the quality and necessity of such services" 
(1). This contractual relationship is not unique among 
third-party payers. To our knowledge, no measure of 
quality has met with universal acceptance (2-7). Fun- 
damental to medical auditing is the assessment of 
records according to predetermined criteria. 

In this paper we report on the delivery of outpatient 
psychiatric care at hcspitals and free-standing clinics 
under the aegis of New York City Medicaid. Specifi- 
cally, we address the question of which professional 
disciplines provide actual patient care and in what 
proportions. We also document the adherence by 
discipline to mandated standards of record keeping. 
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METHOD 


We obtained data in New York City from all 29 free-standing 
psychiatric clinics and from a nonrandom but representative group 
of 6 hospital outpatient psychiatric clinics equally divided among 
university hospitals, nonuniversity hospitals with residency pro- 
grams, and nonuniversity hospitals without residents. It was neces- 
sary to exclude from consideration hospitals audited within the past 
year, those that did not separate psychiatric billing гот other clinic 
billings, and those that billed by direct compute- line without a 
complete printout of patient diagnoses. For each hospital and free- 
standing clinic, we collected all psychiatric outpatient claims filed 
with New York City Medicaid for a 3-month per:od during 1977. 
Only charts of patients aged 18 or older were acceptable for audit. 
At each hospital we chose random samples of 20 patient records, 
while at the clinics we selected 10 charts for this study. (Of the 
potential 410 charts, 6 were not available.) 

The charts were reviewed and scored accordinz to a 35-item 
checklist that reflected Medicaid requirements about information to 
be gathered during a patient's first three visits to a provider. The 
maximum score possible was 39 (see appendix 1). The items 
represented the minimum data set felt to be nezessary to good 
clinical care according to a panel of independent consultants to the 
Medicaid program. Fulfillment of these minimal criteria was “ап 
absolute prerequisite for the continuance of Medicaid reimburse- 
ment” (1). The 35-item checklist was grouped into 6 categories— 
identifying data, present history, medical history, mental status, 
diagnosis, and therapeutic plan. Additional descr ptive data were 


gathered, including prior inpatient or outpatient treatment, sub- 


stance abuse, diagnosis at the end of the first three visits, and the 
professional discipline of the primary provider. The diagnoses were 
based on those listed in D$M-II and were grouped in the following 
way: psychoses (including schizophrenia [295], major affective 
[296], paranoid states [297], and other psychoses [298]), neuroses 
[300], personality disorders [301], alcohol [303] and drug depen- 
dence [304], and other diagnoses. е 


RESULTS 


The data gathered in this study make clear the fact 
that basic information mandated by Medicaid is being 
omitted from patient charts. Table 1 shows that of 289 
charts reviewed from the 29 free-standing clinics, the 
mean total score (4 SEM) was 21.3+.404 or 55% of the 
maximum possible score, and the mean total score 
(+SEM) for the 115 charts reviewed from the 6 
hospital psychiatric outpatient clinics was 25.323-.834 
or 65% of the maximum. This differerce between 
mean total scores for the hospitals and clinics was 
statistically significant (Student's t test, t=4.83, 
df=402, p<.0001). There were no significant differ- 
ences between hospitals affiliated with medical 
schools and those without such an affliation (Dun- 
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TABLE 1. Mean Scores of Chart Completeness for 29 Independent 
Clinics and 6 Hospital Clinics, by Checklist Category 
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TABLE 2. Mean Scores of Chart Completeness tor 29 Independent 
Clinics and 6 Hospital Clinics, by Diagnosis 





Clinic Charts Hospital Charts 








(N=289) (N=115) 
% of % of Maxi- 
Maxi- Maxi- mum 
. Mean mum Mean mum Possible 
Category Score Score Score Score Score 
Totala 21.3 55 25.3 65 39 
Identifying data 3.9 98 3.8 95 4 
History». 7.6 63 8.6 72 12 
Mental statuse 4.9 41 7.6 63 12 
Medical history 1.2 30 1.6 40 4 
Therapeutic plan 2.8 47 2.9 48 6 
DSM-II 
diagnosis? 0.9 90 0.9 90 1 





*Checklist items 1-35. 

*Checklist items 5-15. 

*Checklist items 19-30. 
*Checklist item 31. 


can's multiple range test). The individual clinics were 
ranked according to mean total score and according to 
amount of yearly payments received per clinic. The 
two rankings were. then compared and no statistically 
significant correlation was found between mean scores 
and amount of payments received annually (r,— — .242, 
Spearman rank-order correlation coefficient). Hospital 
and clinic mean scores for identifying data and com- 
pletion of DSM- П diagnosis were high, whereas the 
Scores for mental status and therapeutic plan were 
lower. The least amount of data was provided for 
medical history, which was recorded only 40% of the 
time in hospital charts and 30% in the clinics. The niost 
notable disparity between ‘hospitals and clinics in 
records occurred for mental status items. The mean 
mental status score for clinics was 41% and for hospi- 
tals 6396. This difference was significarit (Student's t 
test, t=5.87, df=402, p<.0001). 

Table 2 presents data on the completeness of rec- 
ords at hospitals and clinics according to diagnostic 
category. At the hospitals; scores for psychoses, neu- 
roses, and personality. disorders were coniparable. 
However, wher the diagnosis was drug dependence, 
including alcoholism, the mean total scores for charts 
dropped to little more than half the maximum obtain- 
able. In contrast, the clinic scores were equally incom- 
plete across each of the diagnostic groupings. Only 1% 
of the patients seen in clinics were abusers of alcohol 
or other substances, while 10% of the patients at the 
hospitals fell into this category. 

We found no patient.sex differences in | record keep- 
ing at either hospitals or clinics. At the hospitals there 
was a trend toward less thorough record keeping in the 
charts of Hispanic patients as contrasted with those of 


black and white patients. (À table presenting these. 


data is available from the authors on request.) This 
trend was not observed in the records of the free- 
standing clinics. The quality of record keeping was 





Clinic Charts 





Hospital Charts? 





% of % of 
Maxi- Maxi- 
Mean mum Meen mim 
Diagnosis М Score Scores М Score Scorer 
Psychosis 75 23.2 59 42 28.0 71 
Neurosis 70 21.6 55 17 24.8 64 
Personality . 
. disorder 57 22.0 56 15 23.0: 74 
Alcohol and i 
drug abuse 4 22.3 57 12 20.6 53 
Other 83 . 189 | 48 11 26 5 68 





aThe maximum possible total score was 39. 
*Eighteen hospital charts did not indicate patient diagnosis; the.r mean score 
was 19.2, or 49% of the maximum score. 


essentially unaffected by history of prior psychiatric 
treatment. 

With regard to the question of who provided direct 
care for psychiatric patients, our data revealed that iri 
hospital outpatient clinics physicians were involved 
with 43% and social workers with 34% of the patient 
contacts, with the remainder provided by workers in 
other disciplines, including psychologists and nurses. 
In the free-standing clinics physicians acccunted for 
9% of patient contacts and social workers 56%. Physi- 
cians in the hospital setting scored lower glcbally and 
in almost every category than did other providers. 
Scores for medical history data were extremely low— 
less than 50% in all cases except for M.S.W:s, who 
scored 50%, and Ph.D.s, who scored 6826. Within the 
context of the free-standing clinics, physicians scored 
soméwhat higher than other providers. Again, little 
attention was given to medical history, although physi- 
cians did score better than did other providers. (Tables 
presenting detailed data for hospitals and clinics are 
available from the autliors on request.) 


DISCUSSION 


Although good record keeping certainly.coes, not 
guarantee good clinical psychiatric care, it is difficult 
to minimizé the obstacle that poor record keeping 
poses for clinical excellence. Within an institutional 
setting where therapist constancy is often not main- 
tained, good case notes become imperative. Although 
to our knowledge the relationship between quality of 
care arid record keeping has not been doczumented'in 
psychiatry, it has been commented on in other medical 
areas. Investigators in the field have shown tha: good 
medical records are directly related to good clinical 
care (8, 9). 

In a study of streptococcal pharyngitis, Long and 
Rogers (10) found that medical steps necessary for 
diagnosis were performed more often than they were 
recorded. If a step was recorded they found tha: it had 
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always been performed. This finding may imply that 
quality of care is superior to what might be expected 
from.a review of the records. The power of this 
correlatiori has yet тс be determined; and some ques- 
tion the relationship entirely (11). Just as previous 
work (12) has shown.that data submitted to Medicaid 
'are of limited use for research purposes, we found that 
actual psychiatric files are similarly limited because 
large amounts of necessary information are often not 
included: 

Regardless of the discipline, clinical record keeping 
is more often than not largely incomplete. -Of great 
concern is the fact that in the areas of mental status 

‚апа medical history, in which psychiatrists would be 
expected to demons:rate expertise, their records were 
not -invariably more complete than those of their 
nonphysician counterparts. In fact, in the hospital 
setting they were generally the most deficient disci- 
pline with respect to these areas of record keeping. 
This finding is consistent with those from studies 
which compared tae. recording of patient. data by 
physicians and other workers in the health field (13). 
Indeed, it is striking that those items consistently 
récorded—i.e., identifying data and diagnosis—are the 
very ones to which reimbursement is linked. The lack 
of attention given to the noting of therapeutic. plans is 
unfortunate, since the objectification of goals gives the 
clinician guidelines against which to determine the end 
point of treatment. A recent report (7) revealed that 
patients spend similar lengths of time in treatment with 
their current psychiatrist regardless of diagnosis, 
which might not be.the case if a clear delineation 
of what is to Бе accomplished in treatment were 
made. 

Although comparable amounts of time may be ex- 
pended on patients regardless of diagnosis, it may be 
possible to infer provider attitudes toward particular 
groups of patients from their records. This hypothesis 
finds support in the fact that at hospital clinics with 
sizable numbers of drug-dependent patients, including 
alcoholics, the charts for this group were less complete 
Шап were records of patients with psychóses, neuro- 
ses, or personality disorders. It is possible that the 
relative lack of attention to the case récords of these 
patients indicates an attitudinal bids toward them by 
health professionals. 

In the same vein, we noted an interesting trend at 
the hospital clinics, where there was less complete 
record keeping for Hispanic than for black and white 
patients. The discrepancy i in this case тау not reflect 
attitude so much as language barrier. In two studies of 
the private psychiatric sector (7; 14), foreign medical 
graduates (FMGs) provided a disproportionate amount 
of care to Medicaid patients; in addition, 43% of the 
FMGs were trained in Spanish-speaking countries and 
80% of their Medicaid patients were Hispanic. The 
implementation of the Health Professions Educational 
Assistance Act of 1979 threatens to deprive Hispanics 
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of an avenue for treatment in the private sector in the 
absence of solid institutional alternatives. — . 

Further research is needed to corroborate the impli- 
cations posed by this study. Given the large amounts 
of care provided by nonphysician mental health work- 
ers, if future court decisions are to follow the prece- 
dent established i in the recerit Virginia court decision 
in favor of the unique position of psychiatry: (15), 
psychiatrists ought to be able to demonstrate clinical 
superiority. 
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APPENDIX 1. Checklist of Information to be Gathered on Fatients to 
Meet Medicaid Requirements? 


Identifying Data 
1. Age 
2. Sex 
3. Ethnicity 
4. Chief complaint 
Present History Data 
Present illness.as it relates to chief complaint 
5. Phenomena 
6. Duration 


*[tems 12, 16, 32, and 33 were rated on a 3-point scale (0-not present, 
1=present, 2—adequate description). All other items were rated on a 2-point 
scale (1» present, 2=adequate description). 
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7. Timing (when symptoms occur) 20. Intellect 
8. Work situation 21. Mood/affect 
9. Consequences on present life situation (i.e., work, family) 22. Hallucination | 
10. Present living situation (i.e., marriage, children, place) 23. Delusion 
11. Vegetative signs (i.e., changes in sleep, weight, appetite, 24. Reality testing 
libido) f І : 25. Judgment 
Psychiatric history D 26. Insight 
12. Condition, treatment, response 27. Speech or thinking 
13. Development (something about growing up) - 28. Thought content 
14. Education (i.e., highest grade) 29. Object relations 
15. Family history of psychiatric illness 30. Motor · 
Medical History Data | 31. Diagnosis 
16. Medical, surgical, neurologic illness and treatment Therapeutic Plan Data 
17. Alcohol 5 ` 32. Тһегару 
18. Nonmedical drugs . И 33. Medication 
Mental Status Data 34. Goals 


19. Orientation 35. Prognosis 
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The Future of Child Psychiatry as a Medical Discipline 


BY FELTON EARLS, M.D. 





There is a shortage of caild psychiatrists; at the same 
time, efforts to establish comprehensive care health 
resources for families ard children are increasing. To 
ensure that child psychiatry keeps pace with broader 
changes in medical care. the author recommends that the 
distribution and practices of child psychiatrists be 
examined and that the therapies used be evaluated. The 
structural relationships of child psychiatry training 
programs to medical school départments of psychiatry and 
pediatrics and to the specialty examining boards also need 
reappraisal. Discussion of these issues within and outside 
child psychiatry should ke stimulating and useful to the 
field's future. (Am J Psychiatry 139:1158-1161, 1982) 


Aen estimate of the number of physicians re- 
quired over the next decade reveals that the 
shortage in the field of child psychiatry is greater than 
in any of the 33 other medical specialties éxamined (1). 
At the present rate of training and productivity, the 
projected supply of child psychiatrists in 1990 would 
meet only about 45% of the estimated 9,000 needed 
(2). This rate of increase represents part of a trajectory 
begun in 1962; since then the number of child psychia- 
trists has tripled. The need for more child psychiatrists 
must be addressed, but it is also important to acknowl- 
edge other changes that have influenced child psychia- 
try—the community mental health movement, primary 
care, behavioral pediatrics, prépaid health insurance, 
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multispecialty practices, and state and federal man- 
dates to identify and provide care for physically, 
educationally, апа emotionally handicapped children. 

Despite distinct ideological and substaative differ- 
ences in the training and practice of child psychia- 
trists, the literature of the field reflects little evidence 
of critical debate. To sustain the rapid growth of child 
psychiatry, however, debate is vital. One of the most 
provocative and stimulating papers in the field was 
published 30 years ago by David Levy (3). Levy's 
criticism was based on his view that the allegiance of 
child psychiatry to the mental hygiene movement 
represented a fundamental problem to growth in the 
field. Child guidance, he argued, contributed to the 
diffusiori and dilution of child psychiatry as a medical 
discipline. This was evident in the isolation of child 
guidance clinics from general psychiatric and pediatric 
services, and in the blurring of professional role 
boundaries between psychiatrists, psychologists, and 
social workers. 

Many of the issues Levy addressed are as relevant 
to the future vitality of child psychiatry now as they 
were then. In this commentary I will critically examine 
the state of child psychiatry, focusing on the issues of 
training, therapeutic interventions, and the distribu- 
tion and deployment of child psychiatrists. In the 
present context of development in the fizld of child 
psychiatry, each of these issués is being greatly influ- 
enced by concurrent developments i in nonpsychiatric 
medical settings. 


INFLUENCES OF NONPSYCHIATRIC SETTINGS 


Family practice, primary care, neighboraood health 
centers, and community mental health centers have 
created a variety of medical settings and have decen- 
tralized hospital care. The concept of community 
medicine has become a legitimate area within academ- 
ic spheres, and there. is little doubt abou: consumer 
acceptability. Child psychiatry has historically been 
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more community-based than other fields of medicine; 
however, in failing to build a strong hospital base, 
child psvchiatry—much more than other medical spe- 
cialties, including general па зуење: periph- 
eral to medicine. 

Recent studies in the United States (4, 5) and in 
Great Britain (6) indicate that children with primary 
mental health diagnoses compose 496-1096 of the 
populations served by general practitioners, pediatri- 
cians, and other primary care clinicians; this is likely 
to increzse substantially over the next decade. As 
pediatricians, general psychiatrists, and family practi- 
tioners become more proficient in recognizing and 
treating behavior disorders in children, they enter an 
area that has been more completely at the command of 
child psychiatry. Although this is entirely appropriate 
in the context of general changes taking place in 
medical practice, child psychiatrists are all too often 
only marginally involved. This is not a singular criti- 
cism of child psychiatrists, however. Throughout the 
20-year history of the community mental health move- 
ment there has been a mandate to improve and expand 
services for children, yet little has been achieved in 
this direction. 


DISTRIBUTION AND DEPLOYMENT OF CHILD 
PSYCHIATRISTS 


Very little is known about the distribution of child 
psychiatrists in the United States; even less is known 
about variations in their practices. The few available 
manpower studies of psychiatrists have not discrimi- 
nated general psychiatrists from child psychiatrists (7). 
The fact that child psychiatrists are vastly underrepre- 
sented in such surveys may be due to the fact that their 
professional affiliations and practices are in settings 
not ordinarily targeted in manpower surveys of general 
psychiatrists (e.g., pediatric hospitals, child guidance 
clinics). 

To overcome this problem, a specific manpower 
survey of child psychiatrists is necessary to examine 
deployment and distribution in terms of the demo- 
graphic characteristics of populations served, as well 
as other social and economic indicators. The Mental 
Health Demographic Profile System prepared by the 
National Institute of Mental Health (NIMH) provides 
an excellent resource for this purpose (8). 

The American Academy of Pediatrics recently pub- 
lished a national manpower study of pediatricians (9) 
providing a comprehensive model for a similar survey 
of child psychiatrists. This is the first edition in a series 
of biennial updates covering a range of topics, includ- 
ing demographic data on pediatric populations, utiliza- 
tion of health care, frequency of presenting problems, 
costs and sources of payment for care, and workloads, 
expenses, and incomes of physicians. 

When a manpower survey of child psychiatrists is 
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conducted, it will be important to consicer the influ- 
ences of consultation services to heaith and communi- 
ty agencies. These often include not only direct serv- 
ices to children but training and teaching activities as 
well. It is difficult to monitor a workload distributed 
among activities such as office practice and work in a 
child guidance clinic, hospital апа school consulta- 
tions, and the training of nurses and chilc care work- 
ers. With the growing sophistication of primary care 
and family medicine, demand for such services is 
likely to increase at the same time that ckild psychia- 
trists are confronted with new demands for account- 
ability. It is imperative that, through t-aining and 
continuing education, child psychiatrists be prepared 
to take on these responsibilities. 


TRAINING 


Currently, the positioning of academic child psychi- 
atry within medical centers is a functicn of Iccal 
influences as well as past affiliations with child guid- 
ance centers, children's hospitals, genera. hospitals, 
public mental institutions, psychoanalytic institutes, 
and research laboratories. Although all specialties 
adapt to the particular needs of the health czre setting 
in which they are established, there is protably much 
more variety and, on the whole, a much less satisfac- 
tory state of affairs witkin child psychiatry than in 
other medical specialties. 

The degree to which child psychiatry as a subdisci- 
pline is separated logistically and academizally from 
general psychiatry needs systematic reappréisal within 
academic centers. There is much to gain тот child 
psychiatry’s alliance with both pediatrics ad general 
psychiatry. Nevertheless, preserving equelly strong 
academic and clinical links to both specialty areas will 
ultimately be self-defeating. 

Several years ago a conference of dis-inguished 
psychiatrists failed to settle the matter о? whether 
child psychiatry should be firmly integrated iato gener- 
al psychiatry training or function more as an academic 
collaborator (10). Should general psychiatry residents 
do a rotation in the separate discipline cf child psychi- 
atry or should they learn it throughout the three or four 
years of their training, much as they are expezted to do 
with psychopharmacology? General psychiatry, more 
typically than not, is an ambitious heading for what in 
most programs is 'adult" psychiatry. Residents sel- 
dom spend more than 1096-1596 of their time working 
with children despite the fact that even in our 
‘graying’ society children constitute fully a third of 
the population. 

Child psychiatry must also stimulate and coordinate 
more basic research in the neuroscienzes, develop- 
mental psychology, and epidemiology; otherwise, 
training programs will lack vitality. An encouraging 
signal of this new direction is reflected in recent issues 
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of the Journal of the American Academy of Child 
Psychiatry. 

Not to be overlooked are the continuing needs 
served by the existence of a separate specialty examin- 
ing board in child psychiatry. This structural compo- 
nent in the training of child psychiatrists tends to 
create more of a psychological and professional barrier 
between general and child psychiatry than is warrant- 
ed. The percentage of child psychiatrists who are 
Board certified in child psychiatry is quite small, 
probably not much more than 10%-20%, although this 
figure is increasing. Many child psychiatrists appear to 
be satisfied with the merits of passing general psychia- 
try Boards (which contain a range of questions on 
child development and psychopathology). An alterna- 
tive arrangement, similar to that existing in pediatric 
neurology, might be to incorporate aspects of the child 
psychiatry examinaton into the general psychiatry 
examination for cand:dates who want to demonstrate a 
special competence in work with children. 


Training issues raised here are relevant to circum- 


stances in child psyzhiatry in the United States. In 
Canada and several European countries, specialized 
training in child psychiatry is also provided, although 
the content of curricula, strategies for training, and 
rules for accreditation differ. For most countries out- 
side Western Europe and North America the number 
of child psychiatrists is exceedingly small and training 
in child psychiatry hardly exists. This is an ironic 
situation because more than 80% of the world's chil- 
dren live in such areas. The pursuit of an international 
perspective in the field is timely. No doubt it would 
have considerable bearing on determining the need for 
and preparation of child psychiatrists. 


DIAGNOSIS AND TREATMENT 


An issue fundamental to all of the concerns raised 
thus far has to do with the function of diagnosis and 
the efficacy of treatment in child psychiatry. Current- 
ly, there are at least four nosologies in common use in 
the field (DSM-III and 11-13). It is hoped that through 
clinical and epidemiological studies over the next 
decade, a consensus will be reached on which of these 
systems represents the most accurate set of assump- 
tions and criteria about psychiatric disorders in chil- 
dren. 

Diagnoses are prescriptions for intervention, but the 
efficacy of treatments in child psychiatry has received 
much too little systematic evaluation. Little progress 
has been made since the controlled trial of Eisenberg 
and associates in 1961 (14), which compared three 
drug regimens and psychotherapy in hyperactive and 
neurotically disturbed boys. That study demonstrated 
the beneficial effects of stimulant medication for hy- 
perkinetic boys and relatively little benefit from psy- 
chotherapy over a brief follow-up period. In a subse- 
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quent trial (15) these investigators demonstrated that 
neurotic children benefited from brief psychotherepy 
but not from drugs. Recently, Kolvin and associates 
(16) published work demonstrating the superiority of 
school-based group psychotherapy over other thera- 
peutic techniques for disturbed children. 

In many centers psychiatrists and other therap:sts 
continue to uncritically use an eclectic approach, 
combining family-centered, parent-centered, and/or 
child-focused psychotherapies; drug therapy; and the 
enhancement of social and education skills. Documen- 
tation of successful interventions should be a tireless 
pursuit in child psychiatry no less than in any other 
medical discipline; its Jack lends an unscientific pos- 
ture to the profession. 


CONCLUSIONS 


Many of the issues discussed in this paper are 
currently undergoing review by Project Futtre of the 
American Academy of Child Psychiatry. It is hoped 
that the recommendations of the various committees 
constituting this project will provide consiructive criti- 
cism and new directions so needed in the field. A 
fundamental point argued here is that given the small 
number of child psychiatrists, the limited number of 
training programs, and shrinking resources, diversity 
is not likely to be beneficial to the immediate needs of 
the field. Until all of the issues raised in this paper 
have been adequately addressed, the training of child 
psychiatrists is much more likely to benefit academi- 
cally from a secure base within a general psychiatry 
department rather than through multiple departmental 
affiliations. А similar conclusion was reached after a 
review of 84 child psychiatry training programs con- 
ducted by the Psychiatry Education Branch of NIMH 
a few years ago (17). 

Such an affiliation would probably stimulate clinical 
and research activities as well as benefit training. 
Overcoming its marginal status in relation to medicine 
should not, however, mean that child psychiatry will 
yield on its historically derived investment in commu- 
nity welfare. Indeed, given current developments in 
primary care, child psychiatry now has the opportuni- 
ty to reaffirm its leadership in this area. 
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Lecithin in the Treatment of Mania: Double-Blind, Placebo- 


Controlled Trials 


BY BRUCE M. COHEN, M.D., PH.D., JOSEPH F. LIPINSKI, M.D., AND RICHARD I. ALTESMAN, M.D. 





The authors report double-blind, placebo-controlled trials 
of pure lecithin in the treatment of mania. Asin 
preliminary trials, lecithin appeared to be nontoxic and 
effective. Improvemeni with lecithin was significantly 
greater than improvement with placebo in five of the six 
patients studied. The concurrent use of anticholinergic 
agents did not prevent the antimanic effect of lecithin. The 
authors discuss the possible mechanism of action of 
lecithin, including cholinergic and membrane-altering 
effects. (Am J Psychiatry 139:1162-1164, 1982) · 





here is evidence that, in general, mood is under 

cholinergic as well as adrenergic control and that, 
in particular, cholinomimetic agents are antimanic (1— 
3). Specifically, studies have demonstrated the anti- 
manic effects of centrally acting anticholinesterases 
(2-5). Almost all of these studies have used physostig- 
mine, which is short acting, and it remains unclear 
whether all of the symptoms of mania respond to 
cholinomimetic agents and whether longer-acting cho- 
linomimetics would be useful in the clinical treatment 
of mania. At present, centrally active anticholinester- 
ases with longer half-lives are not readily available. 
We have proposed the use of lecithin (6), the dietary 
precursor of choline, which, on ingestion, has been 
shown to increase choline and brain acetylcholine 
formation (7, 8), as = long-acting cholinergic agent for 
the experimental treatment of mania. Lecithin has 
been used in such a fashion in the treatment of tardive 
dyskinesia (9, 10) and Alzheimer's disease (11, 12). 
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In an earlier report (6), we described the successful 
use of pure lecithin in the treatment of mamia in open 
trials. Pure lecithin appeared to be effective and non- 
toxic in those trials. А case report of the successful 
long-term treatment of bipolar disorder with lecithin 
has since appeared (13). We have followed these 
earlier studies with double-blind, placebo-controlled 
trials of lecithin in the treatment of mania and report 
on the first results of these trials at this time. Initially, 
we asked whether controlled trials would confirm that 
lecithin is antimanic. Studies cf the course, relative 
potency, and specificity of the effects of lecithin and 
studies of its mechanism of action must await and 
follow such confirmation. 


METHOD 


The six patients participating in the study had been consecutively 
admitted to the McLean Hospital inpatient research units run by 
staff of the Laboratories for Psychiatric Research. All but one 
subject (patient 3) received a DSM-III diagnosis of bipolar disorder, 
manic phase. Patient 3 had full manic episodes and a family history 
of bipolar disorder but also had chronic psychotic symptoms at 
times when he was free of affective symptoms. Thus he received a 
DSM-III diagnosis of schizoaffective disorder. All patients partici- 
pating in the study had been on a stable medication regimen or had 
received no medications for over 1 month before admission and 
remained on this stable regimen throughout the course of the study. 
Thus, there were no concurrent treatment changes to confound the 
comparison of treatment periods with lecithin and placebo. Patients 


were evaluated in the hospital for several days and then received : 


placebo lecithin preparation for 3 days in addition to their ongoing 
medications. Ratings of clinical state in all patients remained stable 
in this baseline period. Subsequently, patients reczived alternating 
trials of lecithin and placebo, with the treatment of the initial trial 
determined randomly to obviate time effects. These ‘‘on/off’’ trials 
continued through two lecithin and twc placebo periods whenever 
possible; three subjects (patients I, 3, and 5) had two trials each with 
lecithin and placebo. The initial lecithin and placebo trials with 
patient 1 were 14 days long, but since lecithin appeared to have an 
effect in several days, trials were reduced to 1 week in length. 
(Details of the trials are available from the authors.) Preliminary 
determinations of plasma and erythrocyte choline following lecithin 
treatment in these patients bave been reported elsewhere (14). 
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Lecithin (purchased from the American Lecithin Company) was 
soy phosphatide NC 95 (formerly Phospholipon 100) and was more 
than 90% pure phosphatidyl choline. Lecithin was given dissólved in 
ethanol and mixed with ice cream in a dose of 10 mg three times a 
дау. Placebo was a mixture of cod liver and castor oil, food coloring, 
and ethanol mixed with ice cream. Patients, nursing staff who 
supervised the patients' ingestion of lecithin and placebo, and staff 
who ratéd patient improvement were blind to which treatment 
patients were receiving. Neither patients nor staff blind to the 
preparations given felt they could identify when lecithin or placebo 
was being given or when a changeover had occurred. Patients were 
rated tliree times weekly using the Brief Psychiatric Rating Scale 
(BPRS), a measure of a variety of symptoms (15), and the Global 
Assessment Scale (GAS), a general measure of clinical state (16): 
Improvement in'each treatment period was determined by linear 
regression performed using all of the rating points in that period. 


RESULTS 


` Patient characteristics and medication regimens are 

presented in table 1. Initial BPRS scores averaged 57 
(range, 11-81), and initial GAS scores averaged 31 
(range, 9443). With lecithin, patients improved an 
average of 19 points (range, 13—25) on the BPRS and 
17 points (range, 9-25) on the GAS. As in the previ- 
ously described open trials (6), no patients experi- 
enced toxic side effects with lecithin. On the average, 
there was no improvement with placebo, as might be 
expected in individuals receiving no medications or on 
stable medication regimens that had not prevented 
relapse. Three subjects (patients 1, 2, and 4) worsened 
during placebo periods that followed periods of leci- 
thin administration. Figure 1 presents rates of clinical 
change rather than absolute clinical change so that 
trials of different lengths can be directly compared. 
Using paired t tests, we found that the difference 
between periods of lecithin and placebo treatment was 
significant whether clinical change was measured by 
BPRS (t=3.68, df=5, p=.02) or GAS (t=4.30, df=5, 
p=.009). If only those patients with clear bipolar 
disorder are considered, the effects of lecithin versus 
placebo remain significant, with clinical change again 
measured by the BPRS (t=4.95, df=4, p=.015) and 
GAS (t=6.66, df=4, p=.003).-For patients receiving 
more than one trial with lecithin, there were no 
differences in rates of clinical change between similar 
trials. Furthermore, there was no evidence that any 
particular symptom or group of symptoms responded 
more or less favorably to lecithin. In each patient, 
hallucinations and delusions responded to the same 
degree as affective symptoms чиш Ше period of 
lecithin treatment. 


DISCUSSION 


Lecithin appeared to have a clear therapeutic effect 
in five of the six patients studied. In each of these 
cases, improvement with lecithin was considerably 
greater than improvement with placebo. One subject 
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TABLE 1. Characteristics and Medication Regimens of Six Manic 
Patients Treated with Lecithir 





р Age : 
Patient (years) Sex Medication 
1 23 Male Haloperidol, benzzropine 
А : mesylate 
2 18 Male Haloperidol, trihexyphenidvl 
3 26 Male Perphenazine, trihexyphenidyl, 
` lithium carbonate 
4 33 Female None 
5 41 Female Lithium carbonate 
6 40 Male ' Chlorpromazine 





FIGURE 1. Mean Individual Rates of Clinical Change for Six Manic 
Patients During the Periods Each Received Lecithin ard Placebo? 
Lezithin 


Placebo Placebo 


Lecithin 


MEAN RATE OF CLINICAL CHANGE 
(points/day) 





BRIEF PSYCHIATRIC 
RATING SCALE 


GLOBAL 
ASSESSMENT SCALE 


3Patients are numbered as in table 1. Tre average daily clinical слапре for all 
patients with each treatment is indicated by the horizontal bars 


(patient 3), who responded cnly marginally be-ter with 
lecithin than with placebo, had an atypical psychotic 
syndrome. Unfortunately, it is unclear at this point 
how patient 3 should be classified or even whether 
individuals such as he have only one illness. It would 
be useful to study the effects of lecithin further both in 
patients with bipolar disorcer and in patients with 
other psychoses to determine the disease specizicity of 
the therapeutic effect of lecithin. 

In a similar vein, it is important to repeat that 
lecithin appeared to ameliorate all-of the symptoms of 
mania, including hallucinations, delusions, and inco- 
herent speech, in 5 of the patiznts studied. This action 
is similar to the general antips ychotic effects of physo- 
stigmine recently reported ir. patients with atypical 
bipolar disorder (17). Clearly, more patients need to be 
studied before it can be concluded tha: lecithin has a 
general effect on the manic syndrome rather than a 
specific effect on mood. However, the preliminary 
evidence suggests that lecithn is brcadly effective 
against the syndrome of mania, not just the symptom 
of euphoria. Furthermore, patient 1 had some symp- 
toms of depression in addition to a full manic syn- 
drome during his lecithin trials. All of his symptoms, 
including his depressive symptoms, improved with 
lecithin. Unlike phy oe ee Q, 3) and choline (18, 
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19), lecithin did not lead to the appearance of depres- 
sive symptoms in any of the patients studied. 

These findings are at best suggestive regarding the 
mechanism of action of lecithin versus physostigmine 
or choline. It should be noted that several of the 
patients in these trials were receiving anticholinergic 
agents; however, this did not seem to prevent the 
apparent therapeutic effects of lecithin despite the fact 
that such agents should act in opposition to acetylcho- 
line beyond the point of the presumed action of 
lecithin to stimulate acetylcholine release. It is, of 
course, possible that lecithin does not act as a cholin- 
ergic agent, but by other means—for example, as a 
membrane-altering agent. Lecithin is a major constitu- 
ent of cell, including neural, membranes, and exposure 
to lecithin has been noted to cause changes in neuro- 
transmitter receptor availability in cell membranes (20, 
21). Future studies of the membrane effects of lecithin; 
the serial and concurrent treatment of patients: with 
lecithin and physostigmine-to gauge whether these 
agents have similar, additive, or synergistic : effects; 
and comparative trials of lecithin with or without 
concurrent anticholinergic agents to test whether anti- 
cholinergic agents specifically block the effects of 
lecithin will help answer this question. 

Finally, it is too early to tell whether lecithin will 
have long-lasting beneficial effects for any patients or 
will become an accepted agent in clinical treatment. In 
the few patients treated thus far, trials were short and 
no comment can be made regarding maximal possible 
effect or tolerance. In the subject (patient. 1) who 
received the longest trial, improvement was limited, 
but improvement has been limited for this patient with 
all forms of treatment. Longer trials of lecithin will be 
necessary to answer. these questions as well. 
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Amoxapine: Neuroleptic As Well As a 


BY BRUCE M. COHEN, M.D., PH.D., PETER @ HARRIS, M.D., PH.D., RICHART I. ALTESMAN, M.D., 


“AND JONATHAN О. COLE, М. р. 





Amoxapine, a new antidepressant, is the N-desmethyl 
analog of loxapine, a neuroleptic. There have been reports 
' suggesting that amoxapine itself or its metabolites have 
neuroleptic as well as antidepressant properties. With in 
_ vitro studies using a radioreceptor assay for neuroleptics, 
the authors found that amoxapine—and one of its 
_ metabolites in particular (7-hydroxyamoxapine)—have 
| potent neuroleptic-like activity. Furthermore, blood 
specimens from patients receiving amoxapine showed the 
presence of neuroleptic activity in the same assay. The 
authors note the implications of these findings for gauging 
the benefits and risks of treatment with amoxapine, — 
including the risk of neurologic effects. (Am J Psychiatry 
139:1165-1167, 1982) 





moxapine is a recently introduced tricyclic anti- 

. depressant that, like many new psychopharma- 
ceuticals, is enjoying a burst of popularity (1-4). 
Chemically, amoxapine is the N-desmethyl derivative 
"of the antipsychotic (neuroleptic) drug loxapine; that 
` is, amoxapine differs from loxapine only in having one 
less methyl group (1, 2). 

An important question is whether the similarity 
between amoxapine and loxapine goes beyond their 
shared chemical structure. Specifically, is amoxapine, 
like- loxapine, a neuroleptic? In several papers, Gelen- 
.. berg and associates (1, 5, 6) have presented evidence 

“that it is, noting.that amoxapine, like neuroleptics, 

leads to a hyperprolactinemia (sometimes with galac- 
torrhea) (5, 7) and is associated with neuroleptic-like 
acute extrapyramidal side ‘effects (parkinsonism, 
akathisia, and dystonias) (1). In animal studies, amox- 
apine, like neuroleptics, induces catalepsy (8, 9). Fur- 
thermore, 1- hydroxyamoxapine, a metabolite of 
amoxapine, ‘has been shown to behave like a neurolep- 
"tic in blocking dopamine-stimulated adenylate cyclase 
and competing for the putative neuroleptic (dopamine 
D) receptor (9, 10). However, although 7- mon: 
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moxapine is a major metabolite of amoxapine in the rat 
and has also been detected in the blood of human 
subjects receiving amoxapine (11), it тау not be a 
major metabolite of amoxapine in man. and the 
amount of material witk neuroleptic activ:ty in: the 
blood and tissues of patients receiving amoxapine is 
disputed (1, 9). i 

The direct determinaticn of whether patients receiv- 
ing amoxapine have clinically significant amounts of 
substances with neuroleptic activity in their blood 
could help to resolve the remaining: controversy on 
this issue (1). This determination can be made by the 
use of a radioreceptor assay for neuroleptics. As 
described elsewhere (12—18), the radicrecep‘or assay, 
using competition for binding to a neurolep:ic-specific 
receptor, provides a sensitive and. Specific test for the 
neuroleptic potency of compounds in vitro or for the 
presence of neuroleptics in blood ог tissue. 


METHOD 


АП 85 subjects in this investigation were inpatient: at McLean 
Hospital or the White River Junztion Veterans Adminiztration (VÀ) 
Hospital and gave written informed consent as apprcved by each 
hospital’s institutional review Eoard. АП received опу. one of the 
medications of interest (neuroleptic or tricyclic antidepressant) and 
had received no other medication for at least 1 month. When blood 
was drawn, all patients has beer on the same dose-of medication for 
at least 1 week. 

Blood was drawn into heparinized Venojet (Kimle Terumo) 
evacuated tubes in the morning 12 hours after the last medication 
was received. Plasma was separated by centrifugation. stored in the 
dark at —20° С, and assayed within 7 days. Plasme neuroléptic 
activities were determined by adding aliquots of plasma. to the 
radioreceptor assay for neuroleptics. 

Estimations by the radioreceptor assay of neuroleptic activity in 
blood and of ‘neuroleptic activity of compounds iz vitro were 
performed as described elsewhere (15—18). Briéflv, the radiorecep- 
tor assay for neuroleptics was performed with tritiated. spiroperidol 
(final concentration, 150 pM) as reference ligand, (+) butaclamol 
(final concentration, 100 рМ) to define specific binding. and homog- 
enized calf caudate (final conczntration, 1 тегт] pro“ein) as the 
source of neuroleptic (dopamine) receptors. 


RESULTS 
In Vitro Neuroleptic Activity 


The potency of several drugs. in vitro in the radio- 
receptor assay for neuroleptics as measurzd.in our 
laboratory is shown in table 1 (the lower the ICso, the 
greater the potency). Neuroleptics were ve~y potent, 
and their potency іп the assay’ paralleled clinical 
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TABLE 1. In Vitro Potency of Neuroleptics, Antidepressants, and TABLE 2. Plasma Neuroleptic жы in Patients кка Neuro- 
Other Drugs i in the Radioreceptor Assay for Neuroleptics ез or Antidepressants 
1С» (nM)? : Plasma Neuroleptic 
Drug Mean’ SE Average Daily s Bey ON 
Loxapine, amoxapine, and their metabolites Medication N Dosė (mg) Range Mean 
Loxapine - 32.0 44 Neuroleptics 
Amoxapine 46.0 6.2 Thioridazine 18 281 167-1200 589 
7-Hydroxyamoxapine 4.3 0.21 Perphenazine 10 77 36-180. 98 
8-Hydroxyamoxapine 250.0 37.0 Haloperidol 14. 15 10-84 34 
Other neuroleptics ` Trifluoperazine 8 30 23-30 28 
Fluphenazine 3.5 0.62 Fluphenazine 8 14 12-43 23 
Haloperidol 5.0 0.20 Loxapine . 6 100 11-150 54 
Trifluoperazine 52 0.45 . Antidepressants ў 
Thiothixene ` 7.3 0.69 Amoxapine 8 235 10-93 30 
Chlorpromazine 24.0 2.6 Amitriptyline 3 150 : Not detectable 
Thioridazine 36.0 2.6 Nortriptyline 3 80 Not detectable 
Other antidepressants Imipramine 3 167 Not detectable 
Amitriptyline 700.0 72.0 Desipramine 4 163 Not detectable 
Nortriptyline 800.0 115.0 *Neuroleptic activities are expressed as the equivalent concentration of 
Imipramine 1040.0 150.0 haloperidol that, when added to the assay in plasma frcm untreated human 
Desipramine 1200.0 — 144.0 subjects, would have produced the same inFibition of spiroperidol bir.ding as 


аІС;о i$ the concentration cf each drug needed to half-inhibit the specific 
binding of spiroperidol in е radioreceptor assay for neuroleptics. Data are 
means (SE) of 3 to 7 separate determinations. 


milligram-poténcy, as reported previously (12, 13, 17). 
Medications other than neuroleptics, such as standard 
antidepressants, showed low potency in the assay. 
Among the standard tricyclic antidépressarits, which 
have chemical struczures similar to phenothiazine neu- 
roleptics, the most potent competitor is amitriptyline, 
which is more than 10 times weaker than even the low- 
potency neuroleptics: 

By this assay loxapine appeared, as ей. to 
have neuroleptic activity, albeit relatively weak activi- 
ty (see table 1). Amoxapine was nearly as potent as 
loxapine, and 8-hydroxyamoxapine showed little ac- 
tivity. Intriguingly, 7-hydroxyamoxapine: showed the 
greatest potency among these congeners, similar to 
that of haloperidol or trifluoperazine. — 


Blood Neuroleptic Levels 


Table 2 presents the blood neuroleptic activity as 
estimated by the radioreceptor assay for neuroleptics 
for Patients receiving common neuroleptics, loxapine, 
amoxapine, or standard tricyclic antidepressants. 
Blood levels are expressed as equivalent concentra- 
tions of haloperidol, so that neuroleptic activity in 
blood can be compared across the different neurolep- 
tics received (14, 16). In general, it can be seen that all 
neuroleptics led to substantial neuroleptic activity in 
blood, although some led to more activity and some 
less, presumably due to differences in blood-to-brain 
distribution from drug to drug (P. Sunderland and 
B.M. Cohen, manuscript in preparation). 

Loxapine, as expected, produced plasma neurolep- 
tic activities typical of neuroleptics. Standard tricyclic 
antidepressants produced little if any plasma neurolep- 
tic activity, even though these agents are used in large 
doses. Amoxapine produced plasma neuroleptic activ- 
ity. indistinguishable from that produced by typical 


that caused by the patient plasma sample. 
e. 


neuroleptics and very similar to that produced by 
loxapine. Furthermore, all 8 patients receiving amoxa- 
pine had substantial neuroleptic activity in their blood. 


DISCUSSION 


The in vitro study described here confirms that 
amoxapine is nearly as potent a neuroléptic zs its 
antipsychotic congener, loxapine. 7-Hydroxyamoxa- 
pine, a probable metabolite of both drugs, was more 
potent than many standard neuroleptics (see table 1). 
Furthermore, amoxapine-treated patients had consid- 
erable neuroleptic activity in their blood. Patients 
receiving amoxapine (mean dose, 235 mg/day) had 
plasma neuroleptic activity comparable to that in 
patients receiving loxapine (see table 2). Although 
most of our patients received only moderate doses of 
amoxapine, daily doses of amoxapine up to 600 mg 
have been recommended (2). Aside from: the neurolep- 
tic. potency of amoxapine itself (see table 1), even if 
only 1% of a 600-mg dose of amoxapine were convert- 
ed to a metabolite with the neuroleptic potency of 7- 
hydroxyamoxapine, this would be expected to lead to 
more neuroleptic activity than a 6-mg dose of haloper- 
idol: 

Combining old and new findings, we believe it is 
reasonable to agree with the conclusions of some 
others (1, 3) that amoxapine is a neuroleptic. This 
conclusion has serious treatment implications. In par- 
ticular, patients receiving amoxapine must be moni- 
tored for extrapyramidal side effects. Otherwise, drug- 
induced parkinsonism may be mistaken for psychomo- 
tor retardation, and akathisia might be mistaken for 
agitation and anxiety. Both side effects may be zttrib- 
uted to depression, leading to an inappropriate in- 
crease in dose or a false conclusion about the efficacy 


E- 
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of treatment. Furthermore, the treating physician 
should monitor patients receiving amoxapine for the 
late development of dyskinesias and weigh the risk of 
tardive dyskinesia in the decision to treat with amoxa- 
pine. 
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The author presents data on three anorectic patients who 
developed heart failure during the nutritional rehabilitation 
phase of their treatment. After discussing possible reasons 
for the patients’ cardiac decompensation, she suggests 
procedures for the prevention and early detection of heart 
failure in anorectic patients during the recovery phase. 
(Am J Psychiatry 139:1167-1170, 1982) 
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у of the cardiac complications of anorexia 
nervosa have been few and limited primarily to a 
comparison of the patient's cardiac status before and 
after satisfactory weigh- gain. The studies to date 
suggest that cardiac abnormalities are present in a 
substantial number of anorectic patien:s wren they are 
underweight and that most of :hese abnormalities 
disappear after the patients gain weigh-. However, to 
my knowledge none of these studies has focused on 
cardiac findings during the recovery phase. The three 
patients described in this report developed heart fail- 
ure during nutritional rehabilitation (also called ‘‘re- 
feeding") prior to attaining a minimal safe weight gain. 

The signs and symptoms frequently seen in anorexia 
nervosa that may be associated with cardiac perform- 
ance include hypothermia, hypotension, b-adycardia, 
anemia, cyanosis, edema, light-headedness, fatigue, 
and cold intolerance. In a study of 31 patients, Fohlin 
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(1) found the patients’ aerobic performance decreased 
even when their lowered body weight, lean body mass, 
and decreased hezrt size and blood volumes were 
taken into consideration. After these patients gained 
weight, their heart rate and maximal oxygen uptake 
returned to normal, and their heart and blood volumes 
increased significantly. In another study Kalager and 
associates (2) concluded that 13 of 15 underweight 
anorectics had decreased myocardial contractility. 

Abnormal ECGs have been detected in the majority 
of anorexia patients studied. These abnormalities in- 
clude U waves (3, 4), lengthening of the QT interval 
and ST-T wave changes (1, 4, 5), and high P waves (5). 
Sinus bradycardia or tachycardia has also been noted 
(1, 4). Many of these ECG abnormalities occurred in 
the absence of electrolyte imbalance. 

The major data available on the cardiac response to 
refeeding come from studies on starvation conducted 
by Simonson and associates (6) and Keys and asso- 
ciates (7) during the 1940s. Although their subjects lost 
weight primarily by reducing fat and protein intake and 
anorectics usually lose weight by eliminating carbohy- 
drates (8), their findings regarding the effect of starva- 
tion on cardiac response may provide a useful frame- 
work for investigating cardiac abnormalities found in 
anorectic patients during the refeeding period. 

Simonson and associates (6) and Keys and asso- 
ciates (7) studied 32 healthy young men who under- 
went controlled semistarvation and lost 25% of their 
weight in 6 months. They then studied all subjects 
during a 3-month controlled rehabilitation period; 12 of 
the men were studied an additional 2 months while 
they were on diets of their own choosing. During the 
semistarvation period mean heart rate fell, hypoten- 
sion developed, and the mean overall heart size de- 
creased and mean stroke volume decreased. By the 
end of the third month of rehabilitation, all subjects 
still had bradycardia and hypotension. The 12 men 
who were allowed to eat freely had a rapid rise in their 
pulse rate with relative tachycardia, gradually falling 
to prestarvation levels by the end of the fifth rehabili- 
tation month. Mear heart size did not return to normal 
by the end of the third month of rehabilitation; howev- 
er, by the end of the fifth month of rehabilitation the 
mean heart size of the 12 men who ate freely was 
slightly larger than prestarvation mean heart size. 

· Throughout the 5-month rehabilitation period, recov- 
_ery of the stroke volume lagged considerably behind 
that of the heart volume. Cardiac work (product of the 
minute volume and the mean arterial blood pressure) 
performed recovered slowly and was incomplete by 
the end of the fifth month. Although the amount of 
blood ejected in systole per unit of diastolic volume 
was not decreased in semistarvation, at the end of the 
3-month and the 5-rronth rehabilitation period, diastol- 
ic heart size increased out of proportion to the stroke 
output. During the starvation period there was a very 
marked decrease in oxygen demand, but during reha- 
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bilitation there was a dramatic rise in basal metabolic 
rate. Dyspnea was a common complaint, especially 
during the last 2 months of the 5 months when the men 
made the most rapid gains in weight. Their venous 
pressure also rose above average. Keys and associates 
(7) concluded that the heart was actually relaively 
closer to failure in early rehabilitation than it was 
during starvation. They suggested that the heart, 
which was able to support the much lower basal 
metabolic load in late starvation and early rehabilita- 
tion, demonstrates its weakness when the metebolic 
demand is increased. 

The following is a description of three anorectic 
patients who developed heart failure during the refeed- 
ing phase of their treatment. 


CASE REPORTS 


All three patients were diagnosed according to DSM-III 
and the criteria of Feighner and associates (9) as faving 
anorexia nervosa. None had a history of previous cardiac 
abnormalities. All were hospitalized on psychiatric wards 
and were treated with behavior modification, reeducative 
psychotherapy, and family therapy. 


Case 1. Mr. A was a 21-year-old man who was 150 cm tall 
and weighed 23.7 kg at the time he was admitted. Eight years 
earlier, when he was the same height but weighed 52 xg, he 
was teased about being too fat. Mr. A started а diet, 


' eliminating carbohydrates. The more weight he lost, howev- 


er, the fatter he felt. At age 19 he decided to induce vomiting, 
and he lost weight down to 23.7 kg. A physical examination 
revealed a cachetic young man with a blood pressure of 95/60 
mm Hg and a pulse rate of 54 beat/min. An examinat on of 
his heart, lungs, and abdomen revealed no abnormalities. 
Mr. А had delayed pubertal development, with decreased 
axillary and pubic hair and small testes and penis. Firdings 
from initial laboratory tests were as follows: CBC, SMA-12, 
ECG, and chest X-ray were within normal limits ard his 
potassium level was 3.2 mEq/liter. 

Mr. А was started on a behavior management program. In 
the first 30 days he gained 10.6 kg and had no signs of heart 
failure. During the next 3 days, however, he gained 3.5 kg; 
he had a tachycardia (120 beat/min), a respiratory rate of 25 
respiration/min, marked peripheral edema, distended neck 
veins, an S3 gallop, increased liver span, increased venous 
circulation over the anterior thorax, and lung rales. A chest 
X-ray revealed pulmonary edema. Mr. А also had numbness 
and tingling in his extremities and a low calcium level (6.9 
mg/100 ml). His total protein was 5.5 g/dl, albumim was 
normal, LDH was 409 mU/ml, and BUN was normzl. Ап 
ECG showed sinus tachycardia and nonspecific ST-T wave 
changes. His hemoglobin was 10.2 g, and his hematocrit was 
3096. 

Mr. A's treatment included bed rest, a sodium-restricted 
diet, and taking digoxin, furosemide, and calcium wafe-s. He 
improved quickly and lost weight to 34 kg, and his calcium 
level increased to a normal level. Over the course of th» next 
month he gained weight to 37 kg without any symptems of 
cardiac dysfunction. Mr. А was seen over the next 6 months. 
During this time his medication was discontinued, he main- 
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tained his discharge weight, and he developed no cardiac 
symptoms. 


Case 2. Lisa was a 15-year-old girl who complained she 
was unable to gain weight. Six months earlier she had begun 
а diet and lost 5-6 kg; she also began to obsess about food. 
Lisa developed amenorrhea, and she lost an additional 11.5 
kg. She never vomited, although she had several bulimic 
episodes. А physical examination revealed an emaciated, 
anxious girl with a pulse of 64 beat/min and a blood pressure 
of 100/70 mm Hg. She had lanugo, but the findings from the 
rest of her physical examination were within normal limits. 
Laboratory findings showed that she had a normal CBC and 
SMA-12, chest X-ray, and ECG. 

Lisa was started on a behavior modification program. On 
the fourth and fifth days she gained 2.3 kg, developed sudden 
pedal edema, had a pulse of 120 beat/min, an S3 gallop, and 
an enlarged heart as shown on the chest X-ray, but she had a 
normal ECG. It was discovered that Lisa had prevailed upon 
other patients to bring her salty foods so that she might gain 
weight quickly and leave the hospital. She was treated with 
bed rest and a sodium-restricted diet; in 4 days she lost 2 kg, 
and her pulse returned to 80 beat/min. Three days later the 
behavior program was reinstituted, and she gained weight to 
41 kg without evidence of heart failure. As an outpatient Lisa 
gradually gained to 48 kg; she was discharged from treatment 
1 year later. 


‘Case 3. Ms. B was a 22-year-old single woman who had 
' been diagnosed at age 19 as having diabetes mellitus. At that 
time she weighed 45 kg, and her height was 155 cm. Frequent 
hospitalizations were required because she failed to take her 
insulin. About a year later Ms. B stopped participating in her 
usual social activities, and she then developed influenza and 
a kidney infection. She lost her appetite and gradually lost 
weight down to 30 kg. 

At age 21 Ms. B developed amenorrhea. She also had 
thoughts of helplessness, she suffered from early morning 
awakening, and she felt a loss of energy. Findings from a 
physical examination showed her blood pressure was 94/60 
mm Hg, and her pulse was 100 beat/min; all other findings 
were within normal limits. Her initial laboratory findings 
were as follows. Her hemoglobin was 12.9 g and hematocrit 
was 36.396. Ms. B's chest X-ray, electrolytes, and SMA-12 
were within normal limits, except for her glucose level, 
which was 220 mg/dl, and her SGOT level, which was 72 
mU/ml. 

Ms. B began taking antidepressants; her mood improved 
and she gained 2 kg. However, her weight improved no 
further, and she was noted to obsess about food and diges- 
tive functioning. She admitted to skipping her insulin so that 
she would lose weight, and she said she had poured out food 
to avoid gaining weight. A diagnosis of anorexia nervosa was 
made. Ms. B was then started on a behavior management 
program, and she gained to 37.5 kg in the course of 5 weeks. 
At this point she developed edema, tachycardia (140 beat/ 
min), increased venous distention, and liver enlargement. 
She complained of feeling warm and sweaty. Her liver 
enzymes were increased, and an echocardiogram showed 
left ventricular enlargement; her ECG and thyroid tests were 
normal. Ms. B was started on a low sodium diet, digoxin, 
and diuretics; she lost 1 kg in 5 days, and her symptoms of 
congestive heart failure resolved. During the course of the 
next 20 days she regained weight to 41 kg. The diuretics and 
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digitalis were discontinued, and Ms. B was discharged from 
the hospital. Six months after Ms. B's discharge she had 
maintained a weight over 41 kg. — 


During the initial evaluation of these three patients 
no cardiac abnormalities "were noted that were differ- 
ent from other patients I nave seen. Ir Mr. A's case, 
the reason for his low calcium level at the time of his 
heart failure is not known. Mr. A's initial lzboratory 
screening for calcium anc phosphate levels was nor- 
mal. Conceivably, a low total body calcium level was 
initially masked by his dehydration, and when his 
protein-binding capacity improved during the refeed- 
ing period, a free-calciur1 deficit could have devel- 
oped. Calcium plays a crucial role in myocardial 
contractility, and ECG changes of hypocalcemia char- 


: acteristically are prolonged ST and QT intervals. Mr. 


A did not have renal disease, hypoparathvroidism, 
malabsorption syndrome, pancreatitis, or osteomala- 
cia. Hypoproteinemia or en acute nutritionz] deficien- 
cy associated with hypomagnesemia may explain the 
low calcium. It appears that Lisa's symptoms of heart 
failure were caused by an acute, self-induced fluid 
overload. In Ms. B, however, a cardiac abnormality 
(sinus tachycardia) was noted early in the course of 
treatment, and no satisfactory explanaticn for the 
abnormality was ever found. Conceivably, the addi- 
tional stress of Ms. B's diabetes couplec with the 
tachycardia increased her metabolic demands suffi- 
ciently to result in cardiac incompetence when her 
basal metabolic rate rose after refeeding had been. 
started. 


RECOMMENDATIONS 


Cardiac complications can occur during the гессу- 
ery period from anorexia nervosa. The increased met- 
abolic demands that occur with refeeding may predis- , 
pose a patient to such complications. To prevent or 
ameliorate these occurrences during recovery, the 
following procedures are recommended. First, despite 
pressure from the patient, phvsical exercise should be 
kept to a minimum during the recovery phase to avoid 
increasing the patient's basal metabolic rate unneces- 
sarily. Second, other patients on the ward should be 
told about the cardiac complications that can occur if a 
patient gains weight too quickly or goes on a binge. 
Third, repeated surveillanze of the patient fcr the signs 
and symptoms of cardiac incompetence must bé un- 
dertaken. The surveillance should include pzriodically 
taking the patient's pulse, blood pressure, aad respira- 
tory rate, as well as checking regularly for edema, 
rales, increased venous pressure, and gallops. Any 
quick weight gain should be immediately investigated. 
Finally, periodic laboratory tests should include an 
ECG and measurements of calcium, magnesium, and 
electrolyte levels. 
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Efficacy of Antipsychotic Medications in Behaviorally Disturbed 


Dementia Patients 


BY ROBERT BARNES, M.D., RICHARD VEITH, M.D., JOSEPH OKIMOTO, M.D., 


MURRAY RASKIND, M.D., AND GAIL GUMBRECHT 





This study compare? the therapeutic efficacy of 
thioridazine, loxapine, and a placebo in the treatment of 
behavioral disturbances in nursing home patients with 
dementia. Antipsychotic medications were effective for the 
specific behavioral problems of anxiety, excitement, 
emotional lability, єпа uncooperativenss. Subjects with the 
most severe symptoms at baseline assessment derived the 
greatest benefit from. treatment. Sedation, extrapyramidal 
symptoms, and decreased blood pressure were common 
side effects among patients treated with the antipsychotic 
drugs. The authors conclude that antipsychotic medication 
has a definite but limited therapeutic role in the treatment 
of behavioral disturbances in nursing home patients with 
dementia. (Am J Psychiatry 139:1170—1174, 1982) 





ementia is often complicated by behavioral dis- 
turbances that are troublesome and clinically 
difficult to manage. At the present time, antipsychotic 
drugs are widely prescribed to control behavioral 
problems in patients with dementia who reside in 
nursing homes (1). However, despite extensive clinical 
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use, the efficacy of antipsychotic medications in the ` 
treatment of such patients has not been adecuately 
established. Our review of the literature revealed only 
seven placebo-controlled studies evaluating the effica- 
cy of antipsychotic drugs in elderly patients with 
dementia (2-8). These studies report conflicting re- 
sults which are difficult to interpret because of differ- 
ing study designs and frequent inclusion of patients 
with psychiatric diagnoses other than dementia. For 
these reasons, clinical guidelines for the use of anti- 
psychotic drugs in behaviorally disturbed demented 
nursing home patients remain unclear. 

This paper reports the results of a double-blind 
comparison of thioridazine, loxapine, and a placebo in 
the treatment of elderly nursing home patients with 
dementia who exhibited behavioral problems. Thiorid- 
azine was selected because it is an antipsychotic 
widely accepted as effective in controlling behavioral 
problems in dementia patients (9). Loxapine, a rela- 
tively new tricyclic antipsychotic, has been reported 
to be effective for behavioral problems in dementia 
patients in uncontrolled trials (10) and was used in this 
study to determine if it offered any therapeutic advan- 
tage over the more widely used thioridazine. The 
purpose of this study was 1) to determine the efficacy 
of two different antipsychotic medications in behavior- 
ally disturbed dementia patients residing in nursing 
homes, 2) to identify the specific behavioral symptoms · 
associated with the dementia syndrome for which 
antipsychotic agents may be effective, and 3) to deter- 
mine the incidence and nature of adverse effects of 
antipsychotic medications in this population. 
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METHOD 


. The subjects resided in proprietary nursing homes and were at 
least 65 years of age. They met DSM-III criteria for dementia and 
had at least three behavioral symptoms in each of the following 
. groups: 1) core signs and symptoms of the dementia syndrome, 
which included memory impairment, disorientation, emotional labil- 
ity, poor socialization, arid poor self care, and 2) behavioral signs 
and symptoms often: complicating the dementia ‘syndrome, which 
included irritability, hostility, agitation, anxiety, depressed mood, 
sleep disturbance, delusions, and ‘hallucinations. Subjects with ʻa 
history of schizophrenia, a physical illness that would contraindicate 
the use of an antipsychotic drug, or known hypersensitivity to the 
agents being studied were excluded. Each subject was evaluated by 
means of a medical history, physical examination; ECG, urinalysis, 
CBC, and routine serum chemistries. Each subject's nearest relative 
or legal guardian gave informed consent. The study was approved 
by the University of Washington Human Subjects Review Commit- 
tee, 

. Assignment to medications was random and double-blind. We 
provided loxapine (5 mg), thioridazine (25 mig), and a placebo in 
identical capsules. When the subjects entered the study, all previ- 
ously prescribed psychotropic medication was discontirued. Fol- 
lowing a 2-week, single-blind placebo washout period, the subjects 
took the test medications for 8 weeks, starting with one or two 
capsules per day and increasing by one capsule every 2-5 days if 
clinically indicated. Study medication was increased until behavior- 
al’ symptoms improved or troublesome side effects developed. 
Patients used chloral hydrate on a limited basis when necessary for 
nighttime sedation. Trihexyphenidyl was used for parkinsonian side 
effects when indicated. No other psychotropic médication was 
allowed. Patients who failed to complete a minimum of 2 weeks in 
the treatment phase of the study because of voluntary withdrawal, 
medication toxicity, or unmanageable behavioral problems were 
excluded from the analysis of ейсасу but were included in the 
analysis "of adverse effects. 

Physicians rated subjects on the Brief Psychiatric Rating Scale 
(BPRS), the Sandoz Clinical Assessment-Geriatric (SCAG) (11), and 
thé Clinical Global Impression (CGI). Nurses at the nursing homes 
evaluated patients by means of the Nurses’ Observation Scale for 
Inpatient Evaluation (NOSIE). The same physician and nurse rated 
a given patient throughout the: study. They completed ratings at the 
beginning and end of the placebo washout period and at the end of 
treatment weeks 1, 2, 4, 6, and 8. If a patient was removed from the 
study prematurely, a final rating was performed at that time. 

In all analyses of treatment efects, the baseline values were those 
obtained at the end of the placebo washout period. To determine if 
there were significant baseline differences among the three treat- 
ment groups, we ‘compared the baseline ratings by one-way analysis 
of variance. The final ratings available for each subject were the 
endpoint ratings. Within each treatment group, the mean endpoint 
ratings for each of the elements of the four rating scales were 
evaluated. by a: two-tailed t test for significant change from a 
common baseline: To compare the relative efficacy of the three drug 
treatments, we performed analyses of covariance on elements of 
each of the rating scales at endpoint with baseline values used as the 
covariant. The covariance technique used in these analyses adjusted 
for differences among groups iri baseline ratings. 

Sixty subjects entered the trial. Fifty-three subjects (19 loxapine, 
17 thioridazine, and 17 placebo) completed at least 2 weeks on study 
medication, and 34 (13 loxapine, 11 thioridazine, and 10 placebo) 
completed the entire 8 weeks. Patients who failed to complete either 
the initial 2 weeks or the entire protocol due to inadequate behavior- 
al control, adverse effects, or illness were distributed equally among 
the three treatment groups. The mean age for all subjects was 83 
years. Using DSM-III criteria, we diagnosed study subjects as 
follows: primary degenerative dementia (N=33), multi-infarct de- 
mentia (N=23), alcoholic denientia (N=1), and dementia after head 
trauma (№1). There were rio statistically significant differences 
among treatment groups in age, sex, diagnosis, or duration of 
illness. The mean daily doses of drugs for the entire study were 10.5 
mg of loxapine, 62.5 mg of thioridazine, and 2.5 capsules of the 
placebo. There was no difference in chloral hydrate use emong the 
three treatment groups. 
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RESULTS 


Following treatment, EPRS total scores improved 
significantly compared with baseline for all three 
groups (table 1), but the degree of improvement in 
total score was not signidcantly different among the 
treatment groups. Improvement on individual BPRS 
items or factors in the loxapine group was significantly 
greater than in the placebo group for anxiety (p<.05) 
and excitement (p<.05). Loxapine was not significant- 
ly more effective than thioridazine on any BPRS item 
or factor. Thioridazine was not more effective than 
loxapine or placebo on ary BPRS item or factor. 

SCAG total scores significantly improved : compared 
with baseline for all three groups (table 2), but the 
degree of improvement ir. total score was not signifi- 
cantly different among the treatment groups. Improve- 
ment on individual SCAG items in the loxapine group 
was significantly greater than in the placebo group for 
anxiety (p<.05), emotional lability (p«.01), and un- 
cooperativeness (p<.01). _охаріпе was more effective 
than thioridazine for.the items of irritability (p<.05) 
and lability (p<. 05). Thioridazine was not significantly 
more effective than placeto or loxapine for any SCAG 
item. 

At endpoint, mean global improvement and reduc- 
tion in global severity were greater in the thi oridazine 
and loxapine groups thar. in the placebo group, but 
these differences were not statistically significant (ta- 
ble 3). All subjects with marked improvement were in 
the two active treatment groups. Eleven loxapine 
subjects (58%) and 11 thioridazine subjects (65%) did 
not substantially improve or were worse. with treat- 
ment. ; 

At endpoint, the NOSIE total patient assets score 
improved significantly on.y in the thicridazine group 
(p<.05). Neither active treatment group demonstrated 
significantly greater improvement than the placébo 
group оп global severity, total patient assets, Ог any 
NOSIE item or factor. 

We compared the treatment responses of subjects 
with primary degenerative dementia and those with 
multi-infarct dementia to determine if efficacy of treat- 
ment was related to diagnosis. Within each active 
treatment group and across the two active treatment 
groups, there were no significant differences between 
multi-infarct and primary degenerative . subjects in 
mean endpoint CGI ratings or in mean improvement 
on BPRS and SCAG total scores. . 

Within each treatment group, the endpoint improve- 
ment of subjects above апі bélow the median baseline 
BPRS and SCAG total scores was evaluated separate- 
ly to determine if treatment outcome ‘was related to 
initial severity. of behavioral symptoms. On ibe BPRS, 
significant endpoint improvement in total score oc- 
curred only in subjects with high-severitv baseline 
scores who took loxapiné (р<.01) or thioridazine 
(p<.01). In a similar fashion, significant improvement 
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TABLE 1. Brief Psychiatric Rating Scale Scores of Patients with Dementia Given Placebo, Thioridazine, or Loxapine 


Common Mean 


Mean Score at Endpoirt 








BPRS Measure Baseline Score Placebo . Thioridazine ^ ioxapine 

Items 
Somatic concern 2.00 1,278 1.65 1,69 
Anxiety 3.02 2.73 2.59 1.98 
Emotional withdrawal 3.13 2.61 2.63 3.06 
Conceptual disorganization 3.26 2.71 3.19 2.98 
Guilt feelings 1.26 1.005 1.21 Lile 
Tension : 2.96 2.67 2.40 1.938 
Mannerisms 1.21 1.43 1.05 1.15 
Grandiosity 1.23 1.32 1.2) 1,07 
Depressive mood 2.64 2.40 1.818 2.18 
Hostility — 2.96 2.25¢ 2.13¢ 1.735 
Suspiciousness 2.57 1.705 1.63* 1.5]* 
Hallucinatory behavior 1.51 1.47 1.39 1.23 
Моїог retardation 2.42 2.15 2.21 ' 3.05 
Uncooperativeness 2.58 2.30 2.10 1,538 
Unusual thought content 2.26 2.10 2.28 1.55¢ 
Blunted affect 2.43 2.00 2.64 3.364 
Excitément 3.17 2.53 2.2]* 1,55» 
Disorientation 5.17 5.04 4.82 4.70 
Total score 45.79 39.74¢ 39,73¢ 36.898 

Factors Ы 
Anxiety-depression 2.23 1.84¢ 1:85 1.715 
Thinking disorder 2.17 1.86 1.97 1,658 
Апегрїа` i 2.30 - 2.06 2.13 2.65 
Excitement-disoriertation 4.17 3.76 3,53° 3.14* 


*Significant improvement from baseline, р<.01. 
*Significant improvement гот baseline, p<.001. 
*Significant improvement from baseline, р<.05. 
*Significant deterioration from baseline, p<.01. 


TABLE 2. Sandoz Clinical Assessment-Geriatric (SCAG) Scores of Patients with Dementia Given Placebo, Thioridazine, or Loxapine 





Common Mean 


Mean Score at Endpoirt 





SCAG Item Baseline Score Placebo — Thioridazine — Loxapine 
Confusion 4.77 4.14 4.058 3.83 
Mental alertness 4.51 4.00 4.01 3.99 
Impairment of recent memory 5.72 5,067 4.78* 4.78 
Disorientation : 5.30 4.92 4.678 4.798 
Anxiety 3.25 3.04 2.74 1.99¢ 
Mood depression 2.74 2.49 2.048 2.21 
Emotional lability 2.89 2.96 2.258 1.43° 
Motivation/initiative 4.74 4.49 4.88 4.25 
Irritability 3.75 3.048 3.18 2.22 
Hostility 3.25 2.45% 2.17% 2.02» 
Bothersomeness 3.04 2.63 2.44 1.78° 
Indifference to surroundings 4.32 4.01 4.23 4.47 
Unsociability. 4.34 3.628 3.93 3.88 
Uncooperativeness 3.38 2.79 2.55% 1.70° 
Self-care 4.92 4.68 5.05 4.64 
Fatigue 2.83 2.13 2.50 2.96 . 
Appetite? 1.32 1.66 1.48 1.77 
Dizziness? 1.58 1.15 1.40 * 1.30 
Total score 66.64 59.24% 58.82а 53.58 
Overall impression 5.34 4.91 4,978 4,83 





":Significant improvement “rom baseline, p<.05. 
*Significant improvement From baseline, p<.01. 
Significant improvement “rom baseline, p<.001. 
*Too few patients to analyze. 


in the SCAG total score occurred only in subjects with 
high-severity baseline scores who took loxapine 
(p«.01) or thioridazine (p<.05). Treatment outcome 
was unrelated to initial symptom severity in the place- 
bo group. E 


During treatment, 9 loxapine subjects (45%) were ^l 


observed to have the following possible adverse ef- 
fects (some subjects had more than one): sedation 
(N=7), extrapyramidal effects (N —5), and atrial fibril- 
lation (N=1). Adverse effects noted in 6 thioridazine 
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TABLE 3. Clinical Global Impression Ratings of Patients with Dementia Given Placebo, Thioridazine, and Loxapine 





Number of Patients at Each Level 





Mean Endpoint Global Rating 











i; Marked Moderate Slight | No | - 

Medication Improvement Improvement Improvement Change Worse Improvement Severity’? 
Placebo (N=17) 0 4 4 7 2 3.41 3.17 
Thioridazine (N=17) . 1 5 4 4 3 3.18 3.07= 
Loxapine (N19) 3 5 5 2 4 3.11 3.05: 
"Improvement was rated as marked, 1; moderate, 2; slight, 3; ;no change, 4; or wofse, 5. ^ 


*Common mean baseline global severity 3.40. Severity of illness was rated as not at all, 1; slight, 2; moderate, 3; savere, 4; very severe, 5. 


*Significant improvement from baseline, p<.01. 


subjects (33%) were as follows: extrapyramidal symp- 
toms (N=3), orthostatic hypotension (N=2), sedation 
(N=2), and agitation (N=1). Only 3 placebo subjects 
(16%) seemed to have possible adverse effects. Four 
loxapine, 3 thioridazine, and 2 placebo subjects were 
removed from the study: prematurely due to possible 
adverse effects. There was no apparent effect of loxa- 
pine or the placebo on supine blood pressure during 
the trial. In the thioridazine group, there was a signifi- 
cant reduction in supine systolic (15 mm Hg, p<.05) 
and diastolic (7 mm Hg, p<.05) blood pressure. One 
thioridazine subject was removed prematurely from 
the study due to orthostatic hypertension. 


* DISCUSSION 


The overall efficacy of the antipsychotic drugs in 
this study was modest at best. A few subjects ap- 
peared.to benefit greatly from active treatment, but the 
majority of patients maintained on active medication 
were not rated markedly or even moderately improved 
at endpoint. Total scores and global ratings on the four 
evaluation scales demonstrated that active treatment 
was more often associated with significant endpoint 
improvement than was treatment with the placebo, but 
in no case was this improvement statistically superior 
to the placebo. Only when specific behavioral items 
(anxiety, excitement, emotional lability, and uncoop- 
erativeness) were examined did active medication 
seem to provide significant improvement. Treatment 
outcome did not appear to be related to the etiology of 
dementia, but patients with more severe initial behav- 
ioral symptoms were those. most likely to benefit from 
treatment with antipsychotic medications. There did 
not appear to be significant clinical differences be- 
tween the efficacy of loxapine and thioridazine. In 
terms of side effects, sedation and extrapyramidal 
symptoms were more common in the loxapine group, 
while orthostatic hypotension was more common in 
thé thioridazine group. 

Earlier studies of antipsychotic medication in insti- 
tutionalized demented patients (3, 4) ойеп demonstrat- 
ed significant improvement in patients treated only 
with a placebo. The prominent placebo effect in this 
study further emphasizes the need for placebo-con- 


trolled comparison. of any agent that is claimed to 
diminish behavioral problems associated with demen- 
tia. Some of the perceivec improvement among place- 
bo subjects noted here may have been due tz a variety 
of social factors such as the increased stimulation апа 
attention received by study participants and tne gradu- 
al developmerit of familiarity and cooperation between 
subject and evaluator. We can élso speculate that 
some behavioral problems in demented patients are 
episodic and may remit in time without treatment. _ 

‘In addition to the prom:nent placebo effezt, several 
other factors in this study may have obscured the 
overall effectiveness of antipsychotic medicztions for 
this type of patient. Active treatment was more com- 
monly associated with disabling adverse effects, which 
may have resulted in lessened mean improvement in 
the active medication groups. Furthermore, few sub- 
jects had hallucinations or delusions, sy mptoms which 
frequently respond well to antipsychotic medication. 
Finally, trends toward superiority of active redication 
for some symptoms may заме reached statistical sig- 
nificance had more subjects been studied. However, 
even taking these factors into consideration, this study 
suggests that many older demented patients with te- 
havioral disturbances are not sign: neant} helped by 
ongoing antipsychotic treztment. 

Although this study focused on drug efficecy, we do 
not wish to imply that medication is necessarily the 
preferred treatment for behavioral disturbances in 
patients with dementia. For many patiénts, disturbed 
behavior is a response to environmental, social, or 
physiological dysfunction, and in some cases behav- 
ioral disturbances can be ciminished by changes in the 
environment or social milieu without the usz of medi- 
cation. Because of the a»parent limited therapeutic 
efficacy of antipsychotic medications, it is especially 
important to search for possible social and environ-, 
mental solutions for behavioral disturbances ins this 
population. 

This study provides some preliminary guidelines for 
the use of antipsychotic medication in behaviorally 
disturbed nursing home patients with dementia. The 
patients who are most likzly to benefit from ongoing 
treatment are those whose behavioral signs and symp- 
toms are most severe. Anxiety, excitement, snd emo- 
tional lability appear particularly drug responsive. 
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Perceived improvement їп patients may not always be 
attributable to the efficacy of antipsychotic drugs; 
thus, even in symptomatically improved patients, 
these medications should be periodically withdrawn to 
determine the need for continued treatment. The high 
frequency of adverse effects associated with the use of 
antipsychotic drugs underscores the need to consider 
the risks versus the benefits of these agents and 
emphasizes the need to explore alternative interven- 
tions in this population. 
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Survey of Psychotherapy with Black Men 


BY BILLY E. JONES, M.D., BEVERLY A. GRAY, M.A., AND JACQUES JOSPITRE, M:D. 


The authors conducted a questionnaire survey regarding 
psychotherapy with black patients and received usable 


responses from 51 black and 42 white psychiatrists; 9996 of. 


the black psychiatrists arid 48% of the white psychiatrists 
were currently treating black patients. Their black male 
patients were typically married and 31-40 years old, had 
technical or semiprofessional occupations and some 
college education, sought treatment for depression or 
work-related problems, and remained in psychotherapy 13 
weeks or more. Aggressionlpassivity was the most frequent 
unconscious conflict among the black male patients, 
developing new coping mechanisms was the most difficult 
treatment stage, and racism was often a causative factor 
in their pathology or was expressed as a symptom. (Am J 
Psychiatry 139: 1174—1177, 1982) 





n the psychiatric literature there are few articles on 
the black patient in psychotherapy. Most of these 
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articles have been either theoretical or empirical and 
based on a small number of clinical cases taken from 
the practice of the authors. A number of these articles 
(1-4) have demonstrated that there are unique issues 
involved in the treatment process with black patients. 
We decided to investigate what these unique aspects 
might be. We wanted to assess what problems the 
black patient seeks treatment for and what occurs with 
black patients during the process-of psychotherapy. 
We designed a questionnaire to quantify the clinical 
experiences of psychiatrists with their black patients 
and used it to conduct a mail survey of black and white 
psychiatrists. In this article we report on psychiatrists' 
experiences with black male patients. 


METHOD 


The survey questionnaire that we developéd focuses on clinical 
issues of black nonpsychotic patients. The questionnaire has three 
sections: 1) demographic profile of the therapist, 2) demographic 
profile of the patients, and 3) clinical questions on the patients that 
focus on treatment issues. Most of the questions are answered with 
a numerical rating: never = 0, rarely = 1, sometimes = 2, often = 3, 


always = 4. We conducted an initial pilot study with 6 psychiatrists ^s 


and 2 psychologists and then refined the questionnaire. 

We sent the questionnaire to 200 black and 200 white psychia- 
trists. The black psychiatrists were chosen from the national mailing 
list of Black Psychiatrists of America and the white psychiatrists 
were chosen from the 1980 directory of the American Psychiatric 
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Association. Selection was random, except that emphasis was 
placed on psychiatrists residing on the East and West Coasts 
because the majority of black psychiatrists are concentrated on the 
East and West Coasts. The numbers of black psychiatrists and white 
psychiatrists were equal for each area. 

The first mailing, to all 400 psychiatrists, occurred during late 
1980, and a second questionnaire was sent 6 weeks later to psychia- 
trists who had not responded to the first mailing. In a cover letter we 
explzined the reasons for the survey and the need for confidential- 
ity. ` 


RESULTS 


Twenty-five percent of the subjects responded to 
our survey. Of these 101, 93 completed or partially 
completed the questionnaire. 


Demographic Profile of Therapists 


Blacks and whites responded in almost equal num- 
bers: 52 black psychiatrists and 49 white psychiatrists. 
One black psychiatrist was currently an administrator 
and not in pfactice, and i white psychiatrist wrote a 
letter about his experiences; neither completed the 
questionnaire. Six other white psychiatrists stated that 
they had insufficient or no experience treating black 
patients and could not participate. Therefore, in this 
article we will report data from the questionnaires of 
51 black and 42 white psychiatrists. 

Twenty-seven percent of the psychiatrists were 
women. There were twice as many black female 
psychiatrists (N=17) as white female psychiatrists 
(N=8). Equal numbers of black and white male psy- 
chiatrists participated (N=34). 

The age range for the white psychiatrists was 31 to 
60 or more years, and the ages were evenly distribut- 
ed. For black psychiatrists the range was similar but 
the distribution was much more unequal, with a large 
proportion falling in the 31—40-year range. 

More than half of the psychiatrists (N=46) had 6 to 
10 years of experience in outpatient clinics, private 
practice, or inpatient services. More than 80% of the 
psychiatrists had psychiatric training beyond residen- 


су. к, 


Ninety-nine percent of the 51 black psychiatrist 
were currently treating black patients. Of the 42 white 
psychiatrists, 7% (N=3) had never treated black pa- 
tients, and 52% (N=22) were not currently treating 
black patients. 


Demographic Profile of Black Male Patients 


For some of the questions in this section of our 
survey the psychiatrists were able to provide us only 
with averages or percentages of patients as opposed to 
actual numbers. In addition, all 93 psychiatrists did not 


~ answer all questions, but in most cases a majority is 


represented. 
The majority of the psychiatrists reported that black 
men rarely exceeded more than 40%—50% of their 
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black patients, and 66% reported that they saw 1-5 
black men per month. The percentage of black male 
patients was higher amcng psychiatrists in private 
practice than among thosa who worked in outpatient 
clinics. 

Black men in the 31—40-year age range were most 
frequently seen for treatment, with those in the 26—30- 
year range next. The leas: frequently treated patients 
were those 51 years old or older. Techniczl or semi- 
professional occupations were the most common 
among the black male pazients. Professional occupa- 
tions were the least common. Patients with college 
degrees, those with some college education, and high 
School graduates were seen most often for treatment 
and at equivalent rates. The grealest percentage of 
black male patients were married; single pat:ents were 
the next largest group. : 

The black men seen by these psychiatrists were 
most often diagnosed as having affective disorders 
(nonpsychotic); anxiety disorders and adjus:ment dis- 
orders were the next most frequent diagnostic catego- 
ries. Of 70 psychiatrists, 37% indicated that they spent 
13—24 treatment sessions with their patients. Another 
29% indicated 25 or more sessions, 23% indicated 1—5 
sessions, and 11% indicated 6—12 sessions. 


Clinical Questions 


The psychiatrists’ reports of the frequency of prob- 
lems for which black men sought treatment, tke stages 
in the treatment process that most frequently caused 
problems, and the most frequent unconscious conflict 
areas are shown in table 1 

In response to the question ‘‘Do you feel racism is 
an important issue in the treatment process?" 68 
psychiatrists had a mean szore (X SE) cf 2.51.36. A 
score of 2.51.32 was also obtained (N=68) for the 
question ‘а your treatment of black male patients do 
you see rage as related to racism?” 

A mean score of 2.1+0.99 was obtained from 54 
psychiatrists for the frequency with which racial dis- 
crimination was felt to be a causative factor in patholo- 
gy. А mean score of 2.4x0.94 was obtained (N —56) for 
the frequency with which racial discrimination was 
incorporated as a symptom. Fourteen psycaiatrists 
had a mean score of 2.0+0.91 for the statement that 
racial discrimination playec no role in psychotherapy, 
and a mean score of 2.0::0.98 (IN —51) was obtained for 
the statement that racial discrimination was a core 
conflict area in psychotherapy with black mez. 

The psychiatrists indiceted how often they *had 
observed the impact of rac:sm on the treatment proc- 
ess. Transference (N=48) received a mean score of 
2.50.92, uncovering of defenses (№ —47) had a mean 
score of 2.5+0.88, and working through conflicts 
(N=53) had a mean score of 2.5+0.93; countertrans- 
ference (N=50) had a mean score of 2.4+1.07. The 
engagement phase (N=50) was reported as least af- 
fected by racism, with a mean score of 2.12:0.94. 
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TABLE 1. Black Male Patients' Presenting and Treatment Problems 
and Unconscious Conflicts as Reported by 93 Psychiatrists 








. Number of Fregüency. 
Problem Psychiatrists Mean SE 
Presenting problem 
Depression 58 2.6 0.79 
Work-related 54 2.6 0.68 
Relating to others 57 2.5 0.80 
Family 58 2.3 0.79 
Anxiety . 57 2.3 0.84 
Marital 61 2.2 0.75 
Sleep disorders 54 - 2.0 0.85 
Psychosomatic symp:oms 56 1.9 0.82 
Alcohol addiction 51 1.9 0.74 
Self-growth 43 1.8 0.82 
Sexual 53 1.7 0.84 
Phobias 42 1.5 0.96 
Treatment problem É 
Working toward chznge 57 2.1 0.62 
Gaining psychologizel insight 57 2.0 0.69 
Engagement of the patient 57 1.9 0.70 
Developing new coping 
mechanisms 62 1.9 0.83 
Separation and termination 53 1.9 0.83 
Establishing rapport 55 1.7 0.73 
Unconscious conflict area | 
Aggression/passivity 60 2.8 0.63 
High/low self-esteem 63 2.7 0.67 
Positive/negative blazk 
self-identity 57 2.5 0.80 
Success/failure 65 2.4 0.84 
Dependency/independence 59 2.3 0.72 
Sexual role confusion/identity 56 1.7 0.75 


3Never-0, rarely=1, sometimes=2, frequently=3, always=4. 


When asked ‘‘What factor have you found to be 
unique to psychotherapy with the black male?’’ many 
psychiatrists made statements such as the following: 
“There is a need within the treatment sessions to 
acknowledge and discuss the social and political issues 
of racism," ‘‘Racism has a pervasive influence on the 
patients and how they view themselves,” and ‘‘Often 
there is a feeling of helplessness in controlling one’s 
destiny." The psychiatrists indicated that there were 
transference and countertransference problems and 
commented on the black men's low self-esteem and 
use of denial as a means of coping. 

When asked '"What factors have you found to be 
most significant to successful treatment with black 
males?” a number of psychiatrists made the following 
responses: empathy, patience, supportiveness, toler- 
ance, the ability to listen and indicate directions with- 
out leading, ‘Тһе racial issue must be put in perspec- 
tive,” ‘The therapist must be knowledgeable," and 
“The therapist must gain the patient's trust." Black 
psychiatrists felt that their serving as role models 
helped. 


DISCUSSION 


. It is significant that 99% of the black psychiatrists 
but only 48% of the white psychiatrists were currently 
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treating black patients. Several of the white psychia- 
trists who were not treating black patients stated that 
black patients were simply not being referred to them. 
Three white psychiatrists had never treated black 
patients and 6 would not participate because they had 
so little or no experience treating black patients. These 
findings are interesting in light of the integration efforts 
over the past two decades. In addition, the black male 
patient in our study was most often treated by a 
psychiatrist of the same sex as well as race. 

An unexpected finding was that black men in profes- 
sional occupations were the group least frequently 
seen for treatment. Blacks' participation in formal] and 
informal social networks and their support systems 
has been shown to be related to socioeconomic status 
(5, 6). We speculate that black men in professional 
occupations may have less need for psychotherapy 
because they may have more support systems that 
mediate the need for psychotherapy. In addition, in 
our society there is still a stigma attached to individ- 
uals who seek psychotherapy, and a black’ professional 
may feel that he can least afford to have his mental 


-competence or psychological stability questioned. 


The age range of 31-40 years is a crucial one for 
most individuals in this society, and black men are no 
exception (7). Therefore, it is not surprising that this 
age group is most frequently seen for treatment. The 
majority of black male patients were seen in treatment 
for more than 13 sessions, which we interpret as 3 
months or more. This finding calls into question the 
impression that black men drop out of treatment after 
one or two visits. 

That the two most frequent presenting problems 
were depression and work-related problems is a major 
finding in two respects. First, until recently depression 
was thought to occur infrequently among blacks, but 
there has been an increasingly high rate of suicide 
among young black men as compared with others in 
our society (8). Second, job-related pressures from 
both the work environment and society are exerted on 
most men and are perhaps even stronger on black 
men. Grier and Cobbs (3) provided clinical examples 
of the dynamics of such stresses. 

The finding that developing new coping mechanisms 
may more frequently be a problem for the black male 
patient than other treatment stages is in keeping with 


3 


the varying degrees of difficulty of the treatment , 


stages. Of major interest is the fact that establishing 
rapport and the therapist's engagement of the patient 
were less frequently a problem than most other treat- 
ment stages. Although this finding does not necessari- 
ly mean that the black man may be less difficult to 
engage in treatment than previously thought, it does 
indicate that this stage is less of a problem than other 
stages, and it certainly suggests the need for further 
investigation in this area. 

The finding that aggression/passivity was the most 
frequent unconscious conflict encountered in this sur- 
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vey was not surprising. The black man may often have 
unresolved conflicts in this area because society does 
not allow him the healthy expression of aggression, 
self-assertion, or passivity. This issue was discussed 
by Grier and Cobbs (3) and by two of us (9). The high 
frequency of unconscious aggression/passivity con- 
flicts, depression as a presenting problem, and the 
diagnosis of nonpsychotic affective disorder (depres- 
sion) may be related and should be studied further. 

Self-esteem was the second most frequent uncon- 
scious conflict area. It has been shown that self- 
esteem is heavily influenced by external realities, and 
additional problems in this area may be created for 
black men by society’s development of various black 
male stereotypes (10, 11). 

Racial discrimination as a causative factor i in pathol- 
ogy and racial discrimination being incorporated as a 
symptom were both reported to be more frequent than 
racial discrimination having no role or its being a core 
conflict area. Grier and Cobbs (3) and Pinderhughes 
(4) presented clinical cases that provided examples of 
the roles of racial discrimination in pathology. In 
treating a black male patient the therapist may find 
more often than not that racial discrimination has 
played some role in the psychopathology, either caus- 
ative or symptomatic. Thus, to understand and suc- 
cessfully treat the patient the therapist must uncover 
^ and understand these dynamics. 

The psychiatrists rated the impact of racism on the 
treatment process as occurring frequently and to the 
same degree in the areas of transference, uncovering 
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of defenses, and working through conificts. This 
would indicate that once a black man hzs become 
engaged in treatment the therapist needs :о be even 
more aware and concerned about the impac: of racism 
on the treatment process. It is not enough ta be able to 
recognize the effect of racism on the prese- zing prob- 
lem; one must be mindful of the impact of racism on 
the treatment process. 
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CORNEAL AND LENTICULAR OPACITIES AND NEUROLEPTICS 
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Corneal and Lenticular Opacities in Mentally Retarded Young 
Adults Treated with Thioridazine and Chlorpromazine 


BY C. THOMAS GUALTIERI, M.D., W. HAMPTON LEFLER, M.D., MICHELLE GUIMOND, 


AND JEANNETTE I. STAYE 





Of 18 mentally retarded institutionalized subjects who had 
received long-term, high-dose treatment primarily with 
thioridazine or chlorpromazine, 2 developed definite 
corneal and lenticular opacities and 2 had equivocal 
ocular changes. In view of this finding, the authors 
suggest that alternative treatment, including different 
neuroleptics, be considered with mentally retarded 
institutionalized subjects; when that is not possible, 
subjects should be given periodic evaluation, including 
annual slit-lamp examination. (Am J Psychiatry 139:1178- 
1180, 1982) " 


Р igment deposits in the lenses and corneas of 
patients receiving long-term chlorpromazine treat- 
ment were first described in 1964 (1). The ocular 
changes range from isolated, brownish, dustlike 
specks in the anterior surface of the lens to stellate 
cataracts that can impair visual acuity (2). The changes 
probably occur only with low-potency neuroleptics 
such as chlorpromazine or thioridazine in total doses 
over time in excess of 500 g of chlorpromazine equiva- 
lents. There are conflicting opinions about the revers- 
ibility of the lesions after discontinuation of neurolep- 
tic treatment (2); however, if continued neuroleptic 
treatment is necessary, use of high-potency neurolep- 
tics such as trifluoperazine will at least arrest the 
progress of the opacities (3). There is general agree- 
ment that the pigment which is deposited is melanin, 
probably combined with the neuroleptic or one of its 
metabolites (4). 

The development of opacities is idiosyncratic. Be- 
tween 15% and 74% of patients treated over time with 
large doses of neuroleptics develop this side effect (5, 
6); the reported frequency is influenced by the nature 
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of the population and by the examining ophthalmolo- 
gist's familiarity with the entity (2). Although severe 
cases can be identified by means of just a penlight or 
an ophthalmoscope, the diagnosis of early pigment 
deposits requires slit-lamp examination (7). The differ- 
ential diagnosis includes axial punctate opacities, 


which are found in about 10% of all normal indiv.duals - 


over the age of 40 (8). 

Studies of ophthalmologic changes in the cornea and 
lens subsequent to neuroleptic treatment have. been 
largely confined to populations of adult inpatieats at 
psychiatric hospitals. To our knowledge, there have 
been only three reports of neuroleptic-inducec oph- 
thalmologic changes in children or in the developmen- 
tally handicapped (see table 1). Two (9, 10) were case 
reports; the 5 patients that McAndrew and asscciates 
(11) described were discovered in a survey of 125 
children receiving long-term neuroleptic treatmeat at a 
state psychiatric hospital. However, since the children 
in that survey were not systematically referred for slit- 
lamp examination, no conclusions could be drawn 
concerning the prevalence of ophthalmologic changes. 
In addition, the researchers did not discuss the sever- 
ity of the problem. Six of the 7 patients were t-eated 
with high total doses for several years, but 2 children 
were treated with substantially lower doses for saorter 
periods of time (11). 

Our study was designed to determine whether cor- 
neal and lenticular opacities occurred in mentally 
retarded institutionalized young adults who hac been 
treated from childhood with neuroleptic drugs and 
whether periodic slit-lamp examination should te part 
of the routine clinical evaluation of young re-arded 
patients receiving long-term neuroleptic treatment. 


METHOD 


All subjects were residents of the Western Carolina Center in 
Morganton, N.C. Although more than 100 residents of this institu- 
tion had been treated with neuroleptic drugs, only 18 were included 
in this study. They were chosen on the basis of the fcllowing 
criteria: 1) current treatment with thioridazine and/or chlo~proma- 
zine, 2) thioridazine and/or chlorpromazine used most prorainently 
over the course of neuroleptic therapy, 3) comparatively high mean 
daily doses of neuroleptics for long periods of time, 4) willingness to 
cooperate with a slit-lamp examination, 5) no intercurrent medical 
illness, and 6) no history of self-injurous behavior, eye pa"hology, 
or eye injury. 


+ 
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TABLE 1. Reports of Neuroleptic-Induced Ophthalmologic Changes in Seven Children 





Neuroleptic Treatment 








Age : Drugand . 3 
~ Study Subject (years) Diagnosis . Total Dose (g) Duration O»hthalmolcgic Features 
Geiger | Boy 10 Borderline childhood Chlorpromazine, 315- 3% years Bilateral corr.eal haziness 
et al (9) psychosis with brain 504 · and diszolorztion in ante- 
deficit Я rier subcapsular area 
Goldman (10) Child il — Chlorpromazine, 343; More Markec cornezl pigment 
thioridazine, 103; oth- than 5 
er neuroleptics, 139 years _ 
McAndrew Girl 15 Autism Chlorpromazine, flu- 5 years Lens and corneal stip- 
et al (11) phenazine, and tri- pling . 
Р fluoperazine, 750 
McAndrew Boy 14 Autism Chlorpromazine, thio- 8 years Lens and corneal stip- 
et al (11) ridazine, fluphena- pling 
zine, and trifluopera- 
| zine, 750 
McAndrew Boy 15 Autism Chlorpromazine and 5 years Lens and corneal stip- 
et al (11) © thioridazine, 750 ' pling 
McAndrew . Boy 12 Autism Chlorpromazine, 45; 5 months Lens and cornzal stip- 
et al (11) and thioridazine, 169 20 months pling 
McAndrew Boy 14 Nonpsychotic organ- Chlorpromazine, 187 18 months Lens and corneal stip- 
et al (11) ic brain syndrome pling 





The sample consisted of 14 men and. 4 women. The IQs for the 
group ranged from 10 to 67; 2 were mildly retarded, 4 moderately 
retarded, and 12 severely to profoundly retarded. The subjects 
ranged in age from 18 to 33 years and had been treated with 
neuroleptics for periods ranging from 10 years 8 months to 20 years 
11 months. Most of tlie subjects had begun, neuroleptic treatment 
during childhood or adolescence (average age-13.4 years). ; 

Ап ophthalmologist examined the children with a slit lamp. The 
examiner was familiar with neuroleptic-induced ophthalmologic 
problems and was aware that all of the subjects had received long- 
term neuroleptic tréatment. However, he was blind to each subject's 
precise drug history, total neuroleptic dose, duration of treetment, 
and mean daily dose. All subjects cooperated with the examination, 
and satisfactory observations were made. 


RESULTS . 


Two subjects showed changes compatible with long- 
term phenothiazine intake. Patient 1 had a powdery, 
pigmented, stellate opacity in the anterior capsular 
area; patient 2 had a fine, star-shaped dusting of 
pigment on the anterior surface of each lens. Neither 
lesion appeared to affect visual acuity. Reexamination 
4 months later revealed no progression in either case. 

Two other subjects had ophthalmologic lesions that 
were very mild, possibly representing early changes 
related to phenothiazine intake. However, the findings 
were.somewhat equivocal. Patient 3 had several punc- 
tate pigment spots on the anterior surface of the lens, 
and patient 4 had posterior subcapsular opacities. 

Figure 1 presents clinical data on the entire sample, 
the 2 patients with classical pheriothiazine-relatéd pig- 
mentary changes, and the 2 patients with equivocal 
changes. Neuroleptic dose was converted to chlorpro- 
mazine equivalents by the method of Davis (12). 
Definite opacities were related to total dose (p<.025, 
Mann-Whitney U test, one-tailed) and duration of 
treatment (p<.05) but not to mean daily dose. No such 


FIGURE 1. Corneal and Lenticular Opacities in 18 Mentally Retarded 
Young Adults on Long-Term Neuroleptic Treatment 
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relationship existed for the two equivocal changes, 
None of the subjects had signs of retinopathy. ° 


DISCUSSION 


In a group of subjects specifically chosen for higli 
likelihood of corneal and lenticular opacities, we found 
unequivocal lesions of a moderate degree in 2 subjects 
and equivocal lesions in 2 others. It is clezr that this 
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problem should be of concern to physicians who treat 
mentally retarded patients with neuroleptic drugs over 
the long term. The 2 subjects with unequivocal opaci- 
ties had both been treated for longer than 16 years, had 
been treated with mean daily doses greater than 200 
mg, and had received total neuroleptic doses in excess 
of 1300 g. However, other subjects had been treated 
with equivalent or larger doses for equal or. longer 
periods of time and had not developed ophthalmologic 
lesions. This finding suggests that individual factors, 
for example, drug metabolism, may play a role in 
susceptibility to corneal and lenticular opacities. The 2 
subjects, who had equivocal opacities and who might 
be considered at risk for the development of more 
severe opacities had been treated with lower total 
doses for shorter periods of time. 

Although a clinical survey of this type does not 
allow generalizations with respect to prevalence, inci- 
dence, or predisposing factors, the findings from this 
study are of cozsiderable importance. Surveys of 
neuroleptic drug tréatment in the institutionalized 
mentally retarded (13, 14), developmentally handi- 
capped children in special education classes (15), 
autistic childrén (16); and children in general (17) have 
pointed to widespread use of neuroleptics, especially 
thioridazine and chlorpromazine, and long-term treat- 
ment is often the rule (13). Yet, to our knowledge, this 
is the first report of ophthalmologic changes associat- 
ed with neuroleptics in mentally retarded patients. 

We conclude that young mentally retarded people 
who receive long-term thioridaziné or chlorpromazine 
treatment are at risk for developing corneal and lentic- 
ular opacities. Youth does not confer protection from 
this hazard. The most sensible course for clinicians to 
follow, in light of this finding, is to eschew high-dose, 
long-term treatment with low-potency neuroleptics 
except when it is absolutely necessary and no alterna- 
tive form of behavioral, programmatic, or pharmaco- 
logic management is feasible. In mentally retarded 
patients treated for short periods of time with low 
doses of neuroleptics, periodic slit-lamp examinations 
are probably not necessary. However, for patients 
. who аге treated with long-term, high-dose thioridazine 
or chlorpromazine, annual slit-lamp examinations 
should be performed, especially after the subject has 
been receiving medication for several years and the 
total neuroleptic dose exceeds 500 g. 

One should note that corneal and lenticular opacities 
associated with thioridazine and chlorpromazine may 
be reversible when the drugs are withdrawn. It is 
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commonly believed that these problems do no: occur 
with higher-potency neuroleptics, such as haloperidol 
or trifluoperazine. Lipman (13) has found that thiorid- 
azine and chlorpromazine are the two neuroleptics 
most commonly used in the institutionalized retarded; . 


.this probably has to dc with the sedative effects that 


these medications exert. However, simple sedation is 
not a justifiable indication for long-term neuroleptic 
treatment, and the more specific antipsychotic effects 
of the drugs can be achieved equally well wita high- 
potency neuroleptics that do not predispose patients to 
corneal and lenticular opacities. 
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The Psychiatric Status Schedule for Asian Americans 


BY JOE YAMAMOTO, M.D., JULIA LAM, M.D., WON IL CHOI, M.D., SACHIKO REECE, R.N.. M.A.. 
SAM LO, PH.D., DUCK SOO HAHN, M.S.W., AND LYNN FAIRBANKS, PH.D. 





Because Asian Americans who need to be diagnosed often 
do not speak English, the authors translated the 
Psychiatric Status Schedule into several Asian languages 
and devised an audiovisual version of the schedule. They 
tested the validity of the audiovisual version by comparing 
the computer diagnoses derived from interviews by mental 
health professionals who used the standard translated 
version with the computer diagnoses of mental health 
professionals and volunteers who used the audiovisual 
version. Sixty subjects were diagnosed: 20 Chinese- 
speaking patients, 20 Korean-speaking patients, and 20 
Japanese-speaking subjects. Moderate reliability was 
found between those who used the standard translated 
version ard those who used the audiovisual version. (Am J 
Psychiatry 139:1181—1184, 1982) 





pol a patient who does not speak English 
poses many problems, and working with a transla- 
tor who interviews a patient does not assure a reliable 
translation of the questions. Marcos (1) pointed out 
this problem with regard to interviewing patients who 
speak only Spanish or Chinese. After extensive expe- 
rience with translators for Spanish-speaking patients, 
Acosta (2) showed that the translators needed consid- 
erable training and supervision. Short of using trained 
mental health professionals who speak the patient's 
language, there has been no reasonable way to assure 
reliable interviews when translators are used. To aid in 
more reliable diagnoses of Asian-language-speaking 
patients, we have been working for the last several 
years on translations of the Psychiatric Status Sched- 
ule (3). Thus far we have translated the Psychiatric 
Status Schedule into Chinese, Japanese, Korean, Sa- 
moan, Filipino, and Vietnamese. 

The Psychiatric Status Schedule was chosen for two 
reasons: it is a highly structured standardized exami- 
nation of psychiatric patients that is reliable, and it 
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yields answers to the type of questions clinicians 
would like answered in a psychiatric interview. The 
questions include the usual queries made by clinicians 
concerning the signs, symptoms, and histo-y of mental 
disorders and also the patient's ability to fulfill roles. 
This added dimension evaluates, for example, one's 
ability to fulfill one's role as a student, worker, mate, 
or parent. The answer sheet for our translazed versions 
of the Psychiatric Status Schedule was the same as the 
answer sheet for the English-language Psychiatric Sta- 
tus Schedule so that our answer sheet couic be placed 
over the English-language Psychiatric Status Schedüle 
booklet. In this manner the English-speaking clinician 
can immediately evaluate the patient's responses. This 
design also allows for a computer to analyze the data 
and a printout to be generated that lists the patient's 
diagnosis as well as the patient's importan: signs and 
symptoms (4). | ' 

As a training device, znd also for use in areas where 
no Asian-language-speaking professionals are avail- 
able, we devised an audiovisual version of the Chi- 
nese-, Japanese-, and Korean-language translations 
(Yamamoto and Hannan, unpublished pz»er, 1979). 
These audiovisual versions include slides and audio- 
tapes with standard questions asked in the respective 
languages (materials available from Dr. Yamamoto), 
and they are designed to be used in the following 
manner. The slides, wh:ch show individuals with par- 
ticular psychiatric problems, are presented to’ the 
patient. For example, when a patient is asked by 
audiotape whether he or she is depressed, a slide 
showing a person who looks depressed is shown, and 
printed on the slide in tne appropriate Asian language 
is a superscript reading "depression." Not only does 
the audiovisual version provide for a standard presen- 
tation of the professicnal’s main questions, but it 
enables a trained volunteer to ask more probing ques- 
tions available in the translated booklet. 

The objectives of our study were to determine 1) the 
reliability of the audiov:sual technique and 2) whether 
relatively untrained volunteers could learn со use these 
audiovisual materials and obtain reliable ratings of the 
patient's behavior. We studied three Asian-language- 
speaking groups: Chinese (Cantonese dialect), Kore- 
an, and Japanese. These groups were selected for 
pragmatic reasons: we had Asian professionals avail- 
able to translate the Psychiatric Status Schedule into 
these languages and to interview the sub)zcts. 
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METHOD 


We selected a group of Asian-language-speaking mental health 
professionals and volunteers and 60 subjects who spoke Chinese, 
Korean, or Japanese. ; 


Participants 


The mental health professionals were psychiatrists, psycholo- 
gists, social workers, and nurses. With the exception of one 
professional, all were staff members of the Asian/Pacific Counseling 
and Treatment Center, had been trained in the United States, and 
were bilingual and fluent in an Asian language and English. (The 
exception was a visiting psychiatrist from Japan who was not fluent 
in English.) 

The volunteers were nct mental health professionals, but they did 
speak one of the three Asian languages. The volunteer for the 
Chinese group was a woman with a high school education. The 
volunteer for the Japanese group was a woman who had been a 
nurse in Japan, but she bad no special psychiatric training nor had 
she worked as a nurse in the United States. The Korean volunteers 
were employed by the Comprehensive Employment Training Act 
(CETA) program. Their CETA positions were eliminated during our 
study, so we recruited two similar community workers. 

The 20 Chinese and 20 Korean subjects were patients at the Asian/ 
Pacific Counseling and Treatment Center. The Chinese patients 
spoke a Catonese dialect. The 20 Japanese subjects, although 
nonpsychiatric patients, vere members of the Society of the Atom 
Bomb Survivors of America. Their physical health was being 
examined because there were concerns about latent or late-onset 
side effects as a result of their exposure to radiation. All subjects 
signed an informed-conseat form. 


Procedure 


Two mental health professionals (А and B) and one volunteer 
were assigned to each .anguage group. The professionals and 
volunteers were fluent in the language of the group to which they 
were assigned; all questions on the standard Psychiatric Status 
Schedule booklet had been previously translated from English into 
the appropriate Asian language. The format of the translated version 
was identical to that of the English Psychiatric Status Schedule, thus 
the same answer sheet could be used in each instance. This answer 
sheet could then be placed over the English Psychiatric Status 
Schedule booklet to ascertain the responses in English. The audiovi- 
sual version was programmed to present the main questions for each 
series. For example, under the category of anxiety the interviewer 
asks, ‘‘How often do you feel anxious or tense?” If the subject's 
response is unclear, the interviewer might ask, ‘‘Nervous?’’; then to 
clarify the extent to whick the person feels anxious the interviewer 
may ask, ‘‘How much of the time do you feel this way?" 

The volunteers were nct trained mental health professionals, so 
we did not expect them to make clinical diagnoses. However, the 
computer program DIAGNO (4) was used, and this resulted in a 
computer diagnosis based upon the observations made by the 
professionals and the volunteer of the subject's signs and symptoms 
during the Psychiatric Status Schedule interviews. 

Each of the three language groups was divided into two subgroups 
(10 subjects in each subgroup), and each subject was interviewed 
twice: first by professional A who used the standard translated 
Psychiatric Status Schedu.e booklet, and second by professional B 
and the volunteer, who beth used only the audiovisual materials and 
thé tranglated booklet for additional probes. During the audiovisual 
interview, the professional questioned the subject and the volunteer 
asked additional probing questions as indicated. The answers to the 
Psychiatric Status Schedule questions resulted in а computer- 
derived diagnosis. 

This procedure was reversed for the other subgroup: subjects 
were interviewed and diagnosed first by professional A and the 
volunteer, both of whom used only the audiovisual materials, and 
second by professional B, who now used the standard Psychiatric 
Status Schedule booklet. Thus, each professional made his or her 
ratings on the basis of the standard Psychiatric Status Schedule 
booklet for one-half of the patients in the group and on the basis of 
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the audiovisual materials for the other half. The computer then gave 
a diagnosis for each subject. 

We first compared the diagnoses made by the professionals using 
the standard Psychiatric Status Schedule booklet with those of the 
professionals using the audiovisual method. We then compared the 
diagnoses of the volunteers who used the audiovisual technique with 
those of the professionals who used the audiovisual techniques. 

Reliability was assessed by two measures: 1) the percentage of 
subjects who were assigned the same computer diagnosis by both 
professional raters and 2) the kappa coefficient, which is a measure 
of agreement above that which would be expected by chance (a 
kappa value of 1.00 indicates perfect reliability). 


RESULTS 


We found that a much higher percentage of the 
Chinese and Korean patients than would be expected 
(unpublished 1980 paper by Fung and associates) were 
psychotic and chronically ill. This phenomenon has 
been noted before by Mochizuki (5), who reported that 
Asian Americans and Pacific Islanders living in Los 
Angeles underutilize mental health services—approxi- 
mately only 40% of their proportion of such services. 

Table 1 shows the amount of reliability we found 
when comparing the diagnoses made by professionals 
and volunteers using the standard Psychiatric Status 
Schedule booklet version or the audiovisual version. 
In rating the Chinese patients, agreement on the same 
diagnosis between professional A using the Psychiatric 
Status Schedule booklet and professionzl B using the 
audiovisual] materials was 4596; agreement between 
them on the same category of diagnosis was 75%. 
Agreement between the professional and the volunteer 
scoring the same interview with the audiovisual meth- 
od was slightly higher. The reliabilities were in the 
same range for the Korean patients (see table 1). The 
kappa values for the Japanese subjects were extremely 
low (see table I) because most of the diagnoses fell in 
the same category, i.e., no mental disorder or nonspe- 
cific condition. This caused the level of chance agree- 
ment to be high and kappa (the measure of agreement 
by chance) to be low. 


DISCUSSION 


It was unfortunate that an error of judgment was 
made in using normal subjects fer the Japanese group; 
we should have anticipated that this would pose prob- 
lems. We have further data (6) comparing two mental 
health professionals who used the Psychiatric Status 
Schedule to diagnose Japanese-speaking patients and 
English-speaking Japanese American patients showing 
that reliable diagnoses were computer derived from 
separate interviews with the Psychiatric Status Sched- 
ule. In order to establish the validity of the Psychiatric 
Status Schedule in Asian languages, a study was done 
at the Asian clinic using the Japanese-language ver- 
sion. In this study, we (6) studied the validity of 
Psychiatric Status Schedule diagnoses for Japanese 
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TABLE 1. Reliability of Diagnosis for Asian-Language-Speaking Subjects by Professionals and Voluntzers Using Translated Standard or 


Audiavisual Versions of the Psychiatric Status Schedule (3) 





Perfect Agreement on 
Diagnosis by Raters* 


General Agreement on 
Diagnosis by Raters^ 








Group Diagnosed Percent Kappa Percent Kappa 
Chinese patients (N=20) 

Professional A using standard version versus professional B using audiovisual 

version 45 36 75 S] 

Professional À using audiovisual version versus volunteer using audiovisual 

version 60 .54 80 .67 АА 

Professional B using audiovisual version versus volunteer using audiovisual p 

version 55 46 75 .56 
Korean patients (N=20) 

Professional A using standard version versus professional B using audiovisual 

version 52 44 7€ 52 

Professional A using audiovisual version versus volunteer using audiovisual 

version 48 .39 90 32 

Professional B using audiovisual version versus volunteer using audiovisual 

version 57 52 76 56 
Japanese subjects: (N=20) 

Professional A using standard version versus professional B using audiovisual 

version 50 —.04 55 .06 

Professioral A using audiovisual version versus volun:eer using audiovisual 

version 70 -.H 70 — 

Professional B using audiovisual version versus volunceer using audiovisual 

version 60 .00 6) .00 








*Both raters yielded exactly the same computer diagnosis, e.g., schizophrenia, paranoid type. 
*Both raters yielded computer diagnoses within the same general category, e.g., schizophrenia, major affective disorders, neuroses. 
*All agreed on a diagnosis of no mental disorder, nonspecific condition, except one case of general agreement between professionals А and B on acute 


schizophreniz episode. 


patients living in Los Angeles. The Psychiatric Status 
Schedule computer diagnoses were compared with the 
clinical diagnosis by Dr. Koretsune, a psvchiatrist 
trained in Japan. For agreement on the exact diagno- 
sis, the kappa was .35. For agreement on the general 
category of diagnosis (e.g., schizophrenia, paranoid 
state, neuroses, nonspecific condition, etc.), the kappa 
was .67. This shows that the Psychiatric Status Sched- 
ule is valid for Japanese-speaking patients. Yeh and 
associates (7) have shown that the Psychiatric Status 
Schedule can be reliably administered in Chinese. 

In the past when Asian-language-speaking men- 
tal health professionals were not available, interpret- 
ers were used to ask the patients questions that 
the clinicians would have asked the patients in En- 
glish. Our method represents a refinement and im- 
provement of the method of using interpreters in that 
all the words have been translated appropriately and 
adequately by Asian-language-speaking mental health 
professionals. Our method has been tried and the 
svstem standardized. Thus, we believe that our meth- 
od has the validity of a direct translation of the 
questiors clinicians usually ask. In cases where a 
direct translation is not the best, the sentences have 
been changed to some extent. 

The diagnosis of non-English-speaking patients is 
fraught with complex obstacles that make it very 
frustrating for the monolingual English-speaking clini- 
cian. Standard translations of structured psychiatric 
interviews should potentially be helpful in clinical 


practice. With the increasing importance of accurate 
diagnosis to the treatment of patients, it is vital that 
non-English-speaking patients be properly diagnosed. 
Since the publication of DSM-III, a new interview 
schedule—the National Institute of Men:al Health: 
Diagnostic Interview Scaedule (8)—has been created. 
This schedule allows for computer diagnosis according 
to DSM-III criteria, Research Diagnostic Criteria (9), 
and Feighner diagnostic criteria /10). If these criteria 
were translated, they would be helpful in facilitating 
more accurate diagnoses of Asian-lenguage-speaking 
patients. We hope to continue our studies along these 
lines. In addition, transiated versions of highly struc- 
tured standardized interviews (if they can te shown to 
be valid in other languages) would be helpful for cross- 
cultural psychiatric studies. 
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Genetic Relationship Between Paranoid Personality Disorder and the 


“Schizophrenic Spectrum" Disorders 


BY KENNETH S. KENDLER, M.D., AND ALAN M. GRUENBERG, М.р. 





Paranoid personality disorder, blindly diagnosed according 
to DSM-III criteria, was significantly more common in the 
interviewed biologic relatives of the ''schizophrenic spec- 
trum” adoptees than in those of control adoptees from the 
greater Copenhagen sample of the Danish Adoption Study 
of Schizophrenia. (Am J Psychiatry 139:1185-1186, 1982) 





Although much has been written regarding paranoid 
personality disorder from a clinical and psychodynam- 
ic perspective, little empirical information is available 
regarding its etiology (1). This is particularly true for 
the role ог genetic factors. To our knowledge, only one 
family study (2) has examined the role of genetic 
factors in paranoid personality disorder. Interviewing 
first-degree relatives of schizophrenic subjects and 
controls, Stephens and associates (2) found that para- 
noid personality disorder was more than twice as 
common in the relatives of the schizophrenic subjects 
as in the relatives of controls. Family studies cannot 
determine whether the possible link between this 
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disorder and schizophrenia is due to genetiz or nonge- 
netic familial factors. To clarify the nature of the 
relationship between peranoid personality disorder 
and schizophrenia, we examined the prevalence of 
paranoid personality disorder according to DSM-III 
criteria in the interviewed relatives from the greater 
Copenhagen sample of the Danish Adoption Study of 
Schizophrenia (3). 


Method 


The methodologies of the Danish Adoption Study (3) and our 
independent analysis of the interviews with relatives (4) have been 
outlined elsewhere. Briefly, personal interviews were conducted 
with more than 90% of the ava.lable biologic and adop-ive relatives 
of adoptees who as adults developed chronic, borderi.ne, or acute 
schizophrenia, diagnosed by criteria previouslv outlined (3). To 
avoid confusion with the different use of these terms ia DSM-III, we 
will refer to these probands as having ‘“‘schizophreniz spectrum” 
disorders. Relatives of matched controls were also interviewed. 
Furthermore, interviews were conducted with ће available control 
probands, and 23 of them (termed the “screened” controls) were 
found to be free of any hint cf schizophrenic illness. Both of us. 
blind to the relatives’ identity. examined all completed interviews 
and those incomplete interviews judged by us to contain sufficient 
information to make a psychiatric diagnosis. One of the diagnoses 
recorded in the review of the interviews was ‘‘delusional personal- 
ity," which was defined to irclude all patients meeting DSM-III 
criteria for paranoid personalitv disorder but also to include individ- 
uals with ‘‘predelusional think ng" that was grandiose, somatic, or 
erotic. Preliminary results suggested that most relatives with a 
delusional personality were biologic relatives of the schizophrenic 
spectrum probands. Because of the idiosyncratic nature of the 
diagnosis of delusional personality and our interest in 2xploring the 
genetic basis of DSM-IH diagnostic categories, all cases of delusion- 
al personality were reexamined by one of us (K.£.<.) who still 
remained blind to the relatives' identity. Because information was 
not always present to definitively rate all the diagnos:ic criteria in 
DSM-III, relatives were assigned the diagnosis 2f ''defin:te," 
"probable," or “possible” paranoid personality cisorder. Even 
relatives diagnosed as having a possible paranoid personality disor- 
der had to demonstrate at leas: one symptom ia all three categories 
of the DSM-III criteria for the disorder. Statistical significance was 
determined by the chi-square test. Yates correction was not used 
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because with cell sizes like those found in this report it is inappropri- 
ately conservative (5). Because of a priori predictions based on 
previous results (2), one-tailed p values are reported. 


Results 


Of the 329 interviewed relatives, 6 (1.896) were 
diagnosed as having possible, probable, or definite 
paranoid personality disorder. All 6 relatives receiving 
this diagnosis were male, with a mean age at evalua- 
tion of 51.3 years. Paranoid personality disorder was 
significantly more common in the biologic relatives of 
the schizophrenic spectrum probands (4 out of 105 
relatives or 3.896) than in the biologic relatives of 
either all the controls (1 out of 138 relatives or 0.7%) 
(x\2=2.82, р=.047) or the screened control probands 
(0 out of 88 relatives) (x1?—3.42, p=.032). Only 1 case 
of paranoid personality disorder was diagnosed in an 
adoptive relative and that was in an adoptive father of 
a schizophrenic spectrum proband. The prevalence of 
paranoid personality disorder was significantly greater 
in the biologic relatives of the schizophrenic spectrum 


L7 probands (3.8%) than in all the remaining relatives (2 


out of 224 relatives or 0.9%) (ҳ,2=3.40, p=.033). 


Discussion 


The results of this report should be interpreted with 
caution and are best regarded as a working hypothesis 
because of the small number of cases of paranoid 
personality disorder involved and the marginal levels 
of statistical significance reached. However, these 
results are consistent with previous findings that sug- 
gest a role for genetic factors in the etiology of 
paranoid personality disorder and suggest a genetic 
link between this disorder and schizophrenia and 
related disorders (2). Unlike the previous study, the 
present results could not be due to nongenetic familial 
factors. The advanced age of the relatives with para- 
noid personality disorder precludes the possibility that 
the genetic link between paranoid personality disorder 
and the schizophrenia spectrum disorders is due to this 
disorder's being a prodromal manifestation of schizo- 
phrenia. 

An important limitation of this study is that it uses 
the global diagnoses assigned to the probands based on 
diagnostic practices of the 1960s. Therefore, this study 
only supports a genetic link between paranoid person- 
ality disorder and the ‘‘schizophrenic spectrum” of 
disorders as used by Kety and associates (3). We are 
currently undertaking a blind reanalysis of the proband 
interviews using DSM-III criteria so that in the future 
we will be able to compare diagnoses in probands and 
relatives using the same operationalized set of criteria. 

This study does not support the view that paranoid 
personality disorder is genetically related to paranoid 
psychosis (6). In this (7) and other cohorts (8), para- 
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noid psychosis has been shown to have little genetic 
relationship to schizophrenia. If paranoid personality 
disorder is genetically linked to paranoid psychosis, it 
should not also have a genetic link to schizophrenia 
and related disorders. 

We previously found that schizotypal personality 
disorder as defined by DSM-III was significantly more 
frequent in the biologic relatives of the schizophrenic 
spectrum probands than in the biologic relatives of the 
controls (9). This report suggests that a second person- 
ality disorder defined by D$M-III, paranoid personal- 
ity disorder, is genetically part of the "schizophrenia 
spectrum” as initially articulated by: Kety and asso- 
ciates (3). However, compared with schizotypal per- 
sonality disorder, paranoid personality disorder is less 
common in the biologic relatives of the schizophrenic 
spectrum probands and the difference in frequency 
between the two groups of biologic relatives is less 
marked. At least in this sample, the genetic link 
between paranoid personality disorder апа the 
"schizophrenia spectrum” is weaker than«that found 
for schizotypal personality disorder. 
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Substitution of Atenolol for Propranolol in a Case of Propranolol-Related Depression 


BY GEORGE N. MCNEIL, M.D., PETER K. SHAW, M.D., AND DONALD S. DOCK, M.D. 





The authors describe a 62-year-old woman with symptoms of 
major depression presumed to be secondary to propranolol 
use. The patient responded poorly to imipramine; however, 
her symptoms cleared rapidly when atenolol was substituted 
for propranolol. (Am J Psychiatry 139:1187-1188, 1982) 





Depression has long been noted as an occasional 
side effect of the B-adrenergic blocker propranolol (1). 
A recent report of three cases by Petrie and associates 
(2) not only supports this observation but documents 
the subsidence of major depressive symptoms after 
withdrawal of propranolol. 

For some patients, however, withdrawal of beta 
blockade poses problems in its own right. Such treat- 
ment may эе crucial to the management of hyperten- 
sion, angina pectoris, cardiac tachyarrhythmias, ob- 
structive cardiomyopathy, and other serious medical 
disorders. Of possible significance to an even greater 
number of patients are recent preliminary findings 
suggesting that long-term beta blockade may lower the 
likelihood of recurrent myocardial infarction (3, 4). 

Among the newly available beta blockers, atenolol 
is a nonlipophilic agent with very low avidity to the 
CNS (5). The following report demonstrates the re- 
sponse of a patient with major depression to substitu- 
tion of atenolol for propranolol. 


Case Report 


Ms. A was a 62-year-old housewife referred for an insid- 
iously progressive depression that had lasted for 5 months. 
She complained of feeling “геа all the time," loss of 
appetite with a 6.75-kg weight loss, hypersomnia, and fre- 
quent crying spells. Although Ms. A was not actively 
suicidal, she felt hopeless and had *'prayed to God to take 


me.” Her family noted that she was increasingly withdrawn . 


and had lost interest in her daily activities. Ms. A had no past 
history of depression or of any psychiatric disorder. She 
smoked cigarettes, but she had enjoyed good health until 
suffering an uncomplicated myocardial infarction 2 years 
previously. 

At the time of her present evaluation she was taking oral 
nitrates twice a day, a thiazide diuretic, 40 mg b.i.d. of 
propranolol (reduced 3 months earlier from 160 mg b.i.d.), 
and 5 mg every 2—3 days of chlordiazepoxide hydrochloride. 

Ms. A's family history included a sister, age 71 years, who 
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had responded to amitriptyline for an episode of depression. 
Ms. A also had a son, age 37 years, who had had coronary 
artery bypass surgery. Before electing surgery he had 
received a trial of propranolol; but when he ceveloped 
marked dysphoria, he insisted upon ending the trial in favor 
of surgery. 

Not wishing to disrupt what had been an effective cardiac 
regimen for Ms. A, we initially continued giving her propran- 
olol and added 25 mg/day of imipramine. Over the course of 
3 weeks her imipramine dose was gradually increased to 150 
mg/day. In addition to having a dry mouth, she began to 
complain of urinary hesitancy. Her dose of imipramine was 
nonetheless maintained, and over the ensuing 3 weeks there 
was a minimal change in her symptoms. Altaough Ms. A felt 
somewhat less agitated, she continued to losz weizht and to 
have hypersomnia and lack of energy. 

At this point we decided to stop the propranolol and 
substituted 50 mg/day of atenolol. The remaincer of her 
regimen was unchanged. Within a week Ms. À reported 
feeling much more ''like myself." When she was seen after 2 
weeks, she no longer showed a depressed affect; ker psycho- 
motor retardation was gone, and she reported the ~eturn of a 
normal appetite and the loss of hopelessness. 

Her recovery has been complicated by the recurrence of 
angina, necessitating an increase in atenolol to 160 mg/day. 
She has, however, remained euthymic for 6 months. 


Discussion 


Atenolol is a B-adrenergic blocker used for some 
years in Europe but only recently available in the 
United States. One of the drug's distinctive f2atures is 
its low fat solubility. This is presumably responsible 
for its low affinity for the brain and for the paucity of 
CNS side effects associated with its use. Propranolol, 
on the other hand, is quite lipid soluble and has well- 
documented CNS activitv. 

Cruickshank (5) has measured brain concentrations 
of both atenolol and propranolol after chronic oral 
adminstration in man (atenolol, 100 mg/day; »roprano- 
lol, 80 mg b.i.d.). In a small series he reported a mean 
atenolol concentration cf 133 ng/g of brain tissue, 
contrasting this with a mean propranolol concentration 
of 2561 ng/g of brain tissue. This nearly 20-fold differ- 
ence in avidity to the brain most likely azcouats for the 
disparity in CNS effect between atenolol and propran- 
olol. А 

The clinical utility of substituting atenolol for pro- 
pranolol has been repor:ed. Fraser and Cerr (6) de- 
scribed two hypertensive patients with propranolol- 
induced psychosis that cleared when they substituted 
atenolol for propranolol. Mattiasson and Henningsen 
(7) reported a series of 705 hypertensive patients 
treated with lipid-soluble B-blockers. They sound that 
drug side effects forced interruption of treatment in 


1188 CLINICAL AND RESEARCH REPORTS 


176 (2596) of their patients, and CNS side effects 
occurred in 97 (1496) of the patients. Of these 97 
patients, 42 experienced fatigue and/or depression and 
55 experienced nightmares, insomnia, and/or halluci- 
nations. Of the 55 who experienced nightmares, in- 
somnia, and/or hallucinations, 50 (91%) showed a 
marked improvement or their symptoms disappeared 
when they were switched to atenolol. Of the 42 
fatigued and/or depressed patients, 25 (60%) respond- 
ed to a substitution of atenolol for propranolol. 

Our patient's coronary artery disease made it highly 
desirable to prescribe long-term B-adrenergic block- 
ade. Her initial treatment with propranolol was un- 
eventful.. When an episode of major depression super- 
vened and responded poorly to imipramine, we were 
led to a trial of substituting atenolol for propranolol. 

Our case report clearly lacks the experimental rigor 
that would make a compelling case for atenolol in 
propranolol-induced depression. Although our pa- 
tient's response to imipramine was minimal, the con- 
tinued use of that drug somewhat clouds the role of 
atenolol. The temporal relationship between relief of 
symptoms and addition of atenolol provides circum- 
stantial support fcr our thesis, but more conclusive 
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support awaits more careful experimental design. 

Finally, the relative rarity of depression as a side 
effect of propranolol makes the patient's report of her 
son's dysphoric reaction to the drug an intriguing one. 
Might there be a genotype that confers vulnerability to 
this side effect? The history of depression in a sister 
furthers the argument for genetic vulnerability in our 
patient. 
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Auditory Hallucinations Treated by Radio Headphones 


BY ROBERT FEDER, M.D. 


A young man with chronic auditory hallucinations was 
treated according tc the principle that increasing external 
auditory stimulation decreases the likelihood of auditory 
hallucinations. Listening to a radio through stereo head- 
phones in conditions of low auditory stimulation eliminated 
the patient's hallucinations. (Am J Psychiatry 139:1188— 
1190, 1982) 








Several attempts have been made in recent years to 
develop a general theoretical explanation of hallucina- 
tions. Ап integral part of many of these theories (1—3) 
is the relationship of external (physical) sensory stimu- 
li to the perception of internal (mental) hallucinatory 
phenomena.. 

*West (1) stated that under normal waking condi- 
tions, an individual is subjected to a constant barrage 
of auditory, visual, and somatic sensory stimuli. This 
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input of information has an inhibitory effect cn the 
emergence into conscious awareness of previous per- 
ceptions. If the stimulus barrage is sufficiently de- 
creased, memory traces of previous perceptions may 
be released into conscious awareness. If, simulta- 
neously, internal arousal is sufficiently high, the re- 
leased perceptions may be dynamically organized and 
reexperienced as fantasies or hallucinations. 

Horowitz (2) viewed sensory experiences as occur- 
ring on matrices that have input from both incernal 
sources (memory and fantasy) and external sources 
(physical stimuli). In such.a model, hallucinations сап 
occur under a variety of circumstances, including 1) a 
relative reduction of external input, 2? ambiguity in 
external signals (high noise to signal ratio), 3) augmen- 
tation of internal input due to arousal of ideas and 
feelings secondary to wishes, needs, fears, and so 
forth, and 4) a reduction of the usual levels of inhibi- 
tion over the internal inputs. 

Slade (3) proposed that stressful events raise the 
level of internal arousal and thus increase the likeli- 
hood of hallucinatory experience. Whether hallucina- 
tions occur in these circumstances depends on the 
individual's predisposition to hallucinations and the 
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prevailing level of external stimulation. Consciousness 
is viewed as a ‘‘limited capacity channel," responding 
only to the source (external or internal) of greatest 
stimulation. | 

АП of these models would predict that the likelihood 
of auditory hallucinations would decrease in the pres- 
ence of increased external auditory stimulation. This 
principle was employed clinically in the following 
case. 


Case Report 


Mr. А, a 29-year-old unemployed man, came to the 
emergency room with a 6-month history of increasingly 
severe agitation, social withdrawal, paranoid and somatic 
delusions, and auditory hallucinations. The hallucinations 
consisted of several different unfamiliar voices talking to 
each other and calling Mr. A derogatory names. Mr. A 
reported two other episodes of similar symptoms within the 
previous 3 years, Both of these previous episodes nad been 
of several weeks' duration. Mr. A had responded well to 
hospitalization and antipsychotic medication during both of 


these prior episodes, with the exception of the auditory. 


hallucinaticns. These had continued on an intermittent basis 
throughout the entire 3 years since their onset. Mr. A had 
discontinued medication shortly after discharge from both of 
his previous two hospitalizations. 

Because of Mr. A's behavior in the emergency room, he 
was hospitalized again and treated with 32 mg/day of per- 
phenazine and with milieu therapy. Within 3 weeks his 
agitation, withdrawal, and delusions were no longer present. 
His auditory hallucinations remained, but the voices were 
now describing and commenting on his actions rather than 
calling him derogatory names. Mr. А was discharged to his 
home at th:s point; he was placed on a maintenance dose of 
32 mg/day of perphenazine and began receiving individual 
outpatient therapy for 1 hour each week. 

Throughout the first 2 months of outpatient therapy, Mr. 
А continued to experience auditory hallucinations on an 
intermittent basis. Otherwise he was doing well, and he 
began worxing for the first time in more than 1 year. Mr. А 
obtained employment as a laborer with a landscaping compa- 
ny. Soon after starting this job, he complained of an increase 
in the severity and frequency of his auditory hallucinations, 
noticing them most while he was running large, gasoline- 
powered lawn mowers. He refused to increase his perphena- 
zine dose beyond the current 32 mg/day. He was therefore 
advised to purchase and wear a set of stereo headphones 
with a built-in battery-operated AM-FM radio. (Such equip- 
ment is readily available from most retail stereo dealers.) 

Mr. A wore the headphones at work and reported a 
complete elimination of his auditory hallucinations while 
mowing lawns. He stated that when he wore the head- 
phones, he heard only the radio broadcast he was listening to 
and none of his voices. He continued to experience auditory 
hallucinations on an intermittent basis away from work when 
he was not using the headphones. After severai days the 
battery in the headphones wore out, and Mr. A was unable 
to purchase another for 3 days. During these 3 days he did 
not wear the headphones, and he reported a return of his 
auditory hallucinations while mowing lawns. After he pur- 
chased a new battery, his auditory hallucinations ceased 
when he used the headphones. 
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After several months Mr. A obtained other employment. 
His auditory hallucinations have diminished mzrkedly in 
frequency but occasionally occur when he is feeling stressed 
and bored. He finds that wearing the headphores at these 
times often helps eliminate the hallucinations. 


Discussion 


The course of Mr. A’s hallucinations can be ex- 
plained by the theories noted earlier. At -imes when he 
was in need of hospitalization, Mr. A’s auditory hallu- 
cinations were part of a general psychozic decompen- 
sation that included other symptoms. At t1ese times 
the amount of internal input to perceptual mechanisms 
was presumably extremely high due to emotional 
stress. Antipsychotic medication was helpful in ame- 
liorating the auditory hallucinations by decreasing the 
amount of internal input through a decrease in arousal. 

Nevertheless, Mr. A continued to experience some 
auditory hallucinations even in remissior from his 
acute psychosis. He had the most difficulty when he 
was operating a lawn mower. In this situat on he was 
exposed to the constant loud drone of the machine, 
which masked any other external audito-v stimuli. 
This resulted in an external auditory environment with 
very low information content (akin to noise with no 
signal). At these times, with external input :о auditory 
perception relatively reduced, his interral input would 
predominate, and Mr. A would hallucinate The radio 
headphones altered this situation by provid rg a mean- 
ingful external signal to attend to and by reducing the 
perceived amplitude of external noise. Wah external 
input now predominant over internal input, the halluci- 
nations ceased. Т, 

The experience of hallucinatory phenomena'in cir- 
cumstances of reduced externa] input hat also been 
reported in nonpsychotic individuals Tı sensory 
deprivation literature is generally well known (4, 5). 
Elderly patients with progressive visua (6, 7) or 
hearing (8, 9) loss have also been reported to experi- 
ence visual and auditory hallucinations, respectively. 

The observations presented here are thus consistent 
with the theories of hallucinations previously de- 
scribed. The case of Mr. A also points ош ће possible 
importance that a patient's stimulus environment can 
have on the symptom of auditory hallucirations. The 
experience of auditory hallucinations in medicated 
schizophrenic patients ''in remission’’ is not uncom- 
mon (10). Therefore, the observations made in this 
case are worthy of further study under controlled 
conditions to determine if listening tc the radio 
through stereo headphones 15 generally therapeutically 
useful in reducing auditory hallucinations 
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Confusional Paranoid Psychosis After Withdrawal from Sympathomimetic Amines: 


Two Case Reports 


BY JOSEPH DEVEAUGH-GEISS, M.D., AND ANAND PANDURANGI, M.D. 





Paranoid psychosis may result from intoxication with, or * 
withdrawal from, amphetamines. The authors describe two 
cases of paranoid confusional psychosis commencing 1 
week after the patients’ withdrawal from sympathomimetic 
amines. The pathophysiology for this unusual disorder may 
be agonist-induced dopamine receptor hypersensitivity. (Am 
J Psychiatry 139:1199--1191, 1982) 





Sympathomimetic drugs, particularly the amphet- 
amines, are known to exacerbate psychotic disorders 
(1-3) as well as to cause a paranoid psychosis in 
otherwise healthy »eople (3, 4). Presumably this phe- 
nomenon is due to indirect dopamine agonism. The 
syndrome of withdrawal from amphetamines has been 
described as consisting of lethargy, anxiety, sleep 
disturbance, nightmares, and depression, although a 
psychotic disorder associated with withdrawal from 
amphetamines has rarely been reported (5—7). We 
describe here two patients who were withdrawn from 
sympathomimetic amines, resulting in their having a 
confusional parancid psychosis, and we discuss the 
probable physiologic and biochemical mechanisms in- 
volved. 


Case Reports 


Case 1. Mr. A, a 70-year-old man, was admitted to the 
psychiatric service az:er 3 days of disorientation, confusion, 
restlessness, and paranoid ideation. He had been taking 5 mg 
97.0. of dextroamphetamine for about 10 years, initially 
prescribed for treatment of obesity and later continued for 
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treatment of depression. Two months before this admission 
Mr. A, on his own initiative, reduced the dose to 5 mg b.i.d., 
and 10 days before this admission he stopped the medication 
completely. Then just 3 days before his admission he was 
found driving his vehicle in a neighboring tcwn in a confused 
state, He stayed with his brother for 2 days, and because his 
condition did not improve he was brought to the hospital. 
Mr. А was retired and lived at a trailer park where many 
other retirees lived. He often visited his brother and niece, 
who described him as fully functional before this illness. 

A physical examination revealed that Mr. A had scaly 
lesions on both legs, but otherwise the findings, including 
blood pressure, pulse, and pupillary size, were within nor- 
mal limits. A mental status examination revealed that Mr. A 
was disoriented to time, place, and person. He displayed 
motor restlessness without any stereotyped behavior. His 
attention was fluctuating, and he spoke in an irrelevant 
manner, frequently mumbling to himself. Mr. A complained 
of being ''confronted," and he made statements such as, 
“The game is up," “‘I’’ll tell you—don't punish me," and 
“They are coming at me аваіп.’ He also believed that his 
trailer was bugged. He denied having hallucinations, his 
recent memory was impaired, and he appeared to be con- 
fused and afraid. | 

Mr. A's blood chemistry, CBC, and Т; and T; levels were 
normal. At the time of his admission Mr. A’s urine was 
faintly positive for amphetamines. А nuclear brain scan was 
normal, as was an EEG on his fourth hospital day. 

Mr. A was placed in a quiet room and observed. Initially 
he received 2 g q.i.d. of ammonium chloride for acidification 
of his urine, but this was discontinued when it was verified 
that he had been withdrawn from amphetamines more than 1 
week before his admission. During the first week in the 
hospital Mr. A had no changes other than being somewhat 
less restless, so treatment with haloperidol (5 mg t.i.d.) was 
begun. Mr. А responded dramatically to haloperidol: he was 
no longer confused, and his paranoid ideation diminished. 
On hospital day 11 the haloperidol dose was reduced to 5 mg 
b.i.d., on day 13 it was further reduced to 5 mg/day, and on 
day 15 it was discontinued. Mr. A was discharged on 
hospital day 21 completely recovered. 
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Case 2. Ms. B, a 22-year-old college student, had received 
diethylpropion for weight reduction, and she had been taking 
one 75-mg slow-release tablet daily for 6 weeks. During 2 
weeks of school examinations Ms. B increased the dose to 
two or three tablets daily, and then she resumed the 75-mg 
daily dose for the subsequent 4 weeks, at which time she 
discontinued the medication. Four days later she was ob- 
served to be irritable and impatient. On the seventh day after 
discontinuing the medication Ms. B developed ideas of 
reference and felt that her apartment was bugged, that her 
food was poisoned, and that people were after her. She 
experienced visual hallucinations of flying insects and flash- 
ing lights that prevented her from sleeping. Ms. B sought 
medical attention, and at the time of admission to the 
hospital she was observed to be restless, confused, disori- 
ented to time, expressing ideas of reference and paranoid 
delusions, and experiencing frightening visual hallucina- 
tions. Findings from a physical examination were within 
normal limits, with no evidence of intoxication or increased 
sympathetic tone. Findings from routine laboratory tests 
were also normal. Ms. B denied using any drugs or medica- 
tion other than ‘‘diet pills," which she had discontinued 1 
week befote her admission. Ms. B's past medical and 
psychiatric histories were unremarkable, and she had no 
family history of psychotic disorder. 

Ms. B was treated with 2 mg t.i.d. of haloperidol, and she 
improved gradually over a period of 2 weeks to the point that 
she no longer felt paranoid, she was fully oriented without 
confusion, and she experienced no hallucinations. She con- 
tinued to take haloperidol. 


Discussion 


After prolonged use of a sympathomimetic amine 
the two patients described here were in a confusional 
paranoid state that did not manifest itself until the drug 
was withdrawn. The delay of І week from discontinua- 
tion of medication to the onset of symptoms argues 
strongly against the notion of intoxication being etio- 
logical in these patients, yet their response to haloper- 
idol suggests that the pathophysiology might still be 
dopaminergic overactivity. It is unlikely that the dopa- 
mine agonism seen with prolonged amphetamine use— 
and presumed to be responsible for the paranoid 
psychosis seen with acute intoxication by ampheta- 
mine—could be responsible for the psychosis in these 
two patients because they were asymptomatic while 
taking medication. Furthermore, the medications were 
not used in excess, and there was no gradual escala- 
tion in dosage as is frequently seen in amphetamine 
psychosis (2). It is more likely that the pathophysiolog- 
ic mechanism in these two patients involved hypersen- 
sitivity of the dopamine system, as has been reported 
to occur in animals after chronic agonist treatment (8, 
9). Although the mechanism for agonist-induced hy- 
persensitivity has not been elucidated, it probably 
involves autoreceptor subsensitivity resulting from 
chronic agonism at the presynaptic membrane (10), 
which will produce a postsynaptic dopamine excess 
even after the drug is withdrawn. Langer and asso- 
ciates (33 have recently reviewed animal studies and 
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human case reports related to receptor supsrsensitiv- 
ity induced by chronic dopamine agonist treatment 
and found support for a hypothesis tha: schizophrenia 
is related to dopamine receptor supersensiiivity. In 
this refinement of the dopamine hypothesis of schizo- 
phrenia, receptor supersensitivity would presumably 
result from chronic agonism by endogenously elevated 
levels of dopamine. 

А question that remains unanswered from the exist- 
ing literature concerns the relatively low incidence of 
withdrawal psychosis as compared with the high inci- 
dence of psychosis associated with intoxication by 
sympathomimetic amines. We speculate that the low 
doses and long duration of treatment in our patients 
may have selectively subsensitized autoreceptors 
without reaching the threshold of postsynaptic recep- 
tor stimulation required to directly induce эѕусһойс 
symptoms. We feel that this interpretation is suppcrt- 
ed by the clinical observation that psychosis associat- 
ed with amphetamine intoxication frequenily occurs 
after short-term use of the drug in relatively high, and 
often escalating, doses—a more common pattern of 
use that is more likely to override presynaptic mecha- 
nisms and produce symptoms by direct postsynaptic 
receptor stimulation. Further research is necessary to 
clarify this aspect of the phenomenon. 

In view of the widespread use of sympa-zomimetic 
drugs as ''diet pills" and the common zcractice of 
suddenly discontinuing these medications when the 
desired weight loss is achieved, ane has t> be aware 
not only of the depressive symptoms assoc:ated with 
withdrawal but also of the possibility of psychosis 
precipitated by withdrawal from these drugs. 
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Psychiatric Changes Associated with an Excess of Folic Acid 


BY RUDRA PRAKASH, M.D., AND WILLIAM M. PETRIE, M.D. 





Two patients are described here who showed exacerbation 
of psychotic behavior during treatment with folic acid. The 
authors conclude that further investigations are warranted, 
since some reports indicate the antipsychotic potential of 
folic acid. (Am J Psychiatry 139:1192-1193, 1982) 





A variety of psvchiatric syndromes have been re- 
ported in association with folic acid deficiency (1). The 
literature pertaining to the psychiatric aspects of folic 
acid hypervitaminosis is, however, scarce. In 14 vol- 
unteer subjects receiving 15 mg/day of folic acid, 
investigators (2) found that a majority of the subjects 
had elevated serum folate levels accompanied by 
mental symptoms—irritability, overactivity, excitabil- 
ity, euphoria, and altered sleep patterns. An animal 
study failed to replicate the foregoing findings (3); 


however, another animal study reported impairment of , 


learning capacity with large doses of folic acid (4). In 
this paper we describe two psychiatric patients whose 
mental status worsened during folic acid treatment. 


Case Reports 


Case 1. Mr. A, a 30-year-old patient, suffered from 
schizoaffective illness. The salient features of his mental 
status included euphoria, increased psychomotor activity, 
volubility, and grandiosity. While orally receiving 100 mg/ 
day of haloperidol and 1800 mg/day of lithium carbonate, he 
was suspected to have folic acid deficiency secondary to 
lithium—a side effect that has been reported (5). His red cell 
folic acid level was 142 ng/ml (normal range, 225—600 ng/ml). 
Mr. A was therefore given an oral dose of 3 mg/day of folic 
acid, and his red cell folic acid levels were periodically 
estimated according to the method described by Longo and 
Herbert (6). Approximately 2 weeks after Mr. A began 
receiving folic acid therapy, an important change in his 
behavior was observed. He gradually became irritable, hos- 
tile, aggressive, and combative. In addition, he showed a 
marked verbosity; however, he had no hallucinations. Mr. A 
was frequently secluded and given parenteral neuroleptics. 
At this stage he was found to have a high red cell folic acid 
level (611 ng/ml), and zhe folic acid was gradually discontin- 
ued, His excited behavior notably improved during the 
following period. Although, as expected, Mr. A’s red cell 
folic acid levels stayed high, they gradually declined. 
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Case 2. Mr. B, a 23-year-old patient, suffered from cata- 
tonic schizophrenia with grand mal seizures. His mental 
status was characterized by stereotyped actions, blunt af- 
fect, occasional auditory hallucinations, and little verbal 
communication. He was receiving oral doses of 20 mg/day of 
haloperidol, 200 mg/day of diphenylhydantoin, 20 mg/day of 
diazepam, and 4 mg/day of benztropine. Because Mr. B had 
a low serum folic acid level of 3.2 ng/ml (normal range, 5-20 
ng/ml), which was apparently related to the diphenylhydan- 
toin therapy, he was started on 1 mg/day of folic acid. His 
serum folic acid levels were periodically checked according 
to the method described by Longo and Herbert (6). Approxi- 
mately 5 months later, an important change in Mr. B's 
behavior was observed. He gradually became excited and 
quarrelsome. He frequently giggled without geason and 
showed prominent stereotyped behavior. He was frequently 
secluded and tranquilized with parenteral neuroleptics. At 
this stage Mr. B’s serum folic acid was high (23.7 ng/ml); 
therefore, the folic acid was gradually tapered off. During the 
following period Mr. B showed a notable improvement in his 
excited behavior, and there was a consistent lowering of his 
serum folic acid levels. 


Discussion 


The temporal relationships between behavioral de- 
terioration and high red cell or serum folic acid levels 
as well as between decline in the last two factors and 
clinical improvement were distinctly clear in these two 
patients. Mullerova and associates (7) reported a clini- 
cal, albeit statistically insignificant, intensification of 
schizophrenic psychopathology during treatment with 
a combination of folic acid and vitamin Biz. These 
investigators did not, however, monitor the blood 
levels of folic acid and vitamin B,2. The mechanism of 
psychotic exacerbation induced by folic acid is un- 
clear, although the neuroexcitatory effect of folic acid 
(8) might account for the exacerbation of symptoms. 
Further investigation to evaluate the role of folic acid 
in schizophrenia seems warranted, particularly be- 
cause it has been suggested that folic acid may have 
antipsychotic potential (9, 10). 
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Reversal by Bethanechol of Sexual Dysfunction Caused by Anticholinergic ) 


Antidepressants 


BY MORTIMER D. GROSS, M.D. | 





The antichotinergic properties of currently available antide- 
pressants Sometimes cause sexual dysfunction. Bethane- 
chol, a cholinergic drug, was found to give total relief of 
impotence in two men and of anorgasmy in one woman; 
none of the subjects suffered side effects. (Ата J Psychiatry 
139:1193-1194, 1982) 


Urogenital dysfunction has been observed as an 
occasional side effect of currently available antide- 
pressants (1—3), although the reports are anecdotal and 
not based on controlled studies. Urinary problems 
associated with patients who have prostatism are 
increased frequency, urgency, and retention; in males 
there may be impotence or ejaculatory problems and 
in females, anorgasmy (4, 5). The mechanism of action 
is not known with certainty, but there is evidence that 
the anticholinergic properties of the antidepressants 
interfere with cholinergic pathways (6). In males it is 
believed that erectile potency is mediated mostly 
through the sacral parasympathetic outflow (which is 
mainly cholinergic) and to some extent also through 
the sympathetic fibers from the thoracolumbar out- 
flow, in which preganglionic transmission is choliner- 
gic. To my knowledge, in females there are no data on 
the neurophysiology of orgasm, but by analogy one 
would suspect that cholinergic transmission is in- 
volved here also, so that anticholinergic blockade 
would therefore be expected to cause some dvsfunc- 
tion (7). 

Bethanechol is a cholinergic drug used mainly to 
increase bladder tonus in urinary retention and to aid 
in bowel motility. It has also been recommended to 
counteract the dry mouth frequently complained of by 
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those taking moderate to high doses of antidepressants 
or neuroleptics (8, 9). 

In this report I describe three patients taking antide- 
pressants who experienced sexual dysfunczion while 
taking the drugs: two men who were impotent and one 
woman who was anorgasmic. Bethanechol was found 
successful in eliminating their sexual dysfunction pre- 
sumably caused by the antidepressants; these were 
not, however, controlled studies. In all patients in- 
formed consent was obtained before betharechol was 
tried. 


Case Reports 


w 


Case 1. Mr. A, a 43-year-old man with symptoms of loss of 
concentration, anhedonia, insomnia, and anorex.a of several 
months' duration, was diagnosed as having a major depres- 
sive disorder. His depression was not responsive to several 
tricyclics used at high doses for 4-6 weeks each. Mr. A was 
then given tranylcypromine, a monoamine oxidase inhibitor. 
He had an excellent response to 40 mg/day of tranylcypro- 
mine, but he complained of impotence for tne first time in his 
life: “The desire is there, but nothing happens.” He did not 
have morning erections. He was given 10 mg h.s. of bethane- 
chol, with no response. The dose was gradually increased at 
10-mg increments. At 40 mg he had zn excellent response, 
with no further impotence. Mr. А increased the dose to 50 
mg ‘‘just to be sure," and he continued the dose for 7 
months, with no recurrence of impotence and no side effects. 


Case 2. Mr. B, a 62-year-old man wizh prostatism and a 15- 
year history of mild manic and depressive episodes, became 
much more depressed than usual, despite an adequate dose 
of lithium carbonate. Amoxapine was prescribed 450 mg 
b.i.d.). Within 2 days Mr. B felt well, but he hac such severe 
urinary retention that he could not continue the amoxapine. 
Even at 124% mg b.i.d. he could barely void, and so it was 
necessary to try another antidepressant. Since at one time he 
had taken isocarboxazid with good results, he was switched 
to that drug. The response was slow, and he required 60 mg/ 
day to achieve a remission. At this dose his urinzry function 
was tolerable, but he was totally impotent, although the 
desire was there. Bethanechol was prescribed at gradually 
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increasing doses: 10, 20, 30, and 35 mg h.s. At 30 mg and 35 
mg Mr. B achieved zomplete relief of the impotence, with no 
side effects, and with the added benefit of a stronger urinary 
stream during the night. 


Case 3. Ms. C, a 55-year-old woman with bipolar illness, 
had been mildly depressed for several months without 
improvement and sought treatment. She was given 100 mg 
t.i.d. of amoxapine, and she had a complete remission in a 
few days; the dose was then reduced to 50 mg b.i.d. She felt 
fine at this dose, except for the complaint of lack of orgasm 
or ‘‘very light orgasms.’’ Ms. C therefore discontinued the 
drug, but within a week her depression returned. She was 
advised to resume the amoxapine, but again she had the 
complaint of lack of orgasm. She then agreed to try bethane- 
choi; while taking 12% mg h.s. of bethanechol she reported, 
“Тһе problem has been cured. I was so glad to find that the 
problem was the drug and not something wrong with me."' 
She reported no side effects. 


Discussion 


Bethanechol is contraindicated in asthma, coronary 
insufficiency, and peptic ulcer. In excessive doses it 
can produce flushing of the skin, diarrhea, cramps, 
and other signs of excess cholinergic activity. At 
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moderate doses, however, it appears to be without 
side effects. If these observations are confirmed, beth- 
anechol should prove a valuable aid in relieving the 
sexual dysfunction created by the anticholinergic ef- 
fects of necessary psychoactive drugs. 
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Neuro-ophthalmic Systemic Lupus Erythematosus Misdiagnosed as Hysterical 


Blindness 


BY ALAN STOUDEMIRE, M.D., MICHAEL STORK, M.D., DAVID SIMEL, M.D., AND JEFFREY L. HOUPT, M.D. 





The authors present a case of neuro-ophthalmic systemic 
lupus erythematosus in which an initial diagnosis of ‘“‘hyste- 
ria" was made. The authors review the ophthalmic symp- 
toms of systemic lupus erythematosus and technical aspects 
of the ophthalmic examination useful in differentiating or- 
ganic from functionai blindness. (Ат J Psychiatry 139:1194— 
1196, 1982) 





Systemic lupus erythematosus is a collagen vascular 
disease of unknown etiology that is characterized by 
fibrinoid degeneration of collagen fibers and a necro- 
tizing vasculitis that may involve almost any organ 
system. The CNS is involved in 25%~33% of patients 
with systemic lupus erythematosus, and a spectrum of 
neurological and psychiatric disturbances has been 
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described (1, 2). Involvement of the neuro-ophthalmic 


: system may be due to retinal vasculitis, optic neuritis, 


occlusive retinal arterial disease, retinal vein occlu- 
sion, or optic nerve involvement anywhere along the 
optic tract (3-6). Symptoms of optic nerve involve- 
ment in systemic lupus erythematosus include blind- 
ness, visual field cuts, blurring, scotoma, formed and 
unformed visual hallucinations, and migraine head- 
ache. Most of these symptoms are caused by vasculitis 
of the vessels supplying the optic nerve; however, 
demyelinative lesions similar to those їп multiple scle- 
rosis have been observed in patients with documented 
systemic lupus erythematosus (3, б). 

The following is a case report of a young woman 
with unilateral blindness due to neuro-ophthalmic sys- 
temic lupus erythematosus whose initia] symptoms 
were mistakenly suspected to be due to a conversion 
disorder. 


Case Report 


Ms. A, a 34-year-old black woman with an 1&-year history 
of discoid lupus erythematosus but no history of systemic 
involvement, was referred to a university medical center 


k- 
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after being evaluated by several community physicians for 
the sudden loss of vision in her left eye. Ms. A's primary 
care physician felt the symptom was hysterical because 
there appeared to be no abnormal pupillary findings and 
because of her lack of an overt emotional resporse to the 
visual loss. Nonetheless, she was referred to a local ophthal- 
mologist for a definitive diagnosis. Examination by the 
ophthalmologist reportedly revealed a nonreactive left pupil 
but with preservation of the consensual light reflex. The 
remainder of the examination was normal except for the 
possible loss of vision in the left eye. Despite the reported 
presence of the nonreactive left pupil, *"hysteria" was still 
considered in the differential diagnosis, prompted primarily 
by Ms. A's indifference. Ms. À was admitted to a local 
hospital, where she was given a CT scan, which wzs normal. 
Her erythrocyte sedimentation rate was 87 mm/hour and a 
test for rheumatoid factor was positive, 1:160. She was then 
transferred to the university medical center for further 
evaluation. 

On admission, 17 days after the onset of visuai loss, the 
results of the physical examination were normal except that 
she had a rash on her cheek, characterized by hypopigmen- 
tation andepatchy alopecia. The initial neurological exam by 
the admitting house staff showed no pupillary abnormalities 
and a normal fundus; however, she still complained of 
blindness in her left eye. Results of ‘‘challenge tests" to 
determine vision in the left eye were equivocal. The pres- 
ence of ‘Ча belle indifference” was noted and the psychiatry, 
neurology, rheumatology, and ophthalmology services were 
consulted. 

A more extensive neuro-ophthalmic examination revealed 
the presence of a Marcus-Gunn pupil (described in Discus- 
sion) and the absence of an optokinetic response in the left 
eye. Rheumatological studies revealed an erythracyte sedi- 
mentation rate of 55 mm/hour, a negative rheumatoid factor 
test, concentration of 1:40 (speckled), white blood count of 
18.000, and completely normal CSF. Psychiatric examina- 
tion noted symptoms of a major depression, lack of overt 
emotional response to her visual loss, and normal cognition. 
Several consultants confirmed the patient's ‘‘peculiar lack of 
affect” in respect to her visual loss. Evidence of visual tract 
abnormalities was further established by the presence of 
abnormal visual evoked response potentials. The final diag- 
nosis was optic neuritis secondary to systemic lupus erythe- 
matosus. Ms. А was placed on steroid treatmeat with no 
observable improvement in vision. She was also given 
tricyclic antidepressants for her major depression and was 
referred for psychotherapy. | 


Discussion | 


The diagnosis in this case was complicated loy 
fluctuating neurological findings, which at times were 
normal, a normal funduscopic examination, and by the 
patient's perceived lack of concern about her visual 
loss. Focusing on Ms. A's indifference led to the 
assumption that her symptoms were "'hysterical," 
despite the presence of intermittently positive neuro- 
logical findings. 

Several aspects of this case deserve further com- 
ment. 

The diagnosis of ophthalmic systemic lupus erythe- 
matosus is usually made by finding evidence cf vascu- 
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litis on funduscopic exam. Retrobulbar ortic neuritis 
may occur without directly observable changes in the 
retinal vasculature; however, papillitis may be pres- 
ent. Optic neuritis is an exceedingly rare symptom of 
systemic lupus erythematosus (3). 

Second, lack of emotional response has not been 
proven to be a valid diagnostic indicator for the 
presence of a conversion disorder (7-9). In this pa- 
tient’s case, her affective response may have been 
influenced by her depressive symptoms, which met 


ae 


criteria for a major depressive episode, or may repre K 


sent a characteristic coping style using isolatior. o 
affect as the major defense. 

Third, neurological tests beyond the standard light 
reflexes are essential in cases in whizn a conversion 
disorder is being considered in the differertial diagno- 
sis of visual loss. Testing for the Marcus-Gunn pupil, 
the optokinetic response, and visual evoked response 
may be vital in detecting subtle organiz disease (10). 

The Marcus-Gunn sign is elicited by swinging a light 
between the two eyes. The affected pupil may initially 
constrict on direct illumination (if the nerve damage is 
partial); however, as the light is swung from eye to 
eye, the affected eye will eventually paradoxically 
dilate compared with its constriction during the con- 
sensual response. This abnormality indicates a patho- 
logical lesion in the anterior visual pathway of the 
affected eye. 

The optokinetic response is determined by simply 
passing a sheet of white paper with vertical .lines 
laterally across the patient's visual field. A normal 
response is bilateral nystagmus, which is impossible in 
the presence of true blindness. Individual eves may be 
tested for the response. Absence of the optokinetic 
response, however, does not confirm blindne$s be- 
cause it is possible (although difficult) to consciously 
suppress the reflex. 

Testing the visual evoked response potentials is the 
definitive test in detecting pathological lesions in the 
visual pathway. Visual evoked potentials are record- 
ings of the brain's electrical response со sensory 
stimuli. Evoked potentials measured on the occipital 
cortex are elicited by photic strobe light stimulation. A 
computer subtracts random EEG activity that usually 
obscures these small deflections. 

All psychiatrists should have some familiarity with 
these techniques in evaluating patients with presumed 
conversion disorder visual symptoms. Tke abrupt on- 
set of unilateral blindness should always be considered 
a medical emergency and be treated as such; regard- 
less of the patient’s affect. Because early treatment 
with high doses of steroids may decrease the chances 
of permanent visual impairment from acute systemic 
lupus erythematosus, prompt diagnosis is critical. 
Cognizance of the possible neuro-ophthalmic symp- 
toms of systemic lupus erythematosus is therefore 
essential in the evaluation of patients with CNS in- 
volvement. 
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Persistence of Urinary Marijuana Levels After Supervised Abstinence 


CHARLES A. DACKIS, M.D., A.L.C. POTTASH, M.D., WILLIAM ANNITTO, M.D., AND MARK S. GOLD, М.Р. 





The authors present a case report of the presence of urinary 
cannabinoids during 21 days of supervised abstinence from 
chronic marijuana use and provide data on 6 similar cases. 
They discuss the theoretical implications of the persistence 
of cannabinoids. (Am J Psychiatry 139:1196-1198, 1982) 





The use of A-9-tetrahydrocannabinol (THC) in the- 


form of marijuana, or the more potent hashish, has 
increased steadily over the past decade. Although 
purported dangers associated with marijuana use are 
controversial, adverse effects on memory, motor coor- 
dination, reproductive function, and the pulmonary, 
immunological, and cardiovascular systems have been 
widely reported (1). Marijuana can produce panic 
reactions and, in persons with schizophrenia, can 
precipitate psychiatric symptoms (1). Furthermore, 
the role of marijuana in the evolution of polysubstance 
abuse has long been a subject of popular conjecture 
and professional speculation. Information regarding 
marijuana abuse can be essential in the treatment and 
diagnosis of psychiatric disorders. Since self-reported 
accounts of substance abuse are notoriously inaccu- 
rate, a practical aad reliable laboratory screen for 
cannabinoids should be an important adjunct for the 
clinical psychiatrist. 

The persistence of cannabinoids in the body after 
acute or chronic exposure has not been adequately 
studied, This is of particular importance because can- 
nabinoids appear to persist in the body for long periods 
of time. Hollister and Kanter (2) showed that a urinary 
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metabolite of THC persists for 72 hours after a single 
exposure in nonusers of marijuana. Lemberger and 
associates (3) demonstrated that urinary levels cf THC 
persisted for at least 7 days after a single intravenous 
injection of 9.5 mg of labeled THC in both chronic 
users and nonusers of the drug. Measurements were 
not conducted beyond 7 days, although a previous 
study (4) showed persistence of urinary meta»olites 
for as long as 10 days in people receiving labeled THC. 
The persistence of urinary cannabinoids in chronic 
users is logistically difficult to measure due со the 
uncertainty of whether use has indeed terminated. Our 
locked evaluation and treatment units at Fair Oaks 
Hospital offer an opportunity to control for that smcer- 
tainty in patients admitted with coincident сһгогіс use 
of THC. We report a case study typical of our experi- 
ence with heavy users of marijuana. ' 


Case Report 


Mr. A was a 20-year-old unmarried, unemployed man 
admitted to our neuropsychiatric evaluaticn unit for the 
treatment of heroin dependence. He also used marijuana, 
cocaine, amphetamines, methaqualone, alcohol, and helluci- 
nogens. Although he described marijuana use starting in the 
fourth grade, he stated on admission that he smoked it 
rarely. Mr. A was detoxified rapidly from heroir. with 
methadone over 4 days. Daily urine samples were obtained 
for measurement of THC and other drugs. These urine 
samples were assayed for cannabinoids with the EMIT 
Cannabinoid Assay, a graded, semiquantitative immuno- 
chemical test for THC that measures its urinary metabolites. 
The excellent sensitivity and specificity of this screening 
system are described elsewhere (5). Mr. A appeared quite 
motivated to cease his drug use, and he participated erthusi- 
astically in the drug rehabilitation program and individual 
psychotherapy. His first pass out of the locked unit was on 
day 33 after admission. Urinary cannabinoid levels were 
consistently demonstrated for the first 21 days of hospitaliza- 
tion on our locked unit. À negative cannabinoid screen was 
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TABLE f. Persistence of Urinary THC Levels After Termination of Marijuana Use in Hospitalized Drug Abusers 





Other Substances Abused 





Age Seif-Reported Davs of THC Levels After 
Patient (years) Marijuana Use Marijuana Discontinuation According io History 
1 34 % ozíday 24 Methadone, alcohol 
2 34 2—4 joints/day 14 Methadone, cocaine, heroin 
3 19 1-3 joints/day 26 Methaqualone. barbiturates 
4 18 4—5 joints/day 30 Cocaine, alcohol, barbiturates, methaqualone 
5 35 3—4 joints/day 36 Heroin, methadcne 
6 28 3 joints/day 18 Methadone, diazepam. alcohcl 





found on day 22 and in each of the subsequent samples taken 
during his 62-day hospitalization. Mr. А subsequently re- 
vealed that he had smoked marijuana ‘‘many times a week” 
for months before admission. 


Discussion 


The finding that urinary excretion of cannabinoids 
persists for roughly 3 weeks after supervised zebsti- 
nence is of theoretical interest and, to our knowledge, 
has not been previously reported. One caveat to be 
considered is whether polysubstance abuse or subse- 
quent detoxification has any influence on the persis- 
tence of THC levels. Table | contains data on 6 cases, 


some without heroin use, that further demonstrate the ` 


persistence of urinary cannabinoid excretion. 

Shortly after marijuana is smoked, there is a sharp 
increase in plasma cannabinoid levels followed by a 
biphasic decay (6). The first and more rapid leg of the 
plasma reduction probably represents the redistribu- 
tion of the THC into tissue. Since subjective etfects 
tend to occur after blood levels have peaked and are 
descending, brain levels are probably increasing dur- 
ing the initial decline of plasma levels (7). This phe- 
nomenon has been demonstrated directly in mice (7). 
The second phase of plasma level decline is more 
gradual and represents an equilibrium between the 
excretion of drug and the return of drug from. tissue 
stores. Long-term retention of cannabinoids in the 
brain and other fatty areas of the body has been 
theorized, with the suggestion that persistent urinary 
excretion of cannabinoids represents the return of 
drug from tissue back into the circulation. Long- 
retained 11-acyloxy derivates of THC, primarily con- 
jugates of palmitic and stearic acids, have been de- 
scribed, although the psychoactivity of these metabo- 
lites is not known (8). 

Chronic marijuana users have been shown by some 
investigators (9) to experience a subjective ‘‘high”’ on 
administered doses and with plasma levels that are 
ineffective in nonusers. This ‘‘reverse tolerance’’ has 
been ascribed (9) to an induction by THC of its own 
metabolic enzymes, leading to increased production of 
11-hydroxy-A-9-THC, presumed to be more psychoac- 
tive or more stable than THC itself. The finding that 
chronic marijuana smokers excreted radioactive can- 
nabinoids twice as rapidly as nonusers has beer. used 
to argue the idea of accelerated metabolism (9). How- 
ever, an alternative explanation of these findings might 


be that brain and other fat tissues become chronically 
exposed to and relatively saturated by cannabinoids, 
leading to more extensive excretion and increased 
psychoactivity for a given dose based on the cumula- 
tive effect cf drug already in the body. This idea would 
also be consistent with the long duration с? urinary 
excretion in the seven cases we have reported. 

The EMIT Cannabinoid Assay used in this report is 
most sensitive to the urinary metabolites 1:-nor-A-9- 
THC-9-carboxylic acid and 11-hydroxy-A-9-THC (5). 
Although the former metabolite is psychomimetically 
inactive (5), its conversion from psychoactive precur- 
sors could occur shortly before renal excrecion and 
long after the last dose of THC. Furthermore, the 
latter metabolite measured by EMIT, 11-һуйгоху-А-9- 
THC, is patently psychoactive and may contribute to 
the positive cannabinoid levels found weeks after 
discontinuation of THC. To our knowledge, the degree 
to which psychoactive metabolites of THC are re- 
tained beyond several days has not been studied in 
human subjects. However, if cannabinoids are re- 
tained in a psychoactive form, there could Бе cogni- 
tive, affective, and behavioral effects of marijuana that 
are more profound and chronic than previous_y appre- 
ciated. This would imply that even infrequent use 
could ensure a continuous presence of drug in the 
body. Aside from being clinically useful, the use of 
cannabinoid screening in psychiatric patients can fur- 
ther our understanding of the duration and extent of 
effects tha: this widely used drug has on its users. 
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Adverse Effects of Combined Propranolol and Chlorpromazine Therapy 


BY FIONA A. MILLER, M.B., B.S., AND DAVID RAMPLING, M.B., B.S., M. R.C.PSYCH., F.R.A.N.Z.C.P. 





The authors describe a woman with chronic schizophrenia 
who experienced delirium, grand mal seizure, and photosen- 
sitivity after the addition of propranolol to her neuroleptic 
regimen. The pharmacokinetic synergism of this combina- 
tion may be hazaraous for some patients. (Am J Psychiatry 
139:1198—1199, 1982) 





Since Atsmon and associates (1) first described the 
beneficial effects of propranolol on psychotic symp- 
toms, further studies have focused on its use in both 
acute (2) and chronic (3) schizophrenia, with effective- 
ness claimed more especially for chronic illness. Other 
authors (4) have reported no benefit. Propranolol has 
also been described (5) as an effective treatment for 
explosive rage reactions in patients with chronic brain 
syndromes, a finding that concurs with the reported 
reduction of aggressiveness in patients with schizo- 
phrenia (2, 3). Most studies have recorded the con- 
comitant use of neuroleptics. To our knowledge, side 
effects directly attributable to the pharmacokinetic 
interaction have not been reported. 


Case Report 


Ms. A, aged 29 years, had had 17 hospital admissions 
since her first psychotic breakdown at the age of 15. The 
length of her current admission was 8 months at the time of 
this report. Prominent features of her illness included with- 
drawal, persecutory delusions, persistent auditory hallucina- 
tions of a derogatory nature, and physically violent behav- 
ior, with frequent assaults on others that necessitated her 
residency in a closed ward. Her affect was depressed, 
although hypomanic episodes had occurred during previous 
admissions. Repeated neurological assessment had failed to 
reveal any abnormality. She fulfilled the DSM-1II criteria for 
chronie paranoid schizophrenia with a superimposed atypi- 
cal bfpolar disorder. : 

Ms. A's illness had remained refractory to conventional 
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treatments. The only side effects induced by neuroleptics 
over the years were infrequent oculogyric crises and one 
instance in which parkinsonian features developed while she 
was receiving high doses of thioridazine. 

She had been receiving chlorpromazine, 800 mg/day, and 
thiothixene, 6 mg at bedtime, for 3 weeks witk neither 
therapeutic nor adverse effects when it was decided to add 
propranolol to the regimen. The daily doses of chlorproma- 
zine and thiothixene were maintained. Propranolol treatment 
was commenced at a dose of 180 mg/day, increasing to 240 
mg/day after 2 days and then 320 mg/day after another 2 
days. Thereafter, the dose was increased daily by 80 mg until 
it reached 1200 mg in divided doses on day 16. This dose was 
then held constant. Blood pressure and pulse rate were 
monitored three times a day and remained normal. 

Within the first week after the commencement of propran- 
olol treatment marked improvement was apparent. Ms. A 
had no episodes of physical aggression, and her verbal 
outbursts were less frequent and of shorter duration. On day 
16 she began to complain of drowsiness. Coincidently, it was 
noticed that she had developed abnormal skin pigmentation 
and peeling in exposed areas. Her chlorpromazine cose was 
decreased to 600 mg/day. On day 22 she complained that she 
had begun to experience vivid nightmares. The propranolo! 
dose was reduced to 960 mg/day. The next day Ms. A was 
noted to be anxious, confused, and experiencing visual, 
tactile, and olfactory hallucinations; later she had a typical 
grand mal seizure. Propranolol treatment was immediately 
ceased, but the chlorpromazine and thiothixene doses were 
maintained. Her blood chemistry, skull X-rav, EEG, and CT 
scan were all normal. Ms. A's delirium settled rapidly and 
she had no further seizures. Within a few days her behavior 
had resumed its characteristic truculence. 


Discussion 


The mechanisms by which propranolol may exert an 
antipsychotic effect remain unclear. It has been pro- 
posed (6) that propranolol may have an intrinsic activi- 
ty, i.e., blockade of receptors in the pineal gland, as 
well as an ability to raise plasma levels of concomitant 
neuroleptics. Prolactin release is under central dopa- 
minergic control, and increase in plasma prolactin 
levels has been used as an index of dopamine receptor 
blockade by neuroleptics. Propranolol alone does not 
cause elevated prolactin secretion (7) but does appear 
to augment neuroleptic-induced elevations (8). Any 
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enhancement of therapeutic effect is thus more easily 
attributable to increased plasma levels of neuroleptics 
than to a direct action of propranolol. Peet and asso- 
ciates (8) reported a marked increase of the plasma 
levels of both chlorpromazine and the parent com- 
pound chlorpromazine sulphoxide during treatment 
with propranolol. An increase-in propranolol plasma 
levels after administration of chlorpromazine has also 
been demonstrated (9). 

The reported incidence of side effects has been 
universally low in the studies performed to date, 
despite the very high doses of propranolol used. 
Bradycardia (6), hypotension (2, 3, 6, 8), drowsiness 
(2), sleep disturbance (6), and ataxia (2, 3) have been 
reported, but they have generally been experienced 
with rapid dose increases and have disappeared when 
the dose was reduced. The authors of an earlier study 
(10), who initially used doses of 400-800 mg/day, 
reported ataxia, hallucinations, and confusional states 
as the main toxic effects. To our knowledge, side 
effects direttly attributable to concomitant neuroleptic 
medication have not been reported. 

Our patient's tolerance of chlorpromazine, thiothix- 
ene, and other neuroleptics had been well documented 
over 14 years. Seizures and photosensitivity reactions 
had not occurred previously. The seizures can be most 
readily explained as a consequence of augmented 
plasma neuroleptic levels induced by propranolol. 
This effect is a well-documented hazard of chlorpro- 
mazine therapy but has not been ascribed to proprano- 
lol. Thiothixene has only slight epileptogenic poten- 
tial. The propranolol-neuroleptic pharmacokinetic in- 
teraction may increase metabolites that predispose to 
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phototoxicity, but this remains conjecture i- the ab- 
sence of any studies. 

We suggest that future researchers of combined 
propranolol and neuroleptic therapy monitor the plas- 
ma levels of all administered drugs to clasify their 
pharmacokinetic synergism. Clinicians should mean- 
while remain vigilant for potential hazards of this 
therapeutic approach. 


REFERENCES 


1. Atsmon A, Blum Н, Wijsenbeck B, et al: The short- erm effects 
of adrenergic-blocking agents in a small group o^ psychotic 
patients. Psychiatria Neurologia Neurochirurgia 74:251-258, 
1971 

2. Sheppard GP: High-dose propranolol in sckizophæœænia. Br J 
Psychiatry 134:470-476, 1979 

3. Lindstrom LH, Persson E: Propranolol in chronic schizophre- 
nia: a controlled study in neuroleptic-treated patents. Br J 
Psychiatry 137:126-130, 1980 

4. Myers DH, Campbell PL, Cocks NM, et al: A trial cf proprano- 
lol in chronic schizophrenia. Br J Psychiatry 139:113—121. 1981 

5. Yudofsky S, Williams D, Gorman J: Propranolol i: the treat- 
ment of rage and violent behavior in patients with cLronic brain 
syndromes. Am J Psychiatry 138:218—220, 1931 

6. Hanssen T, Heyden T, Sundberg I, et al: Prozranolol in 
schizophrenia (clinical, metabolic and pharmacological find- 
ings). Arch Gen Psychiatry 37:685—690, 1980 

7. Hanssen T, Heyden T, Sundberg I, et al: Decreas2 in serum- 
prolactin after propranolol in schizophrenia. Lancer ::101—-102, 
1978 

8. Peet M, Middlemiss DN, Yates RA: Propranclol in schizophre- 
nia, II: clinical and biochemical aspects cf combinin2 proprano- 
lol with chlorpromazine. Br J Psychiatry 139:112-1.7, 1981 

9. Vestal RE, Kornhauser OM, Hollifield JW, et al: I1hibition of 
propranolol metabolism by chlorpromazine. Clin Pharmacol 
Ther 25:19-24, 1979 

10. Yorkston NJ, Jaki SA, Malik MKU, et al: Propranolol in the 
control of schizophrenic symptoms. Br Med J 4:635.—635, 1974 


1200 CLINICAL AND RESEARCH REPORTS 


Am J Psychiatry 139:9, September 1982 


Perceptual Changes with Bupropion, a Novel Antidepressant 


BY ROBERT E. BECKER, M.D., AND ROBERT L. DUFRESNE, R.PH. 





The authors assessed perceptual changes in 12 depressed 


patients treated with bupropion, 12 patients given other ` 


antidepressants, ard 12 drug-free controls. Bupropion was 
associated with vivid dreaming and changes in attention, 
memory, and perception, which may have contributed to its 
therapeutic effectiveness. (Am J Psychiatry 139:1200-1201, 
1982) 





Bupropion hydrochloride is a unique phenylamino- 
ketone antidepressant. In double-blind trials (1), bu- 
propion has beer shown to be equal in efficacy and 
speed of onset to tricyclic antidepressants and signifi- 
cantly more effective than placebo. There is no clinical 
evidence of neuroleptic, sedative-hypnotic, stimulant, 
analgesic, anticholinergic, or cardiotoxic effects (1). 

The mechanism of antidepressant effect is not 
known. Bupropion does not inhibit monoamine oxi- 
dase and is a weak inhibitor of norepinephrine and 
serotonin uptake (2). Inhibition of dopamine reuptake 
is demonstrated by the ability of bupropion to protect 
dopamine-contaizing, but not norepinephrine-contain- 
ing, neurons from destruction by 6-hydroxydopamine 
(3). Bupropion is a local anesthetic equal in potency to 
cocaine. 

During an open trial comparing bupropion with 
amitriptyline, patients treated with bupropion were 
clearly less sedated, more frequently awake and alert 
at night, and more interested in and demanding of staff 
time and attention than were patients given amitrip- 
tyline. This clinical profile led us to question these 
patients about their subjective experiences. 


Method 


The subjects were 12 hospitalized patients who received bupro- 
pion and 12 patients who had been treated with other antidepres- 
sants (amitriptyline, 7 patients; maprotiline, 2 patients; amoxapine, 
2 patients; and imipramine, 1 patient). All patients met D$M-III 
criteria for affective disorder. The patients treated with bupropion 
had the following diegnoses: bipolar disorder, depressed (N=2); 
major depressive discrder (N=6); dysthymic disorder (N=3); and 
atypical depression (N=1). The group treated with other antidepres- 
sants included bipolar disorder, depressed (N=1); major depressive 
disorder (N=6); and dysthymic disorder (N=5). All patients demon- 
strated moderate to severe depression. Psychiatric examination 
revealed no evidence of schizophrenia or organic psychosis, but 4 
patients in the bupropion group and 2 patients in the other group had 
received diagnoses of schizophrenia in the past. These episodes did 
not meet DSM-III criteria for schizophrenia. 
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The patients were assessed with 1) the Perceptual Alteration 
Scale, which was developed to assess affective and cognitive 
perceptual experience, 2) the ‘‘a priori" items from Langs and 
Barr’s study (4) of LSD, and 3) the Chapman criteria (5) for scoring 
psychotic and psychotic-like experiences. Ratings of perceptual 
alterations and psychotic experiences were composites obtained by 
clinical observation of patients during drug therapy (8 patients in the 
bupropion group, 7 patients treated with other antidepressants), by 
interview of all patients 1-4 weeks after discontinuing drug treat- 
ment, and by chart review. 

Twelve staff volunteers who denied any recent drug use were 
interviewed to determine their responses to the Perceptual Alter- 
ation Scale, Langs and Barr’s items, and the Chapman criteria 
questions. 


Results 


Bupropion-treated patients reported many perceptu- 
al changes that were not reported by patients treated 
with other antidepressants or by the drug-free controls 
(see table 1), and perceptual changes occurred in all of 
the patients who took bupropion. These experiences 
occurred at a mean daily bupropion dose (SD) of 561 
+120 mg and after 3—12 days (6.8+3.4) of drug admin- 
istration. Patients treated with other antidepressants 
received 150 mg or more of tricyclic or tricyclic 
equivalent for a minimum of 2 weeks. Six patients who 
were taking bupropion were given a Jower dose or 
discontinued from medication because of the severity 
of perceptual alterations. Five of them quickly report- 
ed improved mood, and bupropion was discontinued 
without return of depression during the 4—10-week 
follow-up. 

Langs and Barr's LSD subjects (4) reported loss of 
contact (65%), loss of meaning (52%), and difficulty in 
thinking (68%). Our patients treated with bupropion 
did not differ from Langs and Barr's placebo controls 
on these items but otherwise resembled the LSD 
subjects. One patient reported some aberrant beliefs 
and visual experiences, and another patient could not 
control visual images during the waking state and 
intermittently believed he was seeing actual objects 
and persons. A third patient, after 56 days of taking 
bupropion, became uncommunicative, uncooperative, 
and negativistic and refused to care for himself. These 
three patients had received a diagnosis of schizophre- 
nia in the past. 

The prominent subjective effects reported with bu- 
propion were an alteration of time sense, increased 
emotionality, increased intensity of sensory experi- 
ence, experience of competing stimuli, and vivid 
dreaming. Subjective patient reports emphasized both 
affective and cognitive aspects of these experiences. 
Patients reported a reduced ability to ignore meaning- 
less distraction. А number of patients described their 
visual imagery as vivid and persistent whenever they 
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. 
TABLE 1. Perceptual Change Among Depressed Patients Treated 
with Bupropion or Other Antidepressants and Drug-Free Controls 











Other 
Antide- 
Bupropion pressants Controls 
(N=12) (N=12) (N=12) 
Psychedelic Experience N Ф N % N % 
Subjective perceptual 
alteration? 8 67 0 2 17 
New meaningfulness*” 6 50 0 0 
Alteration of time 
perception®-> 6 50 0 
Déjà vue 3 25 1 8 0 
Increased sensory 
intensity* 5 42 0 0 
Oceanic experiences? 2 17 0 0 
Derealization? 3 25 0 0 
Depersonalization® 2 17 0 0 
Competing stimuli? 6 50 0 0 
Vivid imagery and дгеатѕ 6 50 I 8 0 
Elation? 4 33 0 0 
Feelings of increased 
functioning> 6 50 2 17 0 
Feeling less inhibited? 5 42 1 8 0 
Difficulty in thinking> 1 8 0 2 17 
Feeling of loss of control 2 17 1 8 2 17 
Visual distortions’ 2 17 0 0 
Loss of contact? 2 17 0 0 
Ego change, alienation* 7 58 0 0 
Loss of meaning? 2 17 0 0 
Suspiciousnesst 5 42 0 0 





‘Rated higher thar. 2 on the Perceptual Alteration Scale (range-0—4). Psychot- 
ic distortions are not rated on this scale. 
‘Item from Langs and Barr's study of LSD (4). 


closed their eyes. Patients found these experiences not 
distressing, but actually pleasurable and helpful. Pa- 
tients also reported being more aware of others and 
responsive to their environment. A number of patients 
found an increased emotional involvement with their 
past. In general, both patients and staff found the 
increased volubility helpful in resolving issues that had 
been distressing to the patient. However, staff who 
sought low levels of interaction with patients found 
this a bothersome and negative feature of the drug and 
described the patients’ behavior as agitated or excited. 


Discussion 


Bupropion in high doses (=450 mg/day) may induce 
an altered perceptual state different from both LSD (4) 
and L-dopa (6) perceptual changes. Bupropion did not 
produce the high incidence of hallucinosis and distor- 
tions of reality reported with both LSD (4) and L-dopa 
(6). Moskovitz and associates (6) reported vivid 
dreaming of events from the dreamer’s past and hallu- 
cinations as prominent side effects of antiparkinson 
therapy with L-dopa, anticholinergics, and amanta- 
dine. Bromocriptine can also produce hallucinations. 
L-Dopa is presumed to act by conversion to dopamine, 
amantadine by release of dopamine, bromocriptine as 
a direct dopamine agonist, and anticholinergics and 
bupropion by inhibiting dopamine uptake. A dopamin- 
ergic mechanism has also been proposed for LSD, and 
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dopamine agonist potency has been directly correlated 
with hallucinogenic activity (7). Bupropion may alter 
perception as a result of inhibition of dopamine up- 
take. 

Drugs that increase activity of the central dopamine 
system, such as cocaine, amphetamines, and methyl- 
phenidate, have the potential for abuse by humans. 
These drugs have been self-administered intravenous- 
ly by animals. Bupropion has also been self-adminis- 
tered by rats (R. Blitzer, R.E. Becker, unpublished 
data). 

In animal tests bupropion has shown some similarity 
to amphetamine, methylphenidate, cocaine, aad nomi- 
fensine (2 and unpublished data of Blitzer and Becker), 
but bupropion differs from these stimulants :n that it 
does not cause stereotypic behavior or toxic :осото- 
tor excitement in rats (8) or autonomic or stimulant 
effects in humans (9). Bupropion was judged to be no 
different from placebo by experienced amphetamine 
users, further distinguishing it from hallucinogenic and 
stimulant drugs (P. Manberg, personal communica- 
tion, 1982). To our knowledge, perceptual alteration 
has not previously been reported with bupropion. 

Bupropion may be useful for disillusioned. alienat- 
ed, apathetic, or anhedonic schizophrenic patients 
who have lost their emotional investment anc interest 
in life. Other possible applications are in treating the 
emotional emptiness associated with chronic disabling 
diseases, cancer, and aging. Chronically ill ала dying 
patients have been reported (10) to respond positively 
to psychedelics. Bupropion, by mobilizing fee :ngs and 
memories, may also support the verbalization of emo- 
tionally important issues in psychotherapy. 
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Serotoninergic Agents in the Treatment of Isolated Sleep Paralysis 


BY SCOTT SNYDER, M.D., AND CORDON HAMS 





The authors report three cases of isolated sleep paralysis 
controlled by L-tr»ptophan with or without amitriptyline. 
Both agents increase CNS 5-hydroxytryptamine availability, 
whereas imipramine, which was ineffective in the one case in 
which it was tried, affects predominantly norepinephrine 
reuptake. (Am J Psychiatry 139: 1202-1203, 1982) 





Isolated sleep paralysis is the sudden inability to 
perform voluntary movements at the onset of sleep or 
upon awakening during the night or in the morning (1). 
Hallucinatory phenomena and dream-like states may 
accompany the episode of paralysis, although con- 
sciousness is clear. An episode usually lasts less than 
10 min, rarely longer and oftentimes only a few 
seconds. The episode ends spontaneously either 
through intense efforts by the patient or after external 
sensory stimulation. The investigation of isolated 
sleep paralysis allows an opportunity to study the 
phenomenon as £ separate event, apart from its occur- 
rence in narcolepsy, psychotic decompensation, and 
hysterical states (2). | 

Treatment approaches have included psychoana- 
lytic psychotherzpy and pharmacology. In this report 
we describe three cases of isolated sleep paralysis 
treated with agents that increase CNS 5-hydroxytryp- 
tamine (5-HT, serotonin) availability. 


Case Reports 


Case 1. Mr. A, a 25-year-old man, was admitted to a 
psychiatric hospital with an admitting diagnosis of general- 
ized anxiety disorder. On the 15th hospital day, he experi- 
enced his first episode of paralysis. Two attacks of sleep 
paralysis occurred that night at about 2:30 a.m. and 3:00 
a.m., respectively. Mr. A remembered lying on his back and 
waking from a drezm in which a man pushing a hot dog cart 
was talking to him. When Mr. À woke up, the man was still 
standing in front of him, saying, ‘‘Get up. Let's go. It's time 
to go to work.” Mr. A was immobilized. The episode lasted 
about 5 min. His paralysis terminated abruptly when the 
night nurse touched him on the leg. 

The second episode of sleep paralysis occurred about 30 
min after the first. Mr. A described the same dream, 
paralysis, hallucinations, awareness of voices and physical 
Surroundings, and duration as in the initial attack. The next 
day (hospital day 16) Mr. А began receiving imipramine, 75 
mg at night. 
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No further nightmares, hallucinations, or attacks of sleep 
paralysis occurred until 3 weeks later. He then had at least 
one sleep paralysis attack for 14 consecutive nights. Further 
history revealed an absence of any of the elements of the 
narcoleptic tetrad (i.e., sleep attacks, cataplexy, or hypno- 
gogic hallucinations in addition to sleep »aralysis). 

After the 14th consecutive night of sleep paralysis, on 
hospital night 51, Mr. A was placed on a regimen o7 2 g of L- 
tryptophan and 75 mg of amitriptyline. Imipramine treatment 
had been discontinued 2 days earlier. The following day he 


stated that his symptoms had remitted. The amitriptyline : 


dose was increased to 100 mg on hospital night 58. Four 
months later, while still taking 100 mg of amitriptyline and 2 
g of L-tryptophan at night, Mr. A had experienced no further 
episodes of sleep paralysis. Я 


Case 2. Ms. B was a 20-year-old woman who was hospital- 
ized with an admitting diagnosis of adjustment disorder with 
depressed mood. On admission, she also complained of a 
sleep disturbance that had occurred 3—4 times per month 
since she was 13 and that was characterized by sudden 
awakening in the middle of the night and not being able to 
move. No other elements of the narccleptic tetrad were 
present. Ms. A's mother experienced similar phenomena 
almost nightly, as did her maternal grandmother. Two of Ms. 
A's five siblings (one male, one female) also described 
isolated sleep paralysis. 

Because of initial insomnia, which began during Fer hospi- 
talization, and lack of response in the past to flurazepam and 
chloral hydrate, Ms. A was given L-tryptophan, 2 g at night, 
which was increased to 3 g at night 1 week later. She re- 
ported no further episodes of sleep parzlysis either during 
her ensuing 29-day psychiatric hospitalization or during 3 
months of outpatient follow-up while taking the same 
amount of L-tryptophan. 


Case 3. Ms. C was a 45-year-old woman who was hospital- 
ized because of a recent suicide gesture. The admitting 
diagnosis was narcissistic personality disorder. She also 
described isolated sleep paralysis attacks, occurring twice a 
week, during the preceding 15 years. Approximately 2096 of 
the attacks were accompanied by hallucinations. Мо other 
elements of narcolepsy were present. 

Ms. С was placed on a regimen of amitriptyline, 50 mg at 
night, on hospital day 2. Two days later the dose was 
increased to 75 mg at night. Ms. C had four sleep paralysis 
attacks during the first 13 days of her hospitalization. On 
hospital day 14, L-tryptophan, 2 g at night, was added. One 
week later the amitriptyline dose was increased to 100 mg at 
night and the L-tryptophan dose to 4 g at night. Ms. C 
experienced no sleep paralysis from day 14 to discharge 17 
days later, nor did she report any recurrences al 6-week 
follow-up while on the same medication regimen. 


Discussion 


Akimoto and associates (3) introduced the concept 
of using tricyclic antidepressants to treat elements of 


N 
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the rlarcoleptic tetrad. They found imipramine to 
counteract sleep paralysis, as well as hypnagogic 
hallucinations and cataplexy. It had little effect on 
sleep attacks. Chlorimipramine and amitriptyline have 
subsequently been reported (4) to be even more effec- 
tive than imipramine for the treatment of sleep paraly- 
sis in a majority of patients. 

Chlorimipramine and amitriptyline have the com- 
mon feature of mainly blocking the reuptake of 5-HT 
in nerve terminals (5). Because the reuptake is the 
predominant mechanism for neutralizing the effect of 
5-HT, CNS availability of 5-HT is increased by ami- 
triptyline. REM sleep is consistently suppressed by 
amitriptyline in doses similar to those reported here. 
REM latency is also decreased (6). 

L-Tryptophan is the initial precursor of 5-HT. Brain 
5-HT concentration has repeatedly been shown (7) to 
be increased after oral administration of L-tryptophan. 
L-Tryptophan may complement the effects of amitrip- 
tyline on sleep. | 

Amitriptyline also has significant anticholinergic ef- 
fects (8). Anticholinergic agents such as atropine and 
scopolamine suppress REM sleep (9). Cholinergic 
antagonists have been shown (10) to increase the 
interval between REM periods and to decrease REM 
time and percentage of REM time. These anticholin- 
ergic effects may complement the serotoninergic ac- 
tions of amitriptyline. 

The three patients in this report received serotonin- 
ergic agents. They responded to L-tryptophan either 
alone or in combination with amitriptyline. Although it 
is impossible to eliminate placebo effects, agents that 
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increase central 5-HT availability appear to have sub- 
stantially decreased the incidence of sieep paralysis 
attacks in these three cases. Imipramine predominant- 
ly affects norepinephrine reuptake, and in case | it had 
no effect on sleep paralysis, whereas the combination 
of amitriptyline and L-tryptophan did. 
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BIOLOGICAL PSYCEIATRY 





Handbook of Biological Psychiatry, Part I: Disciplines Rele- 
vant to Biological Psychiatry, edited by Herman M. van 
Praag, Malcolm H. Lader, Ole J. Rafaelsen, and Edward J. 
Sachar. New York, Marcel Dekker, 1979, 395 pp., $49.75. 
Handbook of Biological Psychiatry, Part III: Brain Mecha- 
nisms and Abnormal Behavior—Genetics and Neuroendocrin- 
ology, edited by Herman M. van Praag, Malcolm H. Lader, 
Ole J. Rafaelsen, and Edward J. Sachar. New York, Marcel 
Dekker, 1980, 341 pp., $29.50. 

Handbook of Biological Psychiatry, Part IV: Brain Mecha- 
nisms and Abnormal Behavior—Chemistry, edited by Her- 
man M. van Praag, Malcolm H. Lader, Ole J. Rafaelsen, 
and Edward J. Sachar. New York, Marcel Dekker, 1981, 963 
pp., $110.00. 

Handbook of Biological Psychiatry, Part V: Drug Treatment 
in Psychiatry—Psychotropic Drugs, edited by Herman M. 
van ‘Praag, Malcolm H. Lader, Ole J. Rafaelsen, and 
Edward J. Sachar. New York, Marcel Dekker, 1981, 204 pp., 
$28.75. 

Handbook of Biological Psychiatry, Part VI: Practical Appli- 
cations of Psychotropic Drugs and Other Biological Treat- 
ments, edited by Herman M. van Praag, Malcolm H. Lader, 
Ole J. Rafaelsen, and Edward J. Sachar. New York, Marcel 
Dekker, 1981, 559 pp., $67.00. 


The Handbook of Biological Psychiatry is a six-volume 
compilation that, according to the editors' introduction in 
volume I, “attempts to summarize and evaluate the outcome 
of over 20 years of brain and behavior research, with special 
reference to its relevance for the psychiatric and neurologic 
patient," The editors further state, ‘‘We did not intend a 
coruscating review of the entire field, exhausting to even the 
dedicated reader. Rather, we sought a balanced presentation 
of the various topics . . . a textbook of research strategies 
and technologies . .. a useful bibliography of key papers, 
reviews, and books.” In these six volumes, with their more 
than 100 authors, 91 chapters, and 3,000-plus pages, the 
editors have come as close to this goal as is perhaps humanly 
possible. In a field as rapidly developing as biological 
psychiatry, asking of this set of volumes that they be not 
only comprehensive in their scope but also fresh and timely 
in their content is about as reality-based as asking our 
president to both balance the federal budget and restore 
economic prosperity to the country. 

The editors have done an admirable job of assembling a 
Who's Who in biological psychiatry as their authors. Scien- 
tists from many countries, both clinicians and basic labora- 
tory workers, have participated. The Handbook has a grand 
design: the first volume describes the other disciplines from 
which biological psvchiatry derives its methods and data; 
volumes П, III, and IV. focus on the psychophysiological, 
genetic, neuroendoc-inologic, and chemical aspects, respec- 
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tively, of brain mechanisms and abnormal behavior; volume 
V is a general overview of drug treatment in psychiatry; and 
volume VI covers additional aspects of psychotropic drugs 
as well as some of the other somatic therapies used in 
psychiatry (ECT, psychosurgery, sleep deprivation thera- 
py). The second volume has already been reviewed in the 
Journal (1); the present review assesses volumes I and III 
through VI. 

Volume I covers disciplines relevant to biological psychia- 
try. E. Robins and V. Ziegler discuss the history of biologi- 
cal psychiatry. B. Andersen presents basic concepts of 
statistical analysis. R.M. Post and D.L. Murphy use studies 
of CSF metabolites and blood cell enzymes to exemplify the 
principles of research planning. M. Hamilton presents a 
concise summary of psychological measurement techniques 
(rating scales) in psychiatry. A.F. Sanders offers an over- 
view of experimental psychology from the perspective of the 
behavioral psychologist. R.W. Shapiro and E. Strómgren 
discuss the relevance of epidemiological methods end tech- 
niques for biological psychiatry. J. Richer presents the 
basics of human ethology. P. Gram surveys child develop- 
ment. Е.А. Jenner and J. Damas-Mora consider the chrono- 
biology of normal and pathological behavior. D.R. Hanson 
and LI. Gottesman present a basic overview of genetic 
concepts for psychopathology. S.D. Iversen and R. Kumar 
consider animal models that are relevant to biolog:cal psy- 
chiatry. O.J. Rafaelsen and B-E. Roos consider the teaching 
of psychopharmacology and research in biological psychia- 
try, respectively. And N.C. Andreasen and R.L. Spitzer 
review the classification of psychiatric disorders with em- 
phasis on the Research Diagnostic Criteria and DSM-III. 

This volume is heterogeneous in content, cover:ng such 
areas as statistics, experimental psychology, epidemiology, 
ethology, and animal models, and many óf the individual 
chapters are underpinnings not only for biological psychiatry 
in particular but also for behavioral biology and scientific 
research in general. In this regard, volume I may prove to be 
more enduring than the rest of the volumes of this Hand- 
book. 

Volume III covers the genetic and neuroendocrinologic 
aspects of brain mechanisms and abnormal behavior. In the 
genetics section, D. Rosenthal discusses the genetic aspects 
of schizophrenia; E. Zerbin-Rüdin considers the genetics of 
affective psychoses, neuroses, psychopathy, and alcohol- 
ism; and J. Mendlewicz relates psychiatric genetics to psy- 
chiatric epidemiology and nosology. These chapters are well 
written and informative. In the neuroendocrinology section, 


`$; Lal and J.B: Martin present an extensive review of the 


neuroanatomy and neuropharmacologic regulation of neuro- 
endocrine function; E.J. Sachar briefly discusses neuroen- 
docrine research approaches; B.J. Carroll reviews much of 
his and others’ work on the dexamethasone suppression test 
in depression; M. Ackenheil presents data on hormonal 
responses to assorted stresses in mental illness, including 
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venipuhcture, heat stress, insulin hypoglycemia, hemoperfu- 
sion, and sleep deprivation; G.M. Brown reviews the neur- 
oendocrinology of anorexia nervosa; B.S. McEwen details 
the influences of gonadal steroids on the developing brain; J. 
Money considers the interactions of hormones and psycho- 
sexual status during the phases of the life cycle (prenatal 
through postmenopausal); and E.D. Weitzman discusses 
chronoendocrinológy (neuroendocrine rhythms), with par- 
ticular emphasis on the relation of these rhythms to the 
sleep-wake cycle. The chapters in this section also are well 
written, but one or two are somewhat limited in scope and 
not as balanced and as well integrated as they might be. 

Volume IV covers the chemistry of brain mechanisms and 
abnormal behavior. Jt is a large volume—25 chapters and 
almost 1,000 pages. In the section on biochemical determi- 
nants of abnormal behavior, T.J. Crow covers schizophrenic 
and toxic psychoses; C. Perris also covers schizophrenia and 
some organic psychoses as well; Н.М. van Praag discusses 
central monoamines in depression; E.T. Mellerup and O.J. 
Rafaelsen consider electrolyte metabolism in manic-depres- 
sive disorder; J. Ángst outlines the clinical course of aifec- 
tive disorders; J.M. Littleton considers alcohol tolerance 
and dependence; J.H. Jaffe and D.H. Clouet discuss opioid 
dependence; L.R. Squire and W.T. Schlapfer discuss memo- 
ry and memory disorders; J.R. Smythies discusses neurotic 
behavior; J.M. Ordy considers aging in humans; C.G. Gott- 
fries discusses dementia; N. Herschkowitz considers mental 
retardation; H. Rigter and H: van Riezen, and H.M. van 
Praag and W.M.A. Verhoeven, discuss neuropeptides; A. 
Pert and associates review opiate peptides; O. Hornykiewicz 
reviews Parkinson’s disease; E.D. Bird and L.L. Iversen 
discuss Huntington’s chorea; and R.M. Post and J.C. Bal- 
lenger present kindling models for the development of psy- 
chopathology. As is indicated from this list of topics, this 
section is quite comprehensive and contains a wealth of 
information. 

The next section is on nutritional disorders and psychiatric 
states. А.Н. Crisp reviews mainly the neuroendocrinology 
of anorexia nervosa, and D.V.M. Ashley and associates 
discuss the effects of malnutrition on psychological develop- 
ment. This section is a bit thin; for example, there is no 
discussion of the putative effects of some dietary constitu- 
ents on mental illness (e.g., the postulated role of gluten in 
schizophreniz, which, although disputed by many, could 
have been mentioned for the sake of completeness). The 
third section of this volume concerns the mode of action of 
psychotropic drugs: I.J. Kopin covers antidepressants and 
central stimulants, G. Bartholini. discusses neuroleptics, M. 
Schou and associates cover lithium, H. Ladinsky and asso- 
ciates discuss benzodiazepines, and D.X. Freedman consid- 
ers the hallucinogens. These five chapters all are well written 
and informative, but, from an organizational standpoint, 
they would have fit better into the next volume, which is 
entirely given over to psychotropic drugs. 

‘Volume V, as mentioned, covers drug treatment in psychi- 
atry. This is the smallest volume of the six. It is written 
entirely by R-N. Herrington and M.H. Lader. There are five 
chapters, covering antidepressant drugs, lithium, antipsy- 
chotic drugs (neuroleptics), sedatives and hypnotics, and 
miscellaneous agents, including the amphetamines, mono- 
amine precursors, hallucinogens, agents used in the manage- 
ment of drug dependence, antiepileptic drugs, drugs used in 
the treatment of dementia, and hormones, neuropeptides, 
and ‘‘antilibido’’ agents. In essence, this volume is a small 
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review of clinical psychopharmacology. It is not a “‘how to 
treat” presentation but, rather, a fairly balanced ccnsider- 
ation of the basic and clinical pharmacology of psychotropic 
drugs, including pharmacokinetics, clinical effects. side ef- 
fects, and drug-drug interactions. Although it is an interest- 
ing, brief review of a very large field, in my cpinion it does 
not offer anything different from the many other excellent 
short reviews of psychopharmacology that have been and 
continue to be written by experts in the field. However, in 
fairness to the authors of this volume, their work dces repre- 
sent a careful distillation of an enormous amount of data. 

Volume VI includes a diversity of topics. The first two- 
thirds of the volume covers different aspects of psychotropic 
drugs. J.G. Edwards considers the unwanted effects of 
psychotropic drugs and their mechanisms. P.J.V. Beumont 
discusses endocrine effects of psychotropic drugs. S.H. 
Curry offers a basic introduction to pharmacok:netics. W.Z. 
Potter and associates review the clinical pharmacokinetics of 
psychotropic drugs: R.R. Fieve considers lithium-affective 
disorder clinics. R.N. Gaind and T.R.E. Barnes consider 
depot neuroleptic clinics. A. Winokur and K. Rickels review 
combined treatment with drugs and psychctherapy. M. 
Campbell and I.L. Cohen discuss the use o? psychotropic 
drugs in children. T. A. Ban discusses the use cf these drugs 
in the elderly. R.W. Cowdry and Е.К. Goodwin consider 
biological -and physiological predictors of drug -esponse. 
covering a number of clinical syndromes and a vzriety of 
possible markers. M. Fink considers the c.assifkcation of 
psychoactive drugs by their EEG profiles. And R.W. Down- 
ing and associates discuss the use of clinical trials in the 
evaluation of psychotropic agents. These chapters generally 
аге well written and contain useful information, but again it 
would have been more logical to include therr. іп :he previ- 
ous volume on drug treatment in psychiatry. 

This sixth and final volume concludes with a r.umber of 
diverse chapters; J.E. Overall considers criteria for selecting 
research subjects in biological psychiatry; B-E. Roos dis- 
cusses the prediction of clinical effects from animal models; 
T.G. Bolwig and O.J. Rafaelsen, and J-O. Ottosson, review 
ECT; D. Kelly discusses psychosurgery; and К, Tólle and 
G.W. Vogel review sleep deprivation as a treatment for 
depression. І 

Well, how do these volumes fit together? As indicated at 
the beginning of this review, to ask for both ccmprehensive- 
ness and.timeliness is to ask for the impossible. These 
volumes are for the most part comprehensive, although 
some areas are notably lacking. For example, there is no 
clearly designated discussion of the methods anc utility of 
plasma level monitoring of psychotropic drugs. There is no 
comprehensive presentation of theories of receptor dysfunc- 
tion in affective disorders. There is no mention of studies of 
gonadal steroids and aggression, even though the available 
data are conflicting. And there is no mention o the use of the 
newer imaging techniques (computerized X-ray tomographv, 
positron emission tomography) in the studv of psychiatric 
patients. Perhaps these omissions have to do with the 
newness of the data, particularly with reference to receptor 
alterations in depression arid tomographic imaging of the 
brain. The six volumes of this Handbook were published 
between 1979 and 1981, and the chapter bib.iographies for 
the most part include references only through 1979. Thus 3 
years have elapsed since the preparation of the most recently 
published chapters and this review. 

All in all, I believe the Handbook of Biological Psychiatry 
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has accomplished what its editors intended. It is a bit like a 
class picture— most faces are in broad, full view; others are 
facing away; some are hidden; and a few others are missing. 
Unfortunately, just as the people in a class picture change, 
so do the topics covered in this Handbook. And, just as a 
class picture quickly becomes a representation of yesterday, 
so will much of the material contained in these volumes. 
That is unavoidable, and perhaps even laudable, because it 
attests to the vitelity and thrust of research in biological 
psychiatry. Indeed, rather than being dismayed by the 
inevitable relegation of their efforts to history, I believe the 
editors of this Handbook would be pleased by it, because, as 
they state in their introduction in Volume I, ‘‘We wanted to 
influence the practicing clinical psychiatrists, so that they 
would appreciate more fully our contention that biological 
psychiatry is advancing rapidly, steadily, and inexorably and 
is not, as some detractors mock, circling like a brain- 
damaged rat.” As the contents of these volumes attest, there 
most certainly is no circling and no staleness. Biological 
psychiatry is moving straight on. 
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ETHICS AND Law 








Competency to Stand Trial, by Ronald Roesch and Stephen 
L. Golding. Urbana, University of Illinois Press, 1981, 259 
pp., $19.95. 


""This is yet ancther case їп which the central issue is 
whether the accused was properly found competent to stand 
trial'——that is the opening comment in one recent state 
supreme court decision (1). It reflects the state of affairs 
following the U.S. Supreme Court's decision in 1972 that set 
out a time limit on confinement of a person found incompe- 
tent to stand trial (2). That decision ended the practice of 
automatically and :ndefinitely committing an incompetent 
defendant. The Supreme Court said, “А person charged by a 
State with a criminal offense who is committed solely on his 
incapacity to proceed to trial cannot be held more than the 
reasonable period of time necessary to determine whether 
there is a substantial probability that he will retain that 
capacity in the foreseeable future. If it is determined that this 
is not the case, then the state must either institute the 
customary civil commitment proceeding that would be re- 
quired to commit indefinitely any other citizen, or release 
the defendant. Furthermore, even if it is determined that the 
defendant probably soon will be able to stand trial, his 
continued commitment must be justified by ... progress 
toward that goal” 2 at 738). The Supreme Court, while 
setting limits on tke type and length of commitment of 
incompetent defendants, left open, however, the question of 
how long a period of time might be considered reasonable, 
and it gave no guidance in the determination of triability or in 
the assessment of progress toward gaining triability. The 
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psychiatrist is invariably called on to give expert testimony 
on the issue. 

Competency to stand trial is said to be fundamental to an 
adversary system of justice. In general, for triability the 
accused must have the ability to cooperate with counsel in 
his or her own defense (a communicative ability) and the 
ability to understand the proceedings against him or her (a 
cognitive ability). Virtually every court decision on the 
subject quotes the standard of competency (if it can be called 
that) set forth by the Supreme Court in a short opinion in 
1960 (3). In that case the court said that the test is whether or 
not the defendant ‘‘has sufficient present ability to consult 
with his lawyer with a reasonable degree of ratioral under- 
standing—and whether he has a rational as well as factual 
understanding of the proceedings against him.” Given this 
broad language, the various lower courts have a:ticulated 
several factors that should be considered in evaluating an 
accused's ability to stand trial. They include the followirig: 


1) That the defendant has sufficient mental capacity to 
appreciate his presence in relation to time, place, and 
things; 2) That his elementary mental processes are such 
that he understands that he is in a court of law charged 
with a criminal offense; 3) That he realizes there is a 
judge on the bench; 4) That he understands that there is 
a prosecutor present who will try to convict kim of a 

. criminal charge; 5) That he has a lawyer who will 
undertake to defend him against the charge; 6) That he 
knows that he will be expected to tell his lawyer all he 
knows or remembers about the events involved in the 
alleged crime; 7) That he understands that there will be a 
jury present to pass upon evidence in determining his 
guilt or innocence; 8) That he has sufficient merrory to 
relate answers to questions posed to him; 9) That he has 
established rapport with his lawyer; 10) That he can 
follow the testimony reasonably well; 11) That he has 
the ability to meet stresses without his rationality or 
judgment breaking down; 12) That he has at least 
minimal contact with reality; 13) That he has the mini- 
mum intelligence necessary to grasp the events taking 
place; 14) That he can confer coherently with some 
appreciation of proceedings; 15) That he can bcth give 
and receive advice from his attorneys; 16) That he can 
divulge facts without paranoid distress; 17) That he can 
decide upon a plea; 18) That he can testify, if necessary; 
19) That he бап make simple decisions; and 20) That he 
has a desire for justice rather than undeserved punish- 
ment. (4) 


These criteria notwithstanding, the plea of inability to 
stand trial quite often has been used as a ploy, but research- 
ers in the field, taking the test all too literally, have evaluated 
the criteria and have designed measuring scales. Qui-e often, 
the researchers. might just as well have evaluated the applica- 
tion of abracadabra. 

In Competency to Stand Trial Ronald Roesch (associate 
professor of psychology and criminology and director of the 
Criminology Research Center at Simon Fraser University in 
British Columbia) and Stephen L.. Golding (associate profes- 
sor of psychology and director of the Psychological Clinic at 
the University of Illinois at Urbana-Champaign) present a 
thorough analysis of case and statutory law on the triability 
plea. More importantly, théy set out their research on its 
implementation. This book, five years in the making. had its 
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beginning when the director of the forensic facility at Doro- 
thea Dix Hospital in Raleigh, N.C., requested assistance 
from the National Clearinghouse for Criminal Justice Plan- 
ning and Architecture in preparing estimates on population 
trends and supplying architectural recommendations for a 
new forensic facility. The director intended to propose to the 
state legislature the construction of this new facility to 
replace the outmoded building that was then in use, but any 
projection on the use of the facility or its size depended on 
changes in the criminal justice system. The question was 
raised as to whether any projection was reliable, given that 
judges or legislators in changing or modifying the law tend to 
pay little attention to implementation. 

The authors stress the need for much greater interaction 
between the legal and mental health professions in determin- 
ing competency, so that a more empirically and theoretically 
justifiable interdisciplinary decision-making model can be 
developed. They propose a collaborative joint screening and 
evaluation panel designed to facilitate communication and 
understanding between legal and mental health profession- 
als. They propose a provisional trial for defendants whose 
competency remains questionable even after a brief treat- 
ment period.,In short, the authors in this thoughtful and 
scholarly presentation tell us where we have been and where 
we might be going in the area of competency to stand trial. 

The law on triability is indeed changing. Before the 
Supreme Court's decision in 1972 setting a time limit on 
confinement, the prosecutor in a number of instances in- 
voked the plea to achieve an indefinite commitment (or 
preveniive detention, as some might call it) of the accused. 
Since 1972, however, defense attorneys have been resorting 
to the plea increasingly. Given the time limit on confine- 
ment, the defense resorts to the plea to let the situation cool 
off or to lay a foundation for the introduction of mitigating 
circumstances. The American Bar Association, now en- 
gaged in a Criminal Justice Mental Health Standards Project, 
is concerned a»out this prostitution of the plea, and, remem- 
bering prosecutorial abuses, it is likely to recommend stan- 
dards that would allow community evaluation and release 
with or without bail even though the accused is so disordered 
that he or she cannot meet the triability test and might be a 
community nuisance. Like Rubik's cube, what is done in the 
criminal justice system will affect what happens in the 
hospital system. Just as the cube cannot be solved by 
concentration on one square at a time, it is not possible to 
deal with disordered people by focusing on a particular 
procedure. The result likely will be a greater reliance on the 
mental hospital to deal with the problems of the criminal 
justice system. 
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Psychiatric Ethics, edited by Sidney Bloch and Paul Chodoff. 
New York, Oxford University Press, 1981, 360 pp., $29.50. 
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As is the habit with many compulsive -eaders, I carry a 
journal or book with me wherever I go; I use spare moments 
to sneak in reading a chapter or two. During the przcess of 
reviewing this book, I carried it to a business lunch with an 
attorney. He queried me, ‘‘Psychiatric ethics, wzat are 
they? Are they any different from medica! ethics?” I found 
myself summarizing the opening chapter of the book to him. 
I began by using Clousier's classic definition of medical 
ethics as an explanation of psychiatric echics, substituting 
the word ''psychiatric" for ‘‘medical.’’ Medical ethics is 
simply ethics applied to a particular branch of our lives— 
roughly the area touched by medicine and being the same old 
ethics that has been around for a long time. Medical ethics 
has no specific principles, methods, or rules. It is ‘012 ethics’ 
trying to find its way around in new, very puzzling circum- 
stances.' However, I added, the circumstances are indeed 
very puzzling for the psychiatrist. 

I continued that there are at least three critica: issues 
facing psychiatry which do not impact as heavily on medi- 
cine or life in general. 1) The psychiatrist can unwitcingly be 
an agent of social control, as, for example, the psychiatrist 
who prescribes inpatient hospitalization, testifies on the 
insanity defense, or addresses issues of parole and sentenc- 
ing. The psychiatrist is in the unique position of acting as 
both an agent of society and a treating physician. In these 
situations, the interests of the patient are not necessarily 
always primary. 2) The psychiatrist deals with patients 
whose medical illness can impair their thinking, judgment, 
affect, and behavior. Thus, those very processes which 
allow the patient to choose from a variety of treatments and 
to rationally evaluate the risk-benefit ratio of treatrrent and 
to behave as a "reasonable man" can be compromised. The 
roles of the physician/therapist in dealing with psychiatric 
patients are fraught with ethical pitfalls because of the nature 
of their disease. 3) The practice of psychiatry and the role of 
the psychiatrist are affected by the cultural, religious, and 
political climate in which he or she practices more than those 
of any other physician. One need only look at a Soviet 
society and the political uses to which the diagnosis of ''soft 
schizophrenia" is put to recognize political, social, and 
cultural aspects of this subspecialty of medicine. 

It was easy to answer my attorney colleague in a simple 
yet understandable way, but I could not help but focus my 
thinking on the ethical issues relevant to two cases on which 
he has asked for ту consultation. АП during -he luncheon I 
continued to be astonished at the number of ethical issues 
implicit and explicit in our conversation, and I was amazed 
by the variety of considerations that ceme into »lay as I 
viewed what we were doing with ethical considerations in 
mind. We dealt first with a child custody case. Clearly, his 
client (a father) and my patient (a child) were different, and 
what was in the best interests of his client was not in the best 
interests of the child/patient. We then dealt with psychiatric 
reconstruction of a suicide. Here issues of diagnosis witk 
insufficient data and the problems of psychohistory tame 
into play. 

What is the relevance of my personal experience to this 
book? It is, I think, in the fact that the book served as & 
tremendous sensitizing and consciousness-raisin2 experi- 
ence. All of us believe we are ethical practitioners of our 
speciality. We strive to be ethical practitioners just as we 
strive to be scientific and compassionate phvsicians. Our 
definitions of ethics are fuzzy, confused, and less ме! drawn 
than our definitions of science. We confuse ethics and 
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morals. The first value of this book was to enable me to more 
accurately define ethics as ‘‘the system or code of morality 
of a particular person, religion, group, or profession as 
contrasted to morals” relating to, dealing with, or capable of 
making the distinction between right and wrong conduct. 
Ethics is the professional system by which we are assisted in 
deciding our moral values. 

This volume also helped me to look at the complex issues 
and value judgments that permeate my day-to-day psychiat- 
ric practice and to attempt to rethink the system I use for 
making moral judgments. More importantly, however, it 
helped me to recognize the moral or value judgments that are 
implicit in almost every decision a practitioner makes. 

Certain sections of the book are particularly fascinating. I 
found especially intriguing the section on the philosophical 
basis of psychiatric ethics by Richard Hare, the section 
dealing with a historical perspective by David Musto, the 
section by Walter Reich concerning psychiatric diagnosis as 
an ethical problem, and the section by Sidney Bloch on the 
political misuse cf psychiatry in the Soviet Union. It may be 
that these chapters attracted me because they were broad 
and general in scope and, despite the editor's caveat not to 
look for answers unconsciously, I hoped that I might find 
some. Indeed, the sections I wished had been expanded 
dealt with ethics in child psychiatry, ethical aspects of 
sexuality and sex therapy, and ethical aspects of drug 
treatment. That is not to say that these sections fell below 
the high standard of the rest of the book. It is only that they 
left me wishing for additional thoughts and insights from the 
authors. 

One chapter deserves special mention—the chapter on 
training in psychiatric ethics by Robert Michels. Dr. Michels 
has looked at the questions of when to teach ethics, how to 
teach ethics, and whom to teach ethics to in an extensive and 
clearly written chapter. 

For clinicians ard teachers who have searched for texts on 
psychiatric ethics to share with students and colleagues, this 
volume will be extraordinarily helpful. The editors have 
succeeded in doing what they set out to do—to bring forth 
the important and соттоп ethical issues facing the psychia- 
trist. As they realize, it would have been possible to cover 
each of the topics in a more extensive fashion, but as they 
point out, ‘As editors—we have had to recognize the need 
to keep the volume within reasonable bounds.” I commend 
Drs. Bloch and Chodoff on a well-edited, well-organized, 
readable, and useful addition to the psychiatric literature. 


ErissA P. BENEDEK, M.D. 
Ann Arbor, Mich. 


SUBSTANCE ÁBUSE 





Opiate Dependence: Mechanisms and Treatment, by Abra- 
ham Wikler. New York, Plenum Press, 1980, 255 pp., $27.50. 


There is a New Yorker cartoon showing two monks 
watching a sunset. '' After 25 years," says опе, "I still think 
of this as the cocktail hour.” A clear case of conditioned 
abstinence, Abraham Wikler would have said. And if, after 
25 years, the monk succumbed to cocktails again—re- 
lapsed—the explanation, as much as anything, would be 
sunsets. 

In this book Wixler presents impressive evidence—much 
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from his own research—that people become addicted to 
“happy hours” less from a desire for happiness than from a 
need to relieve unpleasant aftereffects from previous happy 
hours. If, indeed, through modern chemistry, the zftereffects 


could be eliminated, ‘‘drugs of addiction" might lose much 


of their addictiveness. ; 

The theory was not entirely Wikler's, but his conditioning 
studies with animals and clinical experience ‘with opiate 
addicts laid much of the foundation for the theorv. Animals 
withdrawn from morphine repeatedly in purple rooms with 
Bach playing: in the background eventually have morphine 
withdrawal symptoms listening to Bach in purple rooms 
without morphine. Heroin addicts treated in Lexington, Ky., 
experience conditioned withdrawal responses when they 
return home to the inner cities where they learned to shoot 
up; they resume their habit to obtain relief. On the other 
hand, Viet Nam veterans, who became addicted to opium in 
an exotic land, did not return to Des Moines and seek out 
opium. Des Moines and Saigon are too different. The soldier 
who learned to drink in Des Moines returns to alcohol in Des 
Moines but not to drugs associated with other stimuli. 

The point that Wikler makes, supported by numerous 
studies, is that a ‘‘protracted’’ subclinical abstinence syn- 
drome persists long after the acute early symptoms have 
subsided. The addict relapses to obtain relief from absti- 
nence symptoms that he or she may not even be aware of 
experiencing. One of the hardzst pieces of evidence for the 
protracted abstinence syndrome is that addicts who have 
been drug free for a long time reexperience withdrawal 


symptoms from naloxone after receiving a small amount of P 


morphine. 

There is much more in this well-written, scholarly book, 
but the theoretical sections on receptors, tolerance, physical 
dependence, and conditioning are by far the most interest- 
ing. Although treatment receives equal billing in the subtitle, 
there are actually only 19 pages on the subject. Wikler had 
limited enthusiasm for methadone and there are cnly a few 
paragraphs here on ways one might extinguish the all- 
important learned component of addiction. On the other 
hand, whole books have been devoted to treatment of drug 
abuse without saying much more. 5 

The book can be very highly recommended. With its 
thousands of references, it serves admirably as a resource 
book. The author, who died last year at age 70 —before the 


y 


book was published—was a highly admired member of a . 


team of researchers at the Addiction Research Center in 
Lexington whose studies of opiate addiction over a 30-year 
period produced more useful information on the subject than 
anything that has been learned since. With such colleagues 
as Harris Isbell, Havelock Frazier, Harris Hill. William 
Martin, and Arnold Ludwig, Abe Wikler belonged to a kind 
of golden age of addiction research. His posthumously 


published book stands as a fine memorial to the man as well. 


as the group with which he worked so long and so produc- 
tively. 


DoNALD W. GoopwiN, M.D. 
Kansas City, Kan. 


Controlled Drinking, by Nick Heather and Ian Robertson. 
New York, Methuen, 1981, 279 pp., $29.95. 


Research Advances in Alcohol and Drug Problems, Vol. 6, n 


edited by Yedy Israel, Frederick B. Glaser, Haro!d Kalant, 
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Rober? E. Popham, Wolfgang Schmidt, and Reginald С. 
Smart. New York, Plenum Press, 1981, 521 pp., $59.50. 


‘Controlled drinking" is fighting language to members of 
Alcoholics Anonymous (АА). First, they don't believe it 
exists—for alcoholics. Second, they don't like the subject 
even discussed lest it encourage fellow alcoholics to try 
doing something alcoholics by definition can't do: control 
their drinking. 

Definition is the key word. If you define an alcoholic as a 
person who can never drink normally, then anyone who 
drinks normally clearly is not alcoholic, even if he or she 
once was called an alcoholic. 

Since the 1950s, studies have consistently shown that a 
small percentage of people calied alcoholics—5% to 15%— 
are drinking normally on follow-up, meaning they still drink, 
but not excessively, and it doesn't seem to be harming them. 

Of course, few studies follow their back-to-normal-drink- 
ing alcoholics (or whatever you call them) to the grave. 
Possibly, the next day after the follow-up interview they all 
went on fantastic binges. Possibly, they lied about their 
control. Maybe their spouses or bosses would have given a 
different story. The pitfalls of longitudinal research in this 
field are well known. 

Often, in these follow-up studies, ‘‘controlled’’ drinking 
better describes the use of alcohol than '*normal"' drinking. I 
once had an alcoholic patient who drank precisely 2 oz of 
Scotch every evening precisely between 5 and 6 p.m. He had 
been doing this for years. Normal drinkers aren't usually so 
rigid. He certainly was controlled. Maybe he wasn't an 
alcoholic. When younger he had gone on numerous binges 
and been hospitalized for delirium tremens. However, as 
Humpty Dumpty said, “Words mean what I choose them to 
mean, neither more nor less,” and if some people choose not 
to call this patient an alcoholic, I am sure he won't mind and 
certainly I won't. 

I hope this admission doesn't get me on somebody's hit 
list. It certainly is a touchy topic. The first man to report 
controlled drinking in a few alcoholics followed over a 
period of years had his life threatened. The Rand Report, 
suggesting that alcoholics who drank did about as well over 


' time as those who didn't, was disavowed by its own funding 


agency. To write a book and call it Controlled Drinking 
shows unusual courage, even if the authors are British and 
the subject is not quite as sensitive in the United Kingdom as 
it is in the United States. 

Controlled Drinking reviews the studies showing that 
some people called alcoholics can return to "normal" or 
nonabusive drinking; it tells why controlled drinking in a 
boozy world is an ideal goal; and it describes studies in 
which controlled drinking, not abstinence, was the goal of 
treatment. ` 

Is such treatment effective? The authors clearly would like 
to believe so, but in truth there is little evidence one way or 
the other. Adequately controlled long-term studies about 
controlled drinking simply haven't been done. 

The first senzence reads, ‘‘This is not a polemical book." 
However, it is hard to imagine a book тоге polemical. Not 
only is the bias toward controlled drinking evident on every 
page, but the authors hammer away obsessively at the 
"disease model" of alcoholism as if it ran a close second to 
nuclear warfare as the paramount threat of the times. They 
never really cefine disease but argue that diseases are 
irreversible and because alcoholism (in their opinion) is 
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reversible, it is not a disease: a ridiculous argument, given 
the number of "reversible" or self-limited diseases in medi- 
cine. 

They also very much dislike two terms in the alcoholism 
literature—‘‘loss of control" and "craving"— which some- 
how feed into their grudge against the disease model. When 
alcoholics say that after a few drinks they fee! compelled to 
hang one on, the authors say this is pure subjectivism, 
unworthy of science. The same of course can be saic of any 
symptom, from headaches to hallucinations. 

The authors themselves are clearly ambivalent a3out loss 
of control. On the one hand, they attack the concept as 
**descriptively inaccurate, explanatorily tautologous and sci- 
entifically meaningless.’’ On the other hand, they describe 
recovery (controlled drinking) as ‘‘regain of control.” You 
obviously can't have your whiskey and drink it at tke same 
time. 

There is nothing polemical about Research Advances in 
Alcohol and Drug Problems. It is a collection of articles 
about alcohol and alcoholism, plus a paper on sedative- 
hypnotics and one on the decriminalization of marijuana. 
Other than for reference (if you can remember waere to 
look), it is hard to imagine whom the collection is for. 
Pharmacologists might appreciate the chepter on tolerance, 
chemists the one on peptides, clinicians the one сп liver 
disease, and sociologists the one on taverns. There aren't 
many Renaissance types to appreciate all of these interesting 
topics. 

A saving grace is the book's editors, all of them learned 
and distinguished, and all with the Addiction Research 
Foundation in Toronto. 


DoNALD W. Goopwin, M.D. 
Kansas City, Kans. 


SUICIDE 





The Algebra of Suicide, by Irving Berent, M.D. New York, 
Human Sciences Press, 1981, 199 pp., $19.95. 

Suicides, by Jean Baechler; translated by Barry Cooper. 
New York, Basic Books, 1979, 465 pp., $21.06. 

Pathways to Suicide: A Survey of Self-Destructive Behaviors, 
by Ronald №. Maris..Baltimore, Johns Hopkins U:uversity 
Press, 1981, 368 pp., $26.50. 

Suicide and Mental Disorder in Swedish Men: Supplement 
271, by Jan Beskow. Copenhagen, Ácta Psychiatrica Scan- 
dinavica, 1979. 139 pp., no price listed (paper). 


A look at four books on suicide published in the last three 
years confirms the notion that suicide is a dificult subject 
with which to grapple. Each of the books in question :ackles 
the subject of suicide from a different stance—ecclogical 
(defined by Sainsbury [1] as one that mixes social, psycho- 
logical, and some clinical aspects), sociological, philosophi- 
cal, and algebraic. My own bias toward the clinical approach 
will, I hope, be apparent to the reader of this review. 

In The Algebra of Suicide Berent proposes a wonderfully 
quixotic algebraic formula of suicidal probability: Sp=Vm/ 
[Rau] [Rao]*. Sp stands for ‘‘suicidal potential," Ym for 
**victim's motivation,” Rav for ‘‘rescuer’s availability in the 
mind of the victim,’’ Rao for "'rescuer's availability in the 
outer ‘real’ world," and x and y are exponents bracketing 
Rav and Rao, respectively, ‘‘where x is significantly greater 
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than y." We are not told what the values of x and y are. 

As might be surmised from the equation, Berent believes 
that it is up to the potential rescuers to be receptive to such 
communications. He also makes an argument against dis- 
criminating between suicide and suicide attempts and de- 
scribes his theory that a kind of continuum exists between 
suicidal gestures and completed suicide. He does not, how- 
ever, present evicence of such a continuum. 

Berent is a professed doubter of the usefulness of numbers 
and a proponent of direct emotional encounter with the 
“why” of suicide. His book includes a variety of anecdotes 
but no statistical data. Although he claims that his law is 
presented ‘‘tongue-in-cheek,’’ he also expresses hopes to 
have conveyed “а more objective [italics mine] way of 
viewing the rescuer’s role," thus placing some doubt in the 
reader's mind about the degree of tongue-in-cheekness in the 
proposal of his formula. His book is not successful in making 
clear to what extent his “law” is a reflection of his beliefs 
and methods of psychiatry or whether it is a wholly skeptical 
comment on the statistical approach. 

Berent's algebraic approach may strike one as odd in its 
juxtaposition to the subject of suicide, but it at least has in its 
favor an interest—skeptically presented or not, as the case 
may be—in regard to prevention. In Suicides, Baechler 
bases his discussion of suicide on philosophical inquiries into 
"the nature of suicide," an approach that is inherently 
circular. His inquiries result in a system of categorization of 
the ‘meaning’ of suicide acts that groups them into four 
motivations: ‘‘escapist, aggressive, oblative, and ludic." He 
also looks into the ‘‘elasticity’’ of suicide methods in order 
to estimate the level of meaning: ‘‘To try to hang oneself in 
an igloo in the middle of winter when the whole family is 
present no doubt has not the same meaning as an attempt 
made when one is lost in the depths of a forest." Baechler 
terminates his long, circuitous discussion by discovering that 
suicide is ‘‘one illustration of humanity." Like Berent's, 
Baechler's book contains no firsthand data. Furthermore, 
his undocumented secondhand data are presented in a broad 
and hypothetical summary. The philosophical approach, at 
least as it is exemplified here, veers off in a direction that 
seems to me not very useful. 

Pathways to Suicide reports the results of an extensive 
sociological study of suicide conducted over a 3-year period 
(1966-1968) in Cook County, Ill. Maris’ total sample was 725 
subjects, of whom 517 had completed suicide, 70 had made 
nonfatal attempts, and 138 died of natural causes. His 
attempt at a comparison of these three groups is not an 
unreasonable approach, but unfortunately his comparisons 
are not controlled, for example, for sex, age, socioeconomic 
status, or for his more abstract concepts, such as being 
socially isolated, experiencing ‘‘negative interactions," sex- 
ual activity, blocked aspirations (or ‘‘anomie’’), etc. 

In his summarizing chapter Maris states that his sociologi- 
cal research resulted in 122 propositions concerning suicide. 
He reduced these 122 propositions to 28—30 that he calls 
"crucial." He goss further and boils these 28-30 ‘‘crucial”’ 
propositions down to five ‘‘axioms’’: 


1. The taking of one’s own life is directly related to 
the level of one’s hopelessness and depression in man- 
aging the human condition. 2. Suicide is inversely 
related to satisfaction with the human condition. 3. 
Mutatis mutandis, suicidal hopelessness, depression, 
and dissatisfaction are directly related to the use of 
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lethal methods in attempting suicide. 4. Suicidal fope- 
lessness is directly related to repeated depression, re- 
peated life failure, and prolonged negative interaction 
and social isolation. 5. Repeated depression, failure, 
and negative interaction and social isolation are directly 
related to early trauma and io a multiproblem family of 
origin. 


Then these five are distilled down to two "'provisional 
assumptions": 1) age and male sex, and Protestant religious 
preference, are directly related to completed suicide, and 2) 
age and male sex are directly related to suicidal hopeless- 
ness, lethal methods, work problems, and physical illness 
and inversely related. to satisfaction, repeated depression, 
negative interaction, sexual deviance, marital problems, 
drug problems, early trauma, and multiproblem families of 
origin. 

The problems I find in the scciological approach to suicide 
are embodied in the ‘‘axioms’’ and "provisional assump- 
tions" quoted above. The tendency to theorize—that is, to 
boil detailed findings down to theories—leaves one with 
what might be described as generalities that are really too 
“provisional” to be useful research tools. — e 

In Suicide and Mental Disorder in Swedish Men Beskow 
employs an ‘‘ecological’’ approach (as defined by Sainsbury 
[1D in examining the differences in suicide rates related to 
neighborhoods, social groups, and socioeconomic status. 
Beskow used both urban and rural samples that were sharply 
differentiated ecologically. The urban sample was drawn 
mainly from the county of Stozkholm (essentially the city of 
Stockholm). The rural sample was picked from three other 
Swedish counties said to be the most rural in composition in 
Sweden. The investigator studied only men, stating that 
suicide is too infrequent in women to justify their inclusion. 
The figures he quotes—1,257 men and 533 women who 
completed suicide in 1970 in Sweden—do not convince me of 
his assessment of the infrequency of suicide in women. 

During the years 1970 and 1971, of those subjects studied 
by Beskow, 57 urban men and 27 rural men per 100,000 men 
in each group committed suicide. The approximately double 
frequency of suicide among urban men as contrasted to rural 
men is a commonly reported finding, even though there have 
been occasional papers showing no difference in frequency 
of suicide between urban and rural men (2). 

In Beskow's book the ecological study, though limited to 
men, is thorough, but its very thoroughness makes presenta- 
tion of the data difficult. He deals, for example, with 
inpatient as well as outpatient care over differing periods of 
time; he has a 10-year interval back from suicide or inter- 
view. He also has a 5-year interval, a 6-month interval, a 1- 
month interval, and even a last-day interval. He discusses 
job difficulties and relates them to occurrence of illness in 
the suicide subjects as contrasted with the control subjects, 
in whom there was very little illness. The difference between 
cart and horse is hard to determine. 

The ecological approach, a potentially useful one for 
analysis of suicide data, has an inherent tendency to expose 
and emphasize a sufficient number of factors to complicate 
what I see as a basically simpler problem. 

I have discussed four approaches to the study of suicide: 
the algebraic, the philosophical, the sociological, and the 
ecological. I believe a fifth approach—the clinical—is the 
most productive (3). Our decision in St. Louis то use our 
sample of 134 unselected consecutive suicides for clinical 
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study was based on the belief that to bring all that a clinical 
approach incorporates to bear on the study of more than 100 
consecutive cases of suicide would be to reach the most 
accurate possible psychiatric classification of that sample. 

What would be the use of such an accurate psychiatric 
classification of a sample? To know the prevalence of suicide 
in a group of patients with affective disorder, depressed 
phase, or alcohalism is to be alert to the possibility of suicide 
in any given patient with either illness. We found that 70%- 
8096 of the 134 completed suicides suffered from affective 
disorder, depressed phase, or from alcoholism or from a mix 
of the two illnesses. These findings were based on what is 
known as the ‘‘clinical approach," which includes five 
specified and interrelated concerns (4): 1) description of the 
manifestations cf each subject's illness, 2) laboratory study 
of each subject's illness, 3) delimitation of diseases that 
appear similar to the illness of each subject, 4) follow-up 
study emphasizing the absence of a change in diagnosis, and 
5) family studies in which the specified illnesses are found to 
run true-to-type in a given family, regardless of genetics or 
environment. 

It seems to me that although clinical understanding of 
suicide is very necessary, it is not the ultimate goal. There is, 
of course, more to learn about the general clinical phenome- 
na, because the broader our knowledge, in terms of those 
numbers which Berent, for example, eschews, the more 
likely we are to close the gap between clinical understanding 
and knowledge of biological cause. Prevention of suicide will 
be accomplished by using accumulated clinical knowledge to 
uncover the biological nature of those psychiatric illnesses 
most commonly associated with suicide, because suicide is 
not an isolated event but, rather, the last link in a chain of 
increasingly mortal symptoms. 
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COGNITIVE DEVELOPMENT 





Intelligence and Affectivity: Their Relationship During Child 
Development, by Jean Piaget; translated by T.A. Brown and 
С.Е. Kaegi. Palo Alto, Calif., Annual Reviews, 1981, 77 pp., 
$8.00. 

Adaptation and Intelligence: Organic Selection and Pheno- 
copy, by Jean Piaget; translated by Steward Eames. Chica- 
~ 80, University of Chicago Press, 1980, 124 pp., $11.00. 


In the current, highly technological atmosphere of ''mod- 


«am ern psychiatry," an atmosphere rarefied by neurophysical, 


neurochemical, and neurohormonal explorations into the 
wellsprings and machinery of human behavior, normal and 
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aberrant—especially into thinking and feeling as motives of 
behavior—these two monographs by Piaget launch znalogi- 
cal and metaphorical probes into psychological processes 
and functioning that seem at first not only laboriozs but 
misdirected and futile as well. Happily though, desp:te self- 
admitted inadequacies that are eventually confronted, these 
exercises are at least challenging, if not inspiring, a3 I am 
sure they were intended to be. The chalenge lies in our 
capacity to piece together into a working whcle the many 
bits of understanding modern science has provided. Piaget 
has the mind of a “‘splitter’’ but the heart of a ‘‘lumper’’ and 
would tie together all the myriad parts of human biological 
growth and maturation and hurnan developmental experi- 
ence and psychological being into one neat and tidy package, 
all bound together with the golden ribbon of Intelligence, 
Piaget's own particular version of some royal road zo the 
ultimately integrating unknown. Although these works are 
merely philosophical footnotes and/or personal asides to the 
larger body of his more carefully reasoned obs2rvat.on and 
theory, reflected here is an attempted synthesis of the 
entirety of being and knowing seen from Piaget's unique and 
towering perspective. And, stepping back from the :ndivid- 
ual and particular arguments pursued here, each of extremely 
different times, content, and quality, one is finally insaired. 

Intelligence and Affectivity presents lectures delivered in 
1953-1954 at the Sorbonne on the nature of affectivity end its 
relation to intelligence throughout developmen:. It some- 
what ploddingly lists its definitions and systematically 
marches through the developmental stages of ccgnition but 
adds to it a description of the concurrent affec-ivity. with 
speculations as to the interplay based on the following 
elementary, if not now naive, metaphor: 


Affectivity would play the role of an energy source on 
which the functioning but not the structures of inzelli- 
gence would depend. It would be like gasoline, which 
activates the motor of an automobile but does not 
modify its structure. 

We propose to show that even if affectivity can cause 
behavior, even if it is constantly involved in :he func- 
tioning of intelligence, and even if it can speed up or 
slow down intellectual development, it nevertheless 
does not, itself, generate structures of behavior and 
does not modify the structures in whose func-ioning it 
intervenes. 


There is much anti-Freudian polemicism (e.g., the por- 
trayal of the superego as ‘(һе prototype of interpersonal 
reaction schemes . . . and not a reservoir of memonzs ... 
[of] parental images alone" but, nonetheless, there is a 
sidestepping of physiological reflexes and instinctua drives 
to be accounted for and a facile resorting to the mechanics of 
schematization, assimilation, and accommodation to zontain 
all other successively modified or acquired feelings and 
"decentration" operations on schemata or operaticns to 
define such issues as morality and will. This is less a 
scientific study than a diatribe for the universal applicability 
of the basic principles of Piagetian cognitive develcpment, 
here specifically applied to a preliminary realm of affzct. 

In contrast, Adaptation and Intelligence is ore lcng and 
taxing but elegant and glorious analogy drawn bv Piaget, as 
the helpful foreword by T.A. Brown points cut, to rebut 
criticism of what was perceived by some to be Fis Lamarck- 
lan approach to the evolution of intelligence: 
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Misunderstanding was facilitated by the fact that he 
had not specified the mechanisms by which he thought 
phenotypic adaptations might give rise to hereditary 
reconstructions. He had simply shown that this must be 
the case. 

To clarify these issues the present book was written. 
Here Piaget not only attempts to provide a specific 
program by which acquired adaptations can in some 
cases be hereditarily "fixed," but provides as well 
biological experiments of his own supporting his con- 
ception. 


The biological model permitting environmental phenotyp- 
ic modifications to influence the genome is carefully drawn 
in the first three-quarters of this monograph. The mecha- 
nism, the recognition of an organic (cellular) state of disequi- 
librium brought about by phenotypic changes transmitting to 
the epigenetic program a pressure or framework for selection 
of randomly occurring genetic mutations (organic selection), 
is dissected in two specific cases—with the shells of snails 
and the leaves cf plants—and is convincing. This organic 
selection is distinct from a strictly Lamarckian view of direct 
influence of the external environment on genes and the neo- 
Darwinian view of random selection of mutated genes by the 
pressure of the external environment. In short, and again, 
phenotypic varietion may or may not generate sufficient 
disequilibrium in the epigenetic program, altering or not the 
internal organic environment to impose a framework of 
selection of randomly occurring or searching mutations 
toward reequilibrium of the epigenetic program. 

The glory in this monograph is the drawing of the analogy, 
in the last (relatively few) pages, between the evolution of 
these little plants and animals and the development of human 
intelligence and knowledge. Cognitive analogues of pheno- 
copy, organic selection, and the evolution of the mecha- 
nisms of the developmental forms of thinking and knowledge 
are fascinating to ponder. 

In summary, these little books are elegant footnotes in the 
attempt to understand the operations of a complex computer 
from its printoui—in the first case, without any awareness, 
much less knowledge, of the mechanics and physics and 
state of the hardware and, in the second, with only wishful 
and speculative understanding of the program language 
itself. But as with the developing child, clumsy first steps 
and indistinct words augur skill and understanding. 


PETER C. PLISHKA, M.D. 
Bronx, N.Y. 
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Suicidal Behavior and the DST: Lack of Association 


Sin:-In their letters to the Editor entitled ‘‘Suicidal Behavior and 
the Dexamethasone Suppression Test” (July 1981 issue), Beck-Friis 
and associates and Asberg and associates described suicidal behav- 
ior that occurred during or shortly after a dexamethasone suppres- 
sion test (DST). Of 33 depressed patients given the test, 4 attempted 
and I completed suicide within 48 hours of dexamethasone adminis- 
tration. Beck-Friis and associates considered the possibility that the 
DST provides ''psychomotor activation” which facilitates suicidal 
behavior. 

То consider this possibility more methodically we screened the 
charts of 267 consecutively admitted patients who had received 
DSTs as part of research protocols. Each had met DSM-III criteria 
or Feighner and associates' criteria (1) for major depression and had 
been given 1 mg of dexamethasone at 11:00 p.m., usually within 1 
week of admission. Two research assistants carefully reviewed 
nursing notes and progress notes in each case to determine the 
occurrence of any suicidal behavior and its timing relative to 
dexamethasone adrainistration. Suicidal behavior was defined liber- 
ally; any behavior that had been perceived by the staff to possibly 
involve suicidal intent was considered a suicide attempt, even if the 
apparent intent had been largely manipulative and even if no 
physical damage had resulted from the behavior. 

Each of the patients was matched by age and sex with a patient 
discharged between 1974 and 1976 (before use of the DST) with a 
principal diagnosis of depression. The charts of these controls were 
similarly screened for evidence of suicidal behavior. To control for a 
possible interaction between the phase of hospitalization and the 
risk of suicidal bebavior, the number of days that had passed since 
admission for a patient who received a DST was used to select the 
"dexamethasone Фау’ for the matching patient who had not re- 
ceived a DST. 

The two groups were well matched for age; mean ages were 43.8 
years and 43.1 years for the DST and non-DST groups, respectively. 
The mean length of stay for the DST group was 31.0 days, and for 
the non-DST group it was 32.1 days. Each group contained 163 
females (61.0%). 

Of the 267 depressed patients who had received a DST, 5 (1.996) 
attempted suicide while inpatients. Two attempts occurred before 
dexamethasone edministration; the other 3 occurred 2, 15, and 22 
days after dexamethasone was taken. Thus, only | attempt occurred 
within 48 hours of dexamethasone administration. 

Among the 267 matching depressed patients, 3 (1.1%) made 
attempjs. One occurred 2 days before the ‘‘dexamethasone day" 
and the other 2 occurred 4 and 38 days afterward. 

Therefore, we fcund no evidence that the DST facilitated suicidal 
behavior. We did note that suicidal behavior in both groups was 
concentrated in the first week of hospitalization. Because the DST is 
customarily given shortly after admission, this test and suicidal 
behavior might appear causally related in some patient series. This 
may have happered in the series described by Beck-Friis and 
associates. Asberg and associates, however, considered this possi- 
bility and found no tendency for attempts to occur early during 
hospitalization among 70 patients admitted before DST use. 

Factors other than the phase of hospitalization and the administra- 


tion of dexamethasone may influence suicide attempt rate. We 
found the inpatient attempt rates to be 1.9% and 1.1%, respectively, 
for depressed patients given DSTs and for depressed patients 
admitted before the DST was in use. The comparable groups 
described by Asberg and associates had considerably Figher rates, 
21.7% and 8.6%. The existence of differences of this magnitude 
across hospitals emphasizes the importance of such unknown fac- 


tors. 
e 
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WILLIAM CORYELL, M.D. 
Iowa City, Iowa 


Sir: The two recent letters to the Editor by Beck-Friis and 
associates and Asberg and associates suggested a temporal associa- 


tion between the dexamethasone suppression test (DST: and suicid- ` 


al behavior. Although both groups were cautious nct to imply a 
causal relationship between the administration of dexamethasone 
and suicide attempts, their letters raised a question about the safety 
of the DST in the evaluation of depressed patients. These observa- 
tions prompted us to review our own data for anv association 
between the DST and attempted suicide. 

Between January 1977 and December 1981, 312 inpatients at the 
Clinical Studies Unit, Department of Psychiatry, University of 
Michigan Medical Center, received a total of 1,097 DSTs. Dexa- 
methasone was administered orally at 11:30 p.m.; 242 patients 
received 1 mg of dexamethasone and 70 received 2 mg. Blood 
samples for plasma cortisol determination were collezted the next 
day at 8:00 a.m., 4:00 p.m., and 11:00 p.m. Most patients had 
several DSTs during their hospitalization. All patients admitted 
since 1979 had DSTs on a weekly basis. Psychiatric diagnoses were 
made after an extensive clinical evaluation, including asplication of 
the Research Diagnostic Criteria (RDC) (1). We obtained informa- 
tion about suicidal behaviors from hospital records anc discussions 
with treatment staff. 


Eight patients made a total of 13 suicide attempts during their : 


hospitalization. All were women. Their mean age was 39.8 years 
(range=22-66). None of the suicide attempts was successful. All 
patients met RDC for major depressive disorder. Three had the 
primary, endogenous subtype; 3 had secondary depressions. All 
were moderately to severely depressed, with a mean score of 25.2 
(range 15—37) оп the 17-item Hamilton Rating Scale for Depression 
(2) within the week preceding their suicide attempts. АП patients 
were considered at risk for suicide, with a mean Hemilton scale 
score of 2.5 (range= 1-4) on the "suicide" item. All had a history of 
suicidal behaviors. h , 

The 13 observed suicide attempts occurred randemly after the 
administration of the most recent DST (теап= 13.7 days, range-2- 
71). In particular, no attempts were made on the cay after the 
administration of dexamethasone. Even when the D&T was given 
weekly, suicide attempts were randomly scattered taroughout the 
remainder of the week (mean = 4.1 days after the DST, range=2-6). 


—— 


«em 


Am J Psychiatry 139:9, September 1982 


Furthermore, neither the dose of dexamethasone nor the number of 
DSTs affected the rate of suicide attempts. In 1978, 70 patients 
received 2 mg cf dexamethasone and had 114 DSTs. One patient 
made 2 suicide attempts. In 1981, 66 patients received | mg of 
dexamethasone and had 344 DSTs. One patient made a single 
suicide attempt. Thus, despite the threefold increase in the number 
of DSTs, we saw no increase in suicidal behavior. Four of the 8 
patients who attempted suicide had an abnormal DST, and 2 of them 
had serial DSTs with fluctuating results; the appearance of positive 
DSTs coincide with a worsening of depression and increased 
suicidal behavior. : 

Despite frequent DSTs in this large sample, suicide attempts were 
relatively infrequent. We noted no relationship between attempts 
and the timing of the DST, the dose of dexamethasone given, or the 
number of DSTs performed. 

Suicidal behaviors are the result of complex interactions between 
psychosocial and biological phenomena that still elude our complete 
understanding. The five patients whose cases were reported by 
Beck-Friis and associates and Asberg and associates were all 
considered at risk for suicide on clinical grounds before the dexa- 
methasone was given. Three actually had previous attempts. One 
patient had thyroiditis and her prednisolone treatment had been 
discontinued. Three patients had abnormal DSTs, a finding previ- 
ously associated with increased risk for suicide (3, 4), although the 
results from the other 2 patients were not mentioned. Thus their 
observed suicide attempts could have been related to a variety of 
psychological and physiological phenomena other than dexametha- 
sone. Indeed, the authors cautiously acknowledged there may be no 
direct link between the suicide attempts and the DST. Our own data 
certainly support this position. 

Suicide risks are high in patients with melancholia and may be 


' even higher among those with an abnormal DST (3, 4). Rather than 


adding to the risk, the DST may actually alert clinicians to a 
heightened suicide potential. A low CSF level of 5-hydroxy- 
indoleacetic acid has also been associated with an increased suicide 
risk (5). If these or other biological predictors of suicide attempts 
could be standardized, suicide prevention could be greatly im- 
proved. As we search for such predictors, we need to be cognizant 
of the risk-benefit ratio of all tests being evaluated. On the basis of 
data presented so far, however, we see no need for concern that the 
synthetic dexamethasone administered for the DST will induce 
suicidal behavior. 
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Sharing Responsibility in CMHCs 


Sir: I wish to express my appreciation to Cornelia Morrison 
Donovan, M.D., for sharing her personal experiences in “Problems 
of Psychiatric Practice in Community Mental Health Centers” 
(April 1982 issue). Dr. Donovan offered several clinical examples to 
illustrate the difficulties encountered by psychiatrists working with 
chronic, resistant, or impulsive patients in the community. 

I would like to underscore a problem to which Dr. Donovan only 
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alluded. Becaus2 these patients test the resources of other mental 
health providers, the community mental health center (CMHC) 
often becomes their last bastion of hope. Frivate practitioners, 
private groups, and academic centers all share the option af transfer- 
ring their most recalcitrant patients to the neighborhood CMHC. 
This prerogative is often exercised in the "spirit" of providing the 
patient with a more comprehensive, affordable, or convenient 
treatment program. The CMHC staff has no such option. Further- 
more, the growing inaccessibility of state hospitalization Fas jeopar- 
dized the only remaining safety valve available to CMHC clinicians. 
Consequently, CMHC psychiatrists bear the clinical responsibility 
for an increasingly skewed caseload of treatment-res:stant and 
possibly dangerous patients (1, 2). These clinicians frequently work 
in the shadow of the ethical and medicolegal dilemmas (3) posed by 
unavoidably but knowingly providing inadequzte treatment for such 
patients. 

Dr. Donovan offered many excellent recommendations for assist- 
ing the work of CMHC psychiatrists. I would like to emphasize the 
importance of active affiliation with academic departments of psy- 
chiatry, but collaboration with 24-hour crisis teams, day Lospitals. 
and supervised residences must also be strengthened. All of the 
above services offer invaluable support to the community psychia- 
trist by sharing the clinical responsibility and challenge that difficult 
patients represent. 
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Sin: In “Problems of Psychiatric Practice :n Ccemmun:ty Mental 
Health Centers” Dr. Donovan wrote persuas:vely about tae role of 
the psychiatrist in maintaining quality care in the CMHC Her views 
are an interesting contrast with the opiniors expressed in ''The 
Patient Care Crisis in Community Mental Health Centers: A Need 
for More Psychiatric Involvement'' by Richard M. Berlin, M.D.. 
and associates (April 1981 issue) and the letter to the Editor 
“СМНС and ihe Medical Model" by Norman Q. Brill, M.D. (April 
1982 issue). 

Berlin and associates and Brill believe that the quality of care in 
CMHCs is seriously deficient because of the relative lack of 
psychiatric involvement and control. Dr. Donovan, ол the other 
hand, is much more comfortable in her role as a CMHC zsychiatrist 
working as a consultant and teacher. My owr experiencz of psychi- 
atric practice in a CMHC closely parallels Dr. Donovan'5. 

Most CMHCs have at least partly replaced the medica. model of 
diagnosis and treatment with what may be called a socia_-education- 
al model. Diagnosis by a physician is supplemented by a broad 
evaluation process in which the patient (now called ‘‘client’’) and his 
or her family participate not just as sources of data but as formula- 
tors of problems. Treatment prescription by a physiciar is replaced 
by treatment contracting, in which physiciar, therapist client, and 
family all have defined, active roles. Clients are expected to take a 
high degree of responsibility for themselves. This mode. works well 
for many clients. In practice, however, the psychiatrist is needed to 
maintain quality because of the following: * 

1. The psychiatrist is uniquely able to integrate a broad lange of 
data into a coherent picture of the client that can >e used for 
planning. The data include medical, psychological, and social fac- 
tors. To do this effectively requires the highest level of psychiatric 
skill and knowledge. 

2. The CMHC should be able to use the medical model of 
treatment when it works better. This is often true for clients who are 
too impaired to take the necessary degree of respcnsibility for 
themselves, cannot comprehend their own il nesses, or use denial to 
avoid dealing with them. It is also true in dealing with outside 
agencies, from hospitals to insurance companies to welfare agen- 
cies, that use the medical model and insist on communiceting with a 
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physician. Thus the psychiatrist cannot be ideologically overcom- 
mitted to either model but should be able to use whichever is more 
appropriate to the client or situation. 

I have found the CMHC to be a good place to practice psychiatry. 
It is not like a hospital, where a physician has high status by virtue of 
his or her title. The CMHC psychiatrist must earn the respect of 
nonmedical colleagues by proving to be useful in consultation, crisis 
intervention, and teaching. | find this an advantage rather than a 
burden. 


JAMES FINKELSTEIN, M.D. 
Bronx, N.Y. 


CMHC Prescription Practices 


Siz: From ‘‘Problems of Psychiatric Practice in Community 
Mental Health Centers” (April 1982 issue) it is clear that Cornelia 
Morrison Donovan, M.D., is prescribing treatment for patients 
whom she never sees on the basis of ‘‘10 minutes for presentation 
and 10 minutes for discussion." Surely no one considers such 
practice to be ethically defensible. Às a psychiatrist experienced in 
community mental health, I can confidently say that such practices 
are not necessary. 


LAWRENCE WADE, M.D. 
Baton Rouge, La. 


Dr. Donovan Replies 


Sir: Since the publication of my article, 1 have received personal 
communications from frontline community mental health center 
(CMHC) workers across the country. These letters expressed 
thanks for my having articulated issues that the correspondents 
were struggling with in their own work. I am deeply grateful to those 
writers. 

Dr. Wade's letter illustrates an important problem in the study of 
methods of community mental health practice. If we community 
psychiatrists describe honestly and publicly the shortcuts that we 
take daily in our work, we are often describing practices that are 
different from what we have been taught is proper procedure. 
Instead of thoughtful discussion of these difficulties, we receive 
personal attack or, in the extreme, a recommendation that CMHCs 
be abandoned because the care delivered there is inadequate. 

The reality is that there are people in this country with serious 
psychiatric illness who can be treated on an outpatient basis but 
cannot afford private care. My personal ethic dictates that I make 
some contribution to the care of these people even if it is less than 
what I would like to do. 


CORNELIA MorRRISON DONOVAN, M.D. 
Chestnut Hill, Mass. 


Espiritisme and Medical Care 


Sır: In ‘‘Folk Healing: A Description and Synthesis’? (November 
1981 issue), Robert C. Ness, Ph.D., and Ronald M. Wintrob, M.D., 
stressed the need for physicians to familiarize themselves with the 
folk healing beliefs of their patients. Much has been said on 
espiritismo and Puerto Rico. Most of our patients state “I am 
Catholic" or ‘tI am Protestant" when asked about their religion. 
Both Christian bodies officially ban spiritualism or other beliefs 
outside their framework. Espiritismo is a set of beliefs aside of the 
main religion that might be found in any socioeconomic class— 
within a folk belief system or at a highly intellectual level. Both 
groups use the medical facilities when ill, and physicians feel 
confident of patients' compliance, even with those who might have 
espiritismo beliefs. 

For the benefit of physicians treating Puerto Ricans in the 
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mainland I would like to indicate the following: 1) Puerto Rico is 
3,500 square miles and has an efficient transportation network, 2) it 
has about 202 medical facilities, which are within a short distance 
of residents, and patients do attend these hospitals when ill, 3) 
the life expectancy is 74 years for both sexes, 4) the general mor- 
tality rate is 6/1,000, and 5) medical care is offered by 6,275 
physicians. 

Espiritismo is a manifestation of magical thinking found in most 
societies and a continuum of religious beliefs. The search for good 
luck” is part of diverse cultural heritages, in which it is attributed to 
the four-leaf clover, fortune cookies, mistietce, coin fountains, 
lotteries, casinos, ‘‘lucky seven,” etc. Some patients mizht go to the 
espiritista to hear good news about their problems at times of 
stress, but when medical care is needed the physiciar: is the first 
choice. 

It is not an easy matter to fully understand a person's religious 
beliefs. Cross-cultural literature frequently describes aspects within 
a given culture and compares them with analogous situations in 
other cultures. Nevertheless, some studies are biased due to the fact 
that the sample groups are already living within anotaer cultural 
setting, e.g., the United States. I would like to invite researchers to 
consider this issue before presenting their final conclusions or to 
visit the place of origin to grasp the total gestalt. 

Physicians should conduct their work, as much as »ossible, in 
accordance with the scientific method. Patients should Бе evaluated 
within a biopsychosocial framework. A respectful physician- patient 
relationship should produce good compliance, regardless of the 
religious beliefs. 


Luz M. GUEVARA-RAMOS, M.D: 
San Juan, Puerto Rico 


Questions About Self Psychology 


Sır: After reading the review ty Otto F. Kernberg, M.D., of 
Advances in Self Psychology, edited by Arnold Goldberg, M.D. 
(March 1982 issue), I still have a number of questions about this 
ongoing controversy. 

1 agree with Dr. Kernberg’s objection to applied self psychology 
because I have objections to applied psychoanalysis in general 
(elsewhere [1] I have used Lasch’s The Culture of Narcissism as an 
illustration of why theoretically applied analysis should not be 


- attempted). However, such objecticns relate to applied psychoanal- 


ysis and not to the validity of Kohut's position or his lack of 
orthodoxy. Classic Freudian analysts, including, obviously, Freud 
himself, have done applied psychoanalysis regularly. 

I also think that Kohut is perfectly correct that a value system is 
implicit in classic psychoanalysis, in the modifications of Freud that 
now go under the rubric of orthodox psychoanalysis, and in Kohut's 
position. Although Dr. Kernberg may feel that classic psychoanal- 
ysis is evenhanded about both dependent and autonomous relation- 
ships, a reading of Masterson should disabuse him of that notion. 
Dependency needs have never fared particularly well, and the 
important contribution of Kohut is that he reminds us that the child 
is lovable and acceptable even in the body of an adult patient. 
Empathy has a larger meaning than understanding in the service of 
interpretation. 

However, it is also interesting that any such empathic ecceptance 
of dependency, pleasure principle, and primary process leads to 
charges of ‘‘a supportive, reeducative experience” rather than the 
more rigorous and renouncing path of classic or pure psychoanal- 
ysis. That, too, is highly value laden. A corrective emotional 
experience has been given quite negative connotations. 

Still there remain unanswered questions: 

1, Who are really more orthodox, those who talk about self 
objects or those who talk about part objects? Freud used the phrase 
"themselves as a love object, although he was really talxing about 
schizophrenics, homosexuals, and women, but never used the term 
“part object’’ in this context, which differs from personzlity disor- 
ders contexts, in any case. 

2. Could we make explicit the value system implied in pleasure 
principle/reality principle, primary process/secondary prccess, sep- 
aration/individuation? Wouldn't it help patients? 
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3. Ig'arrested development rather than pathological regression an 
either/or alternative? 

4, Is the notion of the self clearer than the notion of ego instincts? 
Of ego libido? OZ what it is that splits in splitting? 

5. Why are we making a distinction between subject and objec- 
tive, which would horrify Kant and Piaget? 

We have covered ethical issues in the management of borcerline 
personality disorder, and, interestingly, most of these questions 
have surfaced there. 
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COLLEEN D. CLEMENTS, PE.D. 
Rochester, N.Y. 


Effects of Meditation 


Sig: In "Overview: Clinical and Physiological Comparison of 
Meditation with Other Self-Control Strategies’? (March 1982 issue) 
Deane H. Shapiro, Jr., Ph.D., compared the efficacy for stress and 
tension management, and the potential side effects, of meditation 
and other techniques. 

In Eastern cultures, however, the desired effect has been a growth 
of one's “awareness.” The process begins with the ability to enter a 
state of deep relaxation and relatively quiet mind. One then allows a 
relaxed attention to one's own thoughts, breath, and bodily sensa- 
tions. One observes how a thought arises and leaves; how thoughts 
are linked to feelings, such as fears and anxieties; how the breath 
reflects both thoughts and feelings. 

To experience a disturbing habit pattern, for example, is to be 
aware of how it first arises and becomes manifest in the mind and 
body. This can be a most disquieting experience, with the ‘‘side 
effects" Dr. Shapiro noted, such as disorientation, dizziness, anxi- 
ety, fear, and depression. One can bring the state of deep relaxation 
to such feelings and change their quality so that a fearful feeling 
becomes more a thought and sensation and less ‘‘fearful.’’ A sense 
of depersonalization or relaxing of one’s self-image can lead to a 
“loosening” of usual habit patterns and greater freedom for change. 

This goal of greater self-awareness and freedom from a static self- 
image is not easily measured. Indeed, experience with deep relax- 
ation allows one to venture into dark regions of one’s being and 
explore with a clear awareness how such negative patterns repeat 
themselves. Re‘axation is a necessary early step in this process. 


DANIEL A. SwITKES, М.Р. 
Berkeley, Calif. 


Sır: Dr. Shapiro’s excellent article will doubtless interest many 
practitioners who may wish to recommend such techniques to their 
patients. We would like to mention a possible adverse effect of 
meditation that is somewhat more severe than those noted by Dr. 
Shapiro: namely, increased seizure activity in epileptic patients. 
This caution is based in part on cur own work with transcendental 
meditators (1) and in part on anecdotal data gathered from acquaint- 
ances who mecitate. А 

In monitoring EEGs during transcendental meditation, we found 
one subject whose resting EEG showed occasional brief bursts of 3 
spike and wave complexes per second. During meditation, the 
frequency of these complexes increased threefold. The subiect had 
no clinical history of epilepsy. However, in subsequent inquiries 
about epileptic patients who meditated, we found that grand mal 
seizures were an acknowledged side effect in epileptic meditators 
and that some patients had dropped out of intensive meditation 
courses because of the increased frequency of seizures. Particularly 
unnerving was the approach of the meditation teachers, who regard- 
ed the seizures as a beneficial discharge of stress and an indication 
for further meditation. 

An increased frequency of seizures during meditation is consist- 
ent with the decreased level of arousal that we observed during 
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meditation, when the EEG showed a pattern of sustained drowsi- 
ness. Other phenomena of the hypnogogic state were also present, 
such as vivid visual imagery and myoclonic jerking. As th2 onset of 
sleep may activate an abnormal EEG, so meditation seems to 
facilitate the firing or spread of aberrant impulses. We therefore feel 
that a history of seizures should be a contraindication to the practice 
of meditation. 
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Susan R. DoNALDSON, M.D. 
Boston. Mass. 

P.B.C. Fenwick, M.R.C. PsvcH. 
London, England 


Dr. Shapiro Replies 


Sir: The comments by Switkes and by Donaldson anc Fenwick 
together highlight a critically important clinical aad methodological 
issue in meditation research. 

Dr. Switkes' letter accurately points out the need to look at the 
larger philosophical and values contex: involved when discussing 
meditation and attempts to ensure that Western reductionistic biases 
do not trivialize and/or misinterpret clinical outcome measures. This 
is an important position and suggests that, as scientists, we be 
sensitive to issues of paradigm clash between Eastern ani Western 
disciplines (1), to unduly pathologizing that which we do not 
understand (2), and to looking at meditation as an altered state of 
consciousness (3). Dr, Switkes suggests a vision of positive psycho- 
logical health involving greater self-awareness, loosening of usual 
habit patterns, and greater freedom of change. On the ozaer hand, 
Dr. Switkes’ comments themselves attempt to ‘“‘trivialize’’ the 
adverse effects of meditation (4), suggesting without exceztion that 
one can bring deep relaxation to the adverse effects and thereby 
reduce them. In other words, the antidote for problems arising from 
the practice of meditation is more meditation. Althcugh Lr. Switkes 
rightly points out that it is difficult to measure aspects of сле altered 
states experienced during meditation, any view that does not allow 
disconfirming evidence to alter one's prior beliefs is not science but 
evangelical sermonizing and ends up with a noncritical acceptance 
of meditation per se, regardless of consequences (5). 

Thus, the letter by Donaldson and Fenwick can be 32en as an 
important counterbalancing view. They point out one potentiallv 
critical adverse effect that may occur in meditation—the reightened 
possibility of seizures. Further, as they note, meditaticn teachers 
often regard this as ''beneficial discharge of stress and ar indication 
for further medication." 

I believe that as scientists we need to be sufficiently open-minded 
to be able both to look for detailed contraindications and indications 
of meditation, as suggested by Donaldson and Fenwick, end to keep 
the broader perspective of the goals of meditation and psychological 
health for which the technique might be used, as suggested by 
Switkes. What truly seems needed, particularly in the study of a 
technique such as meditation, is an approach that can int2grate both 
ends of the continuum, to ensure that critical eveluaticn does net 
hinder us from keeping the larger perspective of the goals of 
psychological health and that the larger perspective does not limit-us 
to uncritical sermonizing. Ultimately, I believe that this midtile way 
is most fully and truly within the spirit of our scientific tradition. 
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DEANE Н. SHAPIRO, JR., PH.D. 
Orange, Calif. 


Science and Psychotherapy 


Sin: It is disheartening to find articles advocating distortion of the 
scientific method їл the pages of a major journal, especially when 
the motivation has г blatantly financial aspect, as was the case with 
“Effectiveness of =sychotherapy: Problems of Research on Com- 
plex Phenomena" by Frederick К. Hine, M.D., and associates 
(February 1982 issue). However, recent experience with so-called 
creationist scientists must alert us that we cannot be complaisant 
about the need to defend rationality, no matter how spurious the 
attack. | 

The authors' thesis was that the effectiveness of psychotherapy 
cannot be scientifically documented because its effects are too 
complex. Their remedy is a ‘‘qualitative change . . . in our concepts 
of research methods,” involving a ‘more relaxed conception of 
‘science’ " that encompasses ‘‘empathy, intuition, and ... com- 
mon-sense background knowledge." They assure us that such a 
“modification” of our view of science ‘‘can be a liberating experi- 
ence” in which ''aéditional information . . . can then be included 
without [our] feeling unscientific.” 

For those of us who seek a deep and personal understanding of the 
universe, the scientific method alone will never be adequate and 
must be supplemerted by (or based on) other elements of knowl- 
edge. However, as a tool to predict specific events, scientific 
research is a valuable part of our heritage. In its unadulterated form, 
the scientific method uses observations of past events to predict 
future ones and arbitrarily accepts only the simplest explanations 
that fit the facts. 

Psychotherapy, like any other human or nonhuman activity, has 
complex effects. If some therapists wish to think of themselves as 
gardeners in a tangled jungle of cause and effect, they are welcome 
to the analogy. But real gardeners who work at public expense are 
generally required to demonstrate a few specific effects consistently, 
such as green lawns and a lot of flowers, at a given cost. 

The effects of psychotherapy may be difficult to measure, but its 
effectiveness is less so. If the process is being conducted at public 
expense, reasonable measures of effectiveness might be increased 
patient productivity, decreased dangerousness or expense to the 
public, or—more arguably, perhaps—subjective relief. 1t is difficult 
to understand why studies designed to measure such variables 
would pose more problems than other sorts of research. 

Nonscientific sourzes of information are, of course, essential to 
the determination of public policy. However, to call such sources 
"science" is a dangerous distortion that serves neither the public 
nor our own field. The public has a right to know if its funds are 
being spent on the Fasis of someone else's empathy, intuition, or 
common sense—esrecially if that person stands to benefit from his 
own conclusions. ` 


RODERICK SHANER, M.D. 
Los Angeles, Calif. 


Dr. Hine and Associates Reply 


Sig: Dr. Shaner's concern about our definition of ‘‘science” 
seems closely related to his assumption that our motivation is 
blatantly financial. This is somewhat puzzling because it is by no 
means clear how acknowledging complexity and the difficulties of 
proving efficacy may :nfluence support for psychotherapy. If gaining 
public financial support were the primary goal, one would probably 
do much better by adopting accepted scientific standards and citing 
the many current studies that claim to have established effective- 
ness. 
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]t is true that we propose modifications of the conventional 
meaning of science." The meaning of terms necessarily changes as 
understanding changes in the community of those who use the 
terms. We have tried to be clear about the reasons for cur proposal 
and to relate it to current work in the philosophy of science. We 
regret that Dr. Shaner has not discussed the substantive philosophi- 
cal issues involved. Without responding to ovr objections to the 
traditional view, he simply reafürms his faith in the positivist- 
empiricist belief that science is "the use of observations of past 
events to predict future ones.’’ He seems unaware that there have 


‘been serious criticisms of that tradition since David Hume in 1740 


demonstrated the logical impossibility of justifying induczion, i.e., of 
justifying the prediction of future events from past ones. More 


recent philosophical thought (1) has extended the implications ОЁ. 


Hume’s problem by pointing out the difficulties of confirming or 
disconfirming theories by observation and logic alone, thus exposing 
flaws in the accepted view of scientific method. 

The issue of what science is or should be is not settled. We believe 
that persons of serious purpose and good faith can hald differing 
views on this matter without either side’s deserving to be called 
irrational or to be linked by insinuation to a religious tradition that 
finds ultimate authority for acceptance of knowledge in scriptural 
revelation. 
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FREDERICK R. Hine, M.D. 
Davip S. WERMAN, M.D. 

DALE M. Simpson, M.D., Рн.р. 
Durham, N.C. 


Tardive Dyskinesia and Factor Analysis 


Sir: In "Perception of Tardive Dyskinesia in Outpatients Receiv- 
ing Maintenance Neuroleptics" (March 1982 issue) Arnold M. 
Rosen, M.D., and associates described a study in which they 
administered the Abnormal Involuntary Movements Sczle (AIMS) 
(1) to 153 patients and applied factor analysis to the results in an 
attempt to elucidate the structure underlying tardive cyskinesia. 
Their data analysis had several methodological flaws. 

The most serious problem was that they used both the seven 
AIMS specific body area items and the four general or global items 
in the same factor analysis. In factor analysis, the ‘‘items’’ may be 
thought of as being a random sample from a universe of items 
covering the same domain. In this case, the items covering various 
body parts (AIMS items 1 to 7) are clearly from one universe and the 
global items are clearly from another. It is improper to use them in 
the same factor analysis (2, 3). If oae does, the relations among the 
global items and between the global items and the body part items 
may mask the relations among the body part items. It would be 
proper to correlate the global items with the factors after the factor 
analysis of the body part items. The results might be similar, but 
there is simply no way to tell. P 

A much more minor flaw was their use of principal ccmponents 
analysis. Although similar to principal axis factor analysis, it is not 
factor analysis. The results might be similar, but again taere is no 
way to tell. In addition, there have been 30 years of factcr analysis 
development since the days of principal axis factor analysis: it 
would be nice to see more modern methods used. 

Rosen and associates claimed to have done their ''factor analy- 
sis" using all subjects '*identified as having tardive dyskinesia.” It is 
unclear to me just what that means. Does it mean all subjects who 
averaged 1 or higher on all AIMS items? On the first seven items? 
On the global items? On severity only? How they selezted their 
subject populatton has implications for their results. 

I noticed that they collected a variety of other data related to 
tardive dyskinesia, such as age and length of time on neuroleptic 


treatment. It would have been nice if their analysis had taken these 


“а 
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into censideration. One way would be to covary these out and 
perform the factor analysis on the error correlation matrix. À second 
possibility would at least have been to correlate such variables with 
the factors they obtained, so as to be able to address the relations of 
these variables, known to be related to tardive dyskinesia, to the 
factors they discovered. 

l think they need to be explicit about how they selected their 
subjects, and I think they need to reanalyze their data 1) using only 
the first seven AIMS items and 2) considering the use of more 
modern methods of factor analysis. 


REFERENCES 


1. Guy W: ECDEU Assessment Manual for Psychopharmacology. Washing- 
ton, DC, Department of Health, Education, and Welfare, 1976, pp 534- 
537 

2. Harmon HH: Modern Factor Analysis, 3rd ed, revised. Chicago, Univer- 
sity cf Chicago Press, 1976 

3. Muliak SA: The Foundations of Factor Analysis. New York, McGraw- 
Hill Book Co, 1972 


RoBERT M. HAMER, PH.D. 
Richmond, Va. 


Dr. Rosen and Associates Reply 
e 
Sir: Cooley and Lohnes (1) described a number of methods, 
including canonical analysis, ''for studying the relationships among 
two sets of varizbles."' І 


One can examine the interset intercorrelations between all possi- ` 


ble pairs of the two sets and simply discuss the bivariate relation- 
ships between pairs. Another procedure would be to factor 
analyse the two sets combined in one supermatrix and examine 
the factors to determine those which have high loadings for both 
sets of variables. A third procedure is to factor analyse each of the 
two sets separately and relate the resulting factors. A fourth 
method is to compute the multiple correlations between each of 
the lezt-hand variables and the complete right-hand set and then 
vice-versa. 


We chose the second method for its clarity of presentation; Dr. 
Hamer advocates the third. Clearly, all methods would be permissi- 
ble and none would be perfect. In point of fact, we did not merely 
rely on one method but checked our findings using canonical 
correlation and sequential multiple correlations between each global 
item and all body part items. Of course, these different methods did 
not give identical results; nor could they be expected to. However, 
the results were similar enough that we were satisfied about the 
accuracy of our basic finding, i.e., that the observer's assess- 
ment of the severity of tardive dyskinesia and the patient's aware- 
ness of his or her condition could be correlated with different body 
part items. 

We used the fzctor analytic procedure of first extracting orthogo- 
nal factors by principal components analysis and then rotating these 
factors to ‘‘simple structure" using the varimax method. Dr. Hamer 
states that the procedure used ‘“‘is not factor analysis." Other 
authorities disagree (1—3). Dr. Hamer asks for more modern factor 
analytic methods. Until the field comes to a consensus regarding 
semantics, not to mention methods, we will stand by our method; it 
is the most widely known and is up to the task at hand. 

Only subjects with a score of 1 or higher on any body part item 
were included in the analysis. This was set lower than the definition 
given in the AIMS, which defines tardive dyskinesia as a score of 2 
or higher on any body part item, in order to include patients with 
minimal symptoms. Global ratings were not used to select subjects. 

Dr. Hamer’s final point is well taken. We explicitly reported 
partialling out parkinsonian symptoms before factoring the resultant 
matrix. We also partialled out age, sex, marital status, educztional 
level, ethnic group, hospitalization history, and number of years on 
neuroleptic treatment. Although space limitations did not permit us 
to report on this analysis, again, the results were not changed in a 
meaningful way. 
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Unsuspected Cause of Bedtime Fears 2 


Sir: A young woman recently asked my advice about іе: 7-year- 
old daughter. The little girl had suddenly refused to Bo ш bed at 
night and to have the light turned off in her bedrocm. ‘E~ery night 
she wept and expressed her fear that she would aot jou the 
night. This disturbance had persisted for several miomths. The 
pediatrician, who had initiated a thorough examination|cf the girl, 
found her to be in the best of physical health. 

On my first inquiry about the child's bedtime prayer,{tke mother 
stated that the femily was not religious and she did not thirk that her 
daughter ever prayed at night or at any other time. Natural y, there 
was a chance that the little girl had learned a prayer 7-om her 
schoolmates during one of her many ‘‘sleeping over partEs.”’ 

A few weeks later when I saw the young mother egain, she 
reported that, unbeknown to her, her daughter had Jeerned and 
regularly said the prayer ‘Now I lay me down to sleep. pray the 
Lord my soul to keep. Should I die before I wake, pray the Lord my 
soul to take.” As I had expected, it was the end of -his very prayer 
that had initiated the nightly panic in the young girl. 

I suggested to the young mother the text of a nonthreatzning and 
mild German bedtime prayer that I had translated roughly into 
English. She was able to teach it to her daughter and a moath or two 
later I met her again. The mother reported cheerfully tha her little 
girl's sleep disturbances had ceased altogether. р 


ILZA VEITH, PH.D., DR.MED.Sc. 
San Francisce. Calif. 


Divergent Views of Divergent Views 


Sır: A book devoted to controversial issues is bound to trigger 
disagreements. We would like to take issue with the review by Max 
Fink, M.D., of Divergent Views in Psychiatry, edited by Maurice 
Dongier, M.D., and Eric D. Wittkower, M.D. (Оесеп сег 1981 
issue) because his assessment reflected too great a contzmporary 
American bias about an endeavor that was international n nature. 
He did not seem to realize that we tried to maintain a balance not 
only geographically (contributors were drawn from tke United 
States, the United Kingdom, Canada, and France) but also between 
a quantified and a qualitative approach to psychiatry. 

With all due respect to DSM-III, research diagnostic criteria, and 
outcome studies, undeniably essential contributions to >ar field, 
they do not make all previous psychiatric work in tke worlz of only 
"academic and historical interest,” as claimed by Dr. Fin«. He Nas 
a magnifying lers for the “recent changes in the profession and in 
our practice,” bat they are a U.S. phenomenon (if not ерізћепоте- 
non). р 

It was Dr. Fink's interpretation that our choize of topic: , such as 
the medical or nonmedical nature of psychotherapy and th2 essence 
of psychoanalysis, *'refleet the impact on governmental egencies 
and insurance firms of third-party payments for therapy.’ These 
may be his own preoccupations, but surely there are othe: motiva- 
tions for attempting to understand these areas. 

Many more important aspects in human life (therefore ir. psycho- 
therapy and clinical psychiatry) are difficult if not impcssible to 
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quantify meaningfully, e.g., trust, love, fear, and anger. We wonder 
if Dr. Fink would make important choices such as voting for a 
president, selecting a psychiatric resident, or choosing a bride 
without the comfort of outcome studies and diagnostic criteria. He 
seems to imply tha: only the measurable has any meaning. There 
must be room in books and journals for discussion of qualitative 
aspects as well. Indeed, the American Journal of Psychiatry is 
an excellent sample of a publication with this type of balanced 
editorship. 


Maurice DoNGiER, M.D. 
E.D. WirrkOWER, M.D. 
Montreal, P.Q., Canada 


Dr. Fink Replies 


Sig: Drs, Dongier and Wittkower are not complaining about 
factual matters, nor have they argued that they were treated 
undeservedly, only that their broad conception was seen only 
through the eyes of a U.S. reviewer. To that complaint, one could 
plead guilty, but then what alternative does a reviewer have? 

In the réview, I noted that the sections of their book on diagnosis 
and psychotherapy reflected ‘‘the tensions that led APA to reformu- 
late a diagnostic system using operational criteria.” Insofar as the 
book is dedicated to controversy and was published in the United 
States in 1981, one would expect comments on DSM-III would be 
included, even in a volume dedicated to an international audience. 
On reflection, I still emphasize the dated nature of the arguments 
and submit that essays that do not take into account a center of 
controversy in the 1970s in the United States and Britain are not 
particularly timely and therefore may be considered of ‘‘academic 
and historical interest.’’ On further thought, if they are interested in 
international issues why have they omitted arguments about Rus- 
sian diagnosis and its use against dissidents? 

In reading the section of the book in which they questioned 
whether psychotherapy is a medical discipline, I wondered why 
such an argument would be considered in 1981. If my impression 
that the issues are of interest to governmental and insurance 
personnel is not the reason they selected the topics, then perhaps I 
did miss their point. But surely there is a large economic interest in 
the United States and Canada in psychotherapy; witness the NIMH 
collaborative psychotherapy studies and the arguments presented 
by Dr. Klerman in their defense and the limitations in fund- 
ing for psychotherapy that have been argued in the Canadian 
parliaments. 

Drs. Dongier and Wittkower take umbrage at the suggestion that 
we need better data. I said, ‘Тһе arguments are principally those of 
theory and definition, with little substantive data based on well- 
designed outcome studies. If one form of therapy is better than 
another, and if there is a relation between diagnosis, treatment type, 
and outcome, then proper tests should demonstrate it.’’ This remark 
emphasizes the lack of data, of any kind, in the sections on 
psychotherapy. That such data exist may be seen in the book 
Evaluation of Psychological Therapies (1), edited by Drs. Spitzer 
and Klein. The data are not outstanding, it is true, but they do 
provide bases for discussion of the efficacy and safety of psycho- 
therapy. 

I am grateful that they did not take umbrage at the comments on 
the sections on somatic therapy, which I thought were the most 
critical. In any case. I have reread the book and my review and think 
Ша! the comparisons with Clare and with Brady and Brodie are 
proper, and the concluding recommendation, if anything, is better 
than their effort deserves. 
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Dystonic Reaction to Amitriptyline . 


Sir: Dystonia, a known neuroleptic-induced side effect, has not 
been reported to occur with tricyclic antidepressant treetment even 
though a persistent fine tremor has been reported in some patients 
receiving tricyclics (1). We recently encountered a patient who 
developed an acute dystonic reaction after a single dose of the 
tricyclic antidepressant amitriptyline. 


Mr. A, a 30-year-old native American unemployec man, was 
transferred to our medical center after an attempt to kil! himself by 
walking in front of moving vehicles. He reported feeling depressed 
and hopeless for the past few months after the death of kis girlfriend 
one and a half years previously, loss of his job as a college-level 
music instructor, and a family conflict a few months previously. He 
reported feeling ‘ед up,” worthless, and rejected. He experienced 
insomnia, including early morning awakening, and loss of interest 
and energy. There was no evidence of thought disorder. Results of 
physical examination and laboratory tests were within normal limits. 
À diagnosis of unipolar depression was made and treatment with 
amitriptyline, 25 mg t.i.d., was initiated on the day after admission. 
After two doses of amitriptyline Mr. A was noted to have an abrupt 
episode of muscle tightening and stiffness in his neck, with his neck 
bent backward. A single oral dose of diphenhydramine, 50 mg, 
resolved the symptoms over the next hour. The following night Mr. 
А received amitriptyline, 75 mg orally, and 2 hours later similar 
symptoms recurred. Benztropine, 1 mg orallv, prbvided prompt 
relief. Thereafter no further reactions occurred even though amitrip- 
tyline, 75 mg/day in divided doses, was continued for 7 days, until 
Mr. A left the ward against medical advice. 


To our knowledge this is the frst report of dystoniz associated 
with a tricyclic antidepressant. Similar to neuroleptic-induced dys- 
tonia, the dystonic reaction occurred during the early days of 
treatment, responded to antiparkinsonian agents, anc dissipated 
after 3 days. The possibility of the dystonic reaction resulting from 
hypocalcemia was ruled out by the normal blood calcium level. 
Although dystonic reactions have been considered to зе due to a 
transient increase in the turnover and synthesis of dopzmine at the 
onset of neuroleptic administration (2, 3), tricyclic antidepressants 
are not reported to affect dopamine metabolism. Therefore, how 
tricyclics may produce dystonia :s unknown. Clinically, however, 
tricyclics have been implicated in the production of parkinsonism as 
well as tardive dyskinesia and, heace, occurrence of dystonia is not 
altogether surprising. 
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ELLEN FINDER, M.D. 
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JAMBUR ANANTH, M.D. 
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Female Orgasmic Inhibition by Amoxapine 


Sir: The articles ‘‘Case Repor: of Inhibition of Ejaculation and 
Retrograde Ejaculation as Side Effects of Amoxapine’ by Glenn 
Schwarcz, M.D., and “Саѕе Report of Painful Ejaculation as a Side 
Effect of Amoxapine” by Frank A. Kulik, M.D., and Rebert Wilbur 
(February 1982 issue) prompted me to do a brief survey. I was able 
to reach five women who had been treated with amoxepine during 
the last 2 years. One woman, who had been treated with amoxapine 
for clinical depression, reported experiencing inhibited orgasim. 
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М А, a 25-year-old woman, reported that she had been unable to 
reach orgasm in sexual intercourse throughout treatment with 
amoxapine, 150 mg/day. She had been orgasmic after the onset of 
her depression and before the chemotherapy. 

After an initial 2 months of amoxapine treatment, Ms. A present- 
ed the complaint of orgasmic inhibition to another psychiatrist, who 
replaced the атсхаріпе with imipramine, 150 mg/day. She regained 
her sexual functioning in 2 days. However, her depressive symp- 
toms, such as feeling “blue” and having crying spells, sleeping 
difficulties, and loss of appetite, returned. Thus, 4 weeks later her 
psychiatrist put her back on amoxapine, 150 mg/day. She remained 
on this regimen for 7 more months. Amoxapine was able to rid her of 
all the depressive symptoms, but it also removed her ability to 
experierce orgasm. Ms. A's husband confirmed her difficulty to be 
"turned on" while she was taking amoxapine. After amoxapine 


treatment was discontinued, Ms. A returned to her normal sexual . 


function in 2 davs. 


Because of its similarity to a crossover design, this case report 
indicates that Ms. A’s orgasmic inhibition was due to amoxapine 
instead of the symptoms or signs of clinical depression itself. Partial 
or complete female sexual inhibition has been noted to be associated 
with other psychotropics, such as thioridazine (1 and unpublished 
data of W.W. Shen and S. Park) and phenelzine (2, 3). On the basis 
of this case and other publications (1-3), I suggest that a psychotro- 
pic drug might cause orgasmic inhibition in women if the drug is 
reported to procuce ejaculatory side effects in men. 
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WINSTON W. SHEN, M.D. 
St. Louis, Mo. 


Memory and Electroconvulsive Therapy 


Sir: Although electroconvulsive therapy (ECT) is considered to 
be a safe and useful treatment for depressive illness, there is 
continuing concern regarding its effects on memory. Follow-up 
studies involvirg formal testing report that memory functions sub- 
stantially recover during the months after treatment (1, 2), and it has 
seemed reasonable to suppose that memory for past events and new 
learning capacity have largely if not fully recovered by several 
months after a zypical course of treatment. However, interviews of 
former patients and results with self-rating instruments find persist- 
ing memory complaints long after ECT (3, 4). Moreover, the self- 
rating data (3) indicate that the memory complaints reflect an 
experience of amnesia rather than an experience of depression. 

We have completed a prospective 3-year follow-up of 35 individ- 
uals who had been prescribed a single course of bilateral ECT 
(теап = 10.9 treatments, range=5-21) for relief of depressive illness. 
Of 31 persons available for follow-up (25 women, 6 men; mean 
age=45 years, range —28—68), 18 (58%) answered in the negative the 
question “Оо you think your memory now is as good as it is for most 
people your ag2?" Of these 18, 17 attributed their memory difficul- 
ties to ECT. Each person also filled out a ‘time line” showing the 
time periods before and since ECT, up to the present time, that were 
associated with memory problems. The median group response was 
the 6 months that preceded ECT and the 2 months that followed 
ECT. 

The 2-month period after ECT indicates the perceived period of 
anterograde amnesia and corresponds to published estimates based 
on formal memory testing (1). The 6-month period before ECT 
indicates the perceived period of persisting retrograde amnesia. This 
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estimate may reflect in part diminished learning ebility due to 
depressive illness during the before-ECT period. The pattern of 
anterograde and retrograde amnesia is similar to the known tempo- 
ral characteristics of amnesia (5). 

Persisting memory complaints after bilateral ECT may in large 
part refer to a gap in memory that surrounds the time cf treatment. It 
is also possible that the measurable memory impairment that occurs 
during the first weeks after bilateral ECT cculd lead persons to 
become more critical of their memory abilities and to attribute 
normal failures of memory to ECT. Finally, it saoulc be emphasized 
that these conclusions pertain only to bilateral ECT. Right unilateral 
ECT is associated with strikingly less memory ітргігтегі and less 
memory complzint than bilateral ECT (1). These firdings provide 
additional reason to favor right unilateral over bilateral treatm4 
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**Idiot Savants” or Special Skills? 


Sir: In the article ‘Idiot Savant with Unusual Mechanica: Ability: 
An Organic Explanation’ (February 1980 issue), T.L. Briak, Ph.D., 
argued that a behavioral explanation of the skills displaved by the 
so-called ''idiot savants” is insufficient and offered an explanation in 
terms of the superiority of the right hemisphere for these individ- 
uals. My study (1) of a calendar calculator wes cited as supporting 
evidence for this hypothesis. Brink stated that this skil! ‘is not 
adherence to a conceptual algorithm but eidetic imagery." Although 
the study cited did investigate eidetic imagery as one possible 
mechanism for :he ability to calendar calculate, the ir.divilual tested 
did not have eidetic imagery. In a recent review of the literature on 
“idiot savants” (2) I reported on two unpublished s:udies that also 
tested eidetic imagery. Among a total sample of 35 ‘‘idiot savants,” 
only 2 subjects were found to have any eidetic abilities. Also 
reviewed were the reported results of a neurological exam.nation, a 
neuropsychological battery, EEGs, and autopsy reports of ‘‘idiot 
savants." None of these evaluations produced supportive evidence 
for right hemis»heric superiority. 

The paucity of supportive evidence for any orgaaic explanation 
for the skills displayed by ''idiot savants’’ should not suggest that 
Brink's arguments against a behavioral hypothesis are invalid. 
However, approximately .06% of institutionalized mentaily retarded 
have developed special skills (3), and this low inciderce argues 
strongly against such an explanation as the complete answer. 
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Highlights of the 135th Annual Meeting 


S 


The d annual meeting of the American Psychiatric Associa- 
tion was held in Toronto May 15-21, 1982. The total registration was 
8,889, including 4.578 members, 1,773 spouses and families of 
members, 1,689 nonmember professionals, 564 exhibitors, 178 mem- 
bers of the press, and 107 students and staff. 


+ 
Opening iSession 


The opening session was called to order by Daniel X. Freedman, 
M.D., 110th President of the Association, on Monday morning, May 
17, in the Grand Metropolitan Ballroom of the Harbour Castle 
Hilton Convention Centre. Preopening session music was provided 
by members of the Metropolitan Toronto Police Pipe Band, directed 
by Pipe Major John MacDonald. David F. Bousfield, Vicar of the 
Cathedral Church of St. James, Toronto, then gave the invocation. 
After a musical selection by the Lawrence Park Collegiate Institute 
Orchestra of Toronto under the direction of Byron Dow, official 
greetings were extended by both Mr. James K. Gordon, M.P.P. 
from Sudbury, Parliamentary Assistant to the Minister of Health, 
Province of Ontario, Canada, and Judith H. Gold, M.D., President 
of the Canadian Psychiatric Association. Dr. Freedman then read 
greetings from the President of the United States. 

Dr. Freedman recognized members of the Board of Trustees of 
the American Psychiatric Association, members of the Executive 
Committee of the APA Assembly of District Branches, past Presi- 
dents, past Speakers of the Assembly, past Vice-Presidents of the 
Association, newly elected national officers, Trustees, and Assem- 
bly officers, presiderts of APA District Branches, chairpersons of 
the APA councils, and APA's Medical Director. 

Lester Grinspoon, M.D., chairperson of the Scientific Program 
Committee, and William J. Stauble, M.D., chairperson of the Task 
Force on Arrangements, were introduced and thanked by Dr. 
Freedman. 

Dr. Freedman ther. introduced the following distinguished repre- 
sentatives of psychiatric and other related organizations from the 
United States and other countries: 

Dr. Helen Beiser, President-Elect, American Academy of Child 
Psychiatry; Dr. Stanley Portnow, President, American Academy of 
Psychiatry and the Law; Dr. John Spiegel, President, American 
Academy of Psychoanalysis; Dr. Jerry M. Wiener, President, Amer- 
ican Association of Chairmen of Departments of Psychiatry; Dr. 
Gene Abroms, President, American Association of Directors of 
Psychiatric Residency Training; Dr. Gerald Flamm, President, 
Americar Association of General Hospital Psychiatrists; Dr. Stuart 
Keill, President, American Association of Psychiatric Administra- 
tors; Dr. William Stone, Executive Director, American Association 
of Psychiatric Services for Children; Dr. Alvin Friedland, President, 
American Associatior: of Social Psychiatry; Dr. Eric Pfeiffer, Presi- 
dent, American Asscciation for Geriatric Psychiatry; Dr. James N. 
Sussex, President, American Board of Psychiatry and Neurology; 
Dr. Alan Levenson, President-Elect, American College of Mental 
Health Administration; Dr. Robert L. Williams, President, Ameri- 
can College of Psychiatrists; Dr. Herbert C. Modlin, President, 
American College of Psychoanalysts; Dr. Alan Nelson, Trustee of 
the American Medical Association; Dr. Jean Goodwin, American 
Medical Women's Association; Dr. Bertram Brown, President, 
American Orthopsychiatric Association; Dr. Morton F. Reiser, 
President, American Psychoanalytic Association; Dr. William Bev- 
an, President, American Psychological Association; Dr. Robert 
Spitzer, President, American Psychopathological Society; Dr. Bret 


Burquest, President, American Society for Adolescent Psychiatry; 
Dr. Arthur G. Law, President, American Society for Physician 
Analysts; Dr. Howard Rome, President, Benjamin Rush Society; 
Dr. Ezra Griffith, President, Black Psychiatrists of America; Dr. 
Carolyn B. Robinowitz, President, Council on Medical Specialty 
Societies; Dr. Henry Work, President, Group for Advancement of 
Psychiatry; Ms. Shirley Starr, President, National Alliance for the 
Mentally Ill; Dr. Mark A. Gould, President, National Association of 
Private Psychiatric Hospitals; Mr. Maurice Miller, President, Na- 
tional Council of Community Mental Health Centers; Dr. Louis 
Vuksinick, President, National Guild of Catholic Psychiatrists; Dr. 
Gerald Sarwer-Foner, President-Elect, Society of Biological Psychi- 
atry; Dr. Richard Cohen, President, Society of Professors of Child 
Psychiatry; Dr. Harold Visotsky, Director for the Center for Mental 
Health and Psychiatric Services of the American Hospital Associa- 
tion; Dr. Carol Nadelson, Presiden: of the Association for Academic 
Psychiatry; Rabbi Terry Bard, President of the Association of 
Mental Health Clergy; Dr. William J. Stauble, Canadian Psychoana- 
lytic Association; Dr. George Mahy, Caribbean Psychiatric Associa- 
tion; Mr. Teh-Chang Ku, Chinese Medical Association; Dr. Gamal 
El Azayem, Egyptian Psychiatric Association; Dr. H. Hippius, 
German Society for Psychiatry and Neurology; Dr. C.M. Chung, 
Hong Kong Psychiatric Association; Dr. Tong Doo Roh, Korean 
Neuropsychiatric Association; Dr. Anil V. Shah, Indian Psychiatric 
Association; Dr. Gustavo Matute, Latin American Psychiatric Аз- 
sociation; Dr. Ramon Parres, Mexican Society of Neurology and 
Psychiatry; Dr. Juan Ramon de іа Fuente, Mexican Psychiatric 
Association; Dr. John G. Howells, Royal College of Psychiatrists, 
England; Dr. Thomas Lynch, Irish Division of the Royal College of 
Psychiatrists; Dr. William McLeod, Royal Australian and New 
Zealand College of Psychiatrists; Dr. J.H. Robbertze, Society of 
Psychiatrists of South Africa; Dr. Chantima Ongkosit, Psychiatric 
Association of Thailand; Dr. Antonio Pacheco. Venezuela Psychiat- 
ric Society; Dr. John Carleton, World Association for Social Psychi- 
atry; Dr. Eugene Brody, World Federation for Mental Health; Dr. 
Regis Pouget, Medical Psychological Society of France; and Dr. 
Alonso R. Higuero J., Panama Psychiatric Society. 
President-Elect H. Keith H. Brodie, M.D., introduced Dr. Freed- 
man, who gave the Presidential Address, ‘‘Science in the Service of 
the Ш” (printed elsewhere in this issue). The benediction was given 
by Rabbi Terry R. Bard, president of the Association of Mental 
Health Clergy. Dr. Freedman then adjourned the opening session. 


Business Meeting 


The annual business meeting was called to order by Dr. Freedman 
in the Grand Metropolitan Ballroom of the Harbour Castle Hilton 
Convention Centre on May 17, 1982, following the opening session. 

First session. Dr. Freedman asked Past President Walter E. 
Barton, M.D., to give a memorial to Past President Daniel Blain, 
M.D. Then Past President Alan A. Stone, M.D., gave a memorial to 
Past President Jack Weinberg, M.D., and D-. Freedman gave a 
memorial to other deceased members and Fellows. Harvey Blue- 
stone, M.D., Recorder, called the roll of Assembly representatives 


and announced the presence of a quorum. Lucy Waletzky, M.D., ^ 


chairperson of the Tellers Committee, announced the results of the 
election of officers and Trustees and the vote on amendments to the 
Constitution and By-Laws and on the referendum. 

The officers’ reports to the membership followed. Each officer 
submitted a report to the Assembly and gave a brief summary of that 
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report, Harold M. Visotsky, M.D., presented the Secretery's re- 
port, followed by the reports of George Pollock, M.D., Treasurer; 
Lawrence Har:mann, M.D.; Speaker of the Assembly; and William 
R. Sorum, M.D., Speaker-Elect of the Assembly. Reports were also 
submitted by W. Payton Kolb, M.D., chairperson of the Elections 
Committee; Chester W. Schmidt, M.D., chairperson of the Commit- 
tee on Constitution and By-Laws; Philip M. Margolis, M.D., 
chairperson of the Membership Committee; John J. McGrath, M.D., 
chairperson of the APA Building Committee, who was tnable to 
attend the business meeting and whose report was read by Melvin 
Sabshin, M.D.; and Dr. Sabshin, Medical Director. All reports were 
accepted by the Assembly as submitted and will be publisked in the 
October 1982 issue of the American Journal of Psychiatry. 

Dr. Freedman presented the Presidential medallion and gavel to 
President-Elect Brodie. Dr. Freedman then presented the Speaker's 
plaque to Lawrence Hartmann, M.D., retiring Speaker. znd the 
Vice-President’s badge to Robert J. Campbell III, M.D., retiring 
Vice-President. After Walter E. Barton, M.D., Past President, 
presented the President's badge to Dr. Freedman, Dr. Freedman 
recessed the first session of the business meeting. 

Second session. Dr. Freedman reconvened the business meeting 
and called the annual forum to order. The following items were 
discussed from the floor: psychiatrists involved in highly publicized 
cases; a request for psychiatrists to write their congressmen to 
support HR 5995, introduced by Representative Ottinger, which 
would end discriminatory coverage of treatment for mental illness in 


‘insurance programs for federal employees; better public relations 


for the field of psychiatry in general; and Joint Commission on 
Accreditation of Hospitals issues. 
The business meeting was adjourned by Dr. Freedman. 


Convocation 


The 26th Convocation of Fellows was held in the Grand Metropol- 
itan Ballroom, Harbour Castle Hilton Convention Септе, at 7:30 
p.m. on Monday,.May 17. Dr. Freedman presided. After the 
processional march, Dr. Freedman called the convocation to order. 
The invocation was given by the Right Reverend Monsignor K.M. 
Robitaille of St. Michael’s Cathedral, Toronto. President-Elect 
Brodie led the ceremony for the conferring of Life Fellowship and 
the induction of Fellows of the Association. Dr. Freedman then 
introduced the following Life Fellows and Life Members who have 
been members of the Association for 50 years (1932-1982): 

Robert Smith. Bookhammer, M.D., Bryn Mawr, Pa.; Walter 
Bromberg, M.D., Sacramento, Calif.; William W. Elgin, M.D., 
Lutherville, Md.; Kenneth V. Francis, M.D., Stanford, Calif.; 
Francis J. Gerty, M.D., Hinsdale, Ill.; Henry H. Goldstein, M.D., 
Great Necx, N.Y.; J. Berkeley Gordon, M.D., Rumson, N.J.; Roy 
W. Gosharn, M.D., Bellwood, Pa.; Uno Н. Helgesson, M.D., 
Cambridge, Mass.; Robert B. Hiden, M.D., New Caraan, Conn.; 
John R. Howitt, M.D., Toronto; Harry B. Lee, M.D., Englewood, 
Colo.; Harold S. Magee, M.D., Fort Lauderdale. Fla.; Lillian D. 
Malcove, M.D. (deceased), New York; Matthew Molitch, M.D., 
Tallahassee, Fla.; Harry M. Murdock, M.D., Cockeysville, Md.; T. 
Douglas Noble, M.D., Washington, D.C.; Leon Reznikoff, M.D., 
Clifton, N.J.; Max Rossman, M.D., Allentown, Pa.; Charles A. 
Rymer, M.D., Denver; Jeems Brutus Spradley, M.D. (deceased), 
Sun City, Ariz.; Marion Stranahan, M.D., New York; Simon L. 
Victor, M.D., New City, N.Y.; and Orus R. Yoder, M.D., Ypsilan- 
ti, Mich. 

Dr. Alec Coppen of Epsom, Surrey, England, who was elected to 
Distinguished Fellowship in APA, was presented with a certificate 
2nd medallion by Dr. Freedman. 

The presentation of the 1982 awards followed. Dr. Freedman 
presented the Distinguished Service Award, established by the 
Trustees to honor "members whose distinguished careers have 
ennobleó the profession of psychiatry" to Lester E. Shapiro, M.D., 
Director of Research, Education, and Training in the Department of 
Psychiatry at Mercy Hospital, Rockville Centre, N.Y., and Asso- 
ciate Professor of Psychiatry at SUNY, Stony Brook, N.Y. 

The Foundations’ Fund Prize for Research in Psychiatry, estab- 
lished to recognize ‘‘those who have made distinguished contribu- 
tions to research in psychiatry," was presented by Joel J. Elkes, 
M.D., to Eli Robins, M.D., Wallace Renard Professor of Psychiatry 
at Washington University, St. Louis, for his ''distinguished contri- 
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butions to psychopathology, the nosology of psychiatric cisorders, 
and the study of depression." 

The Blanche F. Ittleson Prize for Research in Child >sychiatry, 
established to honor ‘‘outstanding research in child ps~chiatry, in 
particular as it relates to the mental health of chilcren," was 
presented by Elva Poznanski, M.D.. to Dorothy Otrow Lewis, 
M.D., Professor of Psychiatry and Associate Director cf Child and 
Adolescent Psychiatry at the New York University Medical Center, 
New York City. 

The Seymour D. Vestermark Award was presented by Herbert 
Pardes, M.D.. to Paul J. Fink, M.D., Professor and Charman of the 
Department of Psychiatry and Human Behavior at Jefferson Medical 
College and Physician-in-Chief at Thomas Jeferson University 
Hospital in Philadelphia, for ‘‘outstanding contributions. to under- 
graduate and postgraduate medical education, to contimring educa- 
tion, and to the education of behavioral scientists for wesearch."' 

The Manfred S. Guttmacher Award, given for an “outstanding 
contribution to the literature on forensic psychiatry,” was presented 
by Robert L. Sadoff, M.D., to both John T. Monchan, Ph.D., 
Professor of Law, Psychology, and Legal Medicine at he Universi- 
ty of Virginie Law School, and Roger Smith, Ph.D., Lecturer in the 
History of Science at Furness College, University cf Lancaster, 
Great Britain. 

The Isaac Ray Award, given to ‘‘psychiatrists, ажогпеуѕ, and 
judges who have made outstanding contributions to Egal psychia- 
try," was presented by Stanley Portnow, M.D., to A an A. Stone, 
M.D., who has a joint appointment as Professor cf Law and 
Professor of Psychiatry in the Faculties of Law anc Medicine at 
Harvard University, Cambridge, Mass. 

J. Martin Myers, M.D., presented the Marie H. El4redge Award 
to Charles F. Reynolds Ш, M.D., Assistant Professor of Psychiatry 
at the Western Psychiatric Institute and Clinic in Pittsburgh. The 
award was established to be given to “an APA member or resident 
residing in Hawaii, Pennsylvania, or New Jersey to recognize 
research work in the causes and treatment of neuroscs and retarda- 
tion.” 

The Agnes Purcell McGavin Award, established tc honor ‘‘those 
who have made outstanding contributions to the prevention of 
mental disorders in children’? was presented by Irving Philips, 
M:D., to Stanislaus A. Szurek, M.D., who is in private practice in 
San Francisco. 

Walter H. Wellborn, Jr., M.D., presented the frst Samuel G. 
Hibbs Award to Derek Miller, M.D., Chief of the Adolescent 
Program cf Northwestern University's Institute о” Psychiatry in 
Chicago. The award was presented in memory of 3amuel Gaston 
Hibbs, M.D., and is given for ‘‘the best unpublished paper on a 
clinical subject.” 

The APA Founders Award, established to honor ' members of the 
Association who have made outstanding contributions as author, 
spokesperson, and advocate in the service of the mentally ill and 
disabled and to the art and science of helping them, ' was presented 
by Shervert Н. Frazier, M.D., to Judd Marmo-, M.D., Franz 
Alexander Professor of Psychiatry Emeritus at tFe University of 
Southern California School of Medicine in Los Апр;:125 and Adjunct 
Professor of Psychiatry at UCLA Medical School. 

Dr. Frazier also presented the Robert T. Morse Writers Award to 
Ronald Kotulak, Science Editor of the Chicago Tribune. This award 
was established to honor ‘‘popular writers who Fave made major 
contributions to the public understanding of psychiatry over an 
extended period of time.” | 

The District Branch Newsletter of the Year Award was also 
presented by Dr. Frazier; it was awarded to Robert T. Fintzy. M.D., 
Editor, Southern California Psychiatric Society Newsletter. 

Dr. Freedman then presented special commerdations Jo tree 
men who had made ‘‘original contributions to the scientific knowl- 
edge base of psychiatry” and who had the ‘‘distinction of leadership 
in key sectors of society": Arthur M. Sackle-, M.D., who is 
President of Physicians News Service, Inc., Bcard Chairman of 
Medical Press, Inc., the international publisher of. Medical Tribune, 
Research Professor of Psychiatry at New York Medical College, 
Chairperson of the International Task Force on World Health 
Manpower for the World Health Organization, and Vice-Pres:dent 
of the International Association Against Mental Disease (received in 
absentia); Henry G. Jarecki, M.D., Lecturer ir Psychiatry, Yale 
University School of Medicine, Chairman of the Eoard of Macatta 
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Metals Corporation, and Director of the Futures Industry Associa- 
tion; and Charles Krauthammer, M.D., Senior Editor of the New 
Republic magazine and formerly Director, Division of Science, in 
the Alcohol, Drug Abuse, and Mental Health Administration, De- 
partment of Health and Human Services. 

After presentation of the awards, Dr. Freedman introduced 
Steven Muller, Ph.D., President of Johns Hopkins University in 
Baltimore, who gave the William C. Menninger Memorial Convoca- 
tion Lecture, ‘‘Torn Free: Prometheus Abandoned." 


Scientific Sessions 


The scientific sessions began Sunday morning, May 16. There 
were 30 discussion groups, 90 symposia, 6 new research presenta- 
tions, 3 scientific debates, 48 paper sessions, 25 issue workshops, 57 
evening panels, 32 films, 17 videotape sessions, and 2 forums. With 
few exceptions, the official annual meeting program met the criteria 
for Continuing Medical Education category 1 credit, as did the 90 
continuing education courses offered throughout the week. 

There were 24 special lectures. The speakers, their current 
positions, and the titles of their presentations are listed here. 

On Monday, May 17, the following speakers gave special lectures: 
John Monahan, Ph.D., psychologist and Professor of Law, Psychol- 
ogy, and Legal Medicine at the University of Virginia and Associate 
Director of the Institute of Law, Psychiatry, and Public Policy, 
Charlottesville, and Roger Smith, Ph.D., Lecturer, Department of 
History, Furness College, University of Lancaster, Great Britain, 
the Manfred S. Guttmacher Lecture, “Violence and Insanity”; and 
Bernard Lown, M.D., Professor of Cardiology, Harvard School of 
Public Health, and physician, Brigham and Women's Hospital. 
Boston, ‘‘Psychophysiologic and Biobehavioral Factors and Sudden 
Death." 

The next day the following special. lectures were présenta: 
George Winokur, M.D., Chairman, Department of Psychiatry, 
University of Iowa College of Medicine, Iowa City, ''Persistent 
Problems in the Diagnosis of Depression and Their Relationship to 
Elitism in Academic Psychiatry"; Judd Marmor, M.D., Franz 
Alexander Professor. of Psychiatry Emeritus, University of South- 
ern California School of Medicine, Los Angeles, Founders Award 
Lecture, "Systems Thinking in Psychiatry: Theoretical and Clínical 
Considerations"; the Honorable Monique Bégin, Canada's Minister 
of Health and Welfare, ‘‘The Integration of Scientific and Service 
Perspectives in Canada's National Provincial Health Program"; 
Paul D. MacLean, M.D., Chief of the Laboratory of Brain Evolution 
and Behavior at the National Institute of Mental Health, Bethesda, 
Md., Adolf Meyer Lecture, ‘‘Evolutionary Brain Roots of Family, 
Play, and the Isolation Call"; Robert J. Stoller, M.D., University of 
California, Los Angeles, School of Medicine, ''Beneath Pornogra- 
phy”; and Hanna Holborn Gray, Ph.D., President, University of 
Chicago, Benjamin Rush Lecture, “Utopia and Education.” 

On Wednesday, May 19, the following special lectures were 
given: Paul J. Fink, M.D., Professor and Chairman, Department of 
Psychiatry and Human Behavior, Jefferson Medical College, Thom- 
as Jefferson University, Philadelphia, Seymour Vestermark Lec- 
ture, “Тһе Enigma of Stigma and Its Relation to Psychiatric 
Education”; Jean Baker Miller, M.D., Director, Stone Center for 
Developmental Studies and Services, and Associate Clinical Profes- 
sor of Psychiatry, Boston University School of Medicine, '* ‘Evil 
Women': A Consideration of the Origins of Destructiveness in 
Women and Men’’; Floyd E. Bloom, M.D., Director, Arthur Vining 
Davis Center for Behavioral Neurobiology and Professor at the Salk 
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Institute, San Diego, ‘‘Neuron Analysis: Implications Zor Llinical 
Psychiatry’’; Kenneth Keniston, Ph.D., Andrew Mellon Professor 
of Human Development in the Program for Science Technology and 
Society, Massachusetts Institute of Technology, Cambridge, Mass., 
“Youth and High Technology”; Charles A. Pinderhughes, M.D., 
Professor of Psychiatry, Boston University School of Medicine, and 
Director of Boston University’s psychiatric residency training pro- 
gram at Rogers Memorial VA Hospital, Bedford, Mass., Solomon 
Carter Fuller Lecture, ‘Torn Between Two Systems"; Roy J. 
Shephard, M.D., Director, School of Physical and Heaith Educa- 
tion, and Professor of Applied Physiology, Department of Preven- 
tive Medicine, Faculty of Medicine, University of Toronto, ''Physi- 
cal Activity and the Healthy Mind’’; and Mordecai Richler, writer, 
Montreal, ‘‘The Making of Duddy Kravitz." 

On Thursday the following special lectures were given: Harold M. 
Visotsky, M.D., Owen L. Coon Professor of Psychiatry and Chair- 
man, Department of Psychiatry and Behavioral Sciences, North- 
western University Medical School, and Director of the Institute of 
Psychiatry, Northwestern Memorial Hospital, Chicago, Simon Boli- 
var Lecture, “Sociocultural Aspects of Stress—The Acculturation 
Process in the United States"; Irvin D. Yalom, M.D., Professor of 
Psychiatry, Stanford University School of Medicine, Stanford, 
Calif., ‘Group Therapy on the Acute Inpatient Psychiatric Ward”; 
Alvan R. Feinstein, M.D., Professor of Medicine and Epidemiology, 
Yale University School of Medicine, ‘‘Scientific Paradigms, Medi- 
cal Models, and Psychiatric Research’’; Morris A. Lipton, M.D.; 
Ph.D., Professor of Psychiatry and Biochemistry and Director of the 
Biological Sciences Research Center at the Child Development 
Research Institute, University of North Carolina School of Medi- 
cine, Chapel Hill, ‘Changing Concepts in the Evolution of Biologi- 
cal Psychiatry" ; Midge Decter, Executive Director, Committee for 
a Free World, ‘Men, Women, and Other Damaged Goods”: Joseph 
Weizenbaum, Ph.D., Professor of Computer Science and member of 
the Laboratory for Computer Sciences, Massachusetts Institute of 
Technology, Cambridge, Mass., ‘‘Mind and Machine”; and Derek 
H. Miller, M.D., Professor of Psychiatry, Northwestern University, 
Chicago, and Director of the Adolescent Program, Northwestern 
Memorial Hospital, Chicago, Samuel G. Hibbs Award Lecture, 
"Adolescent Suicide: Etiology and Treatment." The last special 
lecture was given on Friday by Monte S. Buchsbaum, M.D., Chief 
of the Section on Clinical Psychophysiology of the Biclogical 
Psychiatry Branch, National Institute of Mental Health, Bethesda, 
Md., “Мем Visions of the Brain.” 


Other Activities 


The Task Force on Arrangements, cochaired by Dr. and Mrs. 
William J. Stauble, planned a variety of tours and activities. APA 
sponsored a ‘‘fun run," a tennis tournament, and a golf tournament. 
Planned tours included exploring Toronto, Niagara Falls, Niagara- 
on-the-Lake, Toronto's Science Centre and zoo, art galleries, and 
various shopping centers. A children's center was provided from 
May 17 to May 21 and was staffed by child care professionals. 3 


Meetings of the Board of Trustees 


The Board of Trustees met in two regular sessions on May 16, 
1982. 


HAROLD VisotTsky, M.D. 
Secretary, American Psychiatric Association 
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The positive response continues w 
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In a new multicenter study,’ patients taking Limbitrol m 
experienced a rapid reduction in mean scores on the Hamilton — 
Depression Scale. Confirming earlier studies, the new data = 
show that patients taking Limbitrol for four weeks achieved 869 

of their improvement in the first two weeks of therapy. 


Patients should be cautioned about the combined effects of 
Limbitrol and alcohol or other CNS depressants and about 
activities requiring complete mental alertness, such as oper- 
ating machinery or driving a car 
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Week 2 


Multicenter study shows rapid reduction in mean 
severity of symptoms on Hamilton Depression Scale 
for Limbitrol-treated patients. 
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2 WEEKS 4 Group 1 Group 2 1 
Reduction in mean severity of symptoms on the Patients on Limbitrol (chlordiazepoxide plus amitripty- 
- Hamilton Depression Scale affer four weeks of treatment line), Group t; required significantly less amitriptyline 
in:87 patients in Group: 1 who continued on Limbitrol by the fourth week of therapy than patients switched to 
after two weeks, спа 83 patients in Group 2 who  - amitriptyline alone, Group 2 (3.95 tablets vs. 3.52 


switched to amitriptyline after two weeks. * tablets, p <0.017).* 





` In anxious depression— 
marked relief of somatic anxiety and 
general somatic complaints with Limbitrol 


In the new study, the Limbitrol patients (Group 1) showed a four-week 














decline in somatic anxiety mean scores of 1.91— significantly more | 
than the mean decrease of 1.69 seen in patients switched to amitripty- | 
line (p <0.05). In addition, the general somatic complaints of ће 1 
Limbitrol-treated patients decreased significantly from baseline (p <0.05), | 
with the mean scores dropping 1.14 over the four-week period. * 
| 
О! complaints dropped Reduction in mean insomnia scores 
dramatically in initial on the Hamilton Depression Scale 
2 weeks in Group 1 after 2 weeks on Limbitrol 
2.00 
GI 
complaints 1.50 | 
reduced | 
J 3 0 In the commonly troublesome areas of insom- | 
0 1.00 nia and GI complaints, patients taking 3 
Limbitrol improved significantly in the first i 
two weeks of treatment. The mean Hamilton 
0.50 Depression Scale scores decreased 9196 for 
early insomnia, 87% for micdle insomnic 
and 89% for late insomnia. GI complaints | 
(loss of appetite, difficulty eating, constipa- | 
Early Middle Late tion) decreased in mecn score from 1.07 to 
GI complaints decreased 73% in Insomnia decreased 8796 to 9196 in 0.29 (7396) in Group 1 after two weeks of 1 
initial 2 weeks on Limbitrol initial 2 weeks on Limbitrol treatment with Limbitrol.‘ 


Headache associated with anxious depression | 
reduced 8896 in 4 weeks In keeping with earlier observatiors,? about 4 

half of the anxious depressed patients entering | 

the study reported headache. At the end of two i 

weeks of therapy with Limbitrol, 79% of these 

patients no longer had complaints of head- 

Headache ache. After four weeks, 88% of pctients with 

reduced headache in Group 1 (continued on Limbitrol) 


88% were relieved. 
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Overdosage: Immediately hospitalize patient suspected of having taken an 
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and treatment 
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An invaluable 
reference for all who 
work with the 
mentally disabled. .. 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA’s Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association’s patient’s bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 














Order your copy now! 
Just complete and mail this form. 


Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.50 per 
copy for orders of 5 or more). All orders of $35 or less must be 
prepaid. 








Г1 My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 





O Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 











Name 
Address 
City State Zip 
MAIL TO: Hospital & Community Psychiatry Service 1 


American Psychiatric Association 
1400K Street, NW. 
Washington, D.C. 20005 








If youre worried about cancer remember this. 
Wherever you are, if you want to talk to us about cancer, 
call us. Were here to help you. 


- American Cancer Society 
2,000,000 people fighting cancer. 


THIS SPACE CONTRIBUTED AS A PUBLIC SERVICE. Photographed by Art Kane 
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Prolixin Decanoate 


Fluphenazine Decanoate Injection 





Noncompliance rates in schizophrenic 
outpatient populations range from 24 
to 63 percent, with studies suggesting 
a relapse-reacmission rate of approxi- 
mately 40 to 55 percent.’ 
Consequently, these patients face 
progressive deterioration and increasing 
problems in rehabilitation. 
However, repeated relapses and their ad- 
verse consequences “... may be prevent- 


able by administration of long-acting 


3 


injectable. ..fluphenazine decanoate.” 
Prolixin Decanoate—an excellent too! 
to help you combat noncompliance in 
the chronic schizophrenic—delivers medi- 
cation as prescrioed—with a duration of 
action ranging from 14 to 28 days. 
The benefits—reduced anxiety for pa- 
tient, family, employer—patient conven- 
ience—savings in administration time and 
costs for outpatient treatment centers. 
Prolixin Decanoate—keystone in Commu- 
nity Mental.Health Center programs—can 
help you maintain tne noncompliant schizo- 
phrenic population as outpatients. not inpatients. 


Van Putten T: Arch Gen Psychiat 31:67-72, 1974 

*imlah NW: Psychiatr Ann 13:22-32, 1973. 

Gregory |, Smeitzer D: Psychiatry: Essentials of 

Clinical Practice, Boston, Little Brown & Co., 1977 p. 185. 


Prolixin Decancate’ 
Fluphenazine Decanoate Injection 
long-acting therapy for long-term maintenance 


See following page for brief summary. 








PROLIXIN DECANOATE® 
Fluphenazine Decanoate Injection 


Prolixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg 
fluphenazine decanoate per ml in a sesame oil vehicle with 1.2% (w/v) 
benzyl alcohol as a preservative. 


CONTRAINDICATIONS: In presence of suspected or established 
subcortical brain damage. In patients who have a blood dyscrasia or liver 
damage, or who are receiving large doses of hypnotics, or who are 
comatose or severely depressed. In patients who have shown hypersensi- 
tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may 
оссиг. 

Not intended for use in children under 12. 


WARNINGS: Mental and physical abilities required for driving a car or 
operating heavy machinery may be impaired by use of this drug. 
Physicians should be alert to the possibility that severe adverse reactions 
may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not 
been established because of inadequate experience in use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been 
established; weigh possible hazards against potential benefits if 
administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine 
compound caused cholestatic jaundice, dermatoses or other allergic 
reactions because of the possibility of cross-sensitivity. When psychotic 
patients on large doses of a phenothiazine drug are to undergo surgery, 
hypotensive phenomena should be watched for; less anesthetics or 
central nervous system depressants may be required. Because of added 
anticholinergic effects, fluphenazine may potentiate the effects of 
atropine. 

Use fluphenazine decanoate cautiously in patients exposed to extreme 
heat or phosphorus insecticides; in patients with a history of convulsive 
disorders since grand mal convulsions have occurred; and in patients 
with special medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with 
prolonged therapy there is the possibility of liver damage, pigmentary 
retinopathy, lenticular and corneal deposits, and development of 
irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of 
a physician experienced in the clinical use of psychotropic drugs. 
Periodic checking of hepatic and renal functions and blood picture should 
be done. Renal function of patients on long-term therapy should be 
monitored; if BUN becomes abnormal, treatment should be discontinued. 
"Silent pneumonias” are possible. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third of human breast cancers are prolactin dependent 
in vitro, a factor of potential importance if the prescription of these drugs 
is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, 
and impotence have been reported, the clinical significance of elevated 
serum prolactin levels is unknown for most patients. An increase in 
mammary neoplasms has been fcund in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an 
association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be 
conclusive at this time. 

ADVERSE REACTIONS: Central Nervous System — Extrapyramidal 
symptoms are most frequently reported. Most often these symptoms are 
reversible, but they may be persistent. They include pseudoparkinsonism, 
dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 


hyperreflexia. Muscle rigidity sometimes accompanied by hyperthermia 
has been reported following use of fluphenazine decanoate. One can 
expect a higher incidence of such reactions with fluphenazine decanoa. 
than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individual 
patient sensitivity, but dosage level and patient age are also, 

determinants. As these reactions may be alarming, the рат should be 
forewarned and reassured. These reactions can usually be controlled b* 
administration of an antiparkinsonian drug such as benztropine mesylate 
and by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, 
persistent and sometimes irreversible tardive dyskinesia may appear in 
some patients on long-term therapy or may occur after discontinuation © 
drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary 
movements of tongue, face, mouth, or jaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth, chewing movements) and may b: 
accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms ar 
not alleviated by antiparkinsonism agents. If the symptoms appear, 
discontinuation of all antipsychotic agents is suggested. The syndrome 
may be masked if treatment is reinstituted, or drug dosage increased, ов 
a different antipsychotic agent used. Reports are tnat fine vermicular 
movements of the tongue may be an early sign of the syndrome which 
may not develop if medication is stopped at that time. 

Phenothiazine derivatives have been known to cause restlessness, 
excitement, or bizarre dreams; reactivation or aggravation of psychotic 
processes may be encountered. If drowsiness or lethargy occur, the 
dosage may need to be reduced. Dosages, far in excess of the recom- 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System — Hypertension and fluctuations in blood 
pressure have been reported. Although hypotension is rarely a problem, 
patients with pheochromocytoma, cerebral vascular or renal insufficienc 
or severe cardiac reserve deficiency such as mitral insufficiency appear 
to be particularly prone to this reaction and should bg observed carefully, 
Supportive measures including intravenous vasopressor drugs should be: 
instituted immediately should severe hypotension occur; Levarterenol 
Bitartrate Injection is the most suitable drug; epinephrine should not be 
used since phenothiazine derivatives have been found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry 
mouth, headache and constipation may occur. Reducing or temporarily 
discontinuing the dosage will usually control these effects. Blurred vision: 
glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycardias 
or nasal congestion have occurred in some patients on phenothiazine 
derivatives. 

Metabolic and Endocrine—Weight change, peripheral edema, 
abnormal lactation, gynecomastia, menstrual irregularities, false results 
on pregnancy tests, impotency in men and increased libido in women 
have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, 
photosensitivity, eczema and exfoliative dermatitis nave been reported 
with phenothiazines. The possibility of anaphylactoid reactions should be 
borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis") 
thrombocytopenic or nonthrombocytopenic purpura, eosinophilia, and 
pancytopenia have been observed with phenothiazines. If soreness of thé 
mouth, gums or throat or any symptoms of upper respiratory infection 
occur and confirmatory leukocyte count indicates cellular depression, 
therapy should be discontinued and other appropriate measures institutes 
immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, 
particularly during the first months of therapy, may occur; treatment 
should be discontinued. A cephalin flocculation increase, sometimes 
accompanied by alterations in other liver function tests, has been 
reported in patients who have had no clinical evidence of liver damage. 

Others — Sudden deaths have been reported in hospitalized patients о, 
phenothiazines. Previous brain damage or seizures may be predisposing 
factors. High doses should be avoided in known seizure patients. Shortly 
before death, several patients showed flare-ups of psychotic behavior 
patterns. Autopsy findings have usually revealed acute fulminating 
pneumonia or pneumonitis, aspiration of gastric contents, or 
intramyocardial lesions. Although not a general feature of fluphenazine, 
potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe 
enough to cause fatal cardiac arrest, altered electrocardiographic and 
electroencephalographic tracings, altered cerebrospinal fluid proteins, 
cerebral edema, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, skin pigmentation and lenticular and corneal opacities 
have occurred with phenothiazines. Local tissue reactions occur only 
rarely with injections of fluphenazine decanoate. 

For full prescribing information, consult package insert. 


HOW SUPPLIED: 1 ті Unimatic® single-dose preassembled syringes -4 
and cartridge-needle units and 5 ml vials. 
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P.O. Box 4000 
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\NNOUNCING LSM -I 
DIAGNOSTIC AND STATISTICAL MANUAL 


OF MENTAL DISORDERS (THIRD EDITION) 


LJ 
The third edition of the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
Disorders (DSM-III, February 1980), is the first major revision of the Andrew E. Skodol, MD 
psychiatric nomenclature in 12 years. Now, its long-awaited companion Miriam Gibbon, MSW 


piece, the D$M-III Case Book, brings the diagnostic concepts of 
DSM-III to life, through 214 case vignettes of real patients, representing 
the wide range of psychopathology seen in clinical practice. The 
DSM-III Case Book can facilitate the learning of the new concepts 

and terminology in DSM-III, be helpful in preparing for examinations, 


Janet B.W. Williams, MSW 


TABLE OF CONTENTS includes: 





be used to test knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders in Adults : 
in most treatment settings, and stimulate discussions about treatment Chapter 2: Mental Disorders in Children and Adolescents 
recommendations. Chapter 3: Cases for Multiaxial Evaluation 


Chapter 4: Diagnostic Dilemmias 
Chapter 5: Cases for Testing 
Chapter 6: Historical Cases 


Each case history: 
* Includes a comprehensive description of the clinical picture 


* Presents the rationale for making each diagnosis Appendix: DSM-IH Decision Trees 

* Notes other disorders that should be considered Index of Diagnoses and Technical Terms 
* Recognizes diagnostic uncertainty when it exists DSM-III Classification 

* Refers the reader to the appropriate diagnostic category in DSM-III 





copies of DSM-H Case Book (casebound), Publication #P050-5. $29.95 

copies of DSM-III Case Book (paperback), Publication #P051-3. $16.00 

copies DSM-1III (casebound), Publication #P041-6. $29.95 

Copies DSM-III (paperback), Publication &P042-4. $23.95 

copies Quick Reference to the Diagnostic Criteria, Publication &P043-2. $12.00 
DSM-III Sets (casebound and Quick Reference to the Diagnostic Criteria), Publication #P044-0, $36.95 


— ——. DSMII Classification Axes | and II—Categories and Codes {Single sheet reference chart), Publication 
#P402-0. Single copies: $1.50; Units of 50 copies: $20.00. 
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Bulk discounts: 10-24 copies, 10% discount per publication number; 25-99 copies, 15% discount per publication number; 
100 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-III Set. 
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А new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
ese patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 










Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 










Minimal sedation may improve compliance 


The mental "fuzziness" (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy. * 






Rarely causes sexual problems 
Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 






Right at the start — right for the long term 


HALD 


(haloperico! 


. tablets/concentrate/injection 
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* Marked sedation is rare; some instances of drowsines 
Please see following page for brief summary of 








* New 20-mg tablet facilitates h.s. administration, 
which may enhance patient compliance 


* Six tablet strengths aid in dosage adjustment 
during all phases of therapy, including 
long-term maintenance 


HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; | 
easily added to food, juices or | 
water for ease of dosage 

adjustment and better patient 
acceptability. 2 mg ЕС ml 






* Easy switchover from IM to oral forms 


* Tasteless, odorless, colorless concentrate 
permits very small dosage adjustments 


. See Brief Summary of Prescribing Information below for 
contraindications, warnings, precautions and adverse reactions. 


120 ті. 


haloperidol (as the lactate). HALDOL New 20 mg 
MALOPERIDOL 
ie. Бө HALDOL? tablets 1 
2 mg. per ml. 
dd (haloperidol) 


HALDOL® (haloperidol) 
sterile injection + Pre-filled Syringe | HALDOU 
for rapid control (often within hours) | «ces 
in acutely agitated patients. 5 mg | жы 
haloperidol (as the lactate) with 1.8 тар 
methylparaben and 0.2 m 


por Iparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause 
hypersensitivity to the drug, Parkinson's disease 


Warnings: Usage їп Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
Signs appear. 


General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotensicn and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
in alle are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of gs is contemplated in a patient with a previously detected breast cancer. 
Although distufbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to Moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistert extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 
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in 6 different strengths, for 
convenience in individualizing 


dosage. 
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therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia'' except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs. but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co. 3 
Dorado, PR 00646 ©McN 1982 ` 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
ofapopulation. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34( 7):364-367, 1973 ы 
3 Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980 
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(Trazodone HCI) 


THE NEW LIGHT 

_ IN EFFECTIVE 

- ANTIDEPRESSANT 
THERAPY 





O Unlike tricyclics, tetracyclics or MAO inhibitors 
О As effective as imipramine and amitripzyline1.2 


O Incidence of anticholinergic side effects 
comparable to placebo3 


О A simple dosage adaptable to patients’ needs 
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HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE"? 


Clinical studies have shown new Desyrel" (Trazodone НСІ) to be comparable in thera- 

peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 

Significant, symptomatic improvement was often noted by the end of the first week of 

therapy and full therapeutic effect manifested itself by the end of the first two weeks in i 
the majority of patients. ч 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The dlinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


(Percent of Patients) 





О QS Trazodone N= 142 
20 Yo ИШЕНИШ Placebo n= 95 
15% 
159 8% 
о o, 
Y Шз m- 
DRY MOUTH BLURRED VISION 
8% 
4% 
E _ - ` 
из —— 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 


* Adapted from Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


EKG CHANGES ARE RARE d 


Although EKG changes are rare in patients free of cardiac disease, patients 
with cardiac disease should be closely monitored especially for possible 
cardiac arrhythmias. Я 


Г\1ай2 Mead Inhnenn & Camnanv Fvansville Indiana 47721 USA 


Ж REEL 
pne HCI 


FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


O Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
C1 50 mg/day additionally every three to four days until optimal effect is obtained 

LJ Maximtim outpatient dosage: 400 mg/day 

О Maximum inpatient dosage: 600 mg/day 


LJ Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 





Mead ТТЕ PHARMACEUTICAL DIVISION 


- References: 
1. Gershon S, Mann J, Newton R, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter double-blind study. / Clin Psychopharmacology 1 (suppl): 39S-44S, Nov 1981. 
2. Goldberg HI, Rickels, K, et al: Treatment of neurotic depression with a new antidepressant. / Clin Psychopharmacology 
* (suppl): 35S-38S, Nov 1981. 


3. Gershon S, Newton RE: Lack of anticholinergic side effects with a new antidepressant -trazodone. / Clin Psychiatry 41:100-104, 
March 1980. 


Please see last page for prescribing information. 
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Tablets 





TO HELP AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW > 
ANTIDEPRESSANT THERAPY... 


DESYREL® 
(Trazodone НС!) 


DESCRIPTION 

DESYREL® (Trazodone Hydrochloride) is an antidepressant chemise. un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. lt is a 
triazolopyridine derivative designated as St ley sura eddie iperaz- 
inyllpropyl]-1,2,4-triazolo[ 4,3-a]pyridin-342H)-one hydrochloride. DESYREL 
is a white odorless шн ine powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is Ci4Ho2CINsO*HCI and 
the structural formula is represented as follows: 


N. ZW 
Р N-—CH.—CH.—CH2—N N нс! 
Sal N—À f a 
о с! 
INDICATIONS AND USAGE 
DESYREI* (Trazodone rochloride) is indicated for the treatment of de- 


pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nent anxiety. The depressive illness of patients studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, 111! 
CONTRAINDICATIONS 
DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 
Recent clinical studies ponents with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
atients short episodes (3-4 beats) of ventricular tachycardia. There have also 
en several post-marketing reports of arrhythmias in DESYREL-treated 
patients who had preexisting cardiac disease. Until the results of prospective 
studies are available, patients with preexisting cardiac disease should be 
closely monitored particularly for cardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 
PRECAUTIONS 
General: The possibility of suicide in seriously depressed patients is inherent 
jliness and may persist until significant remission occurs. Therefore, 
seffptions should be written for the smallest number of tablets consistent 
with good patient management. 
Information for Patients: Alert patients that (a) their mental or physical ability 
to perform potentially hazardous tasks, such as operating machinery or driv- 
ing, may be impaired; (b) the response to CNS depressants such as alcohol or 
barbiturates may be enhanced; and (c) DESYREL should be taken shortly after 
a meal ті de snack. Laboratory Tests: WBC and differential counts are 
recommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive drug. Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated cautiously with a gradual increase in 
dosage until Prem response is achieved, if a MAO inhibitor is discontin- 
ued shortly before or is to be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 


avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No drug- or dose-related occurrence o 
aps rae was evident in rats receiving DESYREL in daily oral doses up te- 
300 mg/kg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during pre 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Nursing Me Since DESYREL and/or its metabolites have been found іг 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness ing 
children below the age of 18 have not been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials are 
the following: Autonomic-blurred vision, constipation, dry mouth; Сагаіоуа 
cular - hypertension, hypotension, shortness of breath, syncope, tachycardia 
palpitations; CNS-anger/hostility, confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal - 
aede cof distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal -musculoskeletal aches/pains; Neurological -incoordi- 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic 
condition/edema; and Other-decreased appetite, eyes red/tired/itching, 
head full-heavy, malaise, nasal/sinus congestion, ni tmares/vivid dreams, 
sweating/clamminess, tinnitus, weight gain, weightloss. Side-effects reportec 
by less than 1% of the study patent are the following: akathisia, allergic react!) 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting) 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snac 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is sug 
gested. The dose may be increased by 50 mg/day every three to fourdays. Һе 
maximum dose for outpatients usually should not exceed 400 mg/day іп 
divided doses. Inpatients may be given up to but not in excess of mg/day 
in divided doses. 
Maintenance: Dosage during prolonged maintenance therapy should be 
kept at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE 
1. Williams JBW, Ed: Diagnostic and statistical manual of mental disorders-III, 
American Psychiatric Association, May 1980. 
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APA PLACEMENT SERVICE - 


For Employers and Applicants 






Those wishing to announce either position openings or availability for | 
employment may register in advance by requesting a listing form by | 
calling Ms. Patricia Anthony (202) 797-4867, or writing to her attention at | 
. "APA Central Office, 1700 48th Street, N.W., Washington, D.C. 20009. Listing aa 
. forms should be returned no later than September 45th. On-site listings _ 
will also be accepted. However, forms received at the APA prior to the 
September 15th deadline will have exposure from the very beginning _ 
of the Institute. There will be a placement booth and an interviewing | 
area located on the third floor of The Galt House. Listings wil be _ 
accepted for any mental health related position vacancy/availability. | 





| APPLICANTS — $4 for listing availability 
EMPLOYERS — $7 for listing job description 


.. Complete sets of all applicants and positions will be available at $15.00 
| per set. These sets will be mailed two weeks following the Institute. 





| “Ater September tst, please write to 4400 К Street, NW, Washington, D.C. 20005 or call 202: 682-6000 








Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 
Five double-blind studies, ranging from ? to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
Ac demonstrated that Dalmane (flurazepam HCI/Roche) was effec- 
tive in both inpatients and outpatients. "° Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- + 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau-  * 
tioned about driving, operating hazardous machinery or drinking 


КТУ alcohol during therapy. 
Copyright € 1982 by Roche Products Inc. All rights reserved. 
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studied in 737 neuropsychiatric Dalmane (tirazepam HCV Roche) seldom causes 


patients morning hangover and avoids rebound | 
Clinical data on Dalmane (flurazepam НС\/Косһе) extend insomnia ) 


» 737 insomniac patients with concomitant neurologic or psy- 


iiatric disorders who had difficulties in initiating and maintain- Of all available hypnotics, only Dalmane has objective 1 
g sleep.5 Thus, when specific hypnotic therapy is indicated sleep laboratory evidence proving that insomniacs fall asleep | 
ter a careful medical and psychiatric work-up, Dalmane isa ‘Significantly sooner (p<0.05), stay asleep significantly longer | 
ell-documented choice. More than 200 studies involving (p<0.01) and awaken less often (0<0.05) on the first | 
early 10,000 patients attest to the efficacy and relative safety  tÞree nights of therapy and after two consecutive weeks of treat- \ 
K Dalmane in insomnia.ć No other hypnotic has this kind of ment.^^ Dalmane maintained its ability :o reduce sleep latency 
"orough documentation. And none has been shown to be more and decrease total wake time for 28 consecutive nights.° Since 
fective. Dalmane is contraindicated in pregnancy and in pa- insomnia is usually transient, prolonged use of hypnotics is usu- | 
»nts with known hypersensitivity to the drug. ally not indicated. 


A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related.* And there were no | 
reports of rebound insomnia with Dalmane on the nights after | 
therapy was discontinued.? 

















Continued nightlong efficacy 1 
% CHANGE OF TOTAL WAKE TIME FROM BASELINE 
Percent improvement in sleep latency from pretherapy baselines b Iz ME rot 
" de LA TE T S8sessosyssyg 
DALMANE Temazepam Triazolam Secobarbital Methaqualone СҺога! Hydrate — Ethchlorvyno! — Glutethimide 
flurazepam HG/Roche) (experimental hypnotic) 400 mg DALMANE * 
— 60%. 
1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 E ! 
nights nights nights nights nights nights nights nights nights MZTHAQUALONE 
400 mg ( — 25%) ! 
SECOBARBITAL 1 
(7219) | 
41 43 x CHLORAL 
% 37 % E] HYDRATE (— 17%) | 
% Е TRIAZOLAM | 
S (- 1696) 
Z 
т! у 
7% 15 ipte; NNOL 
% 








Jaseline 


»«0.05 
«0.01 


-2796 


seline 


Ва: _ 
Adapted from Kales et al” P 
łp<0.01 


lapted from Kales et al’ 


Fora restful night | 
Dalmane < 


“© flurazepam HCl/Roche 


15-mg/30-mg capsules 
AME s stands apart 


Please see next nace for references and summary of arnduct information 
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‚ Jan 1975. 3. James NM, Montague 

{ :246-248, Mar 12, 1975. 4. Taws ©. 
ER. Brunning J Arenillas L: J Int Med Res 3:417-422; 
Jun 1975. 5. Broadhurst AD, Arenillas L: Curr Med Res 
Opin 3:413-416; Jul 1975. 6. Data on file, Hoffmann- 
La Roche Іпс,, Nutley, М]. 7. Kales A et al: / Clin Phar- 
macol 17:207-213, Apr 1977. 8. Greenblatt D], Allen 
MD, Shader RI: Clin Pharmacol Ther 21:355-361, Mar 
1977. 9. Monti IM: Methods Find Exp Clin Pharmacol 
3:303-326, May 1981. 


Dalmane" flurazepam HCl/Roche) (V. 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in felling asleep, frequent nocturnal 


awakenings and/or early morning awakening; in patients 


with recurring insomnia or poor sleeping habits; in acute 


“or chronic medical situations requiring restful sleep. Objec- 


tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is often trarsient and intermittent, prolonged 
administration is generally not necessary or recommended. 


: Repeated therapy should only be undertaken with appro- 
б priate patient evaluation. 
~ Contraindications: Known hypersensitivity to flurazepam 
“HCl: pregnancy. Benzodiazepines may cause fetal damage 
<. when administered during pregnancy. Several studies sug- 
~ gest an increased risk of congenital malformations associ- 
“ated with benzodiazepine use during the first trimester. 


Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
elfects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g.. operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
for a prolonged period ol time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: In elderly and debilitated patients, it is rec- 
ommended that the dosage be limited to 15 mg to reduce 
tisk of oversedation, dizziness, confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, от in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness. drowsiness, lightheaded- 
ness, staggering, alaxia and falling have occurred, particu- 


[айу in elderly or detilitated patients. Severe sedation, 


lethargy, disorientation and coma. probably indicative of 
drug intolerance or overdosage, have been reported. Also 
reported: headache, heartburn, upset stomach, nausea. 
vomiting. diarrhea. constipation, Gl pain. nervousness, 
talkativeness, apprehension, irritability. weakness, palpita- 
lions, chest pains, body and joint pains and С. com- 
plaints. There have aiso been rare occurrences of leuko- 
penia, granulocytopenia, sweating, flushes, difficulty in 
focusing, blurred vision, burning eyes. faintness, hypoten- 


sion, shortness of breath, pruritus, skin rash, dry mouth. 


bitter taste. excessive salivation, anorexia, euphoria, 

depression, slurred speech, confusion. restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase: and paradoxical reactions, 


Leg, excitement, stimulation and hyperactivity. 


Dosage: Individualize for maximum beneficial effect. 


Adults: 30 mg usual dosage; 15 mg may suffice in some 


patients. Elderly or debilitated patients: 15 mg recom- 
mended initially unti response is determined. 
Supplied: Capsules con! ning 15 mgor 30 mg 
flurazepam HCL : 





y Roche E Inc. 
Manati, Puerto Rico 00701 





|. IMPORTANT UPDATE 


The second edition of 


A MANUAL OF 


PSYCHIATRIC PEER REVIEW 


This publication upholds APA's position 
that the psychiatric profession itself can 
best oversee standards for mental health 
care. 


The manual outlines the appointment and 
function of the Peer Review Committee, 
model screening criteria, and special prob- 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review 45 it re- 
lates to child psychiatry. 


Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 
ment; and inpatient treatment of adoles- 
cents. 


ORDER YOUR COPY NOW 


Please send me... copy(s) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #Р116-1. 
$11.00 each. 


check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 





bill me (orders over $35 only). All in- 
voices will include shipping and han- 
dling charges. 





NAME 





ADDRESS 





CITY —— — STATE — —— ZIP 





Send this coupon to: American Psychiatric 


| Press, Inc., P.O. Box 19343, Washington, D.C. 
-— 20036. 
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Everybody 
- Ий. М.Д” 
whos been helped. 








The United Way is reaching out. It goes into 
every neighborhood. To every age group. Across 
every income level. 
To help. In a thousand ways. 
A neighbor. A relative. Maybe someone down the 
street who's out of work. Or sick. Or in trouble. 
Chances are the United Way helps someone you know. 
Maybe someday it'll be helping you. 

== United Way 


A Public Service of This Magazine & The Advertising Council fa 
@ United Way Cound 





Xanax 


(y 


ТНЕ FIRST 
TRIAZOLO- 
BENZODIAZEPINE 


Its triazolo ring gives 
XANAX a structure 
uniquely different 
from other benzo- 
diazepines. 


THE FIRST OF A UNIQUE CLASS 


| Upjohn | | 


© 1982 The Upjohn Company 





linical sk in 976 patients wh 
derate to severe clinical anxiety, 
га ру with XANAX was compared 


- Patients treated Un XANAX had a. 
significantly lower incidence of drowsiness 
en compared directly to diazepam 
therapy (Valium) in a 976-patient, 
lacebo-controlled, multicenter 


AND CLINICAL АМХІЕТ" 


study.* 


. EFFECTIVE IN CLINICAL 
ANXIETY WITH DEPRESSIVE 
Y p % IMPROVEMENT IN HAMILTON ANXIETY 
DEPRESSED MOOD SCORE 


Patients with clinical anxiety may 
plain of having feelings of mum XANAX (alprazolam) (362 patients) 
depression, such as sadness, blue- MU dcr ШЫ шш. 
55, or loneliness. XANAX: 24 
‘Depressed mood is one of 14 PLACEBO: 2.4 
. items on the Hamilton Anxíety 
.. Rating Scale. Special analysis of 692 
anxious patients with a significant 
depressed mood item score showed 
. that treatment with XANAX was 
- significantly better than placebo in 
decreasing depressed mood score. 


Percentage 


ONE PW 7 | The usual starting dose о? | : 
SIMPLE DOSAGE: 1 | 
XANAX 0.25—0.5 mg T.LD. | р EE очо dee. 


Please see next page fcr brief summary of 
. prescribing information ; 





XANAX? Tablets © 
(alprazolam ) 


CONTRAINDICATIONS 
Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 


WARNINGS 
Not of value in psychotic patients. Caution patients against hazardous 
occupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 
patients of the potential hazard to the fetus. Avoid during the first 
trimester 
PRECAUTIONS 
General: If XANAX is combined with other psychotropics or anti- 
convulsant drugs. consider drug potentiation (see Drug Interaction 
section). Exercise the usual precautions regarding size of the prescription 
for depressed or suicidal patients. In elderly and debilitated patients, 
use the lowest possible dosage (see Dosage and Administration). 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function. 


Information for Patients: Alert patients about (a) consumption of alcohol 
and drugs, (b) possible fetal abnormalities. (с) operating machinery or 
driving (d) not increasing dose of the drug due to risk of dependence, 
(е) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug Interactions: Additive CNS depressant 
effects with other psychotropics, anticonvulsants, antihistamines, ethanol 





This publication 
is available in 


microforrn. 





University Microfilms International 


Please send additional information 


and other CNS depressants. Pharmacokinetic interactions with benzo- Name ___ —Ó = 
diazepines have been reported. Drug/Laboratory Test Interactions: No Institution _ бый 
consistent pattern for a specific drug or specific test. Carcinogenesis, Stet — ^ 
Mutagenesis, Impairment of Fertility: No carcinogenic potential or impairment City_ Ss - = 
of fertility in rats. Pregnancy: See Warnings. Nonteratogenic Effects: The child State. Zip — ы 3 


bom of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 


300 North Zeeb Road 


30-32 Mortimer Street 


lished use. Nursing Mothers: Benzodiazepines are excreted in human milk. Dept. PR. : Dept. P.R. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- Ann Arbor, Mi. 48106 London WIN 7RA 
ness in children below the age of 18 have not been established. England 





USA. 
= 





ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient. the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX. e.g. drowsiness or lightheadedness. 

Central Nervous System: Drowsiness, lightheadedness, depression, 
headache, confusion, insomnia, nervousness, syncope. dizziness, 
akathisia, and tiredness/sleepiness. 

Gastrointestinal: Dry mouth, constipation, diarrhea, nausea/vomiting, and 
increased salivation. 

Cardiovascular. Tachycardia/ palpitations, and hypotension. 

Sensory: Blurred vision. 

Musculoskeletal: Rigidity and tremor 


SCIENTIFIC WRITING FOR 
GRADUATE STUDENTS 


First printing, 1968 * Reprinted, 1976 


This manual is a must” for those who would introduce 
courses of instruction in scientific writing into university 
graduate schools. The first nine chapters provide the 
essentials for ‘Writing a Journal Article", and the re- 
Cutaneous: Dermatitis/allergy. maining five chapters cover "Related Topics” in scien- 


Other Side Effects: Nasal congestion, weight gain, and weight loss. tific communication. 
In addition, the following adverse events have been reported with the diis v foule C ELT i а 
use of anxiolytic benzodiazepines: dystonia, irritability, concentration CONTENTS 
difficulties, anorexia, loss of coordination, fatigue, sedation, slurred 
speech, jaundice, musculoskeletal weakness, pruritus, diplopia, dysarthria. . Clearing Away the 10. Designs of Tables and 
changes in libido, menstrual irregularities, incontinence and urinary Underbrush Figures 
retention. . The Ground Plan 11.Preparation for Writing 
Paradoxical reactions such as stimulation. agitation, increased muscle . The Master Plan the Doctoral Thesis 
spasticity, sleep disturbances and hallucinations may occur Should . The First Draft. 12. Writing a Research 
these occur discontinue the drug. . The First Revision: Project Proposal 
During prolonged treatment, periodic blood counts. urinalysis, and Structural Alterations 13. Oral Presentation of a 
blood chemistry analyses are advisable. Minor EEG changes. of unknown ‚ Further Revision: Scientific Paper 
significance, have been observed. Polishing the Style 14.Principles and Practices 
. Editing Assignments in Searching the Scien- 
DRUG ABUSE AND DEPENDENCE . The Final Steps tific Literature 
Physical and Psychological Dependence: Withdrawal symptoms have occurred . Responding to the Editor 
foflowing abrupt discontinuance of benzodiazepines. After prolonged 
therapy, dosage should be tapered. Controlled Substance Class: XANAX is Um M ADU T AEN Ke 
a controlled substance and has been assigned to schedule IV. 


CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 
PRESCRIPTION. BS-1 


*Cohn JB: Multicenter double-blind efficacy and safety study comparing 
alprazolam. diazepam and placebo in clinically anxious patients. J Clin Psychiatry 
42 (9):347-351, 1981. 


| Upjohn | THE UPJOHN COMPANY 
Kalamazoo, Michigan 49001 USA 


+9554 


Price $7.50, including postage and handling 
190 pages (softbound) 
Orders of 10 or more copies, delivered to one address, 
discounted 1096 


ALL ORDERS MUST BE PREPAID TO: 
COUNCIL OF BIOLOGY EDITORS 
9650 Rockville Pike, Bethesda, MD 20014 
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FIRST ANNUAL EDITION! 


PSYCHIATRY 1982: 
THE 'AMERICAN PSYCHIATRIC 
ASSOCIATION 
ANNUAL REVIEW 

Edited by Lester Grinspoon, M.D. 


This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
forth the latest thinking, debate, and research in 
five key areas: 


I. The Psychiatric Aspects of Sexuality 
Virginia A. Sadock, M.D., Preceptor 

П. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor 

HL Depression in Childhood and Adolescence 
Henry H. Work, M.D., Preceptor 

IV. Law and Psychiatry 

Alan A. Stone, M.D., Preceptor 

V. Borderline and Narcissistic Personality 
Disorders 

Otto F. Kernberg, M.D., Preceptor 


Available from 


American | 
sychiatric 
Press, Inc 


Department 75 
Р.О. Box 19343 
Washington, D.C. 20036 





copies Psychiatry 1982: The American Ps sychiatric Association 
Annual Review, Publication #Р000-9, $38.50. 


“(Non-prepaid orders will be invoiced with shipping/handling 
charges added.) 





; Name 








ity/State/Zip 


| PSYCHIATR a S 


Board certified or Воага eligibl 
for staff and director positions, 
terested in joining new psychi 
ric group forming in suburban 
Pittsburgh area. Regular week 
hours. Excellent compensa 
and other benefits. Malpracii e 
paid. 


FOR INFORMATION call H 
bert T. Caskey, M.D. or Joy 
Rossi in Pa. (215) 925-3511 a 
outside of Pa. (800) 523-0776. Or 
send resume to NEEMA Medical. 
Services, Inc., 399 Market Stree 
Suite 400, Philadelphia, Ра 
19106. : 


MILWAUKEE, WISCONSIN _ 
OPPORTUNITY | 


Expanding from an existing complement of 
forty- -five practitioners, Southeastern Wis- 
consin's premier multi-specialty clinic seeks _ 
to add a psychiatrist with broad, general — 
clinical interests to lead the developing men- - 
tal health component of our practice. Skills 
complementing our existing clinical psychol- 
Ogy services and medical programs are 
desired. We offer a competitive first year 
starting salary plus further incentive com- . 
pensation based upon productivity. Согро- 
rately provided benefits include malpractice, ` 
health, life, and group and individual disabi]- : 
ity insurances; vacation and meeting time 
allowances; etc. To learn more about our o 
portunity, to receive a copy of our phy 
recruiting brochure and to receive our im 
diate consideration, please submit your С. 

to Mr. Robert P. Thompsor, Administrator, 
Milwaukee Medical Clinic, S.C. , 3003 West 
Good Hope Road, Post Office Box 1730 


Т Milwaukee, Wisconsin 5321 To 















Task Force Report 19, 
BIOFEEDBACK, reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
cation of biofeedback techniques 
in psychiatry, and a chapter on the 
nature of alpha feedback training. This 


report should be read by everyone who is 
interested in biofeedback therapy. (1981) 


Task Force Report 14, ELECTROCONVULSIVE THERAPY, provides а 

rational perspective on a subject surrounded by controversy. It opens · 

with the results of a survey of APA members regarding the use of ECT. © 
The efficacy of ECT for affective disorders, schizophrenia, and for 

other mental illnesses is discussed, as are the adverse effects of ECT. 

Chapters on methods of administration and the physiological action 

of ECT follow. The report then examines the social, ethical, and 
legal aspects of ECT as well as the training and education which 















it requires. Possible future research in this area is also dis- 

cussed. А vital concluding section presents the Task Force's 

recommendations regarding the use of ECT. This report is 
essential reading for all psychiatrists concerned about - 
electroconvulsive therapy. (1978) 


Task Force Report 18, 
TARDIVE DYSKINESIA, a study 
done by an АРА Task Force of well- 


documented and in-depth review of 
what is presently known about the 
most pervasive side effect of cur- 
rently available antipsychotic 
drugs—tardive dyskinesia. The 
Task Force, after comprehen- 
sively reviewing available 
data, concluded that "the 
currently available anti- 


all carry some risk of 
inducing early or late neuro- 
logical toxic effects," although most 
"can be managed with antiparkinsonian 
agents or by thoughtful and conservative use 
of the available neuroleptics...” (1980) 








; ORDER FORM.------------ ---------- 


| Please send me —— copies TFR 14, ELECTROCONVULSIVE 
THERAPY, Publication #214-1, $10.00 


_ copies TFR 18, TARDIVE DYSKINESIA, 
Publication #218-4, $11.00 


— — — ——— copies ТЕН 19, BIOFEEDBACK, 
Publication 4219-2, $11.00 


| Enclosed is a total payment of $ 
{ (All domestic orders amounting to $35.00 or less must be accompanied 
{ by payment. Non-prepaid orders (over $35.00) will be invoiced with 
| shipping/handling charges included.) 








Name 
| Address 
{ City/State/Zip 











i 

{ Mail order to: American Psychiatric Press, Inc. 
P.O. Box 19343 
Washington, D.C. 20036 
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r = Prices effective July 1, 1981, and subject to change without notice. ЕЕ 
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psychotic agents virtually — 


T 
| 


‚ Alotofdepressed 


Before prescribing, please see complete product 
information, a summary of which follows: 
% CONTRAINDICATIONS: Contraindicated in cases of known hyper- 


sensitivity to the drug, and during the acute recovery period 
after myocarcial infarction. The possibility of cross-sensitivity 

to other dibenzazepine compounds show'd be kept in mind. 
Surmontil (trimipramine maleate) shouldnot be given in conjunc- 
tion with drugs of the monoamine oxidase inhibitor (MAOI) 
class. At least two weeks should elapse between cessation of 
therapy with an МАО! and institution cf therapy with Surmontil 
(trimipramine maleate) 

WARNINGS: Children: This drug is nct recommended for use in 
children, since safety and effectiveness im the pediatric age group 
have not been established. Adults: Use extreme caution in giving | 
the drug to patients with evidence of cardiovascular disease. 
Caution is advised in patients with: increased intraocular pres- 
sure, history of urinary retention, narrow-angle glaucoma, seizure 
disorder, hyperthyroidism, a need for thyroid medication. In | 
patients receiving guan2thidine cr similar agents, Surmontil may 
block the pharmacologic effects of these drugs. Warn patients 
that the drug may impar the mental or physical abilities required 
for driving or performing other potentially hazardous tasks. 
PRECAUTIONS: Because of an inherently serious suicide poten- 
tial, the nonhospitalizec severely depressed patient should be 
given the sma'lest drug amount feasible. in schizophrenic 
patients, activation of the psychcsis тау occur and require 
reduction of dosage or ‘he addition of a major tranquilizer to the 
medication schedule. Manic or hypomanic episodes may occur, 
especially in patients with cyclic-type disorders; Surmontil may 
have to be discontinued until the episode is relieved and reinsti- 
tuted, if required, at lower dosage. Limit concurrent administra- 
tion of Surmontil and elactroconvulsive therapy to those patients 
for whom it is essential When possible, discontinue the drug 

for several days prior tc elective surgery. The use of alcoholic 
drinks during therapy may provoke exacgerated response. 














Th $ 2 ‚1® а а ae A Potentiation of effects has been reported when tricyclic antide- 
e reason: Surmontil (trimipr amine pressants were administered with sympat»omimetic amines, local 
[ maleate) Causes few LA vtae M E ie. n.i eee atro- 
R^ 7 h A. ine, or drugs with an anticholinergic е! rugs having a 
Antidepressant side effects side effects duri th iti | рв effect, including бабтан тау 
zdi 1 A 2 і lat £ 
they didn t expect: ng M Lm: Sets ager Te neca Category C. Surmontil has 
drv mouth blurred vision early weeks of treatment. shown Wen of nanan = шкем bis sem of 
Р, i ы sae , major anomalies in rats er rabbits at do imes the human 
palpitations. Which encourages ca vine, eel аы тин cage 
. . А 2 f the potential benef tifies the potential risk to the fetus. 
Which, in turn, gives them compliance. балаа ctm [Mni postin pal- 
k Ы z , NAM Cu pitation, myocardial infarction, arrhythmias, heart block, stroke. 
a reason to discontinue their Without sacrificing Psychiatric—Confusional states (especially in the elderly) with 
d : a $ hallucinations, disorientation, delusions; anxiety, restlessness, 
medication on their Own. effectiveness. ашып; insomnia and aightmares; hypcmania; exacerbation of 
psychosis 
S ici ; , logic— s, ti А f ies; 
And, of course, the beneficial — so patients don't have to согып, six, mon: ан ренин ран, FOROR 
1 А . A & idal toms; seizures, alterations in EEG patterns; tinnitus. 
antidepressant effect. just wait out their depression. Anticholinergie—Dry mouth and rarely, associated sublingual 


adenitis; blurred vision, disturbances of accommodation, 


How manv? Surmontil mydriasis, constipation, paralytic ileus; urnary retention, delayed 
f g micturition, dilation of the urinary tract 
7 7 . Allergic— Skin rash, pe-echiae. urticaria, itching, photosensiti- 
Nobody know 5. Your pauent feels zation, edema of face and tongue. 


А Hematologic—Bone-merrow depression including agranulocyto- 
What we do know 1S that bad enough already. sis, eosinophilia; purpura; thrombocytopenia. Leukocyte and dif- 
ч ferential counts should b» performed in amy patient who develops 
fever and sore throat cur ng therapy; the drug should be discon- 
tinued if there is evidence of pathclogic neutrophil depression. 
Ф Gastrointestinal—Nausea and vomiting, anorexia, epigastric 
distress, diarrhea, peculiar taste, stomatitis, abdominal cramps, 
A chance to make effective 2:2 = 
Endocrine— Gynecomas:ia in the male; breast enlargement and 
galactorrhea in the female; increased or decreased libido; impo- 


tence; testicular swelling; elevation or depression of blood-sugar 
eoo levels 


Other— Jaundice (simulating obstructive); altered liver function; 
weight gain or loss; perspiration; flushing. urinary frequency; 


® drowsiness, dizziness, weakness, and fatigue; headache; parotid 
swelling; alopecia 
Withdrawal Symptoms—Though not indicative of addiction, 
abrupt cessation of treatment after prolonged therapy may pro- 
duce nausea, headache, end malaise. 
SUPPLIED: 25 mg in bottles of 10C opaque blue and yellow cap- 
sules, 50 mg in bottles ої 100 opaque blee and orange capsuies. 


trimipramine maleate) кизее 
685 Third Avenue. New York NY 10017 
® 
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А badge used to be your reward for 
achievement in Scouting. Now, 
satisfaction is—knowing that you're 
helping Scouting shape young lives. . 





The National Boy Scouts Alumni 
family is helping do just that. 
Enroll Today. 


By joining, you will encourage young 
people to follow high ideals—the idea 
Scouting has always taught. 


Now that's a Good Turn. 


National Boy Scout Alumni Enrollment Form 


Please fill out this form and return it with your membership fee. 


National Boy Scout wall certificate. Pm enclosing my 
: Alumni Family check for: Name 





* 


'm glad tor be back in Scouting! 0 1-уг. membership $10 Кайгёзь 
ase enroll me as a National Boy TESS 
out Alumnus. I understand 0 3-yr. membership $30 and you cic, 
membership entitles me to the receive a FREE Norman Rockwell : 
Alumni Bulletin, The Annual print State ZIP 

Report, a membership card, and a * 











Please make checks payable to Boy Seauts 
America. Your membership fee is tax deducti 


National Boy Scout Alumni • 1325 Walnut ИШ Lane + Irving, Texas 75062-1296 


The University of Massachusetts Medical 

enter, through its Psychiatric Regional 
Resource Unit in Northampton, has a position 
for a board-eligible or board-certified psychi- 
atrist Full time faculty practiceand teach ata 
public sector in-patient psychiatric facility 
and at community-based rural or urban 
programs ( varied possibilities are available). 
Our multi disciplinary team stimulates inter- 
action with peers, professional development 
. and research Salary and fringe benefits are 
^ excellent. Northampton and Amherst are 
college town communities in Western 
Massachusetts 


Send curriculum vitae and three letters of 
reference to: 

David Myerson, M.D., Acting Chairman 

Department of Psychiatry 






























































University of Massachusetts 
Medical Center 
55 Lake Avenue North 
Worcester, MA O1605 


The University of Massachusetts Medical Center is an equal opportunity 
affirmative action employer 





Course Chairperson 

Robert L. Spitzer, M.D. 

Dr. Spitzer was Chairperson of the APA Task Force on No- 
menclature and Statistics during the development of DSM-III. 


Unique Program for Clinicians 

More than a conventional self-study program, this course 

provides individual guidance for the kind of learning expe- 

rience that promotes understanding and anchors important 

ideas. Offered in a unique interactive format that stimulates 

your involvement, the DSM-III for Clinicians self-learning 

program includes: 

* Six one-hour audiocassettes of faculty presentations 

* Course Syllabus with a summary of each audiotape pre- 
sentation, appropriate illustrations, and case study indicat- 
ing the process of assigning diagnosis. 

* Case Studies section with specially designed worksheets 
to practice your own diagnostic skills. 

* Accompanying Test section made up of 60 multiple-choice 
questions. 

* Your test answers will be scored by our computer center. 

Your score, along with a master answer sheet and a cer- 

-< tificate indicating earned CME credit, will be returned. 

: Earn 10 hours of Category 1 CME credit 

Asan organization accredited for continuing medical education, the American 

sychiatric. Association designates this CME activity as meeting the criteria for 

to 10-credit hours in Category 1 of the Physician's Recognition Award of 


AMA and of the CME requirements of the APA, provided it is used and com- 
ted as: designed. 


rogram is supported in part by an educational 
from Roche Laboratories. 



















B Let the American Psychiatric Association guide you to new precision in diagnosis. 


DSM-III for CLINICIANS 


Learn to incorporate and utilize DSM -HI for better diagnosis, communication, and treatment. 





| са wide range of hospital-ba B psychiatric 


services which include a 24 bed active in- 

patient service, out-patient mental health 
clinics, adult day care program, children’ S 
mental health services, psychogeriatric serv- 
ices to Day Hospital and consultation serv- - 
ices to 500 acute care beds and 86 chronic : 
care/rehabilitation beds. 









The applicants must be fully licensed medic | 
practitioners with certification in the specia 
ty of Psychiatry. Sessional fees available 


Office and secretarial assistance provided 





Please apply with resume of qualificat 
and experience to: 
Dr. A. Majeed, 
Director of Psychiatry, 
Oshawa General Hospital, 
24 Alma Street, 
Oshawa, Ontario. LIG 2B9 
416-576-8711 Ext. 318 


Fee: DSM- Ш for Clinicians $75.00 

Please add $5.00 for shipping and handling. 
N.Y. State residents add state and local sales tax. 5 
Please make checks payable to: DSM- Ш for Clinicians | 
For more information, call toll-free £00-221-3995 
In New York State, call (212) 532-9400 


To order the DSM- III for Clinicians, fill in ihe 
form below and mail with your check to: 

DSM- Ш for Clinicians 

AV/MD 404 Park Ave, South, New York, NY 10016 





nd ——M—— 


Name 

Address 

City State 

Phone 

Charge my: VISA Master Card 


Account # 


М.С. Interbank # 


Expiration Date 


Signature 


















Some Things Are Нага 
to Improve Upon. 
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ome things are hard to improve upon. Like а 
Stradivarius...and '"Stelazine'. . 


In the 24 years since 





Stelazine' was introduced, 





other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 








efficacy or significantly fewer side effects than 
'Stelazine' in reducing psychotic target symptoms. 
Dependable, effective 'Stelazine' — a classic 
antipsychotic. From SK&EF, pioneers in 
psychopharmacology. 









Before prescribing, see complete pre- 

scribing information in SK&F Co. litera- 

ture or PDR. The following is a brief 

summary. 

Гн a a Da шыш 
Indications 

Based on a review of this drug by the 

National Academy of Sciences ~ National 

Research Council and/or other information, 

FDA has classified the indications as follows: 

x the management of the mani- 

festations of psychotic disorders. 

Possibly effective: To control exo 











the management of behavioral complica- 
tions in patients with mental retardation, 
Final classification of the less-than-effective 
indications requires further investigation. 








Contraindications: Comatose or greatly 
depressed states due to C.N.S. depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 

Warnings: Generally avoid using in patients 
hypersensitive (е.р., blood dyscrasias, jaundice) 
to any phenothiazine. Caution patients about 
activities requiring alertness (e.g., operating 
vehicles or machinery), especially during the 
first few days’ therapy. 
Additive effec: is possible with other C.N.S. 
depressants, including alcohol 

Use in pregnancy only when necessary for 
patient's welfare, There is evidence that pheno- 
thiazines are excreted in the breast milk of 
nursing mothers. 

Precautions: Use cautiously in angina. Avoid 
high doses and parenteral administration when 
cardiovascular system is impaired. Antiemetic 
icc may mask the signs of overdosage of ` 

her drugs or obscure diagnosis anc treatment 
eriain physical disorders. Prolonged admin- 



























brand of 


^ A trifluoperazine НСІ 





istration of high doses may result in cumulative 
effects with severe C.N.S. or vasomotor symp- 
toms. If retinal changes occur, discontinue drug. 
Agranulocytosis, thrombocytopenia, pancyto- 
penia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 

Patients with a history of long-term therapy with 
‘Stelazine’ and/or other neuroleptics should be 
evaluated periodically for possible adjustment 
or discontinuance of drug therapy. Neuroleptic 
drugs cause elevated prolactin levels that per 
sist during chronic administration. Since approx- 
imately one-third of human breast cancers are 
prolactin-dependent in vitro, this elevation is of 
potential importance if neuroleptic drug admin 
istration is contemplated in a patient with a 
previously detected breast cancer Neither 
clinical nor epidemiologic studies to date, how 
ever, have shown an association between the 
chronic administration of neuroleptic drugs and 
mammary tumorigenesis, 

Phenothiazines may diminish the effect of oral 
anticoagulants. Phenothiazines can produce 
alpha-adrenergic blockade. Concomitant 
administration of phenothiazines with pro- 
pranolol results in increased plasma levels of 
both drugs. Phenothiazines may lower the con- 
vulsive threshold; dosage adjustments of anti 
convulsants may be necessary. Patients should 
not receive ‘Stelazine’ 48 hours before or 24 
hours after myelography with the contrast 
medium metrizamide. 

Adverse Reactions: Drowsine: iness, 
skin reactions, rash. dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, 
anorexia, lactation, blurred vision. Neuro- 
muscular (extrapyramidal) reactions: motor 
restlessness, dystonias, pseudo-parkinsonism, 
persistent tardive dyskinesia. 

Other adverse reactions reported with 
Stelazine (trifluoperazine HCl, SK&F) or 
other phenothiazines: Some adverse effects 
are more frequent or intense in specific dis- 
orders (e.g., mitral insufficiency or pheo- 
chromocvtoma ). 














A Classic Antipsychotic 


Grand mal and petit mal convulsions; altered 
cerebrospinal fluid proteins; cerebral edema; 
prolongation and intensification of the ction 
of CNS. depressants, atrcpine, heat, and 
organophosphorus insecticides; rasal conges 
tion, headache, nausea, constipation, olisipa 
tion, adynamic ileus, inhibition of ejaculation; 
reactivation of psychotic processes, сагат 
like states; hyporension (sometimes fatal} 
cardiac arrest; leukopenia, eosinoohilia, pan 
cytopenia, agranulocytosis, throniaocytopenic 
purpura, hemolytic anemia, aplastic anemia, 
jaundice, biliary stasis, menstrual irregularities, 
galactorrhea, gynecomastia, false positive preg 















arvngeal edema, 
anaphylactoid reactions, ри 
reversed epinephrine eflec 
fever after large LM. doses; i sed appetite: 
increased weight; a svstemiclupus erythe- 
matosus-like syndrome; pigmentary retinopathy: 
with prolonged administration of substantial 
doses, skin pigmentation, epithelial keratopathy; 
and lenticular and corneal deposits, EKG 
changes have been reported, but telationsaip 

to myocardial damage is not confirmed. Discon 
tinue long-term, high-dose. therap: ally. 
NOTE: Sudden death in pátien itg pheno- 
thiazines (apparently due to cardiac arrestor 
asphyxia due to failure of cough reflex ; 
been reported, but no causal relationship has 
been established, 

Supplied: Tablets, 1 mg. 2 mg. Smg. and 10 
mg. in bottles of 100: in Single Unit Packages of 
100 (intended for institutional use only x Injec- 
tion, 2 mg. mi; and Concentrate Gintended for 
institutional use only), 10-mg./ml. 


SKSF CO. 


a SmithKhline company 


Manufactured and distributed by ` 
SK&F Co., Carolina, PR. 00630 
Stelazine* trademark licensed from 
SmithKline Beckman Corporation 
© SKAF Со, 1981 








gionearaticacdema, 
pheral еде : 
hyperpyrexia; mild 
















































PLEASE NOTIFY US. 


SEPT EMBER 1982 


а The publication of an advertisement in this jeurnal do 
|. not imply endorsement of the product or sfrvice by te: 
American Psychiatric Association. 
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| 6 WEEKS IN ADVANCE 
MEMBERS: This notification will change 
your address (and/or name) for the 
AMERICAN JOURNAL OF PSYCHIATRY, 
PSYCHIATRIC NEWS, and all member- 

| wide APA mailings. 
SUBSCRIBERS: Please notify each 

| publication separately. 


FORMER ADDRESS: 


| PASTE LABEL HERE 





NEW ADDRESS and/or NAME: 


DEPARTMENT 





ORGANIZATION 





STREET 





CITY STATE ZIP 


APA MEMBERS MAIL TO: 

APA Division of Membership Services 

and Studies 

AMERICAN PSYCHIATRIC ASSOCIATION 
| 1700 Eighteenth Street, N.W. : 
| Washington, D.C. 20009 


SUBSCRIBERS MAIL TO: 
APA Circulation Department 
AMERICAN PSYCHIATRIC ASSOCIATION 


1700 Eighteenth Street, N.W. 
Washington, D.C. 20009 
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If youre concerned about 
quilizer rebound symptoms, 
consider the built-in 


tapering effect of 


INDICATIONS — For management of anxiety disorders or 
short-term reliet of symptoms of anxiety: for symptomatic 
relief of acute alcohol withdrawal: for adjunctive therapy in 
partial seizures 

Anxiety or tension associated with stress of everyday life 
usually does not require treatment with an anxiolytic. 
Effectiveness in long-term management of anxiety (over 4 
months) not assessed by systematic clinical studies. The 
physician should periodically reassess usefulness for each 
patient. 


CONTRAINDICATIONS — Known hypersensitivity to the 
drug. Acute narrow angle glaucoma. 


WARNINGS — Not recommended for use in depressive 
neuroses or psychotic reactions. Caution patient against 
hazardous occupations requiring mental alertness, such as 
operating dangerous machinery including motor vehicles 
Advise against simultaneous use of other CNS depressants. 
and caution patents that effects of alcohol may be increased 
Not recommended for patients under 9. Nervousness. 
insomnia, irritability, diarrhea, muscle aches, and memory 
Ampairment have followed abrupt withdrawal from long-term 
high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for several months. Use caution in 


clorazepate С 


]ranxene 


306CB 


dipotassium 


Clinical experts have observed that rapid 


elimination of an antianxiety agent can pre- 
cipitate anxiety-like rebound symptoms."? 


These rebound symptoms (e.g., jitteriness, 
anxiety, insomnia, apprehension) are similar 
to those for which the patient was originally 


being treated. 


patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
not give to nursing mothers. 


PRECAUTIONS — Observe usual precautions in depression 
acsompanying anxiety, or in patients with suicidal tendency, 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated 


ADVERSE REACTIONS — Drowsiness, dizziness, various 
9.1. complaints, nervousness. blurred vision. dry mouth. 
headache, mental confusion, insomnia, transient skin 
rashes, fatigue. ataxia. genitourinary complaints, irritability. 
diplopia, depression. slurred speech. abnormal liver and kid- 
ney function tests, decreased hematocrit. decreased systolic 
blood pressure. 


INTERACTIONS — Potentiation may occur with ethyl alco- 
hol, hypnotics. barbiturates, narcotics, phenothiazines, МАО 


Discontinuation of Tranxene, a long-actirg 
benzodiazepine, does not produce sudden 
drop-off in serum levels.?^ In contrast to 
short-acting agents like lorazepam or al- 
prazolam, Tranxene levels taper smoothly 
and gradually at termination of therapy. 


inhibitors. other antidepressants. In woavailability studies 
with normal subjects. concurrent adrvnistration of antacids 
at therapeutic levels did not significartly influence bioavail- 
ability of TRANXENE 

OVERDOSAGE — Таке genera measares as for any CNS 
depressant, 

SUPPLIED — TRANXENE 3.75, 7.5 and 15 mg capsules and 


scored tablets. TRANXENE-SD Half Strength 11.25 and 
TRANXENE-SD 22 5 ng single dose -ablets 
А 


REFERENCES — ©. O'Brien CP: Pro: 5 af Syfhposium, 
Problem Avoidance wi Benzodiazepine Therapy, Monograph 
97-0818:4-9, 1982. 2. Snyder SH: Pris s of Symposium, 
Anxiety: The Therapeufc Dilemma, Moncgraph 97-0544:7, 1981. 
3. Shader RI et ai Pharm Therap & , 1982. 4. Hollis- 
ler LE: Proce ium, Апаву The Therapeutic 
Difemma, Monograph 37-0663: 11. 
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If youre concerned about 
tranquilizer rebound symptoms, 
consider the built-in 

tapering effect of Tranxene’ 
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ranxene is available as 3.75, 7.5, 15 mg 
capsules, scored tablets; 11.25, 22.5 mg 
single-dose tablets. For brief summary 
please see an adjacent page. 
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In this issue 


The Dream of Irma’s Injection: 


A Structural Analysis 
By Adam Kuper and Alan A. Stone 


The Effect of Divorce on Fathers: 
An Overview of the Literature 


By John W. Jacobs 


OFFICIAL JOURNAL OF THE 
AMERICAN PSYCHIATRIC ASSOCIATION 


SKEF Introduces E 
B.I.D. Lithium Therapy 

















brand of 















scribing Flexibility 


prescribing, see complete prescribing information in SK&F literature. 
following is a brief summary. 









































WARNING 

Lithium toxicity is closely related to serum lithium levels, and can occur at doses 

close to therapeutic levels. Facilities for prompt and accurate serum lithium 

determinations should be available before initiating therapy (see DOSAGE AND | 

ADMINISTRATION in complete prescribing information). | 
"e 4 













Indications: Treatment of тапіс episodes of manic-depressive illness. Maintenance 
therapy prevents or diminishes the intensity of subsequent episodes in manic- 
depressive patients with a history of mania. 


1, Warnings: Lithium should generally not be given to patients with significant renal or 
1 cardiovascular disease, severe debilitation or dehydration, sodium depletion, or to 
- patients receiving diuretics. 
Chronic lithium therapy may be associated with diminution of renal concentrating 
«ability; such patients should be carefully managed to avoid dehydration with resulting 
ithium retention and toxicity. Morphologic changes with glomerular and interstitial 
fibrosis and nephron atrophy have been reported. When renal function is assessed, 
`- progressive or sudden changes in function indicate the need for reevaluation of 
treatment. 
Caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue 
_ therapy and contact a physician should they occur. Patients receiving combined 
“therapy with lithium and an antipsychotic should be monitored closely for early 
evidence of neurologic toxicity and treatment discontinued promptly if such signs 
"appear, Caution patients about activities requiring alertness (e.g., operating vehicles 

or machinery). : ў 

“Lithium may prolong the effects of neuromuscular blocking agents. Such agents 
:; should be given with caution to patients receiving lithium. 
Lithium may cause fetal developmental anomalies, especially involving the 
cardiovascular system. If lithium is used during pregnancy, or if a patient becomes 
"pregnant while taking it, she should be apprised of the potential hazard to the fetus. 
Except in rare and unusual circumstances, nursing should not be undertaken while a 
tient is on lithium therapy, since lithium is excreted in human milk. 
lot recommended for children under 12. 
cautions: Lithium tolerance is greater during the acute manic phase and decreases 
іє symptoms subside. 
with indomethacin and other nonsteroidal anti-inflammatory drugs 
ncreased plasma lithium levels; therefore, increased monitoring of 
m levels is recommended. . 
ithium therapy may lead to sodium depletion. Normal diet (including зай) and 
equate fluid intake (2500-3000 ml.) must be maintained, at least during initial 
abilization period. Protracted sweating or diarrhea can decrease tolerance; in such 




















ases, administer supplemental fluid and salt. 





LITHIUM CARBONATE 450 
controlled Release Tablets: 
radual Release of Lithium 


Ме» *Eskalith СЕ” 450 mg Controlled Release Tablets, when administered every 12 hours, gradually 
release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


. Therapy in manic-depressive illness with new ‘Eskalith CR’ 450 mg Controlled Release Tablets offers the 
. convenience of b.i.d. administration. And increased patient convenience can mean increased patient 
-compliance—an important factor in successful long-term lithium therapy. 


> ‘Eskalith’ line of lithium products —300 mg Capsules, 300 mg Tablets and new 'Eskalith CR’ B 
! mg Controlled Release Tablets—offers you a dosage form and strength for every patient's needs, 
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Sweating, diarrhea, and concomitant infection with elevated temperatures may 
require temporary reduction or cessation of desage. j 
Where hypothyroidism exists, thyroid function should be mon:tored during lithium i 
stabilization and maintenance; where hypothyroidism occurs daring stabilization and. 
maintenance, supplemental thyroid treatment may be used. р 


Adverse Reactions: Mild to moderate toxic reactions may occur at serum lithium 
levels from 1.5 to 2.5 mEq./1.. and moderate to severe reactions at levels from 2.0to 
2.5 тЕд./. Fine hand tremor, polyuria, and mild thirst may occur curing initial 
therapy and persist. Transient and mild nausea and general discomfort may also . 
appear during initial therapy. These effects usually subside with continued treatment 
or temporary reduction or cessation of dosage. If persistent, discontinae dosage: 
Diarrhea, vomiting, drowsiness, muscular weakness, and lack of coordination may be 
early signs of toxicity and may occur at levels below 2.0 mEq./1. Ar higher leve's, 
ataxia, giddiness, tinnitus, blurred vision, and a large output of dilute urine may be 
seen. Serum levels above 3.0 тЕд./1. may produce а zomplex clinical picture, : 
involving multiple organs and systems. Serum levels should not exceed 2.0 mEq./1. 
during acute phase. 

The following reactions appear to be related to serum lithium levels, including levels. 
within the therapeutic range: Neuromuscular/Central Nervous System —tremor, muscle 
hyperirritability (fasciculations, twitching, clonic movements cf whole limbs), ataxia, 
choreo-athetotic movements, hyperactive deep tendon reflex, extrapyramidal 
symptoms, blackout spells, epileptiform seizures, slurred speech, dizziness, vertigo. 
incontinence of urine or feces. somnolence, psychomotor retardation, restlessness, 
confusion, stupor, coma, tongue movements, tics, tinnitus, hallucinetions, роог . 
memory, slowed intellectual functioning, startled response; Cardiovascular cardiac - 
arrhythmia, hypotension, peripheral circulatory collapse, bradycardia: 
Gastrointestinai — anorexia, nausea, vomiting, diarrhea, gastritis, salivary gland 
swelling, abdominal pain, excessive salivation, flatulence, indi i ` 
Genitourinary—albuminuria, oliguria, polyuria, glycosuria, decreased creatinine 
clearance; Dermatologic —drying and thinning of hair. alopecia, anesthesia of skin, 
chronic folliculitis, xerosis cutis, psoriasis or its exacerbation. itching, angioedema; 
Autonomic —blurred vision, dry mouth; Thyreid Abnormaliti. euttvroid goiter, 
and/or hypothyroidism (including myxedema) with lower Ts end Ts. 1?! uptake my - 
be elevated; rare cases of hyperthyroidism; EEG Changes —ciffuse slowing, widening 
of the frequency spectrum, potentiation and disorganization o? background rhythm; 
EKG Changes —Reversible flattening, isoelectricity or inversion of waves; { 
Miscellaneous —fatigue, lethargy, transient scotomata, dehydration, weight loss. 
tendency to sleep, transient EEG and EKG changes, leukocytosis, tsadache, изе 





thirst or polyuria, sometimes resembling diabetes insipidus, metallic aste, - 
dysgeusia/taste distortion, salty taste, swollen lips, tightness in ch 
sexual dysfunction, swollen and/or painful joints, fever, polyarthra 
dental caries. A few cases of a syndrome resembling Raynaud s have 
How Supplied: 450.mg. controlled release buff colored tablets in bo: 
me dd and gray capsules іу bottles of 100; 300 mg; scored gra 
о Я # 
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Psychiatric Knowledge & Skills Self-Assessment Program 










The American Psychiatric 
Association announces the FIFTH EDITION of 
Psychiatric Knowledge & Skills Sel-Assessment 
Program (PKSAP V). 


PKSAP V provides you with a 
comprehensive approach to self-assessment and 
focuses on recent advances in psychiatry. 
Seventy-five percent of the material addresses 
Clinical knowledge and skills, especially newer 
treatment concepts and current developments 
in psychiatry and related fields, and twenty-five 

- percent covers basic knowledge, principles and 
concepts. 


Module A 

Diagnostic Testing 

Geriatric Psychiatry 

Schizophrenia 

Sexual Functioning and 
Disorders 

Short Term.Dynamic 
Psychotherapy and 
Family Therapy 

Registration Deadline: 

October 29, 1982 


Module B 
Affective Disorders 
Alcohol and Substance Abuse. f 
Emergency Psychiatry 
Forensic Psychiatry 
Sleep Disorders 


PKSAP V gives you the opportuni- 
ty to review and update your clinical knowledge, 
compare and relate your knowledge and skills 
with those of other participating psychiatrists, and 
plan continuing education activities in light of 
identified strengths and deficiencies. 





Module C 

Child Psychiatry, Mental 
Retardation and Genetics 

Consultation Liaison 


The new format contains three 
self-contained "modules" which you review over 





three years. Each module covers five topics in Psychiatry | 
depth. Msi dd Personality 
You may register now for the entire PKSAP V ирле ы 
program, or only for Module A. The registration 

deadline for Module A is October 29, 1982. 
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From crisis through recovery 
without excessive sedation. 


Ш Effective, rapid tranquilization 
with NAVANE® (thiothixene HCI) IM. 


L3 Continued long-term-improvement 


with NAVANE® (thiothixene) 
(thiothixene HCl) Capsules or 
Concentrate. 
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(thiothixene) (thiothixene HCI) 


© BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/mi, Intramuscular: 2 mg/ml, 5 mg/ml 
Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory col- 
lapse, comatose states, central ne-vous System depression due to any cause, and blood 
` dyscrasias. Navane is contraindicated in individuals who have shown hypersensitivity to the 
drug. It is not known whether there :s a cross-sensitivity between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered. 
` Warnings: Usage in Pregnancy — Safe use of Navane during pregnancy has not been estab- 
. lished. Therefore, this drug should be given to pregnant patients only when, in the judgment of 
the-physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus. Animal reproduction studies and clinical experience to date have not demonstrated 
“any teratogenic effects. 

in the animal reproduction studies with Navane, there was some decrease in conception rate 
апа йет size, and an increase in resorption rate in rats and rabbits, changes which have been 
Similarly reported with other psychotropic agents. After repeated oral administration of Navane 
to ráts (5 to 15 mg/kg/day), rabbits (310 50 mg/kg/day). and monkeys (110 3 mg/kg/day) before 
and during gestation, no teratogenic effects were seen. (See Precautions ) 

Usage in Children — The use of Navane in children under 12 years of age s not recommended 
because safety and efficacy in the pediatric age group have not been established 

As is true with many CNS drugs, Navane may impair the mental and/or physical abilities 
required for the performance of potentially hazardous tasks such as driving a car or operating 
Machinery, especially during the first few days of therapy Therefore, the patient should be 
‚cautioned accordingly, 
As inthe case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with alcohol. 
“Precautions: An antiemetic effect was observed in агита! studies with Navane, since this 
effect may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor 
' In.consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
<i disorders or those in a state of aicohol withdrawal since it may lower the convulsive threshoid 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvulsant drugs 

Though exhibiting rather weak articholinergic properties, Navane should be used with 
Caution in patients who are known or suspected to have glaucoma. or who might be exposed to 
„ extreme heat, or who are receiving atropine or related drugs 
Use with caution in patients with cardiovascular disease 
Also, careful observation should be made for pigmentary retinopathy, and tenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane ‘or prolonged periods). Blood dyscrasias { agranulocytosis, pancytopenia, throm- 
bocytopenic purpura), and fiver damage (jaundice, biliary stasis) have been reported with 
related drugs. 
Undue exposure to sunlight should be avoided. Photosensitive reactions have been ге- 
ported in patients on Navane 
Neuroteptic drugs elevate prolactin levels: the elevation persists during chronic administra- 
tion; Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
"drugs is contemplated in a patient wih a previously detected breast cancer Although distur- 
bances such as galactorrhea, amerorrhea, gynecomastia, and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients 
An increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date 
however, have shown ап association between chronic administration of these drugs and 
mammary tumorigenesis, the available evidence is considered too limited to be conciusive at 
This time, 
intramuscular Administration — As with all intramuscular preparations. Navane Intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the buttock (i.e. gluteus maximus) and the mid-lateral thigh 

The deltoid area should be used only if well developed, such as in certain aduits and older 
children, and then only with caution to avoid radial nerve injury. Intramuscutar injections should 
not be made into the lower and mid-thitds of the upper arm, As with all intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessel 
; Adverse : Note: Not all of the following adverse reactions have been reported with 

Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 

similarities to the phenothiazines, all of the known side effects and toxicity associated with 
phenothiazine therapy should be borns in mind when Navane is used 
/(. Cardiovascular effects: Tachycardie. hypotension. lightheadedness, and syncope. In the 

event hypotension occurs, epinephrine should not be used as a pressor agent since a 
= paradoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible and 
frequently disabpear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical Significance of these changes is not 
known 
CNS effects: Drowsiness. usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restíessness, 
agitation and insomnia have been noted with Navane (thiothixene) Seizures and paradoxicai 
exacerbation of psychotic symptoms have occurred with Navane infrequently 

Hyperretlexia has been reported in infants delivered from mothers having received structur- 
ally reiatec drugs. 

in additon, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson 


and/or administering an oral antiparkinson agent 





тю ádilerent antipsychotic agent, the syndrome may be masked. 


agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane - 
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Ithas been reported that fine vermicular movements of the tongue may be an early sign of the 
syndrome and if the medication is stoppec at that time, the syndrome тау по! develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- sj 
sient, have been infrequently observed in some patients. No clinically confirmed cases of. .. 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemoiytic anemia, 
thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight shoulc be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders: Lactation. moderate breast enlargement and amenorrhea have oc- К 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate à 
reduction in dosage or the discontinuation of therapy Phenothiazines have been associated 
with faise positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased 
sweating, increased salvation, and impotence have occurred infrequently with Navane 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fatigue. polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like Syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives. in some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. In others, the cause could not be 
determined nor could it be established that death was due to phenothiazine administration, 15 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on. 
the chronicity and severity of the condition. in general, small doses should be used initially and 27 
gradually increased to the optimal effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been established 

Navane intramuscular Solution: Navane For Injecticn — Where more rapid control and treat 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral =i, 
medication, the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. = 
Dosage may be increased or decreased depending on response. Most patients are controlled. 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day. An 
oral form should suppiant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following pai 
graphs 

Navane Capsules: Navane Concentrate ~ In milder conditions, an initial dose of 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is often effective, 

In more severe conditions, an initial dose of 5 mg twice daily 

The usual optimal dose is 20 to 30 mg daily If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response 












: Manifestations include muscular twitching, drowsiness, and dizziness. Sym 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremo. 
salivation, dysphagia, hypotension, disturbances of gait, or coma ү 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage: 
is heipful. For Navane ога! and Intramuscular, keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phagia and respiratory difficulty in severe overdosage. If hypotension occurs, the standard 
measures for managing circulatory shock should be used (1.V fluids and/or vasoconstrictors.) 

Н a vasoconstrictor is needed, levartereno! and phenylephrine are the most suitable drugs. 
Other pressor agents, including epinephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure 

if CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
May Cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dal symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of little 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules containing 1 mg, 2 mg, 5mg, and 
10 mg of thiothixene in bottles of 100. 1.000. ard unit-dose pack of 100 (10x 10's). Navane is also 
available as capsules containing 20 mg of thicthixene in bottles of 100. 500. and unit-dose pack 
of 100 (10 x 10's) 

Navane (thiothixene hydrochloride) Concentrate is available in 120 ml (402.) bottles with an 
accompanying dropper calibrated at 2 mg. 3mg, 4 mg. 5 mg. 6 mg. 8mg, and 10 mg, and in 30 
mi (1 oz ) botties with an accompanying dropper calibrated at 2 mg, 3 mg, 4 mg, and 5 mg. 
Each mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
USP 7.0% viv (small loss unavoidable) 

Navane (thiothixene hydrochloride) Intramuscular solution is available in a 2 ml amber glass 
vial in packages of 10 vials. Each ml contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% w/v, benzyl alcohol 0.9% wiv and propyl gallate 0.02% м.м. 

Navane (thiothixene hydrochloride) intramuscular For Injection is available in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Sterile Water for Injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For Injection may be stored for 48 
hours at room temperature before discarding. 





For additional Information on Navane, please 
Roerig Medical Department, 235 East 42nd 
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Determinations of therapeutic blood levels of Я epressants, 
antipsychotics and benzodiazepines. Detection of e levels of 


phencyclidine (PCP). Diagnosis of depression thrülüh urinary 
testing. 


MHPG, Dexamethasone Suppression Testing and TRH= А 
For more information on NPL, please call toll free 1-8 51-9492. 
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oncompliance with 
Prolixin Decanoate 


-luphenazine Decanoate Injection 





Noncompliance rates in schizophrenic 
outpatient populations range from 24 
to 63 percent,’ with studies suggesting 
a relapse-readmission rate of approxi- 
mately 40 to 55 percent.’ 
Consequently, these patients face 
progressive deterioration and increasing 
problems in rehabilitation. 
However, repeated relapses and their ad- 
verse consequences "...may be prevent 
able by administration of long-acting 
injectable. ..fluphenazine decanoate."" 
Prolixin Decanoate—an excellent tool 
to help you combat noneompliance in 
the chronic schizophrenic—delivers medi- 
cation as prescribed—with a duration of 
action ranging from 14 to 28 days. 
The benefits—reduced anxiety for pa- 
tient, family, employer—patient conven- 
ience—savings in administration time and 
costs for outpatient treatment centers. 
Prolixin Decanoate—keystone in Commu- 
nity Mental Health Center programs—can 
help you maintain the noncompliant schizo- 
phrenic population as outpatients. not inpatients. 


'Van Putten T: Arch Gen Psyehiat 31:67-72, 1974. 

2imlah NW: Psychiatr Ann 13:22-32, 1973. 

*Gregory I, Smeltzer D: Psychiatry: Essentials of 
Clinical Practice, Boston, Little Brown & Co., 1977 p. 185. 


Prolixin Decanoate 
Fluphenazine Decanoate Injection 
long-acting therapy for long-term maintenance 
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See following page for brief summary. 








PROLIXIN DECANOATE® 
Fluphenazine Decanoate Injection 


Prolixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg 
fluphenazine decanoate per ml in a sesame oil vehicle with 1.2% (w/v) 
benzyl alcoho! as a preservative. 

CONTRAINDICATIONS: In presence of suspected or established 
Subcortical brain damage. In patients who have a blood dyscrasia or liver 
damage, or who are receiving large doses of hypnotics, or who are 


comatose or severely depressed. In patients who have shown hypersensi- 


tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may 
occur. 
Not intended for use in children under 12. 


WARNINGS: Mental and physical abilities required for driving a car or 
operating heavy machinery may be impaired by use of this drug. 
Physicians should be alert to the possibility that severe adverse reactions 
may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not 
been established because of inadequate experience in use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been 
established; weigh possible hazards against potential benefits if 
administering this drug to pregnant patients. 

PRECAUTIONS: Caution must be exercised if another phenothiazine 
compound caused cholestatic jaundice, dermatoses or other allergic 
reactions because of the possibility of cross-sensitivity. When psychotic 
patients on large doses of a phenothiazine drug are to undergo surgery, 
hypotensive phenomena should be watched for; less anesthetics or 
central nervous system depressants may be required. Because of added 
anticholinergic effects, fluphenazine may potentiate the effects of 
atropine. 

Use fluphenazine decanoate cautiously in patients exposed to extreme 
heat or phosphorus insecticides; in patients with a history of convulsive 
disorders since grand mal convulsions have occurred; and in patients 
with special medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with 
prolonged therapy there is the possibility of liver damage, pigmentary 
retinopathy, lenticular and corneal deposits, and development of 
irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of 
a physician experienced in the clinical use of psychotropic drugs. 
Periodic checking of hepatic and renal functions and blood picture should 
be done. Renal function of patients on long-term therapy should be 
monitored; if BUN becomes abnormal, treatment should be discontinued. 
“Silent pneumonias” are possible. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third of human breast cancers are prolactin dependent 
in vitro, a їабіог,о? potential importance if the prescription of these drugs 
is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, 
and impotence have been reported, the clinical significance of elevated 
serum prolactin levels is unknown for most patients. An increase in 
mammary neoplasms has been fcund in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an 
association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be 
conclusive at this time. 

ADVERSE REACTIONS: Central Nervous System — Extrapyramidal 
Symptoms are most frequently reported. Most often these symptoms are 
reversible, but they may be persistent. They include pseudoparkinsonism, 
dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 


hyperreflexia. Muscle rigidity sometimes accompanied by hyperthermia 
has been reported following use of fluphenazine decanoate. One can 
expect a higher incidence of such reactions with fluphenazine decanoat 
than with less potent piperazine derivatives or straight-ch heno- 
thiazines. The incidence and severity will depend more on inMividual 
patient sensitivity, but dosage level and patient age are also | 
determinants. As these reactions may be alarming, the patien? should be 
forewarned and reassured. These reactions can usually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate 
and by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, 
persistent and sometimes irreversible tardive dyskinesia may appear in 
some patients on long-term therapy or may occur after discontinuation ¢ 
drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary 
movements of tongue, face, mouth, or jaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth, chewing movements) and may be 
accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are 
not alleviated by antiparkinsonism agents. If the symptoms appear, 
discontinuation of all antipsychotic agents is suggested. The syndrome 
may be masked if treatment is reinstituted, or drug dosage increased, or 
a different antipsychotic agent used. Reports are that fine vermicular 
movements of the tongue may be an early sign of the syndrome which 
may not develop if medication is stopped at that time. 

Phenothiazine derivatives have been known to cause restlessness, 
excitement, or bizarre dreams; reactivation or aggravation of psychotic 
processes may be encountered. If drowsiness or lethargy occur, the 
dosage may need to be reduced. Dosages, far in excess of the recom- 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System— Hypertension and fluctuations in blood 
pressure have been reported. Although hypotension is rarely a problem, 
patients with pheochromocytoma, cerebral vascular or renal insufficienc 
or severe cardiac reserve deficiency such as mitral insufficiency appear 
to be particularly prone to this reaction and should be observed carefully 
Supportive measures including intravenous vasopressor drugs should be 
instituted immediately should severe hypotension occur: Levarterenol 
Bitartrate Injection is the most suitable drug; epinephrine should not be 
used since phenothiazine derivatives have been found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry 
mouth, headache and constipation may occur. Reducing or temporarily 
discontinuing the dosage will usually control these effects. Blurred vision, 
glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycardia 
or nasal congestion have occurred in some patients on phenothiazine 
derivatives. 

Metabolic and Endocrine—Weight change, peripheral edema, 
abnormal lactation, gynecomastia, menstrual irregularities, false results 
on pregnancy tests, impotency in men and increased libido in women 
have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, 
photosensitivity, eczema and exfoliative dermatitis have been reported 
with phenothiazines. The possibility of anaphylactoid reactions should be 
borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, 
thrombocytopenic or nonthrombocytopenic purpura, eosinophilia, and 
pancytopenia have been observed with phenothiazines. If soreness of the 
mouth, gums or throat or any symptoms of upper respiratory infection 
occur and confirmatory leukocyte count indicates cellular depression, 
therapy should be discontinued and other appropriate measures institutec 
immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, 
particularly during the first months of therapy, may occur; treatment 
should be discontinued. A cephalin flocculation increase, sometimes 
accompanied by alterations in other liver function tests, has been 
reported in patients who have had no clinical evidence of liver damage. 

Others— Sudden deaths have been reported in hospitalized patients on 
phenothiazines. Previous brain damage or seizures may be predisposing 
factors. High doses should be avoided in known seizure patients. Shortly 
before death, several patients showed flare-ups of psychotic behavior 
patterns. Autopsy findings have usually revealed acute fulminating 
pneumonia or pneumonitis, aspiration of gastric contents, or 
intramyocardial lesions. Although not a general feature of fluphenazine, 
potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe 
enough to cause fatal cardiac arrest, altered electrocardiographic and 
electroencephalographic tracings, altered cerebrospinal fluid proteins, 
cerebral edema, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, skin pigmentation and lenticular and corneal opacities 
have occurred with phenothiazines. Local tissue reactions occur only 
rarely with injections of fluphenazine decanoate. 

For full prescribing information, consult package insert. 

HOW SUPPLIED: 1 m! Unimatic® single-dose preassembled syringes 
and cartridge-needle units and 5 ml vials. 


SQUIBB’ The Priceless Ingredient of every product 
is the honor and integrity of its maker.’™ 
E.R. Squibb & Sons, Inc. * 


P.O. Box 4000 
Princeton, NJ 08540 
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(Trazodone HCI) 


THE NEW LIGHT 
IN EFFECTIVE 
ANTIDEPRESSANT 
: THERAPY 





О Unlike tricyclics, tetracyclics or MAO inhibitors 
О As effective as imipramine and amitripzyline1,2 
О Incidence of anticholinergic side effects 





comparable to placebo3 
О A simple dosage adaptable to patients’ needs 
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HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE’? 


Clinical studies have shown new Desyrel" (Trazodone НСІ) to be comparable in thera- 
peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 
Significant, symptomatic improvement was often noted by the end of the first week of 
therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The dlinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


(Percent of Patients) 





о Gi (2000006 n= 142 
20 Yo Gam Placebo n=95 
15% 
15% 8% 
о 9 % 
DRY MOUTH BLURRED VISION 
8% 
4% 
m = — 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 


"Adapted from Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 


J Clin Psychiatry 41:100-104, March 1980. 


Although EKG changes are rare in patients free of cardiac disease, patients 
with cardiac disease should be closely monitored especially for possible 
cardiac arrhythmias. . 


EKG CHANGES ARE RARE Ф 
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FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


O Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
0 50 mg/day additionally every three to four days until optimal effect is obtained 

O Maximum outpatient dosage: 400 mg/day 

О Maximum inpatient dosage: 600 mg/day 


О Major portion of daily dose may be taken at.bedtime if drowsiness becomes 
pronounced 





Mead jj ТТЕП PHARMACEUTICAL DIVISION 


References: 

1. Gershon S, Mann J, Newton К, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter double-blind study. / Clin Psychopharmacology 1 (suppl): 39S-44S, Nov 1981. 

2. Goldberg Н), Rickels, К, et al: Treatment of neurotic depression with a new antidepressant. / Clin Psychopharmacology 
1 (suppl): 355-385, Nov 1981. 

3. Gershon S, Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. / Clin Psychiatry 41:100-104, 
March 1980. 


Please see last page for prescribing information. 
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TO HELP AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW  . 
ANTIDEPRESSANT THERAPY... 


DESYREL® 
(Trazodone НС!) 


DESCRIPTION . 
DESYREL* (Trazodone Hydrochloride) is an antidepressant pal un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. tisa 
triazolopyridine derivative designated as 2-[3-[4-(3-chlorophenyl)-l- iperaz- 
inyllpropyll-1,2,4-triazolo[4,3-a]pyridin-342H)-one hydrochloride. DESYREL 
is à white odorless crystalline powder which is freely soluble in water. Its 
molecular мау 03 is 208.3. The empirical formula is C19H22CIN5O*HCI and 


the structural formula is represented as follows: 
N ух 
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INDICATIONS AND USAGE 
DESYREL® (Trazodone een ie) is indicated for the treatment of de- 
pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nent anxiety. The depressive illness of patients studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, III! 
CONTRAINDICATIONS 
DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 
Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be уо епіс іп some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
atients short episodes (3-4 beats) of ventricular tachycardia. There have also 
been several post-marketing reports of arrhythmias in DESYREL-treated 
patients who had preexisting cardiac disease. Until the results of prospective 
studies are available, patients with preexisting cardiac disease should be 
closely monitored particularly for cardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 
PRECAUTIONS Я 
General: The possibility of suicide in seriously depressed patients is inherent 
in the illness and may persist until o Saba: remission occurs. Therefore, 
preseriptions should be written for the smallest number of tablets consistent 
with вова patient management. 
Information for Patients: Alert patients that (a) theirmental or physical ability 
to perform potentially hazardous tasks, such as operating machinery or driv- 
ing, may be impaired; (b) the response to CNS depressants such as alcohol or 
barbiturates may be enhanced; апа (c) DESYREL should be taken shortly after 
а mealor light snack. Laboratory Tests: WBC and differential counts are 
recommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive drug Since it is not 
known whether an interaction will occur between DESYREL and МАО in- 
hibitors, therapy should be initiated cautiously with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discontin- 
ued shortly bel ar isto Белү concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 


avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No Ага: or dose-related occurrence of 
Di, pier was evident in rats receiving DESYREL in daily oral doses up to 
300 mg/kg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Nursing Mothers: Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness in 
children below the age of 18 have not been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials are 
the following: Autonomic-blurred vision, constipation, dry mouth; Cardiovas 
cular - hypertension, hypotension, shortness of breath, syncope, tachycardia/ 
palpitations; ото confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal - 
abdominal/gastric distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal -musculoskeletal aches/pains; Neurological - incoordi- 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic 
condition/edema; and Other-decreased appetite, eyes red/tired/ itching, 
head full-heavy, malaise, nasal/sinus congestion, nightmares/vivid dreams, 
sweating/clamminess, tinnitus, weight gain, weight loss. Side-effects reported 
by less than 1% of the study panenn are the following: akathisia, allergic reactic 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. 
Usual Adult Dosage: An initial dose of 150 тыйу in divided doses is sug. 
gested. The dose may be increased by 50 mg/day every three to fourdays. The 
maximum dose for outpatients usually should not exceed 400 mg/day in 
divided doses. Inpatients may be given up to but not in excess о mg/day 
in divided doses. 
Maintenance: ister during prolonged maintenance therapy should be 
kepi at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE 
1. Williams JBW, Ed: Diagnostic and statistical manual of mental disorders-III, 
American Psychiatric Association, May 1980. 


U.S. Pat. No. 3,381,009 
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Mead Johnson & Company 
Evansville, Indiana 47721 U.S.A. 


gues, and their families. The text includes articles on the 
idence of psychiatric illness among physicians, alcohol- 
and drug abuse, professional stress, prevention, and 
dentification of psychiatric illness among physicians. 62, 


GERIATRIC PSYCHOPHARMACOTHERAPY: 

timal Technique compiled and edited by Alvin J. Leven- 

‚ An optimal late life pharmacologic technique for ad- 

inistration of the major psychotropic agents is provided in 

his text. Chapters present an overview of aging; outline the 

ptimal technique; describe the physiologic changes associ- 

ted with growing older; and cover clinical application of 

he optimal technique, commonly prescribed agents, perti- 

;nent pharmacokinetics and pharmacodynamics, principles 
of use, and side effects. 82, about $24.75 


‘New! eEVALUATION OF CRIMINAL RESPONSIBILITY 
AIN MULTIPLE PERSONALITY AND THE RELATED 
DISSOCIATIVE DISORDERS: A Psychoanalytic Considera- 
“tion by Richard Lasky. This book explores the problems in- 
volved in evaluating criminal responsibility in cases of mul- 
tiple personality, amnesia, fugue states, Vietnam syndrome, 
апа other dissociative disorders. The author analyzes the 
arious clinical syndromes and includes case studies to il- 
ustrate. the psychological dynamics at work. 82, about 
20.75 


Мем! A PRIMER FOR ADMINISTRATION IN MEN- 
TAL HEALTH AND PROFESSIONAL EDUCATION by 
Albert A. Bell and Clifford M. DeCato. The authors of this 
book describe how to attain organizational goals in mental 
health and professional education while maintaining human 
values. Chapters focus on communications; the establish- 
ment, management and use of committees and boards; staff 


| selection and development; record keeping and techniques 


of personal organization; morale and troubleshooting; and 
transfers and terminations. 82, $19.75 


New! A PSYCHOLOGY-JUDAISM READER edited by 
Reuven P. Bulka and Moshe HaLevi Spero. The articles in 
this book focus on the Jewish psyche and specific contribu- 
tions of Judaism to psychology and of psychology to 
Judaism. Discussions cover mental health problem areas 
unique to the Jewish people, dynamics in Jewish family rela- 
tionships, Judaic attitudes toward sexuality and death, and 
dimensions of human expression in Jewish thought and 
psychological theory. 82, $24.50 


THE ARTS AND PSYCHOTHERAPY by Shaun McNiff. The 
author shows how contemporary therapies involving oral 
and written language, movement and dance, sound and 
music, visual imagery, and drama correspond to ancient, 

sscultural, even universal attempts at psychic healing. 
he relationship of shamanism to modern arts therapies, 

otives and needs, obstacles to expression, and preparation 
or ther ару also receive detailed analyses. 81, $19.75 


. ing beyond theory and philosophy, the contr 


book present a practical encyclopedia of inpatie 
psychiatry. The text's six. sections deal with gen 


issues, and results. Within these broad areas, f 
chapters offer self-contained, comprehensive expli 
all facets of the program. 82, about $45.50 


New! PSYCHIATRIC INTERVENTIONS A 
PRACTICE: A Primer for Liability Prevention by 
Simon. By providing basic knowledge of the legal 
that govern practice, this primer will reduce the ps 
fear of malpractice and help him to provide opt 
The text's three segments focus on psychiatric h 
tion, psychotherapy, and case reports illustrating psyc 
legal dilemmas. 82, $17.50 


New! MUSIC THERAPY IN CHILD PSYCH 
Rolando O. Benenzon. In this book, the princip 
techniques of music therapy are adapted for u 
psychotic children. Part One of the text describes 
and techniques of the therapy which focuses o 
verbal communication through nonverbal actio 
Part Two thoroughly details each step of the thre 
stages of the author's innovative therapy. 82. about 


New! BASIC APPROACHES TO GROUP ?SYCHO. 
THERAPY AND GROUP COUNSELING (3rd Ed.) edi 
George M. Gazda. The Third Edition of this conveni 


group research, 

existential/logotherapy, 

conjoint family therapy, and tiehaw ioral and cognitive ; 
counseling with children. Each chapter discusses theoretical 
foundations, selection of group members, limitations, ethical: 
considerations, and other topics of interest. 82, about 
$24.75 


New! DRUG DEPENDENT PATIENTS: Treatment . 
and Research edited by Robert J. Craig and Stewart 1. — 


Baker. Clinicians, researchers, and administrators in drug E 
dependency treatment programs provide papers on detox- | 


ification methods and methadone maintenance; on clinical 
perspectives of behavioral, group, anc family therapy; on 
personality in drug abuse; on combined treatment о! 
alcoholics and addicts and treating medically addicted pa- 
tients; and on operating a residential therapeutic commu- 
nity. 82, $38.75 


A LAYMAN'S GUIDE TO MENTAL HEALTH PROBLEMS 
AND TREATMENTS by Barbara J. Powell. This practical, 
nontechnical guide explains common mental health prob- 
lems, including alcoholism and drug abuse, psychoses, 
neuroses, sexual problems, and others; details diagnostic 
methods and treatments, such as drug therapy, electrocon- 
vulsive therapy, psychosurgery, and psychiatric itali 
tion; and discusses such major psychothe 

proaches as psychoanalysis, analytica: 

havior therapy, gestalt therapy, marita 

ing, and crisis intervention. 81, $22.75 
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RESTORIL' (temazepam) blood levels after consecutive nightly 30-mg doses'.: 


night 











RESTORIL® (temazepam): Effective at night — 
little residual daytime medication— 
patients awake alert and refreshed 


The half-life of RESTORIL (temazepam) parallels normal sleep 
time. In contrast, the major active metabolite of flurazepam has a 
65-hour mean half-life. With RESTORIL therapy, a major portion 
of active material is cleared by early morning—enabling patients to 
awake alert and refreshed. 


No significant impairment of 
daytime activities 
In double-blind, placebo-controlled studies," no detectable 


impairment in cognitive function or motor coordination occurred in 


patients who had taken a 30-mg dose of RESTORIL (temazepam) 
the night before. In the same studies, poorer performance scores 


© 1982. Sandoz. Inc 
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were attained by patients who had taken a 30-mg dose of 
flurazepam prior to bedtime. 

Patients receiving benzodiazepines should be cautioned about 
possible combined effects with alcohol and other CNS depressa: 
and about operating machinery or driving a vehicle after ingestin 
the drug. 

Sleep time and quality significantly improved 
In 21 double-blind studies’ involving 1,221 adult patients (508 of 
whom received RESTORIL capsules), RESTORIL therapy prove 
highly effective from the first night of administration. RESTORII 
(temazepam) is indicated for the relief of insomnia associated wit 
the complaints of difficulty in falling asleep, frequent nocturnal 
awakenings and/or early morning awakenings from the first nigl 
REM sleep remained essentially unchanged. Patients reported a 
significant improvement in the general quality of sleep. 


*night: 3 hours after a nightly 30-mg dose. *morning: 12 hours after a 
nightly 30-mg dose. *before the next dose: 24 hours after a nightly 30-mg dose. 
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Works one night at a time... 
from the first night. 


RESTORI 


(temazepam) 
Hypnotic action with insignificant accumulation 


Please turn page for prescribing information. 
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RAINDICATIONS: Benzodiazepines may 
I damage when administered during preg- 
папсу. An increased risk of congenital malformations 

ssociated with the use of diazepam and chlordiaz- 
epoxide during the first trimester of pregnancy has 
been suggested in several studies. Also, ingestion of 
“therapeutic doses of benzodiazepine hypnotics during 
‘the last weeks. of pregnancy has resulted in neonata 
CNS depression. Restoril is contraindicated in preg- 
t women: Consider a possibility of pregnancy 
instituting therapy or whether patient intends to 


become pregnant. 
RNINGS: Patients receiving Restoril (temaze- 
m) should be cautioned about possible combined 
ffects with alcohol and other CNS depressants. 
© PRECAUTIONS: In eiderly and/or debilitated 
tients, it is recommended that initial dosage be lim- 
5 mg. The usual precautions are indicated for 
depressed patients or those in whom there is 
ny evidence of latent depression: it should be recog- 
ized that suicidal tendencies may be present and pro- 
ive measures may be necessary. 
toril is to be combined with other drugs hav- 
wn hypnotic properties or CNS-depressant 
s. due consideration should be given to potential 
ve effects. 
nation for Patients: Patients receiving Restoril 
Бе cautioned about possible combined effects 
ilcohol and other CNS depressants. Patients 
cautioned not to operate machinery or drive 
ehicle. They should be advised of the possi- 
isturbed nocturnal sleep for the first or sec- 
d'night after discontinuing the drug. 
tory Tests: The usual precautions should be 
observed in patients with impaired renal or hepatic 
inction. Abnormal liver function tests as well as blood 
tasias have been reported with benzodiazepines. 
апсу: Pregnancy Category X. See Contraindica- 
















А Use: Safety апа effectiveness in children 

low the age of 18 years have not been established. 

i RSE REAC The most common 
erse reactions were drowsiness, dizziness and leth- 
; Other side effects include confusion. euphoria 
and relaxed feeling. Less commonly reported were 
weakness, anorexia and diarrhea. Rarely reported 
were tremor. ataxia. lack of concentration. loss of 
juilibrium. falling and palpitations. And rarely 
ported’ were hallucinations, horizontal nystagmus 
ind paradoxical reactions, including excitement, stim- 
ulation and hyperactivity, 

Restoril. is a controlled substance in Schedule IV. 

iution must be exercised in addiction-prone individ- 

: orthose who might increase dosage. 

DOSAGE AND ADMINISTRATION: Adults: 30 mg 
usual dosage. before retiring: 15 mg may suffice in 
some. Elderly and/or debilitated: 15 mg recommended 
n uan individual response is determined. 
SUPPLIED; Restoril (temazepam) capsules-15 mg 
maroon. and pink, imprinted “Resrorit 15 mg": 
:30 mg. maroon and blue. imprinted “Restorit 
30 mg". Packages of 100. 500 and ControlPak® pack- 
ages of 25 capsules (continuous reverse-numbered roll 
of sealed blisters). SDZI-159 
Before prescribing, see package insert for full product 
information. 

References: 

E Schwarz HE: Br J Clin Pharmacol 8:235, 1979: 
Mean of 7 patients through 5 days of therapy pro- 
jected to 14 days. Data ог file indicate that steady- 
state values for plasma concentrations are reached 
by day 2.0r3. 

2, Sleep lab studies on patients who received 
RESTORIL capsules for up to 27 consecutive 
nights indicate that steady-state plasma concentra- 
tions are achieved by the second or third night. 
Data on file, Sandoz Pharmaceuticals. 

3, Pishkin У, еа: J Clin Psychiatry 4/:358. 1980, 

4. Roth T. eta: BrJ Clin Pharmacol 8:47, 1979. 

5. Data on file, Medical Department, Sandoz 
Pharmaceuticals. 

6. Kaplan SA, et al: J Pharm Sci 62:1932. 1973: Mean 


of 4 patients through 14 davs of therapy. 
Sandoz Pharmaceuticals A 
SDZ-1-159 East Hanover. N.J07936 SANBOZ 
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Ап important resource 
in service planning... 


Hospital < Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 



















































Order your copy now! 
Just complete and mail this form. 
Please send те. copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From HGCP at $5 per сору ($3.50 per copy for 
orders of 5 or more). All orders of $25 or less must be prepaid. 
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My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 









О Please bill me. (For orders over $35 only. AH orders of 835 or 
less must be prepaid. ) 
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drug and 


“" ре Brown Schools offers a continuum of psychi- 


atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 


rate facilities provide programs designed for persons 4 М 


with varying degrees of mental illness, emotional 


disturbance, behavior disorders, and developmental 
disabilities. Special services are available for the 24 
deaf, for autistic children and adolescents, for ро 
head trauma patients, and for those with multiple 


A 
” M 


handicaps. 
For Information write: Director of Admissions 
Toll Call: (512) 478-6662 


Qut of State Free: (800) 531-5305 
From Texas Free: (800) 252-5404 


An Equal Opportunity employer. 


The Brown Schools / P.O. Box 4008 / Austin, Texas 78765 { P , 


Psychiatric hospitals accredited 
by the Joint Commission on 
Accreditation of Hospitals. 


SCHOOLS 





A New Radioreceptor Assay 
for Psychiatric Research: 





The Wellcome Neuroleptic Assay Kit 


Wellcome Diagnostics is pleased to announce the 
availability of a new radioreceptor assay for assessing 
the in vitro potency of neuroleptic drugs — the 
WELLCOME NEUROLEPTIC ASSAY KIT. 


Intended for research use only, and not for use in 
diagnostic procedures, this in vitro assay measures the 
dopamine receptor blocking activity of neuroleptic drugs 
and their pharmacologically active metabolites. The test 
is based on the competitive binding assay method 
described by Creese and Snyder. Specifically, the test 
*H-spiperone (spiroperidol) compete for bind - 
ing to dopamine receptors on calf caudate membranes. 
When the competitive reaction has approached comple- 
tion, receptor-bound neuroleptic drug is separated from 
that remaining unbound by centrifugation. 


————snj—á——vJsÁ—sá—Sn——nÍwa——sss 


To order the WELLCOME NEUROLEPTIC ASSAY KIT, 


call 800-334-9332 (North Carolina, call collect: 919-758- 


3436) or to obtain technical information, please call 800- 


334-8570 (in North Carolina, call collect : 919-541-9090 
Ext. 4617). 





Reference 1. Creese |, Snyder SH: A simple and sensitive 
radioreceptor assay for antischizophrenic drugs in blood. 
Nature 270: 180, 1977. “Жү 





». Wellcome Diagnostics 


‘TZA _ ADivision of Burroughs Wellcome Co. 
Wellcome 3030 Cornwallis Rd., Research Triangle Park, N.C. 27709 

















Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because. in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
ioneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety, 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy, feeling 
blue and lonely, self-blame, and difficulty making 
decisions* 





-A ELIEVE-- LI I al aNalETY 
"WITH DEPRESSIVE SYMPTOMS. 


XANAX, the first triazolobenzodiazepine. is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety. 
XANAX Tablets have been found to be significantly 
more effective (p<0.001) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


В Intermediate half-life of 
12 to 15 hours 

Bi Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies* 

Ш No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremort 

Ш No reports of symptomatic postural 
hypotension or cardiovascular toxicity* 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16? 

E Simple dosage—0.25 to 0.5 mg tid. 








*Cohn JB: | Clin Psychiatry 42(9)347-351. 1981 
tData on file. The Upjohn Company. 


Xanax: 
alprazolam € 


| Upjohn | The Upjohn Company Please see next page for brief summary of 
Kalamazoo. Michigan 49001 prescribing information. ©1982 The Upjohn Company 





_ ;CONTRAINDICATIONS 

Patients with sensitivity to 

acute narrow angle glaucon 

WARNINGS 

Not of value in psychotic patients. Caution patients against kaanon 
-= occupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 


XANAX is combined with other psychotropics or anti- 
rugs, consider drug potentiation. Exercise the usual precau- 
ng size of the prescription for depressed or suicidal patients 
riy апа debilitated patients. use the lowest possible dosage. 
the usual precautions in treating patients with impaired renal 
ic function 


n for Patients: Alert patients about. (a) consumption of alcohol 
Н possible fetal abnormalities, (с c) operating ERSEN or 


in otherwise healthy patients Drug interactions: dcdit CNS Сти, 
effects with other рѕусһоторісѕ anticonvulsants, antihistamines. ethanol 
and other CNS depressants. PFarmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 


fa mother on реп iazepines may Be at some “isk dor with- 
I symptoms and neonatal flaccidity. Labor and Delivery: No estab- 
Nursing Mothers: Benzodiazepines are excreted in human milk. 


ERSE REACTIONS 
ide effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX. e.g. drowsiness or lightheadedness 
| Nervous System: Drows:ness, lightheadedness. depression, 
headach confusion. insomnia, nervousness. syncope. dizziness. 
aka ‚апа tiredness/sleepiness 
intestinal: Dry mouth. constipation. diarrhea. nausea/vomiting, and 
increased salivation. 
sculár. Tachycardia/palpitations, and hypotension 
nj: Blurred vision. 
loskeletal: Rigidity and tremor 
Dermatitis/allergy. 
le Effects Nasal congestion, weight gain. and weight loss. 


унс benzodiazepines: dystonia. imitability concentration 
anorexia, loss of coardination. fatigue, sedation. slurred 
speech, jaundice, musculoskeletal weakness. pruritus. diplopia. dysarthria. 
changes in libido; menstrual irregularities. incontinence and urinary 

tention, 2: 

‘Paradoxical reactions such as stimulation. agitation. increased muscle 
spasticity. sleep disturbances, and hallucinations may occur Should 
these occur discontinue the drug. 

- During prolonged treatment periodic blood counts, urinalysis. and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown 
significance have been observed. 

RUG ABUSE AND DEPENDENCE 
‘Physical and Psychological Dependence. Withdrawal symptoms have occurred 
following abrupt discontinuance of benzodiazepines. After prolonged 
therapy, dosage should be tapered. Controlled Substance Class: XANAX is 
_ a controlled substance and has been assigned to schedule IV 
CAUTION: FEDERAL LAW PRCHIBITS DISPENSING WITHOUT 
PRESCRIPT! ION. В5-1 
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“Brilliantly portrays 
` the revolutionary 
advances... 


Required reading.” 


—ALVIN TOFFLER, author of Future Shock 


Mind, Mood, 
and Medicine 


A Guide to the 
New Biopsychiatry 


By Paul H. Wender, M.D. & Donald F. Klein, M.D. Two eminent psychia- 
trists (both past presidents of the Psychiatric Research Society) exam- 
ine the latest scientific evidence supporting genetic and chemical 
origins for certain mental disorders and show how remarkable break- 
throughs in treatment are being achieved by the use of drugs in concert 
with traditional therapies. "An important work."—American Psychiatric 
Assn. Bulle#n. "For an up-to-date view, a reader could hardly do 
better."—Kirkus Reviews. A Psychology Today Book Club Selection 


@MERIDIAN Feo: $795 


At all bookstores or send $7.95 plus $1.50 postage & handling to 
NAL, PO Box 999, Bergenfield, NJ 07621. 


Write to NAL Education Dept. in New York 
for a free Psychology and Social Sciences Catalog 


NEW AMERICAN LIBRARY 
1633 Broadway, New York, NY 10019 
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Winter Conference 
In Puerto Vallarta 
Mexico 

SPECIAL TECHNIQUES: 


MANAGEMENT OF 
CRITICAL SITUATIONS IN THERAPY 


February 5-13, 1983 


Sponsored by the Postgraduate 
Center for Mental Health 














Judd Marmor, M.D., Katherine 


Franz Alexander Professor 
Emeritus of Psychiatry, U.S.C.; 
Adjunct Professor of 
Psychiatry, U.C.L.A. 


Marmor, Ph.D., 
Co-Director of the Group 
Therapy Program, The 
Institute for Studies of 
Destructive Behaviors 


Lewis R. 
Wolberg, M.D., 


Moderator, 
Emeritus Dean of Postgraduate 
Center for Mental Health 


Contact: 

Joan Langs, ACSW, Postgraduate Center for Mental Health 
124 East 28th Street, New York, NY 10016 

(212) 689-7700, ext. 334 or 338. 


As an organization accredited for continuing medical education, the 
Postgraduate Center for Mental Health designates this continuing medical 
activity as meeting the criteria for 35 credit hours in Category 1 of the 
Physician's Recognition Award of the American Medical Association. 
Postgraduate Center is approved by the American Psychological Association 
to sponsor continuing education in psychology. This program is offered for 35 
hours of continuing education credit. 








5I. FRANCIS 
BOYS’ HOMES 
OFFER ANOTHER WAY. 


The St. Francis Boys’ Homes offer year round, twenty- 
four hour supervised treatment for boys with conduct 
disorder problems. 


For predelinquent and delinquent boys from grades seven 
through twelve, we're offering them another wav — a 
path leading back into society. 


The St. Francis program in Kansas and New York 
utilizes individual, group, family, and milieu modalities 
with adjunctive occupational, remedial, anc recreational 
therapies. 


Treatment is based upon the concepts of therapeutic 
community, reality therapy, Christian theclogy, and ego 
and behavorial psychology. Our size and staff ratio allow us 
to do all this, and more, on a refreshingly personal level. 


Five-year follow-up studies of the St. Francis program 
show a success rate in the upper quartile. * 


What we do for our boys, we do for you. St. Francis 
Boys' Homes offer you a valuable resource to add to 
your treatment choices ... another way to realistically 
change lives. 


ex 


* Copies available upon request. 


For information and referral, contact: 
Richard W. Burnett, 

MSSW, ACSW, LSCSW 
Clinical Coordinator 

St. Francis Boys' Homes 

РО. Box 1348 

Salina, Kansas 67401 

Please call collect 913-825-0541 
The Kansas programs are accredited 
as psychiatric facilities for children 
and adolescents by The Joint 
Commission on Accreditation 
of Hospitals. 


ST. FRANCIS BOYS’ HOMES 
(EPISCOPAL) 


An equal opportyunity employer. 


Certified by CCHAMPUS. 
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А new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental "fuzziness" (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 


Right at the start — right for the long t 
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* New 20-mg tablet facilitates h.s. administration, 
which may enhance patient compliance 


* Six tablet strengths aid in dosage adjustment 
during all phases of therapy, including 
long-term maintenance 


HALDOL? concentrate 
(haloperidol) 


tasteless, odorless and colorless; | 
easily added to food, juices or | 
water for ease of dosage 

adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 






HALDOL? (haloperidol) | т 
sterile injection + Pre-filled Syringe | HALDOL 
for rapid control (often within hours) ACTOR 
in acutely agitated patients. 5 mg s 
haloperidol tas the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, xd lactic acid 
fot Ваи to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose States from any cause, 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit Clearly justifies potential hazards. Infants 
Should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neuro'ogical toxicity and treatment discontinued promptly if such 
signs appear. 


General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiouslv to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or Precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering ot blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, тау have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood Swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to Moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced, Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 





CONCENTRATE 


2 mg. per ml. 


* Easy switchover from IM to oral forms 


* Tasteless, odorless, colorless concentrate 
permits very small dosage adjustments 


See Brief Summary of Prescribing Information below for 
contraindications, warnings, precautions and adverse reactions. 


New 20 mg 





HALDOIS tablets 
(haloperidol) 


in 6 different strengths, for 
convenience in individualizing 


dosage. 
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therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia’’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred, Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
moi osis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and nyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, cyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
Severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted 

28327—7/21/82 
HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
ofa population. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with Е 
after-caretreatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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^ Rapid Gearance: 


. One of the reasons 
psychiatrists are changing to Ativari 


National data reveal a sharp decline in the prescribing 
of long-acting benzodiazepines ;* while a survey ata 
major psychiatric meeting has indicated a decided 
shift to short-acting Ativan (lorazepam). The reasons 
most often cited in the survey are: 


Ativan: short period of elimination’ 
Once you discontinue Ativan, it will be out of your 
patient's system 4 days after the final dose—unlike the 
long-acting agents which take up to 2 weeks to be 
totally eliminated. Ativan®, therefore, can offer you and 
your patients greater control. 


Ativan: short period of accumulation 


Long-acting benzodiazepines, together with their 
active metabolites, accumulate for as long as 20 days 
before reaching steady state. Ativan has no active 
metabolites and accumulates for only 2 to 3 days, less- 
ening the likelihood of excessive sedation due to over- 
accumulation. 


See important information on following page. 
Wyeth Laboratories 


| i i Philadelphia, PA19101 


™ 





Ativan: short half-life 


The 12-hour half-life of Ativan,consistent with b.i.d. 
dosage, is not extended by active metabolites. There 
аге none. All the long-acting benzodiazepines given 
for anxiety are biotransformed to desmethvldiazepam, 
which can extend the half-life of the parent compound 
to 200 hours! 


“Diazepam CIV, chlordiazepoxide CIV, clorazepate CIV and prazepam CIV. 
*Pharmacokinetics cannot as yet be directly related to efficacy. 


Agent of Change 
Ativan 
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fo orazepam)e 
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егапсе for alcohol: | other CNS depressants. 
Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbi- 
turates and. alcohol have occurred following abrupt discontinuance of benzodiazepines 
(including convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
ion-orone individuals, e.g. drug addicts and alcoholics, should be under careful surveillance 
when оп benzodiazepines because of their predisposition to habituation and dependence. 
Withdrawal symptoms have also been reported following abrupt discontinuance of benzodi- 
epines taken continuously at therapeutic levels for several months. 
Precautions: їп depression accompanying anxiety, consider possibility for suicide. 
Ваг elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid over- 
‘sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
asut in symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and 
“occasional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
has not been. ‘shown of significant benefit in treating gastrointestinal or cardiovascular compo- 
ient: Esophageal dilation occurred п rats treated with lorazepam for more than 1 year at 
6mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose ot | Jümg/day). Effect was reversible only when treatment was withdrawn within 2 months 
of first ‘observation. Clinical significance is unknown; but use of lorazepam for prolonged 
in geriatrics requires caution and frequent monitoring for symptoms of upper G.I. 
д fety and effectiveness in children under 12 years have not been established. 
SSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
levations Of LDH: As with other benzcdiazepines, periodic blood counts and liver function tests 
s racommended during long-term therapy. 
LINICALLY. SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 








































GENESIS AND MUTAGENESIS: No evidence of carcinogenic Боюна! emerged in 
ап 18-month study. No studies regarding mutagenesis have been performed. 


IC Y: Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
nal. anomalies (reduction of tarsals, tibia, metatarsals, mairotated limos, gastroschisis, 
skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
Although all these anomalies were not present in the concurrent control group. they 
been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
е of fetal resorption and increased fetal loss in rabbits which was not seen at lower 
ical significance of these findings is not known. However, increased risk of congeni- 
lations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
amate). during first trimester of pregnancy has been suggested in several studies. 
suse of these drugs is rarely a matter of urgency, use of lorazepam during this period 
C almost always be avoided. Possibility that a woman of child-bearing potential may be 
t: at institution of therapy should be considered. Advise patients if they become preg- 
communicate. with their physician about desirability of discontinuing the drug. In 
lood levels from umbilical cord blood indicate placental transfer of lorazepam and its 





















IURSING MOTHERS: К is not known if oral lorazepam is excreted in human milk like other 
benzod azepines. As a general rule, rursing should not be undertaken while on a drug since 
any drugs are excreted in milk. 
Adverse Reactions, if they occur, are usually observed at beginning of therapy and generaily 
bn continued medication or on decreasing dose. In a sample of about 3,500 anxious 
most frequent adverse reaction is sedation (15.996), followed by dizziness (6.996), 
2% and unsteadiness (3.4%). Less frequent are disorientation, depression, nau- 
nge in appetite, headache, sleep disturbance, agitation, dermatologica! symptoms, eye 
lurbanice, various gastrointestinal symptoms and autonomic manifestations. inci- 
dation-and unsteadiness increased with age. Small decreases in blood pressure 
і but are not clinically significant, probably being related to relief of anxiety. 


management of overdosage with any drug, bear in mind multiple agents may 
Manifestations of overdosage include somnolence, confusion and coma. 
ind/or undertake gastric lavage followed by genera! supportive care, monitor- 

close observation. Hypotension, though unlikely, usually may be controlled 




































_ daytime doses. Anxiety, usually 2-3mg/day given b.i.d. or t.i.d.; dosage 
may vary from 1 to 10mg/day in divided doses. For elderly or debili- 
tated, initially 1-2mg/day; insomnia due to anxiety or transient situa- 
_ tional stress, 2-4mg h.s. 


How Supplied: 0.5, 1.0 and 2.0mg tablets. 


PSYCHIATRIC PEER REVIEW 


"Press, Inc., Р.О. Box 19343 "ehi ngon, D.C. 


The second edition of 











A MANUAL OF 















This publication upholds APA's position 
that the psychiatric profession itself ca 
best oversee standards for mental health 
care. | 













The manual outlines the appointment and 
function of the Peer Review Committee 
model screening criteria, and special prob. 
lems related to peer review: psychiatric 
psychoanalytic, and peer review as it re 
lates to child psychiatry. А 










Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 
ment; and inpatient treatment of adoles- 
cents. 





ORDER YOUR COPY NOW 


Please send me _ copy(s) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #P116-1. 
$11.00 each. 


check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 





bill me (orders over $35 only). All in- 
voices will include shipping and han- 
dling charges. 





NAME 





ADDRESS 


CITY STATE — ZIP 








Send this coupon to: American Psychiatric 





еге is a road. 


Many cancer patients need trans- 
portation to and from treatments. 
That's why the American Cancer 
Society has formed groups of 
volunteers across the United States 
who give a few hours of their time 
each month to drive them. The 
road to recovery can be a long and 
difficult one, but it can be that 

much easier when there are 

friends who can help along 

the way. 


„ American Cancer Society 


This space contributed аз a public service. 









© “THEORETICAL AND CLINICAL ASPECTS 
Edited bv LEO GOLDBERGER, New York Universit; and SHLOMO 


JABREZNITZ, Ray D. Wolfe Center for the Study of Psychological 
7 Stress, Haifa, Israel 










‘Encyclopedic, authoritative, and covering virtually every topic 
“pertaining to the causes, symptoms, responses, and treatments of 
stress, this definitive reference covers basic psychological and 
physiological processes, research paradigms and measurements, 
common stressors, common psychiatric and somatic conditions, 
“extreme stressors, and treatment and supports. Featured are such 
г noted contributors as Hans Selye, Mardi Horowitz, Joseph Brady. 
Barbara and Bruce Dohrenwend, and Rav Rosenman. 


: 832 pages — 0-02-912030-6 $4995 


 PSYCHOPHARMACOLOGY 
AND PSYCHOTHERAPY 


Edited bv MAURICE H. GREENHILL, M.D., and ALEXANDER 
AGRALNICK, M.D., High Point Hospital, Port Chester, New York 


“Fourteen acknowledged authorities in psychology, psychiatry, and 
psychoanalysis explore the wavs in which pharmacotherapeutic 
and psychotherapeutic treatment methods can be used—both 
separately and in combination. The contributors discuss such 
“topics as conceptual issues in combined treatment; the efficacy of 
- combined psychotherapy and drugs in the treatment of depres- 
sion; psychopharmacology and the psychotherapy of schizo- 
phrenia: and psychotherapeutic attitudes in the drug treatment of 
'anxiety and phobic reactions 





































192 pages 0-02-912780-7 29.95 


-THE PSYCHOTHERAPEUTIC 
IMPASSE 


; DIAGNOSIS, MANAGEMENT, AND RESOLUTION 


; MYRON E WEINER, M.D., University of Texas Health Science 
Center, Dallas 


All therapists periodically encounter impasses—acute or chronic 
‘treatment failures that may result from diagnostic error, unclear 
4. contract, poor management of client-therapist interaction, or 
: other problems. Recognizing the growth potential within these 
Ampasses, Weiner shows how to recognize and overcome them in 
therapy with individuals, couples, groups, and families. 


288 pages 6-02-934620-7 $19.95 


CLINICAL WORK WITH 
CHILDREN 


JUDITH MISHNE, New York University 


Mishne translates the concepts and principles of child analysis 
- into direct practice techniques useful to clinical psychiatrists and 
iatríc social workers. From the etiology of childhood psy- 
hopathology to assessment and treatment, she provides a system- 
айс introduction to a wide range of disorders and therapeutic 

approaches. A rich selection of case examples is included. 





COUNSELING WOMEN 


A GUIDE FOR THERAPISTS 
HELEN V. COLLIER, Human Development Associates 








Collier explores women’s specific therapeutic needs, discussing” 

the dynamics of their relations to spouses, lovers, friends, chil- 
dren, and careers. She provides practice-tested techniques for: 
helping women clients develop self-esteem, make effective deci- 
sions, solve sexual problems, and cope with discrimination, ром ^ 
erty, homosexuality, divorce, and widowhood. Case histories and) 
exercises are included. “provides a powerful and much needed 
antidote to those outworn perspectives which make most of us 
unwitting accomplices to female oppression. "—Alan P Bell, Indi 
ana University 


352 pages — 0-02-005840-6 32495 























LEGAL GUIDEBOOK IN 
MENTAL HEALTH 


RONALD J. COHEN and WILLIAM E. MARIANO 









The first volume to assemble а body of case law, legislation, and” 
related materials on malpractice in the mental health field, this 
book gives professionals a firm foundation in the legal implica- 
tions of therapy and counseling. Cohen, a clinical psychologist, 
and Mariano, an attorney: detail the situations that can prompt suit 
(diagnostic error, lack of informed consent, breach of con- 
fidentiality, and many others), discuss the countersuit as a remedy 
for unwarranted litigation. and examine the problem of liability 
created by unlicensed practitioners. 


624 pages, illus. 0-02-905740-Х $19.95 
















THE MINIMAL BRAIN 
DYSFUNCTIONS 


DIAGNOSIS AND TREATMENT 
LEONARD SMALL 


Small offers an eclectic approach to the definition, causes, symp 
toms, diagnosis, and treatment of various forms of MBD-— > 
dyslexia, dyscalculia, hyperkinesis, learning disabilities, and oth- 
ers. Carefully avoiding oversimplification, he covers а range of 
modalities and age groups, including adolescents and voung 
adults. Extensive references are provided. 


320 pages 0-02-929300-6 $223.95 


ETHICS AND VALUES IN 
PSYCHOTHERAPY 


A GUIDEBOOK 





Edited by MAX ROSENBAUM, Adelphi University 


More than a dozen well-known psychologists and psychiatrists | 
address ethical issues in four broad categories: ethics and the 
profession of psychotherapy, ethics and the individual patient, 
ethics and treatment approaches, and ethics bevond private prac: 
üce— in government, industry, and research. Of note is their 
attention to ethical problems in treatment posed by the ете 
gence of such new technologies as biofeedback, psychophar- 
macology, and the-use of videotap 


464 pages = 





DYNAMIC APPROACHES TO 
НЕ UNDERSTANDING AND 
TMENT OF ALCOHOLISM 


JARGARET Н. BEAN, M.D., EDWARD J}. KHANTZIAN, M.D., JOHN 
A D., GEORGE VAILLANT, M.D., and NORMAN E. ZIN- 
ERG, M. D. ай, Harvard Medical School/Tbe Cambridge Hospital 


'e leading psychiatrists assess the current range of therapeutic 
pinion concerning alcoholism treatment. ©. .stimulating and 
filled with creative insights. I recommend it highly — Hospital € 
community Psychiatry. “contains several excellent articles 
providing new рег spectives ... Vaillants discussion of the dangers 
of psychotherapy in treatment is probably one of the best critiques 
оп the subject. —Library Journal 


00 pages 0-03-002110-3 $15.95 


TAKING A SEX HISTORY 


NTERVIEWING AND RECORDING 


TARDELL B. POMEROY. /nstitute for the Advanced Study of 


fhe first published introduction to the revolutionary questioning, 
uding; and recording techniques developed by Kinsey and 
meroy, 7... die most comprehensive discussion and technique 
tto be presented to professionals for this fundamental clinical 
ind research method..." — Richard Green, M.D.. State University 
of New York, Stony Brook 


353 pages 04020253705 $2405 


BEHAVIOR IN EXCESS 


А GUIDE TO THE VOLITIONAL DISORDERS 
Edited by S. JOSEPH MULE, Downstate Medical Center, New York 


From drug and alcohol dependence to gambling, workaholism, 
obesity, and other common volitional disorders, this comprehen- 
sive guide to treatment covers the excessive behaviors that con- 
front mental health professionals in clinical practice. The 
distinguished contributors illuminate the nature of each disorder 
and present the best available psychological and. physiological 
dara on research, prevention, and recommended therapy. 


500 pages — 0-02-922220-6 — $25.00 


THE PRODUCTION OF DESIRE 


THE INTEGRATION OF PSYCHOANALYSIS 
INTO MARXIST THEORY 


“RICHARD LICHTMAN, The Wright Institute, Berkeley, Californie 


In this Marxist reinterpretation o Freud, Lichtman makes clear the 
ialectical relationship between the repressed individual uncon- 
ous and the alienating institutions of social and economic life. 

so: doing. he both affirms the vitality of psychoanalytic princi- 

і iie without deis de a е bette tal con- 


THE HEALING OF THE MIND 


THE TECHNIQUE OF PSYCHOANALYTIC PSYCHOTHERAPY | 
SECOND EDITION, REVISED AND ENLARGED : 


REUBEN FINE, Director, N.Y. Center for Fsychoaalytic Trai 


A comprehensive, readable discussion of the entire psie 
therapeutic method, this popular introduction covers nari 
portant topics seldom covered in comparable works—-th 
treatment crisis, how to deal with homosexual transference 
chotherapy as a learning process, the need for active chen 
ticipation, and others. The тех has been updated to inzorporat 
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The Dream of Irma's Injection: A Structural Analysis 


BY ADAM KUPER, PH.D., AND ALAN A. STONE, M.D. 





Lévi-Strauss developed a radically new, structural 
approach to the analysis of myth that may be 
adapted for use in the analysis of dreams. The 
method provides an alternative to psychoanalytic 
dream interpretation, focusing particularly on the 
internal dialectic of the dream—the movement from 
the initial premise to the resolution. This emphasis 
on the internal coherence and structured 
development of the dream contrasts strongly with the 
Freudian piecemeal decoding of dreams. The method 
is exemplified by an analysis of Freud's classic Irma 
dream; it reveals a structure and message that have 
hitherto remained obscure. The interpretation 
connects the dream to Freud's theoretical ideas 
rather than to his supposed psychosexual fixations. 
(Am J Psychiatry 139:1225-1234, 1982) 








I see light. To Dream is to think, and to think is to Dream. 


— Descartes (1, p. 293) 


р a recent paper one-of us (2) suggested a fresh 
approach to the analysis of dreams that would draw 
upon developments in the structural study of myth. 
Lévi-Strauss attempted to demonstrate that myths 
develop in a much less arbitrary and irrational manner 
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than had often been supposed (3). They follow coher- 
ent rules of development, moving in a dialectical 
fashion from an initial problem to a resolution. Kuper 
argued that dreams are comparable artifacts of the 
mind, governed by the same rules of internal develop- 
ment (although presumably not all dreams are success- 
ful in resolving problems by means of :hese opera- 
tions). 

Kuper's initial analysis was sufficiently encouraging 
to suggest a further question. If these structural meth- 
ods were indeed suitable for the analysis of at least 
some dreams, what would the implica-ions be for 
Freudian approaches to dream analysis? We decided 
to explore the question by applying the structural 
method to the most frequently analyzed dream in the 
psychiatric literature, Freud’s own Irma dream. Freud 
believed this dream provided the occzsioa for an 
exemplary analysis. He used it as the “specimen 
dream” in his book The Interpretation of Dreams (4), 
and he described to his friend Fliess the fantasy that a 
plaque would be set up at the summer house where he 
dreamed it, reading, ‘Неге, on July 24, 1895, the 
mystery of dreams revealed itself to Dr. Sigm. 
Freud." Freud claimed his analysis of this dream 
demonstrated his wish fulfillment theory. and it has 


.been repeatedly reanalyzed, notably by Erikson (5), 


Schur (6), Grinstein (7), Piotrowski (8), Cournut (9), 
Grunert (10), Mahony (11), Greenberg and Perlman 
(12), and Anzieu (13). These writers span a spectrum 
of psychodynamic frameworks from Freudian to Neo- 
Freudian. If by applying structuralist. methods we 
could still produce fresh insights, this w2uld demon- 
strate that such methods are indeed productive and 
significantly different. 

: During the past few decades there has, of course, 
been an entirely new frontier of sleep and dream 


research from a biological perspective which has 
‘produced a new generation of theory building about 


the meaning and function of dreams. This work has 
virtually ignored -Lévi-Strauss and the s-ructuralists. 
Nonetheless, there are important points of conver- 
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gence. Much of the newer dream theory adopts a 
biological, adaptive perspective or a problem-solving 
"ego psychology” framework (14, p. 230), either of 
which may be combined with a structural method of 
analysis. Psychoanalytic approaches have themselves 
been influenced by the newer dream research. 

Readers of this journal will be familiar with the 
Freudian approach to dream analysis but may be less 
at home with structuralist theories of myth (3). The 
analysis as it is here applied to dreams proceeds on the 
basis of three assumptions. The first is that two 
concepts or terms are in conflict or opposition in the 
manifest content of zhe dream and that the manifest 
dream will work toward a mediation of these conflict- 
ing concepts or terms. A second and correlative as- 
sumption is that the manifest dream will follow a 
pattern or sequence of steps or stages working toward 
the mediation or solution. The third and final assump- 
tion is that the move from one stage to the next can be 
described as a coherent progression. In sum, the 
dream is a kind of argument, which proceeds from step 
to step by a quasi-logical dialectic. 

We hope to exemplify the power of the structuralist 
idea that the inquiring mind of the myth maker—and, 
we would add, of the dreamer—relies on the same 
"quasi-logical transformations' and ''logical opera- 
tions" as does the mind of the scientist (3). The 
differences between scientific thought, mythic 
thought, and oneiric thought are to be found not in the 
structure of these kinds of thought but in the subject 
matter. 


HISTORY OF THE IRMA DREAM 


The Irma dream was the pivotal specimen dream in 
The Interpretation of Dreams, first published in 1900 
(4). ` 


The Irma Dream 
Dream of July 23rd—24th, 1895 


A large hall—numerous guests, whom we were receiv- 
ing.—Among them was Irma. I at once took her on one 
side, as though to answer her letter and to reproach her for 
not having accepted my ''solution"' yet. I said to her: “‘If 
you still get pains, it's really only your fault." She replied: 
“If you only knew what pains I've got now in the throat 
and stomach and a»domen—it's choking me’’—I was 
alarmed and looked at her. She looked pale and puffy. I 
thought to myself that after all 1 must be missing some 
organic trouble. I {оох her to the window and looked down 
her throat, and she showed signs of recalcitrance, like 
women with artificial dentures. I thought to myself that 
there was really no need for her to do that.—She then 
opened her mouth properly and on the right I found a big 
white patch; at another place I saw extensive whitish grey 
scabs upon some remarkable curly structures which were 
evidently modelled cn the turbinal bones of the nose.—1 at 
once called in Dr. M., and he repeated the examination 
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and confirmed it. . . . Dr. M. looked quite different from e 
usual; he was very pale, he walked with a limp and his chin 
was cleanshaven. . . . My friend Otto was now standing 


beside her as well, and my friend Leopold was percussing 
her through her bodice and saying: ‘‘She Fas a dull area 
low down on the left.” He also indicated that a portion of 
the skin on the left shoulder was infiltrated. ‘I noticed this, 
just as he did, in spite of her dress.) . . . M. said: "There's 
no doubt it's an infection, but no matter; dysentery will 
supervene and the toxin will be eliminated." . . . We were 
directly aware, too, of the origin of her infection. Not long 
before, when she was feeling unwell, my friend Otto had 
given her an injection of a preparation of propyl, propyls 
... propionic acid . . . trimethylamin (and I saw before 
me the formula for this printed in heavy type). . . . Injec- 
tions of that sort ought not to be made so thoughtless- 
ly... . And probably the syringe had not been clean. (4, 
p. 107) 


In his preamble to his account of the dream, Freud 
explained that Irma was a young woman, a family 
friend, who had been a patient of his. He had treated 
her with partial success, relieving her of hysterical 
anxiety, but some physical symptoms remained. 
Freud had proposed a “‘solution,’’ but the patient was 
unwilling to accept it. 

On the day before the dream, Freud’s colleague 
Otto visited him. He had been staying with Irma and 
her family and he reported to Freud that she was not 
quite well. Freud thought he detected a note of reproof 
in Otto’s tone and suspected that, like Irma’s family, 
Otto was displeased with the treatment he had at- 
tempted. That evening he wrote up a case history of 
Irma for a senior colleague, Dr. M., in order to justify 
himself. 

After Otto's visit another, slightly ridiculous inci- 
dent had occurred. Otto had given Freud and his wife a 
bottle of liqueur, but when later in the evening they 
had opened it, they found it gave off such a strong 
smell of fusel oil that Freud refused to touch it and 
would not even allow his wife to pass it on to the 
servants, "adding in a philanthropic spirit that there 
was no need for them to be poisoned either" (4, pp. 
106, 115-116). 

In his interpretation of the dream, Freud followed a 
series of associational chains, arguing at last: 


The conclusion of the dream ... was that I was not 
responsible for the persistence of Irma's rains, but that 
Otto was. Otto had in fact annoyed me by his remarks 
about Irma's incomplete cure, and the dream gave me my 
revenge by throwing the reproach back onto him. The 
dream acquitted me of the responsibility for Irma's condi- 
tion by showing that it was due to other factors—it 
produced a whole series of reasons. The dream represent- 
ed a particular state of affairs as I should have wished it to 
be. Thus its content was the fulfillment of а wish and its 
motive was a wish. (p. 119) 


At the same time, Freud continued, he had revenge on 
Otto for giving him the undrinkable liqueur smelling of 
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«ату! (‘‘propyl’’) and on his other colleagues for not 
accepting his theories. Dr. M. in particular was pre- 
sented in a ridiculous and unprepossessing light. Fur- 
ther associations linked Irma with other patients and 
by implication exculpated Frecd from earlier errors. 

Although Freud's dream about his patient Irma is 
the cornerstone of The Interpretation of Dreams, it is 
clear that it was far from completely analyzed. It is 
often assumed that the remaining obscurities resulted 
from Freud's unwillingness to consider the psvchosex- 
ual aspects of the dream, aspects which he had de- 
clared essential to a complete dream analysis. This 
assumption provides the point of departure for most of 
the reanzlyses. However, there is now convincing 
historical evidence which suggests that Freud was 
embarrassed by a very differeat kind of problem. We 
believe that Freud deliberately misled his readers 
about the events in this dream in order tc avoid 
offending Wilhelm Fliess. Fliess was at that time 
Freud's confidant and idealized figure. He read the 
manuscript of The Interpretation of Dreams in sec- 
tions as Freud wrote it. We know from the Freud- 
Fliess correspondence that Fliess had sufficient au- 
thority to make Freud remove a dream that was 
central to the exposition of a substantial section of the 
work. We also know that Fliess was deeply sensitive 
about his professional repuiation, which we shall 
demonstrate was implicated ia the Irma dream. 

The full historical backgrouad of the Irma dream has 
been set out by Max Schur (6) and was also discussed 
in detail by Greenberg and Perlman (12). Briefly, 
Schur established that the Irma of Freud's dream was 
in fact a patient named Emma. Freud had attempted to 
treat Erma using the methods he described in Studies 
on Hysteria (15). As he noted in his associations to the 
dream, Freud also ‘thad had Irma examined by him 
[Fliess] to see whether her gastric pains might be of 
nasal origin" (4, p. 117). Schur demonstrated that 
much more than an examination took place. Fliess 
operated on Irma-Emma, and with near-disastrous 
consequences. 

Fliess had a number of rather eccentric theories 
about the role of the nose in physical and psvchologi- 
cal disorders. Freud apparently accepted these theo- 
ries. Indeed, in his associations to the Irma dream he 
wrote, `“Не [Fliess] had drawn scientific attention to 
some very remarkable connections between the turbi- 
nal bones and the female organs of sex. (Cf. the three 
curly structures in Irma's throat.) (4, p. 117). Freud's 
parenthetical comment was meant to draw the reader's 
attention to an obscure sequence in the Irma dream, 
where he examined Irma’s oral cavity and saw ‘‘whit- 
ish grav scabs upon some remarkable curly structures 
[Eriksen (5) translated this as ‘‘formations’’] which 
were evidently modelled on the turbinal bones of the 
nose." Freud’s association clearly suggested that what 
was seen was sexual; one line of interpretation of the 
dream has understood this scene as a voyeuristic look 
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into the patient’s female organ. Erikson, for example, 
interpreted it as a “symbol cf a woman's procreative 
inside which arouses horror and envy because it can 
produce new ‘formations’ " (5, p. 48). This line of 
interpretation perhaps gains credence fram Freud’s 
attempt to bury the clue. He tells his readers, e.g., “I 
had never had any occasion to examine Irma’s oral 
cavity” (4, p. 109). 

If Schur's account is correct, however, what Freud 
saw in Irma's throat did indeed arouse horror, but for 
a different reason than Erikson surmised. Among 
Fliess’s theories was the idea that surgery on the 
turbinate bone and the nasal sinuses cculd relieve 
various symptoms (16, pp. 136-152). It was on the 
basis of this theory that Freud had called the ear, nose, 
and throat man Fliess to Vienna to operate on Irma- 
Emma. Although the exact details of the operation are 
unclear, it involved an attempt to open and drain a 
sinus cavity. 

Fliess returned to Berlin after the surgery and Freud 
assumed responsibility for the postoperazive course, 
which proved traumatic for patient and doctor alike. A 
piece of iodoform gauze had accidentally been left in 
Irma-Emma’s sinus cavity by Fliess. It produced a 
foul smell—a toxic effect—and, when removed, such 
profuse hemorrhage that Freud, who was present, 
nearly fainted and had to leave the room. “Тһе patient 
turned white.” The bleeding ‘‘was enough to make the 
poor creature, who by then we had lyirg quite flat, 
unrecognizable” (6, pp. 56—57). A month later there 
was still so much bleeding that active consideration 
was given to “‘ligation of the carotid artery'' (6, p. 63). 
There can be no doubt that with such a patient there 
was daily consideration of pallor and muck discussion 
about it among her doctors, including Freud. 

During this stormy postoperative course, Freud felt 
it necessary to call in at least two consulznts. One of 
these made a critical remark about Fliess, who, when 
he learned about it, wrote to Freud demanding that he 
obtain a ‘‘testimonial’’ from the other to rehabilitate 
Fliess's reputation (6, p. 65). 

The chronology should be mentioned. The Irma 
dream was dated by Freud July 23-24, :&95. Freud’s 
first letter to Fliess about Emma’s condit.cn was dated 
March 4, 1895. The March 4 letter was the beginning of 
a series of reports on Emma's postoperative condition. 
The descriptions clearly indicated that Freud was 
personally involved in the day-tc-day care of the 
patient (6, e.g., pp. 55, 63). Emma continued to 
hemorrhage until the end of April. The patient's care, 
including examinations of the nose and throat, if not 
performed. by Freud himself, was perfcrmed in his 
presence. The hemorrhages, which necessitated re- 
peated packings, would have required z oral exami- 
nation to check for continued bleeding їп the back of 
the pharynx. Emma's condition preoccupied Freud all 
through the months before the summer vacation dur- 
ing which he dreamed the Irma dream. In April he 
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wrote to Fliess, saying, in part, “Gloomy times, 
unbelievably gloomy. Mainly this business with 
Emma, which is rapidly deteriorating. . ... I'm really 
quite shaken that such a misfortune can have arisen 
from this operation, which was depicted as harmless” 
(6, pp. 63-64). Ncnetheless, within the year, Freud 
had a similar operation at Fliess's hands. — 

We draw two conclusions from these facts. First, 
Freud's traumatic experience with Irma-Emma and 
the Fliess operatior. was part of the background of the 
obscure oral-nasal examination in the dream. This is in 
accord with Greenberg and Perlman's findings (12), 
which documented the connections between the mani- 
fest dream and Freud's letters to Fliess. Second, 
Freud censored any associations to the dream that 
would have reflected adversely on Fliess and, in the 
place of what was censored, offered what we think are 
less relevant, even misleading, associations. Schur 
hypothesized that Freud's censorship was uncon- 
scious. Greenberg and Perlman (12) accepted this 
hypothesis and it is central to their interpretation of 
the dream. We disagree. It is one thing to suggest that 
there is unconscious denial in a dream, but Freud's 
considered associations are a different matter. Once 
we know the true history of Emma's condition, how 
are we to understand Freud's associations, for exam- 
ple, to Irma's pallor—''My patient always had a rosy 
complexion” (4, p. 109)? Freud's presentation of the 
day residue must also have been drastically censored. 
Otto's report on Emma-Irma's condition most certain- 
ly would have dealt with her progress in recovering 
from surgery. We believe this and related evidence 
suggests that Freud consciously and deliberately mis- 
led his readers in order to conceal Fliess's involve- 
ment in the treatment. 

The remaining characters in the dream may be 
briefly identified. Otto was a junior colleague and a 
friend both of Freud and of Irma's family. Otto and 
Leopold were relatives, colleagues, and rivals. ‘‘Both 
of them acted as my assistants for years. . . . Scenes 
such as the one represented in the dream used often to 
occur ... one was distinguished for his quickness, 
while the other was slow but sure. If in the dream I 


was contrasting Otto with the prudent Leopold, I was’ 


evidently doing so to the advantage of the latter” (4, p. 
112). Finally, Schur (5) and others identify Dr-M. as 
Breuer, Freud’s senicr colleague, with whom he had 
collaborated on Studies on Hysteria (15). 


Freud's Theoretical Preoccupations and the Irma: 
Dream EM 


Various reinterpreters have found the gamut of 
infantile psychosexual fixations figured in the dream: 
oral sex, group sex, bisexuality, Freud submitting to 
homosexual dominaticn, voyeurism, etc. These inter- 
pretations are reached by associative links to what is 
thought to be obvious symbolism. In contrast, since 
the structural approach treats the manifest dream as a 
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quasi-logical argument or solution, the place of sex ir 
Freud's dream will be understood in the theoretical 
context. Whatever Freud’s sexual desires may have 
been at this time, we know that the significance of sex 
for his theories could not have been more crucial. 

The Sigmund Freud who dreamed tae Irma dream 
was struggling to achieve a synthesis between the 
domains of psychology and biology. This enterprise 
absorbed his professional and creative energies in the 
months before the Irma dream. First, there was his 
"Project for a Scientific Psychology” £17), on which 
he worked from April until the fall of 1895 and which 
attempted to establish exact connections and parallels 
between physical and psychological processes. Sec- 
ond, he developed his extreme emphasis on the etio- 
logical role of sexuality. Sex was crucial to Freud for 
the very reason that it was the materia! link between 
the psychological and biological domains. This per- 
spective led him to publish a paper advancing a new 
nosological entity, anxiety neurosis, caused by physi- 
cal sexual excitation without orgasm. The undis- 
charged sexual excitation becomes an autotoxin pro- 
ducing anxiety. This, the so-called ‘‘actual neurosis,” 
was an idea that Freud clung to for many years. His 
initial paper appeared in January 1895 (18), and a 
"Reply to Criticisms’? was published сп July 7, 14, 
and 21, 1895 (19). 

Freud's efforts to bridge the mind-body problem and 


.his emphasis on the role of sex were part of the 


background of his disagreements with: Breuer, which 
became evident in his third major’ work of 1895, 
Studies on Hysteria (15), completed in March. 
Sulloway (16) convincingly argued that the disagree- 
ments between Freud and Breuer could not have 
arisen from undue delicacy about sexuality on 
Breuer's part. A rereading of Studies on Hysteria will 
demonstrate that Breuer was much more explicit 
about sex than Freud was in discussing case material. 
It was the theoretical importance of sex, as an explan- 
atory concept, that preoccupied Freud and that led to 
their disagreement. Freud was prepared to assert not 
only that anxiety hysteria was caused by lack of sexual 
fulfillment but that neurasthenia was caused by exces- 
sive masturbation, conversion hysteria by passively 
experienced sexual trauma, and obsessional neurosis 
by actively experienced sexual seduction. 

What inspired these clinical theories, which seem 
almost ludicrous in retrospect? They refiect Freud's 
underlying theoretical premise: that he had found in 
sex the link between the domains of biology and 
psychology. This theoretical concern underlies the 
Irma dream, as we will show. 

The Irma dream was not a run-of-the-mill event. It 
was dreamed while Freud was developing various new 
theories and marks a turning point in the development 
of Freud's thinking about dreams. As Erikson noted, 
the dream ‘‘may, in fact, carry the historical burden of 
being dreamed in order to be analyzed, and analyzed 
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in order to fulfill a very special fate” (5, p. 8). This 
conjecture gains weight from Schur's citation from 
another unpublished letter of Freud. Fliess had per- 
suaded Freud to omit a major dream from his mono- 
graph on the grounds that it was in some way objec- 
tionable. Freud wrote back, ‘‘So this dream is con- 
demned. ... Please let me know why so I can omit 


. the topic you designate in a substitute dream, because 
‘I can have dreams like that to order” (6, pp. 74—75). In 


short, another major theoretical problem the dream 
addressed was the theory of dreams itself. 

But the theory of dreams, Freud concluded, was in 
essence the same as the theory of hysteria. Freud was 
convinced that hysteria was a psychological illness in 
which physical symptoms represented displaced and 
inadmissible wishes or suppressed traumas. The re- 
pressed wishes ''spoke" through the physical symp- 
toms, which led the way to the fundamental trauma, 
which was then relieved bv '"'catharsis." Dreams, 
similarly, laid a trail of false surface representations of 
an underlying and inadmissib‘e wish. By picking away 
at the associations the analyst penetrated to the under- 
lying wish. Freud believed that the underlying wish 
was always an infantile sexual desire, and of course 
the original trauma behind hysteria was also always 
sexual. 


A STRUCTURALIST INTERPRETATION 


The first sentences of the Irma dream, as Freud 
recognized in his associations, posed the diagnostic 
opposition between hysteria and organic illness. This, 
of course, is the classic diagnostic issue for psychia- 
trists and provides a fitting opening for this historic 
dream. The diagnostic problem points to an obvious 
sequence which shows at once that the dream has a 
coherent framework. That sequence follows the model 


of diagnostic medical rounds in a hospital. 1) There is a. 


preliminary diagnosis and evaluation of the patient by 
the initial physician, Freud. 2) The patient has failed to 
respond to treatment and presents a new chief com- 


. plaint. 3) Freud makes note of her appearance, *'pale 


and puffy.” 4) He examines her throat and nose. 5) He 
discovers unusual lesions and calls in a senior col- 
league, who confirms the presence of these unusual 
lesions. 6) Other colleagues continue with more exten- 
sive examinations (percussing the chest). 7) The senior 
colleague proposes a definitive diagnosis end offers a 
prognosis. 8) There is a consideration of zhe specific 
etiology. This familiar framework is followed daily in 
medical practice all over the world and, in fact, had 
frequently been performed as a unit by the group of 
doctors who appear in this dream. The consultative 
process culminates in what Freud tells us is the 
diagnosis of an organic condition, thus exculpating 
him and his psychiatric trestment methods. 
Accepting for the moment Freud's conclusion 
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(though it must eventually be discarded), we find that 
this familiar diagnostic procedure uncovers a series of 
medical Aindings: the patient is ‘‘pale and suffy’’; she 
exhibits unnecessary recaicitrance in cpening her 
mouth; and there are white patches on the throat, 
whitish grey scabs on the turbinal ''forma ions,"' dull- 
ness in the chest, and infiltration of the shoulder. 
Infection is then diagnosed and dysentery s predicted. 
This series of findings constitutes a second sequence. 

The diagnostic evaluation and the discovery of these . 
medical conditions present a dual progression. First, 
the doctors move down the body from mouth to throat 
to upper body to lower body and gastrointestiaal tract- 
dysentery. At the same time, there is 1 movement 
from superficial, false, and less importart findings to 
deeper, truer, and more important findings. Having 
noted Irma's pallor and her complaint, wFich seems to 
have little to do with the eventual diagncesis, Freud is 
delayed by the false teeth, which Irma dczs aot have. 
Next Freud and Dr. M. no:e the lesions їп the throat, 
but these lessen in significance as Leopold finds the 
dullness and infiltration. There is a sensz o? growing 
certainty and conviction as Dr. M. diagnc ses infection 
and predicts dysentery, and all of the doctors are 
aware of the etiology. This sequence dea's with physi- 
cal findings of organic illness, but it will b2 shown to fit 
the dream's code of substituting. the physical for the 
psychological. It should be noted immediately, howev- 
er, that this progression from false arc superficial 
manifestations to progressively deeper aad fundamen- 
tal causes parallels Freud's investigatiors of hysteria 
as set out in his recently published description of the 
therapy of that condition (15), completed in March of 
1895. - 

These two sequences not only move .n г coherent 
direction, down and deeper, they present a typical 
quasi-logical transformation. They bezin with the 
mouth and throat and, through-Dr. M.’s prediction of 
dysentery, they finish with the lower intestine and 
anus. The mouth that resists voluntaril” opening be- 
comes an anus that involuntarily opens. The patient 
who resisted a catharsis of damaging sexual excite- 
ment cannot resist a catharsis of the damaging toxin. 
The transformation thus substitutes anus for mouth, 
toxin for excitement, intestinal catharsis for mental 
catharsis. By these means a dream cure of Irma is 
achieved which had not been possible in real life. 
These linear progressions are summarized :n table 1. 

We chose to begin with the sequence of the exami- 
nation and its results in order to establis3 the coherent 
development of the dream. But as we said at the 
outset, the dream makes a dialectical arzument. If the 
examination sequence carries, as it werz, tae melodic 
line of the dream, then the dialectical pe-mutaticns are 
the harmony. Their development occurs through a 
distinct process of contrasts and reconciliations. We 
have already stated the first oppositior. between the 
diagneses of hysteria and organic illness. This is only 
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TABLE 1. Linear Sequential Developments in the Medical Consulta- 
tion in Freud's Irma Dream? 





Step in the Medical 


Consultation Finding 





Preliminary diagnosis 

New chief complaint 

Note appearance 
Examination of throat, nose 


Hysteria 

Pain and choking 

Pale and puffy 

Lesion in right side of throat 
and scabs on "turbina! 
bones” 

Dull patch of infiltration on 
the left 


Percussion of upper body 


Deduction of underlying ill- 
ness in lower body 

Prognosis 

Etiology 


Infection (dysentery) 
Dysentery expels toxin ' 
Infection 





aProgressions in the developments are as follows: 1) down body, top center, 

right, left, bottom center; 2) psychological to physical; 3) superficial to 
fundamental; 4) resistance to psychological catharsis to irresistible intestinal 
catharsis. 


the most superficial aspect of what is the dialectical 
structure of the dream, the opposition between the 
physical and the psychological domains. Freud's ob- 
session with this subject did not disappear in his 
dreams. А second opposition is also articulated in the 
first sentences of the dream. This concerns the prob- 
lem of responsibility for Irma's illness: is Irma to 
blame, or Freud, or somebody else? 

The initial thesis of the dream is that Irma is 
suffering from hysteria, which has a sexual etiology, 
and that she is responsible for its continuation, for she 
has resisted the catharsis of repressed affect. Irma's 
response leads Freud to fear that he missed ‘‘some 
organic trouble.” This implies that the illness is not 
hysterical, the cause not sexual. Therefore Freud is to 
blame, and catharsis is irrelevant. Actually, Irma in 
the dream describes the classic hysterical symptom of 
globus hystericus. The only evidence of anything 
organic that logically should alarm Freud is her being 
"pale and puffy.” That links her illness with Fliess, 
makes it iatrogenic, and places the responsibility on 
Fliess. 

Freud, of course, omits mention of any negative 
connections with Fliess, but the dream's next step, the 
discovery of the scabs on the turbinal bones, points 
directly to Fliess's involvement. The dream's next 
thesis mediates the earlier oppositions. Irma's condi- 
tion is not hysterical, and Freud has not missed an 
organic illness. Instead Irma has an iatrogenic condi- 
tion for which neither Freud nor Irma is to blame. But 
the themes of sexual causation and catharsis continue 
to be developed: the operation Fliess attempted was a 
drainage of the sinus cavities—a nasal catharsis. Fur- 
thermore, given Fliess's theories, which Freud ie 
ed, the nose has a sexual implication. 

At this point in the dream, as Erikson noted, the 
person Irma disappears—only her body remains. We 
add that there is also no further direct reference to 
Freud’s theory of hysteria or his psychotherapeutic 
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endeavors. It is as though the domain of psychology 
has dissolved and only the physical domain remains. 
Dr. M. now confirms Freud’s finding. Ey implication 
he agrees that this is an iatrogenic illness for which 
Fliess is to blame. This is the new thesis of the dream. 
At once Leopold sets about contradicting it. First, he 
discovers the dullness and infiltration; these are deep- 
er symptoms, evidence of a more extensive illness. Dr. 
M. identifies that illness; it is an infection. The impli- 
cation at this juncture, then, is that this is a naturally 
occurring physical illness which has been caused by no 
one. Therefore, Freud and Irma are not to blame, and 
neither is Fliess. 

What did Freud make of the various physical symp- 
toms which are so emphasized in the dream? Unfortu- 
nately he did not associate to his own theoretical ideas 
and his published work. Had he done so, he might 
have noted that these physical findings are markers for 
the psychophysical theories on which he had been 
working. The nose alludes to all of Fliess’s theories, 
which Freud believed sufficiently to submit koth Irma 
and himself to Fliess's surgery. The symptoms de- 
scribed by Irma herself are classic pointers to hysteri- 
cal choking or globus hys:ericus. No one at the time 
would have been more aware of this than Freud, yet in 
the dream he reacts with alarm and concern about 
‘missing some organic trouble," and his associations 
do not help us to understand why his alarm takes this 
direction upon hearing this complaint. It is difficult to 
believe that Freud, if awake, would have reacted to 
globus hystericus as an organic symptom. We know he 
was adamant about the psychological causes of physi- 
cal illness, and he believed Irma to be a case in point. 
Yet Freud's technique of dream interpretation did not 
require him to consider the logic of the manifest 
sequence. 

А structural approach, by assuming a coherence in 
the language and development of the dream, opens the 
way to a different, simple, and novel explanation. 
Freud, in the Irma dream, consistently followed a code 
involving a transformation of psychological concepts 
into physical terms. To take another instance, in the 
dream Dr. M. (Breuer) says, ‘‘Dysentery will super- 
vene and the toxin will be eliminated.’’ Freud asso- 
ciates at great length to find a meaning in this ‘‘nonsen- 
sical? solution. But, in fact, Dr. M.'s solution to 
Irma's problem is an apt description in gastrointestinal 
terms of the Breuer-Freud catharsis theory—discharg- 
ing the toxic charge of affect. Furthermore, Dr. M. is 
"*nonsensical!"' in the same way that Freud's response 
to globus hystericus is nonsensical. 

Irma's other symptoms included dullness in the 
chest (tuberculosis) and infiltration in the shoulder. 
Both illnesses had recently been used by Freud as 
similes to describe, respectively, anxiety neurosis and 
the repressed idea in hysteria (15, pp. 137, 290; 19, p. 
137). Freud had difficulty in finding significant associa- 
tions to these elements of һе dream. He connected 
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ebotk findings with tuberculosis, which was the mistak- 

en diagnosis of a patient he might have preferred to 
Irma, and he associated the infiltration to kis own 
rheumatism. (The latter association, by the wav, ob- 
scures the fact that in the dream two of the doctors, 
Leopold and Freud himself, both notice the infiltration 
in the same way—by feeling it in themselves. This way 
of noticing in a physical manner in the doctors’ own 
bodies is also consistent with the code that translates 
psychological to physical. The infiltration and the 
associations around it have proved important to inter- 
pretations like that of Erikson, who understands this 
as evidence of Freud’s merger with Irma. From the 
structural perspective, Freud has simply transformed 
similes into metonyms following the basic code.) 

Thus the sequence of organic symptoms has a 
psychological underside neglected by Freud. Of 
course it was inconsistent with his own interpretation 
that the dream proved Irma had a physical illness for 
which no one could hold him responsible. But if one 
recognizes this underside, Leopold's physical findings 
are “infections” that can be cured by catharsis, and 
Dr. M.’s nonsensical formula is not nonsense. Summa- 
rizing the dialectic of the dream in light of these 
observations, we see that the thesis—iatrogenic illness 
for which Fliess is to blame—is now opposed by an 
antithesis that: has two readings: the infection is a 
naturally occurring physical illness for which no one is 
to blame, but it is also a misdiagnosed hysterical 
illness. Misdiagnosed hysterical illness is in fact a 
major theme in Freud's associztions, as it was central 
to his professional claims. He’ recognized hysteria 
where others found only physical illness. If this formu- 
lation seems strained, it must be emphasized that 
Freud consistently treated Irma as though she had a 
double condition: He treated her for hysteria and yet 
had Fliess operate on her. Long after the surgery he 
wrote to Fliess that Irma-Emraa's hemorrhaging was 
due to hysteria, plus a bleeding tendency. Freud 
wrote, ‘Нег hemorrhages were hysterical, brought on 
by longing" (6, p. 80). This, of course, is not only a 
double condition; it exculpates Fliess and emphasizes 
the ubiquity of hidden hysteria and the many ways in 
which physical symptoms conceal psychological de- 
sires. 

We have asserted that the structure of dreams is like 
the structure of thought, and one might ask at this 
point, Мо would think in suck a strange, quasi-logical 
fashion, in which physical elements substitute for 
psychological elements? The answer to that question 
is to be found by reading the early drafts of Freud’s 
“Project for a Scientific Psychology” (17) and his 
paper on anxiety neurosis (18). These were written in 
the weeks immediately before the Irma dream. Schur 
made a major contribution to the understanding of the 
Irma dream by revealing the Fliess connection in the 
day residue. In the same way, Freud’s theories—his 
conceptions of hysteria, of anxiety neurosis, and of a 
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psychology united with biology—equally belong in the 
day residue. Freud’s dream has been reinterpreted by 
many writers to expose his sexual passions, but Freud 
was a passionate theoretician. The theories he was 
passionately pursuing involved quasi-logical transfor- 
mations of psychic elements into physical elements. 
For example, ideas were to be understood as neuronal 
quantities, and he asserted unequivocally that anxiety 
was a manifestation of a physical sexual autotoxin. 

With these Freudian theories in mind, we can turn to 
the resolution of the Irma dream, where they are 
dramatically ‘‘embodied.’’ The ultimate resolution of 
the dream has baffled subsequent interpretezs just as it 
did Freud. Associating to chemical formulas is not 
easy, although to Erikson propionic suggested priapic, 
and in Freud's association of propyl to propylaea he 
found the entrance to the vagina and thus discerned 
the penis and vagina in proximity (10, p. 26). Anzieu 
(13) made much of trimethylamin's chemica. structure, 
and Mahony (11) made a remarkably elaborate linguis- 
tic interpretation of trimethylamin, which brings to- 
gether all of the sexual themes that are supposedly 
present in the dream. 

From a structural perspective, the resolut:on of the 
dream is a resolution of the dialectic progression. At 
last the real etiology of Irma's illness is discovered. 
The disease is caused 1) by an injection of toxic 
substances 2) with a dirty syringe 3) by a thoughtless 
doctor, Otto. Each of these three statemez:s is filled 
with double meanings. 

The German original of Freud's interpretation, as 
Erikson and Mahony made clear, gives :o the injection 
a sexual overtone, a fact that led them to speculate 
about Freud’s sexual fixations. But from the structural 
perspective the sexual injection is the physical enact- 
ment of the repressed sexual idea, which Freud be- 
lieved to be the cause of hysteria. Freud’s theory 
about the sexual etiology of hysteria is thus confirmed 
at the physical level. Irma's trouble cen te traced to 
her contact with Otto’s dirty “‘squirter’’ (Spritze). 

Let us next consider the toxic substances adminis- 
tered by Otto in his injection: “propyl, propyls . .. 
propionic acid. . . trimethylamin."' The last of these— 
and thé most significant for Freud—was thz trimethyl- 
amin. The formula for it was written out in the dream 
in heavy type, ‘‘as though there had been a desire to 
lay emphasis . . . being of quite special importance." 
Freud paid particular attention to this apzearance cf 
trimethylamin. It was important to his basic distinction 
between verbal memories and visual hallucinations, 
which was a central theoretical concep: in his work on 
dreams. `‘Опе shuts one's eyes and hallucinates, опе 
opens them and thinks in words” (20, p. 401). The 
formula for trimethylamin had just this ‘‘prodigiously - 
vivid” hallucinatory quality. Freud, in the ‘Project, 
attributes the intensity of. the hallucination to the 
displaced cathexis of other associated ideas. This 
theory is elaborated in The Interpretation of Dreams, 
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FIGURE 1. The Dialectic of Freud's Irma Dream 
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. The illness is sexual-hysterical, the 


symptoms organic. hysterical. 


. It is caused by the patient. 









. The patient vol.intarily resists 
catharsis (speech). 


. The illness is organic-sexual. 








. The doctor's negligence made it 
worse. 


. The doctor induced: nasal catharsis, 
which miscarried. 












But he also tells us that, according to Fliess, trimethyl- . 


et 


amin is “опе of the products of sexual metabolism.” 
This causes Freud to associate to the importance of 
sexuality *'in the origin of the nervous disorders" (4, 
p. 116). | | 

Because Freud's method of association led him to 
focus on the units of the dream, rather than the 
sequence, he did not take the obvious next step of 
structural interpretation. Otto has injected a sexual 
metabolite into Irma. Thus, again, Irma's illness is 
caused by sexuality, and once more we see not 
Freud's sexual fixations but the outline of Freud's 
theoretical fixation. Freud believed at the time that 
‘sufferers from the actual neurosis were somehow 
being neurologically poisoned by their own abnormal 
deployment of a sexual substance emanating from the 
reproductive organs” (19, p. 109). Blame is also given 
to Otto's sexual inadequacy in the penultimate sen- 
tence of the dream: ‘‘Injections of that sort ought not 
to be made so thoughtlessly." A thoughtless husband, 
in Freud's view, could cause anxiety neurosis in a 
woman. 

The belief that Irma’s illness was caused by an 
injection of trimethylamin is an extraordinary demon- 
stration. of Freud's theories about the relationship 
between the psychological and biological domains: 


. The illness is organic, the symptoms 


. It is neglected by the doctor. 


3. The patient involuntarily resists 
catharsis (choking). 


. The illness is organic-sexual- 
hysterical. 


. It is caused by a careless doctor. 


. The infection produces catharsis 
through the anus (dysentery). 
















. *he illness is organic, but a 
metapho- for hysteria. 










. It passes from the patient to the 
doctor. 










. The infection causes infiltration ithe 
contrary of catharsis). 











Freud, of course, believed that sex was the Lridge 
between these domains, and ‘rimethylamin was the 
sexual substance that achieved that connection in the 
dream. The visual intensity of the formula is therefore 
a measure of its significance in the resolution of the 
argument. 

We summarize the dialectic permutations in figure 
1. The theoretical arguments captured ia the dialectic 
of the dream are of great interest. We have already 
commented that the dream sequence tracks Freud's 
theory of the psychotherapeutic process. A series of 
displaced physical symptoms is probed until tbe re- 
pressed sexual idea is revealed and cured by catharsis. 
The dialectical permutations demonstrate Freud's the- 
ory of actual neurosis and his general commitment at 
that time to toxicological theories. That Irma's condi- 
tion combined elements of hysteria and anxiety neuro- 
sis reflected what Freud thought was typical in such 
cases. Freud believed even physical illnesses had a 
psychological dimension (and this has become the 
basic assumption of contemporary psychiatric prac- 
tice). Finally, and perhaps most fundamentally, since 
Freud believed that dreams had the same theoretical 
explanation of hysteria, the theory of the Irma dream 
contains the nucleus of Freud’s Interpretation of 
Dreams. 


Pa 
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"COMPARISON OF THE ANALYSES 


Freud's theory was that dreams represented imme- 
diate but distorted or censored wish fulfillments. The 
wishes were typically sexual in nature and were not 
admitted consciously. The ‘‘dream work” was a proc- 
ess whereby the wish fulfillment was disguised until it 
could be admitted to consciousness. This was 
achieved through mechanisms such as condensation, 
symbolization, and representation. These mechanisms 
replaced the censored x with something more accept- 
able (у), with which, however, x was somehow associ- 
ated by the dreamer. Free association could be used to 
recover the link and so to find x. Thus the complicated 

. business о? dreaming linked not the wish and the wish 
fulfillment but the wish fulfillment and its presentation 
to the consciousness. Moreover, this was done by 
piecemeal substitution rather than by a coherent reor- 
dering of the original dream scene. 

Our view is different. We stress the movement from 
the initial problem to its resolution and suggest that 
this movement is coherent and orderly and follows 
rules that transcend individual idiosyncracy. 

Freud's own analysis of his Irma dream concentrat- 
ed on the fulfillment of one wish. ‘‘The conclusion of 
the dream, that is to say, was tnat I was not responsi- 
ble for the persistence of Irma's pains, but that Otto 
was” (14, р. 118). More generally, a body af critics 
was discredited. In order to arrive at this discovery, 
Freud had been obliged to trace a variety of associa- 
tions. For example, he followed various chains of 
thought that led him to associate Irma with a govern- 
ess of his children; his wife; another patient he shared 
with Breuer; another sick widow, who was not a 
patient; his eldest daughter, who had been iil; and 
finally, an old lady who was suffering from phlebitis. 
How did these associations illuminate the dream? 
Freud said that perhaps he was identifying substitute 
patients who would be more amenable than Irma to his 
“suggestions,” that by making Irma into a governess 
with false teeth he was demeaning her, and so on. Yet 
surely these associations are not very helpful in arriv- 
ing at the conclusion that Otto, not Freud, made Irma 
ill. The usual explanation of these weaknesses in the 
interpretation invokes Freud’s supposed reticence 
about pursuing his own sexual associations far 
enough. 

Erikson (5) took the view that there were indeed 
other wishes involved, a sexual desire (for Irma and 
other women associated with Бег) and an identification 
of his desire for children witk professional ambition. 
As Max Schur later commented, the analysis is **inge- 
nious,” tut he tactfully implied that it is not consistent 
with the historical evidence about Irma (6, p. 49). He 
drew attention instead to the unstated problems con- 
cerning Fliess, that is, his theory of sexual malfunction 
and his responsibility for Irma's condition. Schur's 
contribution, as Greenberg and Perlman demonstrated 
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(12), allows the dream to be understood as an attempt 
to resolve Freud's unconscious ambivalence toward 
Fliess. Greenberg and Perlman's analysis is consistent 
with present-day psychoanalytic approaches to 
dreams. These place less emphasis on wish ?ulfillment 
and more on an ego psychology perspect.ve. They 
stress conflict resolution and adaptation. This contem- 
porary emphasis on conflict resolution is a possible 


link between psychoanalytic and structural interpreta- 


tions. Their emphasis, however, is on conflicting de- 
sires or intra- and extrapsychic demards. The struc- 
turalist approach, in contrast, emphasizes the dialectic 
of the manifest dream. 

None of the previous commentators recognized this 
dialectical structure of the dream, its repetitive form, 
and its obvious reference to a diagnostic prccess. And 
none appreciated how precisely the dream recapitulat- 
ed and confirmed Freud’s theoretical ideas. Dur analy- 
sis strongly establishes this connection, znd while 
there may be debate about some points of the analysis, 
the general framework and the conclusion (that the 
dream, inter alia, justifies Freud’s theories) are, we 
believe, compelling. This solution was evident to us 
and not to Freud, Erikson, Schur, and othe commen- 
tators because we started from the hypothesis that the 
dream would represent an argument, an ordered pro- 
gression, in which set scenes would be transformed 
into structurally similar scenes in a repetitive manner. 
In other words, our method revealed not only the 
structure of the dream but also its central message. 
Both were hidden to investigations that relied on 
association and symbolism. 

The analysis has a further implication. The Freudian 
assumption is that the unconscicus mind works by 
making associations, which are idiosyncratic in na- 
ture. We proceed on the assumption thzt even in 
dreams the mind works by applying quasi-logical rules 
to scenes, sentences, or premises in order to proceed 
beyond them. This is borne out by the dream analysis, 
while the associations produced by Freud do not 
radically change our view of the dream. Thus the 
analysis suggests a very different conclusion about 
mental processes from that favored by Freud. 


CONCLUSIONS 


Perhaps the most interesting implications of a struc- 
tural analysis for psychiatric theory are the questions 
it raises about the fundamental psycaodynamic tool, 
association. Association is the Rosetta stone of the 
Interpretation of Dreams, and its centrality to such 
basic theoretical constructs as primary and secondary 
process is obvious. Indeed, the entire distinction be- 
tween the manifest and the latent dream is put into 
question if the structural approach is correct. And 
what is to be said of the "unconscious," to which 
dreams are the via regia? 
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These are questions we wish only to raise at this 
point, since the project of developing a structuralist 
appreach to dreams is still at an early stage. But 
should this approach prove itself in sustained applica- 
tions, the theoretical consequences will obviously be 
significant. 

We would not c_aim that our method resolves all the 
problems in dream studies. Critics of the structuralist 
approach in anthropology have argued that it seems to 
push the human passions into the background. Struc- 
turalism emphasizes the cognitive rather than the 
affective side of hi man beings. The same criticism can 
be made of this structuralist interpretation of dreams. 
In addition, the approach, as elaborated in this paper, 
does not address the problem of symbolism or even 
the dreamlike quality of dreams. There may even 
prove to be a class of dreams that do not possess 
coherent structures. 

Two claims for the method can be made, however, 
even at this early s:age. First, there can be no question 
that it is a significantly different way of interpreting 
dreams. Second, whether or not our interpretation is 
in all respects convincing, it seems beyond question 
that we have clearly demonstrated a connection be- 
tween the dream and Freud's scientific ideas, as 
opposed to his presumed psychosexual fixations and 
conflicting desires. That Freud's theories and his 
dream contain the same kinds of quasi-logical transfor- 
mations suggests that Lévi-Strauss's hypothesis may, 
in fact, be as pertinent to dreams as it is to myths. 
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The Effect of Divorce on Fathers: An Overview of the Literature 


BY JOHN W. JACOBS, M.D. 








Divorce is becoming a major mental health problem 
in the United States. With rare exception 
psychological attention has usually focused on the 
effect of divorce on children and mothers. The 
author suggests that as some fathers become more 
involved in family nurturing they will be more 
intensely affected by marital disruption, particularly 
as it involves changes in the relationship to their 
children. A review of the recent psychological 
literature on divorce and custody is presented as a 
framework for understanding-the divorcing father 
who is requesting psychiatric help. (Am J Psychiatry 
139:1235-1241, 1982) 


ivorce is now endemic in American life. The 
divorce rate has soared from 2.2 to 5.3 per 1,000 


. population in the past 2 decades. In 1978 more than 1.1 - 


million Givorces involving 3.5 million men, women, 
. and children were granted by American courts (1). 

As both the absolute number and the rate of divorce 
have accelerated, there has been an increased interest 
in the emotional problems leading to and resulting 
from marital separation and a dramatic increase in the 
number of psychological articles written about divorce 
and its sequelae. For the most part, these articles are 


concerned with the difficulties encountered by the: 


children of divorced parents and their custodial moth- 
ers (2-13). Rarely, with important exceptions (14—18), 
do they focus much attention on the problems of 
fathers who are divorced or who are experiencing 
marital separation. Because many American fathers 
have adopted a more involved parental role within the 
intact family (19), thev are likely to experience in- 
creased emotional hardship around the time of marital 
separation and to seek psychiatric help during this 
time of distress. This paper presents a review of the 
relevant literature written on those aspects of divorce 
that ultimately affect the functioning of the father 
before, during, or after divorce. 
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, EFFECT OF DIVORCE ON CHILDREN 


The presenting complaint for many fathers who 
come for treatment in the midst of a divorce crisis 
seems to be the threat of losing their relationship with 
their children. Before the 1900s the father would 
almost always be granted custody of his child (20). 
Since then, it is usually the mother who becomes the 
child’s custodian. .Today fathers еы perceive 
divorce as requiring a dramatic diminishment or total 
severance of their relationship to their| children. In the 
past 10 years a substantial amount of literature has 
accumulated which suggests that this specific aspect of 
divorce may be responsiblé for many of the severe 
psychiatric sequelae experienced by all family mem- 
bers following marital disruption. 

` Wallerstein and Kelly (5, 6, 8, 9, 11) studied 60 
divorcing families and paid special attention to the 
effects of divorce on children of different age groups. 
They summarized their findings and therazeutic inter- 
ventions by saying that they made many suggestions to 
support a continuing relationship between the children 
of divorced families and their fathers. They repeatedly 
observed the suffering and intense longing that these 
children experienced toward the departed parent and 
found that enhanced ease of access to the visiting 
parent led consistently. to a lessening of the child's 
distress (21). 

McDermott (22, 23), Woodruff and associates (24), 
Morrison (25), Lang and associates (26), Tooley (27), 
and Kalter and Rembar (28, 29) have all reported on 
the various symptoms of children from divorced 
homes seen in psychiatric settings. Although there is 
some disagreement among these authors as to which 
age group tends to show which symptoms. a consen- 
sus exists that poor self-esteem, depression, aggres- 
sion, poor school performance, and antisocial actions 
are very frequently found in this population of chil- 
dren. All the authors noted that these families con- 
tained a distant, uninvolved, unsupportive, or angry 
noncustodial father and/or a chronically embittered, 
angry, vengeful custodial mother. 

Unfortunately, all studies of the effect of divorce on 
children suffer from the same methodological limita- 
tion. None of them is able to isolate divorce as the sole 
variable in the child's disorder. To properly identify 
the role of divorce in the production of childhood 
emotional problems, a large prospective study is re- 
quired. Such a study needs to examine children with 
varying degrees of emotional difficulty living in intact 
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families characterized by varying forms of family 
pathology. These cohorts should then be followed to 
see if those children of parents who ultimately divorce 
fare any worse than similar children from similar 
parents who elect to stay married. It should be no 
surprise to anyone that children from divorced homes 
have emotional difficulties; this is no more surprising 

than the finding that children from unhappy marriages 
гей, {о have emotional problems. Both are part of 
today sipsychological truisms, and neither statement 
isolates Че etiological significance of divorce itself. It 
is possible that children from unhappy families do 
better following divorce than they would have done 
otherwise, andit is further possible that children born 
with a predisposition to emotional difficulty in some 
way. contribute to family strain and parental divorce. It 
may well be that when a longitudinal, properly con- 
trolled study is/ultimately done the findings will echo 
Despert's observations (3), published in 1953, that it is 
not divorce which determines a child's adjustment but 

. the nature of the parental interactions before and after, 
with or without divorce. . 

In a summary of the psychological literature Shinn 
(30) reviewed 54 papers on the relationship between 
“father absence" and children's cognitive develop- 
ment. The evidence strongly suggests that absence of 
the father, or. a low degree of paternal emotional 
support of the child, is directly correlated with poor 
performance on cognitive tests. Lambert and Hart (19) 
found that children whose fathers were involved with 
teachers at school conferences were 7 months ahead 
on reading and mathematics scores when compared 


with children whose fathers were not involved in this: 


manner, Radin (31, 32) also found that in young boys 
` paternal nurturance is significantly and highly correlat- 
. ed with increased IQ. Pedersen (33) has drawn atten- 
tion to the multiple ways in which the father's pres- 
ence can affect a family, either by directly influencing 
` the child or by indirectly influencing the mother’s 
behavior and interactions with the child. Herzog and 
Sudia (34) have published an excellent review of the 
methodological errors most frequently encountered in 
the studies of fatherless families. They too pointed out 


“~~ that the absence of the father may affect a child in 


many different ways, but they stressed that the impact 
on the child of growing up in such a home will be most 
affected by conditions that existed in the marriage 
before the parental separation. i 


EFFECT OF DIVORCE ON FATHERS . 


In the last few years a number of studies have begun 
to examine the effects of divorce on fathers. Divorced 
men are particularly vulnerable to psychiatric illness. 
Bloom (35) found that men from broken marriages 
were nine times more likely to be admitted to psychiat- 
ric hospitals for the first time than men from intact 
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homes. For divorced women there is a threefold * 
increase. His data further indicate that admission rates 
were higher for separated men than for legally di- 
vorced men, suggesting that the period around the 
time of separation is particularly critical and that the 
crisis ebbs as the divorce process unfolds and ulti- 
mately becomes a legal fact. 

Other studies on the stress of divorce and separation 
have been summarized by Bloom and associates (36). 
Automobile accidents double in frequency from 6 
months before to 6months after divorce. Divorced and 
separated people are also overrepresented in surveys 


‘of successful suicides, homicides, and deaths due to a 


variety of medical illnesses, including lung cancer, 
diabetes mellitus, and arteriosclerotic heart disease. 
The greatest risk for stress-related morbidity seems to 
exist about the time of marital separaticn. 

The various emotional and behavioral responses of 
fathers to the stress of divorce have been studied by. 
Hetherington and associates (14), Keshet and Rosen- 
thal (15), Greif (16), and Wallerstein and Kelly (18). 
Hetherington compared 48 divorced fathers whose ex- 
wives had custody of their children with a series of 
matched married controls. The divorced men were 
studied for 2 years after their legal divorces. Hether- 
ington's data do not include observations of paternal 
reactions during the early phases of marital separa- 
tion—the very time when fathers may experience the 
most distress. Further, she does not indicate how 
much time had elapsed between separation and legal 
divorce. (These data would be helpful in trying to 
develop a treatment strategy.) Nonetheless, she found 
that 2 months after divorce, the fathers were spending 
more time at work, in household and solitary activi- 
ties, or with friends. They had a great need to avoid 
solitude and inactivity. Many men began to lose con- 
tacts with old friends, and dating and casual sexual 
encounters were more frequent throughout the first 
year. Two years after the divorce these men com- 
plained of feeling shut out, rootless, and at loose ends. 
Most of the fathers yearned for intimate, loving, stable 
heterosexual relationships, which they considered par- 
amount for their own happiness and self-esteem. 

Initially most of these divorced fathers did not get 
along well with their ex-wives. All but 4 of the 48 
couples had relationships characterized by acrimony, 
anger, feelings of desertion, resentment, and memo- 
ries of painful conflicts. By the end of 2 years, 
however, both conflict and attachment between the 
ex-spouses had substantially decreased. Although 
about one-third of the fathers reported an excited 
sense of freedom immediately following divorce, this 
feeling alternated with—and by 1 year had been re- 
placed by—depression, anxiety, or apathy. By the end 
of the 2-year follow-up all these affects had markedly 
decreased. ; 

Of all the potential adjustments, the most compel- 
ling problem for these fathers was their pervasive 
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*sen$e of loss of their children. Of the 48 fathers who 
had been highly involved, affectionate parents while 
married, 8 reported that they could not tolerate the 
pain of seeing their children only intermittently. Two 
years after the divorce these fathers had diminished 
the frequency of their visits with their children in an 
attempt to lessen their own unhappiness. Nonetheless, 
they continued to experience a great sense of loss and 
depression. Even those men who had remarried spoke 
of intense feelings of loneliness. Finally, as in the other 
studies cited above, Hetherington and associates (14) 

: reported that low conflict between parents and more 
frequent paternal contacts with tae child were associ- 

: ated with better mother-child interactions and with a 
more positive postdivorce adjustment of the child. 
Keshet and Rosenthal (15) studied 128° divorced 
fathers, of whom 10 were studied in depth. The 10 
divorced fathers were from the upper middle class. 
They had been divorced for at least 2 years and 
regularly saw their children (7 years of age or younger) 
for no less than 2 days a week. The initial reactions to 
divorce for these men were similar to those found in 
Hetherington's sample. The major difference between 
the groups was that these fathers were able to create 
their own households and set up schedules for pro- 
longed, frequent contact with their children. As they 
did so, their feelings of inadequacy, anxietv, and 
depression were gradually replaced by a sense of 
confidence and accomplishment. 
These authors (15) concluded that fathers who are 


able to recognize their dependence on their children's ` 


Jove (as well as the children's need for ongoing pater- 
nal care and attention) and who can respond to their 
children during a time of crisis and deprivation will 
find that the parental relationship is the definitive 
Teferent for restructuring their postdivorce life style, 
behavior, and self-concept. 

Greif (16) studied 40 middle-class divorced fathers 
who differed widely in the amount of regular contact 
they were allowed to have with their children. Twenty- 
three of the men developed physical symptoms follow- 
ing marital separation that included weight loss, oph- 
thalmological and dental problems, hypertension, 
rheumatoid arthritis, and headaches. The fathers who 
experienced ‘‘child absence” manifested signs of de- 
pression, including depressed mood and difficulty in 
sleeping, eating, working, and socializing. Although 

" depressive illness before the divorce could not be 
ruled out (Briscoe and associates [37—39] have found 
affective iliness to be a predisposition to divorce), 
these men felt overwhelmed by feelings of loss of their 
children and their sense. of devaluation as parents. As 
in Hetherington's study, many of these men dealt with 
their pain by distancing themselves even further from 
their children. 

Greif's data suggest that just as children who regu- 
larly see their fathers have the best postdivorce adjust- 
ment, fathers who spend the most time with their 
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children tend to be less depressed and most satisfied 
following marital separation. Of the 40 fathers in her 
study 8 had joint custody, saw their children regularly, 
and were involved in making decisions about rearing 
their children. These were the men who did tke best in 
spite of the fact that often they continued to have 
recurrent conflicts with their ex-wives. 

Wallerstein and Kelly (18) reported cn the postdi- 
vorce father-child relationship in their sample of 60 
divorced families. They found that a knowledge of the 
predivorce relationship could not be used to predict 
postdivorce outcome. Similar to Hetherington’s and 


' Grief's findings, Wallerstein and Kelly found that mep- 


who had. had close relationships with their ctildren 
could often not cope with the repeated pain cf separa- 
tion induced by the visiting-parent process. Other 
fathers who had limited contact with :heir children 
before divorce became more involved parents after 
divorce. The authors reiterated their find:ngs that 
strengthening the relationship with the father was the 
single most important focus for preventive interven- 
tion with the child. They found this to be especially 
critical for the adjustment and development of the 
younger children in their sample. 


CUSTODY AND VISITATION 


Since the life of the divorcing father so often in- 
volves the father's relationship to his children, aware- 
ness of the various structures of child custodv, visita- 
tion awards, and agreements are of paramount impor- 
tance. All mental health literature on this subject is 
written from the perspective of what is besi for the 
child. In spite of this singularity of purpose, mental 
health professionals remain staunchly—and at times 
vociferously—divided on this matter in beth theory 
and practice. Needless to say, the psychia-zic litera- 
ture rarely concerns itself with what is bes: for the 
father, nor does it link the father's well-being with the 
ultimate well-being of his children. It should be noted 
that in the articles on child custody discussed below 
there is no report of a systematic longitudinal psycho- 
logical study of any circumscribed populatian of chil- 
dren from divorced families that uses acceptable scien- 
tific methodology, i.e., blind observers or adequate 
control groups. Most of the work remains irmoression- 
istic and highly skewed by value judgments. Clearly, 
much further work needs to be done on assessing the 
impact of different forms of custody on both children 
and parents. 

Goldstein and associates (40) put forth the idea, 
based on their theoretical (psychcanalytic; position, 
that all children of divorce should be ia the custody of 
the one parent who can provide the greatest continuity 
of care. That parent-should then have total control 
over the amount that the other parent may visit. This 
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position is advocated for all children of every age and 
either sex without regard for the negative effects of 
having the noncustodial parent-child relationship sub- 
ject to the whims of the sole custodian. 

Roman and Haddad (41) criticized Goldstein and 
associates and suggested in opposition that joint custo- 
dy should be considered in the best interest of the child 
as well as the parents. By joint custody they mean that 
both parents equally share in the making of significant 
child-rearing decisions and mutually share in regular 
child care responsibilities. However, Roman and Had- 
dad have not in алу detail suggested how to effect such 
cooperation between ex-spouses, who often hate each 
other, nor have they suggested how to realistically 
share custody if the parents do not live in the same 
community. 

Abarbanel (42), in studying joint custody arrange- 
ments, reported that for most children there is little 
discontinuity and no evidence of developmental pa- 
thology in having two regular homes instead of one. 
Like Roman and Haddad, she strongly suggested the 
consideration of joint custody. Similarly, Steinman 
(43) found that heving a regular relationship with both 
parents enhanced the child's self-esteem. Nonethe- 
less, one-third of her sample of 32 children under joint 
custody felt burdened by the requirement of maintain- 
ing а strong presence in two homes. Benedek and 
Benedek (44) also differed with Goldstein and asso- 
ciates, believing it the child's right to see the noncusto- 
dial parent regula-ly. They also critically reviewed the 
theoretical merits and problems associated with joint 
versus sole custodial arrangements (45). Gardner (12) 
has taken a flexible approach to this issue. Recently 
Ilfeld and associates (46) published one of the first 
controlled studies comparing the effects of joint custo- 
dy and sole custady on the frequency of relitigation. 
Their initial study did not contain psychological data 
on the involved children, nor did it compare them by 
age or sex. Nonetheless, they reported that joint 
custody diminished the need for further court appear- 
ances. 

Even the matter of the involvement of mental health 
professionals in child custody proceedings is in contro- 
versy. Many, like Westman (47), Benedek (48), and 
McDermott and associates (49), have called for the 
liberalization of laws and the increased involvement of 
trained mental health professionals in custody deci- 
sions. Derdeyn (50) and Gardner (51) decried the 
involvement of mental health professionals in an ad- 
versarial position. Benedek and Benedek (52) strongly 
disagreed with this view and urged mental health 
experts to take an active part in working with attor- 
neys to influence custodial decisions. Bernstein (53) 
sees the lawyer and mental health counselor as an 
interdisciplinary team. The literature provides little 
unanimity of opinion in suggesting what role the 
mental health field should take regarding child custody 
and parental visitations. 
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Recently, as more fathers have gained sole custody 
(in most states, however, fathers still win sole custody 
in fewer than 596 of contested divorces), there has 
been renewed interest in the process of single-parent 
fathering. It used to be assumed that grave psychologi- 
cal consequences would develop for children reared in 
such a family structure. Recent articles by Gasser and 
Taylor (54), Mendes (55), and Orthner and associates 
(56) have suggested that this is not the case. 

In the psychoanalytical and psychological literature, 
there has been a steadily growing recognition of the 
importance of fathers for the normal development of 
children. Lamb (57) excellently reviewed the current 
psychological literature on the role of the father in 
child development. He identified the serious method- 
ological errors made by studies which assume that 
fathers play a minimal role in child rearing and suc- 
cinctly summarized the current literature which pre- 
sents mounting evidence of the developmerxally criti- 
cal nature of nurturant father-child interactions. Abe- 
lin (58), following the work of Margaret Mahler in 
directly observing young children, reported on the 
vital role the father plays in helping the child separate 
from its earliest attachments to the mother. Abelin’s 
observations (59) led him to state that for many chi. 
dren ‘‘the father relationship seems to develop side by 
side with the mother relationship from earliest weeks on, 
and to share many of its ‘symbiotic’ qualities.” 

Conversely, for the last 3 decades :here has been a 
growing recognition of the importance of parenthood 
as a developmental phase for adults. Аз early as 1958, 
Benedek (60) called attention to the roots of paternal 
identity and the importance of such development fot 
fathers and children alike. She recognized that parent- 
hood remolded and matured a man's psychic organiza- 
tion. Ross (61), in a review of the psychcanalytic 
literature, contended that nurturance in men originates 
in early, developmentally normal ideatifications with 
the good nurturing mother that are later superseded 
and are at times defended against by identification 
with a more or less nurturing father. 

In summary, a review of the literature of the last 15 
years suggests a number of conclusions. Fathers play 
an extremely important role in the development of 
their children. Children deprived of their fathers due tc 
parental divorce may suffer seriously from a wide 
range of psychopathology. Divorced rathers likewise 
often suffer from the loss of their children and, like 
their children, do better following divorce when there 
is greater continuity of contact. 


APPROACH TO TREATMENT 


With rare exception (62, 17) the literature on the 
treatment of problems associated with divorce ha: 


x. 
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been written from the perspective of the whole family. 
There is general agreement ameng these authors that 
although divorce creates a new family structure, there 
is still a reorganized family that must function for 
years to come. The focus of this literature has been on 
helping couples separate with the least possible further 
emotional damage. Specific attention has been paid to 


minimizing the trauma done to children by lengthy - 


legal battles and by protracted hostility between the 
parents. 

Fisher (63), Haynes (64), and Suarez and associates 
(65) outlined a viable strategy for divorce mediation in 
consultation with attorneys. In a series of informative 
articles Kressel and associates (66, 67) reviewed the 
technical problems encountered in conducting divorce 
therapy. They emphasized the role of countertransfer- 
ence and the nature of the couple's emotional bond to 
each other. Coogler (68—70) has extensively reported 
on the successful development of court-related di- 
vorce mediation and family conciliation units. Central 
to this conciliation process is the strong direct stance 
the mediator takes against the couple's use of fault 
finding, recriminations, rage, or blame. A basic as- 
sumption of such mediation is that dissolution of a 
marriage necessitates a rearrangement or restructure 
of family life so that both parents can have a meaning- 
ful relationship with their children (71). 

Whitaker and Miller (72) challenged this form of 
intervention, arguing that no therapist should see a 
couple for the expressed purpose of facilitating a 
divorce lest they unwittingly help destroy a potentially 
vital marriage. They feel certain that if only one 
member of a divorcing couple is seen in therapy, this 
too will potentiate divorce or prevent reconciliation. 

Although one would do well to keep these points in 
mind, lest the possibility of reconciliation be missed, it 
is clear that millions of American couples are divorc- 
ing and psychiatrists are being called on to reduce the 
trauma experienced during marital separation. Most of 
the literature on family therapy argues that the earlier 
and more effectively the therapist enters the process, 
the greater will be the chance of forestalling prolonged 
and severe conflict. 

Leader (73), Sheffner and Suarez (74), Goldman and 
Coane (75), and Weisfeld and Laser (76) have all 
recommended the inclusion of the father for successful 
family treatment of divorce-related pathology during 
the postdivorce period. Thus, within the family thera- 
py literature, there is an awareness of the problems 
associated with divorce and the development of treat- 
ment strategies that directly address and involve the 
father. 

Recently, Friedman (17) reported on his treatment 
of two fethers who underwent divorce during their 
analytically oriented psychotherapy. He reported that 
the maintenance of their relationship to their children 
was a positive developmental experience for both the 
children and the fathers. My own clinical experience 
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with fathers coming for treatment in the midst of the 
divorce process suggests that although there are nu- 
merous and complex forces in each individual patient, 
the primary salutary focus of crisis work has been the 
supportive maintenance (sometimes against great ex- 
ternal odds) of the father-child relationship. My expe- 
rience also parallels Wallerstein and Ke ly’s observa- 
tion (18). This crisis is most severe for the fathers of 
younger children. 

To this point, though, the weight of the psychiatric 
literature has strongly supported the view .hat treat- 
ment of the entire divorcing family unit should be 
regarded as the central therapeutic modality when 
divorce or divorce-related problems are major issues 
for a patient. Treatment of the father alone seems best 
considered when couple therapy is no longer »ossible. 


DISCUSSION 


Much work still needs to be done to elucidate the 
experience of fathers when they undergc divorce. 
Interest in the life of the divorcing fatter seems 
particularly critical at a time when incr2asingly large 
numbers of involved parents are living through the 
stress of divorce and attempting to adjust to naw forms 
of family life and child care arrangements. 

It should be no surprise that the divorcimg father is 
the family member least considered in tae psychiatric 
literature on divorce. To some extent this trend paral- 
lels what until recently seemed to be the short shrift 
generally given to fathers. This tendency is fostered by 
the typical father's unavailability for easy study by 
mental health researchers (few researchers лауе spent 
as much time at night and on weekends with fathers 
and their children as they have during the day with 
mothers and the same children) as well 25 by the 
literature's ever-expanding focus on the ct ild's earli- 
est developmental phases. 

Such theoretical, methodological, anc practical 
problems confronting mental health profess onals rein- 
force the still prevailing archaic stereotypizal view of 
fathers as generally being removed and unirterested in 
child rearing both during marriage and aftsr divorce. 
Although this view of the uninterested father is un- 
doubtedly true for some men (and, of ccursz, for some 
women too), the recent studies noted above make it 
clear that for many fathers this is nct the case. For 
them marital separation, in large part, creates a child- — 
centered crisis in which the threat of losing or curtail- 
ing the relationship with their children is the source of 
severe anxiety. It all too frequently results in panic or 
depressive states. | 

There appears to be an increasing солйиепсе of 
thought within the literature suggesting that those 
fathers who maintain regular prolonged contact with 
their children do best in the postdivorce period. This is 
paralleled by evidence that the children of such fathers 
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tend to make the best postdivorce adjustment. There is 
also mounting clinical evidence that treatment of the 
father which focuses on helping him maintain his 
relationship to his children will have the most salutary 
effect on all members of the family. This may be so 
even in those situations where mothers are initially 
opposed to the continuance of the father-child rela- 
tionship. 

A review of the current literature thus has broad 
implications for mental health professionals who treat 
divorcing fathers. The strong consensus that central to 
the father's recovery is the maintenance of his paternal 
role behooves the therapist to identify and help resolve 
intrapsychic and interpersonal conflicts which inter- 
fere with such an end. In a forthcoming paper I will 
discuss these conflicts and their technical management 
in greater detail. 

Crisis work with divorcing fathers is not a substitute 
for more explorative therapy that can evolve, if re- 
quired, after the crisis has ebbed. A review of the 
current psychiatric literature strongly suggests that 
such work is best done by professionals who are 1) 
comfortable being engaged in active crisis interven- 
tion; 2) aware of the social, political, and legal issues 
facing divorcing fathers; 3) able to move flexibly 
between treatment of the individual, the couple, and 
the whole family; and 4) aware of the value to the 
entire family system of having both parents às actively 
engaged as possible with their children. 
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Effect of Neuroleptic Drugs on Platelet Monoamine Oxidase in 


Psychiatric Patients 


BY HERBERT Y. MELTZER, M.D., MARY BETH DUNCAVAGE, M.A., HERBERT JACKMAN, PH.D., 
RAMESH C. ARORA, PH.D., BETTY JO TRICOU, M.D., PH.D., AND MICHAEL YOUNG, PH.D. 





The authors determined the platelet MAO activity of 
57 psychotic patients after a placebo period and 
after 3-65 days of. neuroleptic treatment. Platelet 
МАО activity significantly decreased in both men 
and women after neuroleptic treatment. The platelet 
MAO activity of neuroleptic-treated schizophrenic 
women was significantly less than that of drug-free 
schizophrenic women, who did not differ from : 
normal women. There were trends in the same 
direction for the schizophrenic men. Previous studies 
that reported lover platelet MAO activity in 
neuroleptic-treated schizophrenic patients than in 
normal controls may have been influenced by this 
neuroleptic effect. (&m J Psychiatry 139:1242-1248, 
1982) 





here have been more than 40 reports of the 

relationship between platelet monoamine oxidase 
(MAO) activity and diagnosis and psychopathology in 
schizophrenic patients and normal controls (see refer- 
ences 1 and 2 for reviews). The most influential and 
controversial finding has been low platelet MAO activ- 
. ity in chronic schizophrenic patients, originally repon 

ed by Murphy and Wyatt (3). 

* As in all studies of schizophrenic patients in the 
postneuroleptic era, the possibility that low platelet 
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MAO activity might be an artifact of neuroleptic 
treatment requires consideration. Murphy and asso- 
ciates (4) and Owen and associates (5) reported an 
increase in platelet MAO activity in small numbers of 
Schizophrenic patients after neuroleptic treatment. 
Potkin and associates (6) reported that withdrawal of 
neuroleptics had no effect on platelet MAO activity. 
However, platelet MAO activity has been reported (7, 
8) to be significantly lower in neuroleptic-treated 
schizophrenic patients than in unmedicated chronic 
schizophrenic patients. In one study 7), platelet МАО 
activity was 15% lower after, neuroleptic treatment, 
but this decrease was not statistically significant. 

We have carried out a number of large-scale studies 
related to the effect of neuroleptic treatnent on human 
platelet MAO activity that demonstrate a significant 
decrease in platelet MAO activity after neuroleptic 
treatment. Since a preliminary report of this work 
appeared (9), three other studies (10—12) have been 
published that also report a neuroleptic-induced de- 
crease in platelet MAO activity. DeLisi and associates 
(10) reported that the neuroleptic-associated decrease 
in platelet MAO activity was significantly greater in 
patients who responded to neuroleptic treatment than 
in nonresponders. In this article we will further exam- 
ine this issue. 


METHOD 


Subjects 


These studies involved 133 psychiatric patients newly acmitted to 
the Laboratory of Biological Psychiatry of the Illinois State Psychi- 
atric Institute. All subjects gave written informed consent. 

The subjects participated in one or two studies. Study 1 was a 
comparison of platelet MAO activity at the end of a placebc washout 
period and at various stages of neuroleptic treatment. In study 2 we 
measured the platelet MAO activity of a larger aumber of neurolep- 
tic-treated patients and drug-free patients, including some of those 
in study 1, and normal controls to determine if a significant 
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*diffefence would be found between the platelet MAO activity of 
neuroleptic-treated schizophrenic patients and normal controls and 
would not be found between drug-free schizophrenic patients and 
normal controls. 

The duration of the placebo period between admission and 
obtaining the first blood sample for determination of platelet MAO 
activity was at least 7 days for subjects who had been receiving oral 
psychotropic medication and 28 days for those who had been 
receiving a depot neuroleptic before admission. Sixty percent of the 
patients had not received any medication for at least 3 weeks before 
admission. The others had received mainly oral! neuroleptic drugs. 
None had received lithium carbonate treatment. 

Diagnoses were established on the basis of information callected 
by means of the Present State Examination (13) within a week of 
admission, psychiatric and medica: history data collected by a social 
worker and psychiatric resider.t using the highly detailed, extensive 
Standardized Psychiatric History Schedule developed by our re- 
search group (available on request), and weekly interviews by a 
research psychologist using the Schedule for Affective Disorders- 
Change Form (SADS-C) (14). At discharge, two psychiatrists and 
the psvchologists made a consensus diagnosis according to Re- 
search Diagnostic Criteria (RDC) (15). The mean (X SD) age of the 
patients was 2€.5+6.1 years. 

We also determined the platelet MAO activity of 87 normal 
controls who had no personal or family history of psychiatric illness. 
The platelet MAO activity of 57 of these subjects was determined on 
a second occasion, 1-3 months after the first time. The mean age of 
the controls was 27.1+5.6 years. The age and racial composition of 
the patients and controls were not significantly different. 


Clinical Assessment 


The SADS-C was completed a: the end of the placebo period and 
weekly throughout hospitalization. А positive-symptom psychosis 
scale was developed from the SADS-C by adding the ratings for 
delusions, severity of hallucinations, and incomprehensibility. and 
we will also report the global assessment score of the SADS-C. The 
Brief Psychiatric Rating Scale (BPRS) (16) was also completed at the 
end of the admission period and zt discharge by a research psycholo- 
gist who was aware of the drug treatment status of the patient. 


Obtaining Blood Samples 


We obtained 1—4 fasting blood samples from the patients, at 8:00 
a.m. on different days, at the end of the placebo period, which was 
before they started psychotropic drug treatment. The mean (X SD) 
number of samples taken from each subject was 1.7+0.6. Platelet 
МАО activity was also determined at various times after the patients 
had started neuroleptic treatment, which lasted 3-10 days (N=17), 
11-30 days (N=64), or 31-120 days (N27). Most samples were 
obtained at intervals of 2 weeks after the patients-began treatment. 
Some subjects received anticholinergic drugs because of extrapy- 
ramidal symptoms, and some women received iron supplements. 
Data from these subjects were included with the rest of the subjects 
because preliminary analyses disclosed no evidence of any system- 
atic bias introduced by these interventions. No patient received 
lithium carbonate or antidepressant drugs during this study. 

For each subject we averaged the platelet MAO activity of all the 
blood samples from the placebo period. We also averaged the MAO 
activity during neuroleptic treatment regardless of treatment dura- 
tion, except for the analysis in which the relationship between 
duration of treatment and platelet МАО activity was studied. АП 
subjects had hematocrits within the normal range. 


Determination of MAO Activity 


Platelet MAO activity was determined by the method of Jackman 
and associates (17), which uses '*C-benzylamine as substrate. МАО 
activity was measured in nanomoles of benzaldehyde per hour per 
108 platelets. The coefficient of variation for duplicate determina- 
tions of platelet MAO activity in 16 unmedicated patients on the 
same day (+SD) was 4.0%=+3.8%. The coefficient of variation for 
determination of platelet МАО activity on different days in 57 
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normal controls was 9.1%+4.6%. All samples were frozen after 
isolation of the platelet-rich plasma and were assayed within 2 
weeks of collection. The biochemist who analyzed the samzles was 
blind to patient or control status and to drug treatmen: status. 
Samples from patients and controls were collected anc assayed 
together throughout the course of this study. 


RESULTS 


Drug-Free Placebo Period Versus Neuroleptic 
Treatment (Study 1) 


Platelet MAO activity determinations during both 
the drug-free placebo period and neuroleptic treatment 
in the hospital were available for 57 patients. The 
mean (X SD) duration of the placebo period for these 
patients was 8.95.1 days. This group included 27 
schizophrenic patients, 28 patients with affective or 
schizoaffective psychoses, and 2 patien:s with other 
psychiatric disorders. The neuroleptic drugs they re- 
ceived are given in table 1. The median dose, ex- 
pressed as chlorpromazine equivalents (18), was 500 
mg/day (range, 100-3000 mg/day). The mean (+50) 
duration of neuroleptic treatment during hospitaliza- 
tion for the 57 patients was 24.6+19.2 days (range. 3— 
65 days). 

The platelet MAO activity of these 57 patients 
during the placebo period and neuroleptic treazment is 
shown in table 2. The overall decrease in platelet MAO 
activity (nanomoles of '4C-benzaldehyde per hour рег 
105 platelets) was 1.3 for the men and 2.4 for the 
women. Of the 57 patients, platelet МАО activity 
decreased after neuroleptic treatment in 41, did not 
change in 2, and increased in 14. The mean percent 
change in platelet MAO activity between neuroleptic 
treatment and placebo for all women was — 1.0% and 
for men, —12.596; the difference is ло! statistical- 
ly significant. The mean percentage of change in 
platelet MAO activity for all of the 57 patients was 
—15.1%. 

During the placebo period the mean (+SD) platelet 
MAO activity in 12 patients who had not bzen hospi- 
talized previously and had therefore received little or 
no neuroleptic treatment was 12.1+4.0 nmol of ^C- | 
benzaldehyde/hour per 108 platelets; this significantly | 
decreased during 3 weeks of neuroleptic trzatment to 
9.9::0.9 (two-tailed paired t test, t=2.431, p«.05) (see 
figure 1). We found no relationship betweez the dura- 
tion of the placebo washout period in the hospital plus 
drug-free days before admission and the percentage of 
decrease in platelet MAO activity айег zeuroleptic 
treatment was begun (data not presented). 

There were no significant differences in tne absolute 
change or percent change in platele: МАО activity 
between the schizophrenic patients (N=27) and the 
combined group of schizoaffective, mainly affective, 
and affective patients (N=28) or between tne paranoid 
(N=10) and nonparanoid (N=17) schizozhrenic pa- 
tients (data not presented). 
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TABLE 1. Neuroleptic Drugs Administered to 57 Psychotic Patients 
in Study of Platelet MAO Activity 


NEUROLEPTIC DRUGS AND PLATELET MONOAMINE OXIDASE 











Dose (mg) 

Drug N Mean SD Median Range 
Chlorpromazine 19 492 144 400 300—800 
Haloperidol 15 21 22 10 4—80 
Trifluoperazine 9 27 22 20 4—80 
Thicridazine 7 593 246 600 150-800 
Fluphenazine 4 17 12 15 5—32 
Fluphenazine 

decanoate 2 25 0 25 25 
Thiothixene 1 40 0 40 40 








TABLE 2. Platelet МАО Activity in Two Studies of Psychiatric Pa- 
tients 





Platelet MAO Activity (nmol 
V C-benzaldehyde/hour 
per 10“ platelets) 











Study Mean SD 
Study I 
Psychotic men (N35) 
Placebo period 10.4 3.6 
Neuroleptic treatment 9.] 2.4 
Psychotic women (N=22)" 
Placebo period 13.4 4.9 
. Neuroleptic treatment 11.0 4.0 
Study 2 
Schizophrenic men 
Drug-free (N41: 10.5 3.5 
Neuroleptic-treated (N=37)> 8.8 3.4 
Control men (N43) 9.7 2.6 
Schizophrenic women 
Drug-free (N=27) 13.6 4.5 
Neuroleptic-treated (N=25)« 10.5 4.0 
.. Conirol women (N=44) 13.7 4.5 





“Significant difference between study periods for men (two-tailed t—2.43, 
p<.025) and for women 't—2.681. p<.025). 

"Trend toward difference from drug-free schizophrenic men (1= 1.33, p<,2) 
and mēle controls (t=1.336, р<.2). 

‘Significantly different from crug-free schizophrenic women (t—3.05. p<.005) 
and female controls (t=3.057, p<.005). 


Drug-Free Schizophrenic Patients, Neuroleptic- 
Treated Schizophrenic Patients, and Normal 
Controls (Study 2) 


We compared platelet MAO activity in 1) 68 schizo- 
phrenic patients v/ho had not received neuroleptic 
drugs for at least 2 weeks, 2) 62 schizophrenic patients 
who had been receiving neuroleptic drugs for 256.1 
days (range, 11—49), and 3) 87 normal controls. This 
comparison included the 27 schizophrenic patients 
involved in study 1 plus an additional 41 for whom 
only placebo period MAO activity data were available 
and 35 for whom only MAO activity during neuroleptic 
treatment was known. The platelet MAO activity of 
the three groups is shown in table 2. The neuroleptic- 
treated schizophrenic women had significantly lower 
platelet MAO activity than the control women and the 
drug-free schizophrenic women, there was a nonsignif- 
icant trend for neuroleptic-treated schizophrenic men 
to have lower platelet MAO activity than the drug-free 
schizophrenic men and normal men, but there were no 
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FIGURE 1. Platelet MAO Activity in 12 Previously Lnmedlcated 
Psychotic Patients During Placebo Period and Neuroleptiz Treatment 
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significant differences in either men or women be- 
tween the platelet MAO activity of unmedicated 
schizophrenic patients and that of normal controls. 


Comparisons of Additional Variables 


Stability of platelet MAO activity. Evidence tàat the 
changes between the placebo period and neuroleptic 
treatment in study 1 were not due to assay vzriance 
over time is provided by results of a study of normal 
controls. Platelet МАО activity was determired on 
two occasions at intervals of 1-3 months in 57 normal 
controls. Mean (+SD) platelet MAO activity was 
11.4+3.1 nmol "C-benzaldehyde/hour per 105 plate- 
lets in the first determination and 11.6+2.2 :n the 
second. Thus, the net change for the controls over 
time was an increase in MAO activity of 1.75%, 
whereas the net change after neuroleptic treatment for 
the 57 patients in study | was a decrease of 15.1%. Of 
the 57 controls, 13 (23%) had г decrease of more than 
20% between the two determinations and 10 (17.5%) 
had increases more than 20%. The distribution of 
increases and decreases in MAO activity of more than 
20% and of less than 2095 for the neuroleptic-treated 
patients (from the placebo period to neuroleptic :reat- 
ment) was significantly different from the distribution 
of the normal controls (from the first determination to 
the second) (x?=9.901, df=2, p<.01). Significantly 
more decreases of more than 20% occurred in the 
neuroleptic-treated patients, but it is clear that fluctua- 
tions in platelet MAO activity are present in the 
normal population. 


* 
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Relationship between MAO decrease and placebo 
period ievels. There was a strong tendency within men 
and women for the largest decrease in MAO activity 
during neuroleptic treatment to occur in patients who 
had the highest mean platelei MAO activity during the 
placebo period; the correlation between placebo peri- 
od MAO activity and the decrease in MAO activity 
during neuroleptic treatment was significant for both 
the 22 women (r=.668, p«.001) and the 35 men 
(r=.602, р<.001). 

To examine the possibility that the association be- 
tween high initial platelet MAO activity and a decrease 
during neuroleptic treatment migh: be due to a regres- 
sion toward the mean of the higher placebo period 
platelet МАО activities, the correlations between the 
changes in MAO activity in the 57 controls who were 
studied twice and their initial MAO activity were 
calculated. These were not significant, either for the 30 
men (r=—.22) or the 27 women (r=—.05). In fact, 
there was a nonsignificant tendency for mean (X SD) 
platelet MAO activity to be higher in the second 
determination than in the first for both male 
(+3.36%+24.3%) and female (+1.51%£25.4% nor- 
mal controls. 

For the patients in study | the change in MAO 
activity was —12.596::26.596 for men (N=35) and 
—18.0%+24.0% for women (N=22). The differences 
between controls and patients in percent change in 
MAO activity were significant (men: t=2.21, p<.05; 

- women: t=2.94, p<.005). This strongly implies that 
something other than random variation was operative 
in the patiert group. 

Duration of neuroleptic treatment. For each of the 
three treatment lengths, there was a significant differ- 
ence in mean (+50) platelet MAO activity (nmol '4C- 
benzaldehyde/hour per 108 platelets) between the pla- 
cebo period and neuroleptic treatment: for the 17 
patients who were treated for 3-10 days the respective 
values were 13.1+4.6 and 11.1x2.3 (t=2.211, p.05); 
for the 64 patients treated for 11-30 days, 11.9+3.7 
and 9.7+3.0 (t=4.641, р<.0001:; and for the 27 pa- 
tients treated for 31-120 days, 11.7+4.2 and 9.63.6 
{t=2.453, р<.025). There was a tendency for platelet 
MAO activity to decrease between 3—10 days and 11— 
120 days, but thereafter the levels remained relatively 
constant throughout neuroleptic treatment. 

Type of medication, dose, and MAO reduction. 
Although patients medicated with haloperidol received 
on the average a higher dose in chlorpromazine equiv- 
alents Шап did those treated with chlorpromazine 
(t=2.255, df=32, p=.031), there were no significant 
differences between the groups in the change in plate- 
let MAO activity in either activity units (t=—.977, 
df=32, p=.336) or percent changes (data not present- 
ed). For the total sample of 57 patients treated with 
any neuroleptic, the percent change in platelet MAO 
activity was significantly correlated with dose 
(r=—,038, p<.5). Similar results were obtained for 
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both the chlorpromazine and +haloperidol-:reated sub- 
groups. We found no relationship between treatment 
with anticholinergic drugs or administraticn of ferrous 
sulfate and the decrease in platelet MAO activity. 

MAO reduction and clinical response. For the 27 
patients who met RDC criteria for schizophrenia, the 
percent change in platelet MAO activity after neuro- 
leptic treatment was not significantly correlated 
placebo period BPRS ratings (Pearson r=.109);SADS- 
C psychosis ratings (r=—.118), or total GAS score 
(r=—.187). There was a statistically significant corre- 
lation between the percent change in platelet MAO 
activity after neuroleptic treatment and change in the. 
total BPRS score (r=—.287, p<.05) but not with the 
change in GAS score (r= —.082) or SADS-C psychosis 
scores (r=—.071). There was no significant relation- 
ship between change in total BPRS score and percent 
change in platelet MAO activity for the 12 patients 
who had received little or no previous netroleptic 
treatment. We also examined the relationship zetween 
percent change in platelet MAO activity end cange in 
four BPRS subscales for the 27 schizcphrenic patients. 
None of the correlations was significant. 


DISCUSSION 


Takahashi and associates (7) reported a 15% reduc- 
tion in platelet MAO activity after 3-4 weeks of 
treatment with chlorpromazine. DeLisi and associates 
(10) also found a 23% decrease in platelet МАО 
activity but only after at least 2 months of neuroleptic 
treatment. Chojnacki and associates (11) reported a 
1596 decrease with haloperidol and a 3996 decrease 
with butaperazine after | month of treatment. Owen 
and associates (12) found a 24% decrease after | month 
of treatment with a-flupenthixol but also found a 2195 
decrease with its nonneuroleptic isomer p-flupen- 
thixol. They found no change in platelet MAO activity 
in a group treated with placebo. | 

Our finding of no decrease in mean platelet МАО 
activity in normal controls studied ол two occasions is 
similar to results reported in three other recent studies 
(10-12). The variation in platelet MAO activity in 
some of the controls over time probably represents 
true fluctuations rather than assay error. . 

Most of the studies reporting low platelet MAO 
activity in schizophrenia have included ne.oleptic- 
treated patients. Of the studies comparing platelet 
MAO activity in neuroleptic-treated schizophrenic pa- 
tients and normal controls, 21 (3, 6—8, 10, 11, 19-33) 
reported lower platelet МАО in patients than in nor- 
mal controls, 9 (8, 25, 28, 29, 34—38) found no differ- 
ence, and 2 found higher activity (23, 39). Of the 15 
studies comparing platelet МАО activity in drug-free 
schizophrenic patients and normal.controls 4 (3, 11, 
40, 41) found lower platelet MAO: activity in the 


d 


Lith 


schizophrenic patients and 11 (5, 7, 10, 33, 42-47, and _ 
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this study) found no significant difference. Some stud- 
ies are cited more than once if they reported results for 
both drug-free and neuroleptic-treated schizophrenic 
patients, but in only those studies which reported 
results from either drug-free or neuroleptic-treated 
schizophrenic patients and controls wàs there a signifi- 
cantly higher incidence of significantly lower platelet 
MAO activity in the studies of patients treated with 
neuroleptics (15/21, 71.4%) than in those with drug- 
free patients (2/8, 25%) (y?=5.148, p<.05). This sug- 
gests that neuroleptic treatment has been a major 
factor leading to the conclusion that MAO activity is 
abnormally low in schizophrenia and that this drug 
effect has contaminated many studies of platelet MAO 
activity. 

Among the possible causes of the neuroleptic-asso- 
ciated decrease in platelet MAO activity is a shift in 
the population of platelets between the placebo and 
neuroleptic periods. Platelets vary in their MAO activ- 
ity; older, lighter platelets have lower MAO activity 
than younger, heavier platelets (48). Therefore, if a 
decrease in the turnover of platelets (normal half-life, 
4.7 days) occurred with neuroleptic treatment, it 
would lower platelet MAO activity. Patients who 
initially had a higher proportion of younger, MAO-rich 
platelets might show this effect to a greater extent. 
This could contribute to the finding that patients with 
higher initial platelet MAO activity tended to have the 
largest decreases in platelet MAO activity during 
neuroleptic treatment. Neuroleptic drugs might also 
affect the proportion of platelets harvested under the 
conditions of centrifugation. The variability in the 
degree of decrease in MAO activity suggests that an 
influence on platelet populations, rather than inhibi- 
tion of the enzyme itself, may be a major factor in the 
neuroleptic effec:. 

We reported (49) a significant correlation between 
platelet MAO activity in platelets obtained by differen- 
tial centrifugation (9), which isolates 45%-65% of 
platelets, and the Corash method (50), which isolates 
100% of platelets, in controls and in unmedicated 
psychotic patients. Recently we reported (50) a highly 
significant decrease in platelet MAO activity after 
neuroleptic treatment in subjects assayed by both 
methods. Therefore, it is unlikely that the neuroleptic 
effect can be attributed to an effect of neuroleptics on 
the platelet collection procedure. It should also be 
noted that we found no change in platelet count after 
neuroleptic treatment (data not presented). An in- 
crease might have provided some indication of new 
platelets in circulation after neuroleptic treatment. 

Neuroleptics have been reported (51—53) to inhibit 
brain and muscle MAO activity in vivo. The concen- 
tration of neuroleptics needed to inhibit platelet MAO 
in vivo far exceeds that found in blood. However, 
DeLisi and associates (10) found that haloperidol 
concentrations in platelets after in vitro incubation 
were 10 times greater than in buffer. They found a 10% 
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decrease in platelet MAO activity after incubation df 
platelets with concentrations of haloperidol (107 $ M) 
or chlorpromazine (107? M) comparable to those in 
plasma. These results suggest that the neuroleptics or 
a metabolite could have a slight inhibitory effect on 
platelet MAO activity. Chojnacki and associates (11) 
found a correlation between plasma levels of haloper- 
idol and percent decrease of platelet MAO activity, 
but DeLisi and associates (10) did not. Although Owen 
and associates (12) did not discuss the significance of 
their finding that a-flupenthixol, which is a neurolep- 
tic, had the same effect on platelet MAO activity as B- 
flupenthixol, which is not a neuroleptic, it does raise 
the possibility that the decrease in platelet MAO 
activity associated with antipsychotic drug treatment 
is not related to the capacity to block dopamine 
receptors. 

Finally, we found a slight (albeit statistically signifi- 
cant) tendency for patients with the largest platelet 
MAO reduction after neuroleptic treatment to have the 
least improvement on the BPRS. However, this rela- 
tionship between platelet MAO activity and clinical 
change was not present with the other two clinical 
scales (GAS and SADS-C). The finding with the BPRS 
is opposite in direction to that reported by DeLisi and 
associates (10), who noted that patients with the 
largest platelet MAO reduction had the most improve- 
ment in BPRS scores. Differences in the patient popu- 
lation of the two centers could account for some of this 
discrepancy because DeLisi and associates’ patient 
sample was significantly more chronic and treatment- 
resistant than our patients. Further study of the rela- 
tionship between the neuroleptic-associated reduction 
in MAO and changes in psychopathology in specific 
subtypes of schizophrenia may be of interest. 

In summary, there is now very strong evidence that 
neuroleptic treatment can be associated with a fall in 
platelet MAO activity sufficient to produce a signifi- 
cant effect on comparisons of platelet MAO activity 
between patients and normal controls. The neuroleptic 
effect could also affect studies reporting a relationship 
between specific psychopathological variables, such 
as paranoid delusions and hallucinations, and schizo- 
phrenia. The mechanism of this effect is unclear. It 
does not appear to be significantly associated with 
treatment response to neuroleptics. The history of 
research in platelet MAO activity in schizophrenia 
underscores the need for extreme caution in rejecting 
the hypothesis that observed differences between neu- 
roleptic-treated schizophrenic patients and controls 
are not due to drug effects. 
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Long-Term Outcome of Jejuno-ileal Bypass Surgery for 
Superobesity: A Psychiatric Assessment 


BY PIETRO CASTELNUOVO-TEDESCO, M.D., JANE WEINBERG, M.D., DENTON C. BUCHANAN, PH.D., 


AND H. WILLIAM SCOTT, JR., M.D. 


In this study of the long-term psychosocial - 
consequences of jejuno-ileal bypass, 24 patients were 
assessed with psychiatric interviews and 
psychological tests 4—12 years after the procedure. 
Twenty patients had had a good overall response to 
the surgery, and 4 had had a poor response. Most 
complications, physical and psychiatric, occurred 
during the first 3 years. Most patients with a good 
postoperative result maintained it for many years, 
gained occupationally and vocationally, were 
pleased with the results of the operation, and were 
willing to recommend it to others, Even those who 
had experienced complications tended to underrate 
their seriousness and to express satisfaction. (Am J 
Psychiatry 139:1248-1252, 1982) 


ejuno-ileal bypass has been the principal surgical 

treatment for superobesity for the past 20 years, 
yet controversy about the status of this procedure 
continues and recently has intensified (1, 2). Two 
factors appear responsible: persistent awareness that 
jejuno-ileal bypass may have serious metabolic com- 
plications (2) and the development in the past 5 years 
of gastric bypass operations, which may be safer than 
jejuno-ileal bypass (3). 
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Psychosocial variables are central in the assessment 
of these procedures. We need to know how personal 
adjustment, social performance, and quality of life are 
maintained years after the operation. Past psychiatric 
studies (4-7) of jejuno-ileal bypass have been limited 
to the first 1-3 postoperative years, which are the 
period of active weight loss. A review of this literature 
has been presented elsewhere (8). These studies have 
shown, in the main, that the massive weight loss is 
welcomed by most patients, that petients with a 
smooth postsurgical course generally are free of psy- 
chiatric complications, and that psychiatric complica- 
üons—when they occur—usually are associated with, 
and secondary to, the metabolic disturbances that can 
follow the procedure. Most patients gain psychologi- 
cally. They report enhanced self-esteem, initiative, 
and assertiveness and become more active socially 
and sexually. 

To date, however, there have been no psychiatric 
studies of patients' long-term response to jejuno-ileal 
bypass. We believe that this is the first study of the 
psychosocial consequences of jejuno-ilzal bypass 4-12 
years after the operation. 


METHOD 


Twenty-four patients, who had undergone jejuro-ileal bypass for 
superobesity 4—12 years (mean=6.8 years) prior to this study, were 
seen for psychiatric investigation. They were szlected randomly 
from a larger group of 235 patients who had received the bypass 
surgery at Vanderbilt Hospital; approximately 75% of these patients 
return for regular follow-up. Of the 24, 9 were men and 15 were 
women, aged (at the time of the study) 23 to 59 years (mean=35.5 
years). One patient was black, the others white. Thirteen were 
married, 6 were separated or divorced, 3 were s:ngle, and 2 were 
widowed. Seventeen were employed full-time, 4 were active as 
housewives, | was retired, and 2 worked only part-time or not at all 
because of poor health. 
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* Thtee patients had received the Payne procedure and 21 patients 

had received one of the various modifications of the Scott procedure 
(9). Three patients had undergone revisions of their jejuno-ileal 
bypass, 2 because of insufficient weight loss and 1 because of 
metabolic complications. Four patients had required reversal of the 
jejuno-ileal bypass because of metabolic complications. All surgical 
procedures were carried out at Vanderbilt University by Dr. H. 
William Scott, Jr., and his staff. 

The patients were evaluated by means of semistructured inter- 
views with two psychiatrists (P.C.-T. and J.W.) and psychological 
tests. The latter included the Minnesota Multiphasic Personality 
Inventory (MMPI), the Tennessee Self-Concept Scale (10), and the 
Adjective Check List (11). Twenty patients had completed the 
MMPI and 16 had completed che self-concept scale before the 
operation during routine psychological evaluation; this permitted 
comparison w:th postoperative MMPI and self-concept scale find- 
ings. Outcome of the jejuno-ileal bypass was assessed independently 
by the two psychiatrists. Ratings on a 4-point scale (I-excellent, 
4- very poor), based on the clinical interviews, were made of five 
variables: weight loss, physiologic response, emotional response, 
satisfaction by self-report, and occupational/vocational status. 
These then were combined into a global rating. (The criteria for the 
ratings are available on request.) Finally, to ascertain whether the 
group was representative of patients many years after bypass. we 
interviewed by telephone 24 additional bvpass patients, who had not 
returned for follow-up in several years. From these telephone 
interviews We made ratings zs for the first group and compared the 
ratings for the two groups. 


RESULTS 
Psychiatric Interview Findings 


As shown in table 1, 84% of the patients (N=20) 
were judged to have had a good overall response to the 
jejuno-ileal bypass and 16% (N=4) had had a poor 
overall response. Agreement between the ratings by 
the two psychiatrists was high, interrater correlation 
coefficients ranging between r=.81 (for "satisfaction 
by self-report”) and r=.97 (for ‘weight loss"); in all 
cases significance was beyond the р=.001 level. In 
other words, with the objective behavioral markers 
that were used, it was easy for two experienced 
observers to agree about the status of each patient. 

More specifically, 8426 of the patients achieved a 
weight loss of 45.36 kg (100 lb) or more, 63% of over 
56.63 kg (125 lb); 46% were physically asymptomatic 
or had onlv one minor complication (such as diarrhea 
or mild electrolyte abnormalities), 25% had experi- 
enced two or more minor physical complications, and 
29% had experienced serious or very serious physical 
complications (such as severe electrolyte, liver, or 
kidney problems). Emotionally, most patients were 
either asymptomatic (68%) or {іп 16% of cases) had 
experienced no more than mild depression or other 
adjustment problems that had been tolerated without 
requiring psychotropic medication. Sixteen percent 
had experienced moderate or serious psychiatric com- 
plications. Most patients (79%) were positive about 
the operation and were pleased to recommend it to 
others, although some (29%) of this group expressed 
reservations and were cautious in recommending it. 
Thirteen percent were distinctly ambivalent and 896 
were highly dissatisfied and outspokenly opposed to 
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TABLE 1. Ratings of Success of Jejuno-ileal Bypass Surgery for 24 
Patients 





Rating (1=excellent, 4—very poor) 











1 2 3 4 

Response to Surgery N % N % N % N % 
Weight loss 15 63 $ 21.2 8 2 8 
Physiologic response 11 46 6 25 з 13 4 16 
Emotional response 16 68 4 ]6 2 8 Doo 
Satisfaction bv self- fore 

report 12 50 7 2 3 B 2 8 
Occupational/voca- ( 

tional status 3 B 19 79 0 i 2 8 
Global rating? 12 50 & 34 2 8 2 8 





*?Twenty patients (84%) had a global rating of 1 or 2, whizh was considered a 
good response, and 4 patients (16%) had a global rating of 3 or 4, which was 
considered a poor response. 


the operation. Finally, following jejuno-ileal bypass, 
most patients (92%) had maintained or increased their 
school or work effectiveness and achievement; the 
remainder (896) had worsened. 

We wished to test our clinical impressior that the 
psychiatric status of patients is largely a function cf 
the postoperative surgical course. We hed noted thet 
good adjustment is associated with the relative ab- 
sence of serious metabolic complications and, con- 
versely, that psychiatric complications are largely a 
consequence of a difficult postoperative surgical 
course. Our hypothesis was confirmec. Emotional 
response (r=.80) and the global rating (r=.87) correlat- 
ed very highly (p<.01) with physiolcgic response. 
Satisfaction with the procedure (r=.60, p«.01) and 
occupational status (r=.50, p«.05) were also signifi- 
cantly correlated with physiologic response. Weight 
loss (r=.37) was the only rating that did not correlate 
with physiologic status. This is understandable be- 
cause poor weight loss usually results from an inade- 
quate operation (i.e., from insufficient absorption re- 
duction), which consequently produces neither weight 
loss nor physiologic complications. The relatively low 
correlation between occupational/vocational status 
and physiologic response reflects, we believe, the fact 
that most patients in our group were occupaz:onally or 
vocationally active before the jejuno-ileal bypass sur- 
gery and continued to be active afterwerd, even when 
experiencing mild or moderate physiologic complica- 
tions. 


Psychological Test Findings 


MMPI. The mean MMPI scores for tne 29 patients 
who had completed the MMPI before the operation 
produced a normal group profile. Of the 20 individual 
profiles, 10 were normal, 5 were suggestive of charac- 
ter disorder (3 passive-aggressive, | schizoid, | socio- 
pathic), and 5 suggested psychoneurosis (all showed 
mixed depression and anxiety). 

At postoperative follow-up, the mean scale scores 
for the 24 patients also produced a normal group 
profile. Of the 24 individual profiles, 9 were normal, 11 
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were suggestive of character disorder, and 3 suggested 
psychoneurosis. In опе сазе, an elevated hypománia 
scale score (T=79) and a borderline depression scale 
score (T—67) suggested a psychosis, although this was 
not confirmed clinically. 

. An apparent change was a decrease in the moms: ЭР 
patients with abriormal depression scale scores, from 7 
of 20 patients. preoperatively to 3 of 24 at postoperative 
follow-up. There was-also an increase in the number of 
profiles suggestive of character disorder: However; 
neither the decrease in depression nor the increase in 
pathologi¢ character traits was statistically significant. 

. Tennessee Self-Concept Scale. Ten of the 24 pa- 
tients completed this scale before the operation. A 
group profile was obtained by averaging individual 
scóres. Scores on the self-concept categories (‘‘physi- 
cal self,” ‘‘moral-ethical self,” **personal self,” **fam- 
ily self," and "social self") were all within normal 
limits except the score for ‘‘physical self," which was 
26.2 (normal range, T—38—76). At postoperative fol- 
low-up all 24 patients completed the self-concept 
scale. The group self-concept profile again was within 
normal limits, with the exception of ''physical self?’ 
(T=34). | 

In other words, these pátients had a negative view of 
their body, physical appearance, and sexuality, al- 
though the rest of their self-concept was within normal 
expectations. The ''physical self" concept was more 
negativé preoperatively than at postoperative follow- 
up (two-tailed paired t test; t=2.76, p<.05). Although 
still more negative than normal, the attitude toward 
physical self improved significantly. This is in keeping 
with the generally positive attitude toward the surgical 
procedure and results. 

. Adjective Check List... The group means for all of the 
check list scales were normal (<= 1 SD). Only 2 of the 
patients had abnormal scores and these were border- 
line. As a group, the patients described themselves 
through the Adjective Check List as having normal 
personality and temperament. This adds support to the 
findings from the self-concept scale. Except for their 
poor body image, basically these patients saw them- 
selves as psychologically healthy. | 


Patients Who Did Not Return for Follow-Up 


Comparison (see table 2) of the ratings of the 24 
patients interviewed in person and the ratings of the 24 
patients interviewed by telephone showed differences 
between the groups in three. variables, ‘‘emotional 
response” (Z=2.670, р<.01), ‘‘occupational/vocation- 
al status" (Z=1.849, p<.05), and "'global rating" 
(222.670, p<.01). Even when the differences were not 
statistically significant, the ratings consistently were in 
the direction of more dissatisfaction in the group 
interviewed by telephone. The two groups, then, are 
.not identical. 
follow-up had experienced more physical and psychi- 
atric complications and tended to be less satisfied and 
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TABLE 2. Response to Jejuno-ileal Bypass Surgery of 24 Patients 
Who Returned for Follow-Up and 24 Who Did Not 














Rating 
l or2 3o0r4 
(gocd) . (poor) 

Response of Each Patient Group N % N % 
Weight loss Ў | 

Returned 20 84 4 16 

Did not return 18 75 6 25 
Physiologic response : 

Returned — . : 17 7 7 29 

Did not return 14 58 10 42 
Emotional response А 

Returned 20 84 4 16 

Did not return ` 14 58 10 42 
Satisfaction by self-report я 

Returned : 19 79 5 21 

Did not return ` 16 67 8 3 
Occupational/vocational status 

Returned 22 92 2 8 

Did not return 7 п T 29 
Global rating ‘ 

Returned ^ 20 84 4 16 





Did not return 4 58 „ 10 42 


less succéssful occupationally than the group that had 
returned for follow-up. 


DISCUSSION 


In this study, psychiatric interviews and psychologi- 
cal tests independently confirmed earlier findings (4— 
6, 12-14) about the personality characteristics of su- 
perobese patients. We note again the striking absence 
of psychosis or incapacitating neurosis. Most patients 
appeared to be essentially normal or to have a mild-to- 
moderate character.disorder in which passive-depen- 
dent.or passive- aggressive traits predominated. De- 
pressive features, although common, were -usually 
mild and did not require specific psychiatric attention. 

Our data also confirm earlier findings (4—8, 15) that 
most patients have a positive psychological response 
to jejuno-ileal bypass. The patients in our study were 
pleased with the weight loss, believed their lives had 
been enhanced by the. operation, and were willing to 
recommend it to others. Patients who did not return 
for regular follow-up had a less successful outcome 
than those who did; it was still positive, however, in 
most cases. 

Our study confirms the finding (4, 8, 16) that jejuno- 
ileal bypass surgery is benign psychiatrically and that 
the eniotional response is intimately related to, and a 
reflection of, the physiologic response. Patients who 
have a smooth and uncomplicated postoperative surgi- 
cal course can be counted on to do well emotionally 
also. We have not seen “‘psychogenic”’ reactions to 
weight loss per se, although this was suggsted in some 
of the early literature (6). Adverse psychological reac- 
tions (mainly severe anxiety and depression) have 
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been'associated quite consistently with major metabol- 
ic or other physical complications. 

Our findings further show that patients with a good 
postoperative result tend to maintain it for many years 
and that psychological adaptation is consonant with 
physiologic status. Those who have serious physical 
complications tend to have them during the first 3 
postoperative years. Severe diarrhea, electrolyte or 
hepatic disturbances, and bypass enteritis, with 
marked weakness, vomiting, or abdominal pain, are 
the most common disabling complications that are 
seen during this period. In our group, 8 patients had 
had difficulties due to electrolyte or hepatic distur- 
bances or bvpass enteritis. Beyond the first 3 years, 
the patient's course tends to stabilize. 

There were two complications that were major 
sources of difficulty in the late postoperative period. 
Arthralgia, often accompanied by considerable psy- 
chological distress, occurred in 8 of our patients but 
responded well to antibiotic therapy, except in 1 
patient who also required anti-inflammatory agents. A 
much more serious late complication is nephrolithia- 
sis, a progressive uropathy due to oxalate deposits, 
which may result in renal failure unless corrected in 
time by reversal of the bypass. Nephrolithiasis oc- 
curred in 2 of our patients (also renal stones in 3). 

Our clinical and psychological data confirm earlier 
findings (17, 18) about the negative self-image of 
superobese patients. Although patients generally re- 
spond to jejuno-ileal bypass with improved self-es- 
teem, feelings about the unattractiveness of their bod- 
ies linger for many years after the operation, even in 
successful cases, and improve only slowly. 

It is important to emphasize that patients who 
receive bypass surgery, like anyone else, can over 
many years develop emotional difficulties that are 
related to a variety of life events but are unrelated to 
the bypass. In our group, temporary psychologic 
symptoms were seen in response to such events as a 
change in jcb status or an unrelated new illness (breast 
malignancy). . 

The above statistics, although positive, do not by 
themselves give a full picture of the results of jejuno- 


ileal bypass. Attention must be given also to the 


individual cases in which the results are unsatisfac- 
tory. These cause grave concern and prompt critics of 
jejuno-ileal bypass to view the operation as clinically 
unacceptable. For example, a patient with nephrolith- 
iasis developed renal insufficiency with hypertension, 
followed—despite reversal of the bypass—by myocar- 
dial infarction, seizures, and organic brain syndrome. 
Another patient, with multiple major complications 
(e.g., hepatitis, progressive renal insufficiency, and 
encepbalopathy) ultimately requiring reversal of the 
bypass, was emotionally distraught and considered the 
operation “а disaster." 

These cases underline an important issue that has 
not received much attention in the literature. Although 
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after jejuno-ileal bypass most patients do well and 
some do very well, a few do very poorly. At least 54% 
of patients experience some complications; about two- 
thirds of these are mild or moderate and gradually are 
overcome. ЇЇ remains unclear why the same proce- 
dure, by now highly standardized and performed on 
young, healthy persons by very experienced surgeons, 
has such divergent results and why occasionally 
outcome is so unsatisfactory. Adequate т 
adequate postoperative follow-up һауе еп zlluded to 
as possible factors, but the problem/is still unsettled. 
The unpredictability of complicatigris in the individual 
case is a striking and puzzling feature of this operation. 

Finally, we wish to commient on patients’ attitude 
toward the procedure. We have noted (8) that it is 
generally positive, even when the patient has experi- 
enced protracted or life-threatening complications. 
Denial is often used by patients and at times is 
extreme. Patients have difficulty acknowledzing that 
their quest for jejuno-ileal bypass may have been a 
disappointment. They are grateful for their weight loss 
and reluctant to complain. (One patient cbserved, 
"You can stand almost anything as long as you are 
losing weight.) Assessment of the success of the 
operation must include the patient's selt-report of his 
or her satisfaction, yet the latter is skewed quite 
consistently, and at times inappropriately, ісмага the 
positive. This tendency toward denial inevitably influ- 
ences the assessment itself. 

In sum, over many years psychiatric sequelae gener- 
ally are not a major issue in jejuno-ileal bypzss. The 
psychologic outcome mirrors that of the operation 
itself. Although a few patients with serious physical 
complications do very poorly and are likely то show 
significant psychiatric symptoms, the operatioa makes 
a positive psychologic contribution to those who have 
a good surgical result. 
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Proximate Effects of Sexual Abuse in Childhood: 


A Report on 28 Children 


BY CHRISTINE 4DAMS-TUCKER, M.D. 


Of 28 sexually abused children (22 girls and 6 boys) 
aged 2% to 15% vears, those suffering moderate to 
extreme emotional disturbance were female, 
unsupported by a close adult, molested by their 
father and by more than one male relative, genitally 
molested, and molested from an early age and over 
a long period. Twelve children were referred for 
psychiatric evaluation due to sexual abuse without 
apparent symptoms, and 5 solely due to symptoms, 
with sexual abuse unknown. The author suggests 
that child mental health professionals should 
improve their skills for identifying sexually abused 
children and help parents to be supportive of such 
children. (Am J Psychiatry 139:1252-1256, 1982) 











S ome clinicians and researchers (1-4) have suggest- 
ed that children who are sexually exploited by 
adults do not suffer mental harm—as difficult as suffer- 
ing may be to measure—either while children or later 
as adults. These authors could be called the “по 
faulters." Other authors (5, 6) have tempered that 


optimistic view, added a developmental dimension, 
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and stated that children are not harmed as children but 
only later as adults, when adult genitality, ego identity, 
and intimacy consolidate. These are the ‘‘only 
laters"—those who acknowledge the role of develop- 
ment one minute and in the next discard those very 
parts which evolve into the whole adult person who 
was sexually molested as a child. Yet other authors 
have declared that adults’ sexual congress with chil- 
dren is helpful and fulfilling and provides a '*natural" 
approach for a child to learn about sexual pleasures (3, 


T) These are the "'justifiers," who use cadential 


slogans such as ''Sex by age 8 or else it's too late"; 
they are vocal members of what DeMott (8) has 
dubbed ‘‘the pro-incest lobby.”’ 

However, many authors (9—12) have discerned psy- 
chical distress in exploited children. The depth of the 
child's unhappiness is beginning to be tapped, but the 
true quality and meaning of a young p2rson’s suffering 
appear to elude us. This report supplements existing 
knowledge of sexually abused children by detailing 
psychiatric findings from several children who were 
evaluated soon after their exploitation. 

For what reasons are sexually abused youths initial- 
ly sent for psychiatric evaluation? Are they referred 
because they are symptomatic or for other reasons? 
Do all such exploited children need psychiatric scruti- 
ny regardless of overt symptoms? If a child is symp- 
tomatic, do certain symptoms more than others por- 
tend greater distress for the child? Can some com- 
plaints be dismissed as not serious? Wha: other 
conditions—related to the child, molester, or sex асі 
vary in proportion to a child's degree of suffering from 
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«sexttal abuse? On the answers to these questions rest 
clinicians' abilities to formulate and adapt therapeutic 
approaches :o these sex-exploited youngsters. 


METHOD 


Of a total of 1,037 children evaluated at a university-based child 
guidance clinic during 1978, 28 were sexually abused. The clinic is 
situated in an urban southern city bordering the midwest, a city with 
201 reported cases of sex abuse in 1978. All of the 28 children (2.796 
of the total) had experienced recent sexual abuse. Some youngsters 
were referred because they showed symptoms; some, apparently 
asymptomatic, were referred solely because sexual abuse had 
occurred. Date were gathered from clinic records and from the 
evaluators on the following variables: age, gender, race, reason for 
referral, presenting complaints, diagnosis, case disposition, and 
type of treatment. The parents rated the severity of the child's 
behavioral maladjustment using the Louisville Behavior Check 
List-—a standardized checklist of childhood behavior rated accord- 
ing to severity (13). Additional information about the history of the 
sexual abuse included the identity of the molester, the type and 
duration of abuse, age of the child when first molested, and actions 
taken by adults (nonmolesters) when they learned of the sex abuse. 

Each child was given a 3-hour psychiatric evaluation. The child 
was evaluated both together with and separately from the parents. 
Other clinic staff joined and constituted a diagnostic team. formulat- 
ing impressions (using DSM-II criteria) and recommending disposi- 
tions in each case. 

All data were assembled retrospectively to minimize biases i in the 
psychiatric evaluations of these children 


RESULTS 


The children ranged in age from 24 to 15% years, 
with a median age of just under 10 years. The popula- 
tion consisted of 22 girls апа 6 boys. Of the 28 children 
seen at the clinic, which served a population that was 
40% black, 2 children were black, 25 were white, and | 
was Oriental. 


Molesters 


The 28 children had been sexually victimized by 36 
molesters, half of whom were fathers or father surro- 
gates. Another 7 (19%) of the molesters were adult and 
teenaged male relatives. Four molesters (11%) were 
male peers of the children they abused. Mothers 
molested 2 children. 

The children molested by their fathers appeared to 
suffer more than the other children. Diagnoses for 
these children varied, but most indicated depression 
and/or withdrawal. Most of these children had Louis- 
ville Behavior Check List severity levels in the moder- 
ate to extreme range; half of the children molested by 
their fathers received inpatient care. The 2 girls mo- 
lested by their brothers had also been abused by their 
fathers; they were both severely maladjusted. Similar- 
ly, the 2 children abused by their mothers also had 
been molested by their fathers; one of these children, a 
girl, was distressed almost to the point of psychosis. In 
this study there were no data on the effects of sexual 
abuse solely by a mother or by a brother minge pendent 
of that by a father. 
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Seven of the 28 children—2 boys and 5 gir's—had 
been sexually victimized by 2 or more people. Family 
members had been involved in all 7 cases, and in 5 
cases the abuse had been exclusively by family mem- 
bers, i.e., purely incestuous. Four of the girls molested 
by 2 or more people were the most severely ill of the 
entire study sample. Moreover, the 2 boys in this 
group showed a moderate degree of dysphoria. 


Duration and Type of Abuse 


Older children, even when abused for more than 1 
year before evaluation, did not appear to require more 
thoroughgoing treatment than like-aged children sexu- 
ally abused for less than 1 year. These 2 grcups falso 
had similar diagnoses. However, in general, diagnoses 
and Louisville Behavior Check List severity levels 
were lower for the preschoolers. Hence; many sexual- 
ly abused youngsters may need psychiatriz aid wheth- 
er they have been abused only once or many times for 
8 years. This finding contradicts those who m:rimize a 
child's suffering from one-time sexuzl molestation and 
assert, “И only happened once— what's the = g deal? 
That's not going to harm her!’’ 

The children were victimized by 35 forms c7 sexual 
abuse. In most cases (18 girls and 1 boy) the abusive 
acts involved the molester's manual or genital contact 
with the child's genitals. For 3 girls, the type af abuse 
was unknown but genital intercourse was suspected. 
Nine children, aged 5 to 15 years, were definitely 
involved in genital intercourse. The diagnoses of the 
genitally molested children ranged from acjustment 
reactions to psychosis, with the 9 children involved in 
intercourse showing the most emotional illness. More 
importantly, only / girl was ког assauited 22nitally. 
Five of the 6 boys were forced to perform fellatio; their 
diagnoses were less severe than those of the genitally 
molested girls. A composite picture shows girls to be 
sexually victimized more than boys—by more molest- 
ers (more often fathers and other adult men). »y more 
types of molestation, and over longer periods of time. 


Age When First Molested 


The children studied were molested from ages 2 to 
15% years. Over one-half were under age 7 when first 
victimized, and three-quarters were under 9 years old. 
Molestations that first occurred when the children 
were between 2 and 6 years old correlated with 
diagnoses of marked anxiety. When molestations first 
occurred at age 6 or 7 years, the children had diag- 
noses that showed deeper upset, i.e., de»ressive neu- 
roses, behavior disorders, and one case of psychosis. 
Children first molested at about 7/^ years of age were 
given diagnoses of more moderate behavior -eactions, 
with anxiety, withdrawal, and some elemenis of de- 
pression. Children first sexually exploited at 10 to 15% 
years of age were given diagnoses of depression, 
withdrawal, and aggression against the self more often 
than was the rest of the sample. Referrals for npatient 
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TABLE 1. Characteristics of Three Groups of Sex-Abused Children 
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Group | (N=12): 
Sex Abuse with 


Characteristic Unexpected Symptoms 


Group 2 (N=11): 
Sex Abuse 
Plus Symptoms? 


Group 3 (N=5): 
Symptoms with 
Unexpected Sex Abuses 





Chief complaint 
Sleep-related 
Psychosomatic 
Anxiety 
Oppositional 
School-related 
Sex-related 
Running away 
Aggression 
Withdrawal 
Suicidal 

Diagnosis 
Adjustment reaction 
Behavior reaction 
Neurosis 
Psychosis 
Incomplete evaluation 

Louisville Behavior 
Check List severity levels 
No pathology 
Mild 
Moderate 
Severe 
Extreme 

Actions taken after 
learning of sex abuse* 
Supportive 5 
Minimally supportive 1 
Unsupportive 1$ 
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‘These 10 girls and 2 boys had a mean age at evaluation of 7.7 years (range, 3 years 8 months-14 years 11 months). They had been abused for a mean of 2.3 years, 


and their mean age when first molested was 6.3 years (range, 3-13). 


"These 8 girls and 3 boys. whose mean age was 9.9 years (range. 2 years 6 months-15 years 7 months) at evaluation and 7.9 years (range. 2 years-15 years 6 


months) when first molested, had been abused for a mean of 2.3 years. 


‘These 4 girls and 1 boy, whose mean age at evaluation was 11.8 years (range. 4 years 9 months-14 years 3 months), had бесп abused for a mean of 6 years, and 
their mean age when first molested was 7.8 years (range. 3 years 6 months-13 years 6 months). 
"Group | had a mean score of 45: group 2. 56; and group 3. 67. Data were not available for 2 children in group І. 4 in group 2. and I child in group 3. 


*Data were not available for 1 child each in groups | and 3. 


therapy correlated positively with more severe diag- 
noses and were offered most often to children first 
abused between 10 and 15!^ years of age. 

Louisville Behavior Check List severity levels var- 
ied considerably across all ages of first molestation. 
Thus severely pathologic ratings did not covary with 
the child's age at first molestation. Ratings were much 
more severe in the 2- to 10-year-olds than would be 
suggested by psychiatric diagnosis or case disposition. 
Children first abused when older (10 years and up) had 
severity levels commensurate with their more severe 
diagnoses and dispositions. 

Overall, children molested at very young ages were 
not diagnosed as being as gravely ill as those molested 
in the preteen and teenage years; but young children 
displayed some behaviors that were judged to indicate 
severe pathology. 


Chief Complaints 


The 28 children complained of an array of problems, 
grouped into 10 major areas. Correlating their chief 
complaints with greater emotional disturbance—as 
indexed by diagnosis, disposition, and severity level— 


revealed the following 6 clusters of complaints, ar- 
ranged in decreasing order of severity: 1) self-destruc- 
tive/suicidal, as well as withdrawal/hallucinations; 2) 
aggression, sex-related complaints, and running away; 
3) problems concerning schcol and oppositional diffi- 
culties with parents, siblings, or peers; 4) anxiety; 5) 
psychosomatic complaints; and 6) sleep-related com- 
plaints. Many of the very young children were hospi- 
talized; although their diagnoses alone did not indicate 
a high level of pathology, they were debilitated by 
panic tbat affected their functioning at school; their 
functioning with siblings, peers, and parents; and their 
sleep and bodily functions. 


Reason for Referral 


The 28 patients were categorized into 3 groups 
focused around the reason for referral, presence or 
absence of symptoms, and the time when the sexual 


abuse first became known to the psychiatric evalua- 


tors, i.e., before or during the evaluation. 

Group 1, sex abuse with unexpected symptoms, 
contained 12 children referred explicitly because of 
sexual abuse and for whom no form of distress was 
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mentioned at the time of referral. Eleven children 
referred due to sexual abuse and because they were 
symptomatic constituted group 2, sex abuse plus 
symptoms. The 5 children in group 3, symptoms with 
- unexpected sexual abuse, had been referred for psy- 
chiatric evaluation solely because of distressing symp- 
toms; their sexual abuse was reported only duriag the 
evaluation. 

Four of the 12 children in group ! unexpectedly 
complained of distress in the form of nightmares or 
sleeping problems (see table 1). The remaining 8 
children in group 1 had unexpected psychosomatic and 
behavioral complaints. Overall, the children in group 1 
had fewer socially disrupting complaints (more psy- 
chosomatic, withdrawal, and sleep complaints) than 
did youngsters in groups 2 and 3, in whom acting-out 
problems (running away, suicidal behavior, sexual 
activity) were more common. | 

Duration of molestation and the identify of the 
molester were similar in groups 1 and 2. However, 
group | chjldren were 2 years younger at the time of 
evaluation (average of 7.7 years). Similarly, group 1 
children were first molested at a younger age—6.3 
years versus 7.9 years for group 2. Perhaps the young 
age of group 1 children elicited à greater measure of 
protectiveness from the referrers and alerted them to 
. the need for psychiatric intervention. 


Actions Taken by Adults 


For a child who has been sexually victimized, 
whether thrcugh being “conned” or brutally coerced, 
the. response of his or her adult caretakers assumes 
great significance. А mother can be concerned and 
very helpful to her scared child. Or,.alternatively, she 
can work against her molested child and instead, be 
enraged at him or her, blaming the child for the abuse, 
telling him or her to ‘‘Hush,”’ or “Never mention it to 
anyone" or worse, telling the child, ““You are lying." 

Unsupportive actions included knowing about the 
molestation but doing nothing, taking no action until 
the child became symptomatic, allowing the molester 
to be alone with the child again, delicately asking the 
molester to cbtain counseling, believing the molester's 
denial, and ostracizing and blaming the child. 

Very supportive, active interventions consisted of 
calling the police, protective sérvices, or a judge; 
taking the child for medical and psychiatric evaluation; 
making the molester leave the home; having the mo- 
lester arrested; and promptly contacting a crisis hot- 
line about where to go for help. 

Data were gathered on actions taken by adults for 26 
of the 28 children. Only 7 (4 girls and 3 boys) had an 
adult (usually the mother) who was very supportive. 
These children were young (3 to 9 years old) and had 
been abused for less than 1.5 years. The boys had 
experienced oral-genital abuse by age-mates and the 
girls genital molestation by their fathers. These 7 
children complained primarily of anxiety and sleep 


‘disturbance than was true for the childr2a 
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difficulties. They scored in the mild to moderate 
severity level on the Louisville Behavior Check List. 
Their diagnoses were adjustment reactiors (4 children? 
and behavior reactions in which anxiety predominated 
(3 children). Two girls received inpatient treatment 
because their mothers were so distraught over the 
molestation that, on a temporary basis, they could not 
continue to help their daughters at home The moth- 
ers, who were very supportive of their daughters at 
first, seemingly fell apart later but only after their 
daughters had obtained help. 

Seventeen children were not supported by the adults 
on whom they depended. These children spanned the 
age range of the population as a whole. It is of interest 
that only 2 were boys. The duration of abuse a 


these 17 children included some of the mot severe: 
withdrawal, suicide attempts, constant mas¥urbation, 
vomiting, running away, frequently сигі ге/ир in the 
fetal position, biting oneself, fire setting, and\cnoking a 
peer. Their diagnoses indicated far more emotional 
Aho were 
given support. Over one-half were admitted to inpa- 
tient psychiatric units. The Louisville Benavior Check 
List scores of this group indicated patholoziczl behav- 


ior in the severe and extreme ranges. ` 


DISCUSSION 


In this clincal study, all of the 28 sexually exploited 
youngsters needed psychiatric care, even the very 
young who appeared symptom free. All children were 
symptomatic and all but 1 boy suffered appreciably. 
Even the children with less serious complaints, e.g.. 
sleeping disturbances, warranted psych:atric evalua- 
tion and help. Fortunately—because of their young 
age and the young age at which they were first 
molested—the ''asymptomatic'" children in group I 
did obtain referrals for psychiatric care. Children witk 
symptoms were older and were referred even when the 
sex abuse was unknown to their adult caretakers. 

One can draw on a continuum a composite portrait 
of augmented emotional disturbance in these 28 chil- 
dren using the following factors, in decreasing order of 
importance: being female; being unsupported by ғ 
close adult; being molested by one's father (and being 
molested by more than one relative); being zenitally 
molested; ard having a presenting complaint of suicid- 
al, withdrawn, runaway, aggressive, or sex-relatec 
behaviors. The duration of abuse and the aze when 
first molested are surely related in any crcss-sectional 
sampling such as this. Emotional disturbances were 
more severe when 1) the abuse began at an early age 
and was longstanding and 2) when the abused child 
was a teenager, even though the abuse may have been 
limited to one time and may have been recent. 
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CONCLUSIONS 


Very young children should be asked specifically 
about sexual abuse whenever they have complaints or 
present behavioral evidence of a psychosomatic, 
sleep-related, anxious, or sexual nature. Older young- 
sters should be asked about sexual abuse whenever 
withdrawal, runaway, and suicidal behaviors are the 
presenting difficulties. Complaints that are school re- 
lated and interpersonally focused occur among all age 
groups of molested children and are not specific to age 
but are warning signs to the attentive. In short, the 


problems suffered by these children are as serious as 
itor of children seeking psychiatric help for any 
тетчзол. All clinicians who work with children should 


inquire more frequently about sexual molestation, for 
in the group of children reported on here, early detec- 
tion and intervention resulted in less damage to the 
child. Suffering occurs with only a single episode of 
sexual victimization. 

Child mental Fealth professionals would do well to 
1) improve their identification skills for cases of sexual 
abuse among young female children, in particular, and 
2) help nonmolesting parents to be energetically sup- 
portive and more strictly child centered when their 
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molested child steps forward to name his o« har 
molester. 
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‘Suicide Attempts in Children and Adolescents 


BY BARRY D. GARFINKEL, M.D., ART FROESE, M.D., AND JANE HOOD 





In a review of pediatric hospital emergency room 
admissions over 7 years, the authors found 505 
children and adolescents who had attempted suicide. 
There were three times as many girls.as boys, and 
the boys were significantly younger. Features that 
distinguished them from matched controls were ` 
religion, living situation, substance abuse, current 
psychiatric illness, prior psychotherapy, and current 
medical illness. Their families had more psychiatric 
illness (primarily drug or alcohol abuse), suicide, 
paternal unemployment, and paternal and maternal 
absence than the controls’ families. The suicide | 
attempts usually occurred in the winter, after school 
or in the evening, at home with someone nearby, and 
by drug overdose. (Am J Psychiatry 139:1257-1261, 
1982) 


Ne attempts, deliberate acts of nonfatal self-. 


J injury where the conscious intention is to die from 
the injury, are distinct from suicidal gestures, where 
the conscious intention is not to die but to draw 
attention to experienced conflict and distress (1), and 
from the common phenomenon of suicidal ideation, 
where seli-destructive thoughts are seldom translated 
into behavior (2, 3). 

Case reports (4), epidemiological investigations (5), 
controlled studies (6), theoretical formulations (7), and 
outcome research (8) have provided much information 
about individuals who attempt suicide as well as the 
circumstances and characteristics of the attempts. 
Findings indicate that suicide attempts occur 30-100 
times more frequently than completed suicide (9). Sex, 
race, and religion are known to influence self-destruc- 
tive behavior (10, 11). Parental unemployment and 
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‘directly related to a higher than usu 









family breakdown are also associated wi 


А 4 : adolescent 
suicide attempts (12). A family histo "d 


of suicide is 
rate of suicidal 
behavior in offspring (13). In studyés (14, 15) of the 
events surrounding suicide attempts, method, time, 
location, and severity of i injury di fferentiated attempts 
from completed suicide. | 

For this study we analyzed every admission to the 
emergency room of a large pediat ric hospital during 7 
years. It was possible, therefore, to describe the 
suicide attempts and to determirle a pattern. We also 
matched a control group for age, sex, and time of 


. admission in order to differentiate the characteristics 


of the young people who attempted su-cide from 
children and adolescents with other pediatric emergen- 
cies. We compared characteristics of the individuals 
who made serious attempts with those whose attempts 
were less life-threatening. 


METHOD 


` All children and adolescents who attempted suicide and appeared 

at the emergency roomi of a large children's hospital were included 
in this study. We reviewed the hospital charts of everyone who 
deliberately inflicted self-injury with a documented ccnscious desire 
to die from the injury. Approximately 0.25% of yea-ly admissions 
were for attempted suicide. All charts were of individuals admitted 
between Jan. 1, 1970, and Jan. 30, 1977. We sys:ematically reviewed 
the charts and attempted to extract data on eazh variable we were 
studying. Because the recordings in the charts were for clinical 
purposes and the-review was retrospective, no: every chart provid- 
ed data for each variable. In all, we studied 505 individuals, who 
made 605 attempts; 50 were younger than 13 years. 

We selected the control group (N=505) by examining charts of 
individuals of the same sex and of similar age (+3 months) who had 
been admitted about the same time (+10 admissiors) to the same 
emergency room as the children- and adolescents who attempted 
suicide. The controls had.physical or psyzhiat-ic illresses but were 
excluded if they had a history of attempted suicide. 

One of us (B.D.G.) reviewed all information collected and ob- 
tained two ratings of severity: a rating of the suicide attempt as 
minor, moderate, or severe and, when poss.ble, tisk and rescue 
scores on Weisman and Worden's Risk/Rescue Rat.ng scale (16). 


RESULTS 


We were able to obtain information for every vari-. 
able from the charts. Because most of the data were 
categorical in nature, chi-square comparisons were 
used to test for differences between groups. 

There were three times as many girls (N=381) as 
boys (N=124). The mean age (+SD) was 15.3 years 
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TABLE 1. Individual znd Family Characteristics Significantly Different Between Children and Adolescents Who Attempted Suicide and Controls, 
































Suicide Attempters | Controls 
With With 
Available Characteristic Available Characteristic Significance 
Characteristic N N % М М % х? d? p 
428 473 11.12 3 .05 
170 39.7 217 45.9 
228 53.3 206 43.6 
13 3.0 29 6.1 
Prior substance abuse 482 179 IRZ 440 24 5.5 145.6 I .01 
Housing ` 208 160 49.87 3 .001 
Private 45 21.6 75 46.9 
Rental 72 34.6 60 37.5 
Public 15 7:2. 13 8.2 
Group 76 36.5 12 7.5 
Current psychiatric diagnosis 479 327 68.3 452 73 -16.1 255.64 1 .01 
Current medical illness’ 469 255 54.4 479 205 42.7 12.25 1 ‚01 
Previous contact with psychosocial services 486 307 63.2 421 75 17.8 198.48 1 ‚01 
Family 
History of mental illness 442 228 51.6 452 74 16.4 122.3 1 .01 
History of medical illness 445 229 51.5 468 208 44.5 3.96 1 .05 
Historv of suicide 443 37 8.3 442 5 1.1 23.95 2 ‚01 
Suicide attempts 26 5.9 5 1.1 é 
Completed suicide 11 2.5 0 
Employment 
Father 242 193 
Employed 208 85.9 180 93.3 
Unemployed 34 14.1 13 6.7 6.89 1 .01 
Mother 264 202 
Employed 131 49.6 72 35.6 
Unemployed 32 12.1 20 9.9 
Homemaker 101 38.3 110 54.5 12.9 2 .01 
Parental presence 442 437 
Both present 209 47.4 366 83.8 
Father absent 110 24.8 52 12.0 
Mother absent {1 2.4 5 1.2 
Both absent* 112 25.4 13 3.0 129.3 3 .001 
«Group or foster home placement. 
(range=6.0-21.0) for the girls and 14.7 years four (N=14), or more (N=8) previous attempts. Only 


(range=8.0—18.9) for the boys (two-tailed t test; t=2.8, 
df=503, p<.006). Excluding the adolescents 13% 
years old or older, the female-to-male ratio was 1:1, 
with 24 boys (20.592 of the total male sample) and 26 
girls (6.9% of the total female sample). 

Table 1 summarizes the individual and family char- 
acteristics that were significantly different between the 
index and control groups. The psychiatric symptoms 
most often exhibited at the time of emergency room 
admission by the children and adolescents who had 
attempted suicide were dysphoric affect (55.3%), ag- 
gressiveness/hostility (41.3%), and reaction to crisis 
(33.6%). Less often, substance abuse (11.996) or neu- 
rotic (11.07%), histrionic (11.0%), or schizoid (5.8%) 
symptoms were documented. Most individuals exhib- 
ited two to four symptoms. Among the members of 
their families who had psychiatric illnesses, drug 
abuse/alcoholism predominated (32.6% of the moth- 
ers, 59.1% of the fathers, and 24.2% of the siblings). 
No previous suicide attempts had been made by 62.9% 
(N=318) of the children and adolescents; the others 
had made one (N=88), two (N=48), three (N=18), 


5.3% of all attempts were accompanied by a suicide 
note. Children under the age of 13'4 years were more 
likely to have left a note (y2=10.31, df=!, p<.05). 

Most of the attempts (73.4%) occurred at home; 12% 
occurred in public areas such as parks, 6.5% at school, 
and 5.3% at a friend's house. In 87.2% of the cases, 
someone else was nearby, generally parents (41.7%), 
friends (16.5%), or caseworkers (10.5%). One-third of 
the attempts occurred during late wirter: January, 
11.1%; February, 11.7%; and March, 10.2%. During 
May through September the attempt rate was consis- 
tently low (5.8%-6.8%). The attempts usually oc- 
curred during the evening (49.5%) or the afternoon 
(26.8%). 

Drug overdose was the primary means of attempted 
suicide (87.9%), followed by wrist laceration (7.9%), 
hanging (1.8%), and jumping from heights or in front of 
motor vehicles (1.5%). Twenty individuals used two 
different methods. Children younger than 13% years 
were less likely to overdose and more lixely to try to 
hang themselves (x?=45.16, df=4, р<.0:). The items 
used in overdose were analgesics (40.1%), benzodiaze- 
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TABLE 2. Variables Discriminating the Severity of 604 Suicide Attempts by Children and Adolescents 

















Percent of Attempts 
Low Danger Moderate Danger Severe Danger Sigrificanze 
Variable (N 2385) (М = 149) (N=70) х? df p 
Method 17.1 6 01 
Drug 88.1 88.6 85.7 
Laceration 9.9 4.7 4.3 
Jumping/other 1.6 47 1.4 
Hanging 2.0 6.7 10.0 
Note left 13.56 2 nf 
Yes 2.6 10.2 9.1 7 
Мо 97.4 89.8 90.9 j 
Others nearby 9.49 2 009 
Yes 91.5 84.3 8.7 / 
No 8.5 15.7 21.3 ] 
Family history of suicide 12.67 2 01 
Yes 4.6 12.7 16.1 
No 95.4 87.3 83. 
Grade level 13.09 4 01 
At or above 56.4 41.3 75.0 
Below 1 grade 28.5 36.0 20.0 
Below 2 grades 15.1 22.7 5.0 
Current psychiatric symptoms 12.7 2 .01 
Yes 65.7 74.3 85.7 
No * 34.3 25.7 14.3 








pines (26.396), barbiturates (16.896), phenothiazines 
(5.8%), solvents (3.996), bizarre ingestion (e.g., per- 
fume, fishing tackle, dog vitamins) (3.9%), antihista- 
mines (3.7%), antibiotics (3.1%), alcohol (2.9%), and 
amphetamines (2.996); 144 individuals used two drugs 
or more. 

Significantly more individuals in the index group 
had used alcohol or drugs at the time of admission 
(11.3% versus 1.3%, x?=39.68, df=1, p«.01). Alcohol 
was the most commonly used drug (44.8%), followed 
by solvents (20.7%), cannabis (15.5%), LSD (10.3%), 
amphetamines (5.2%), and other drugs (10.3%). Eight 
adolescents had used multiple drugs. 

The children and adolescents who had attempted 
suicide were judged to be in greater need of medical 
attention than the controls (ҳ2= 151.09, df=4, p<.01): 
32.6% and 14.3%, respectively, remained at the hospi- 
tal more than 24 hours. The suicide attempters were 
treated with gastric lavage (N=201), support and ad- 
vice (N=182), intravenous fluids (N=150), local de- 
bridement (N=45), sutures (N=21), or a respirator 
(N=5). After emergency room care, 61.1% of those 
who had attempted suicide were admitted to the 
hospital, compared with 18% of the control group 
(x?=658.61, df=3, p<.01). Most often, further psychi- 
atric consultation and assessment followed admission; 
only 15.6% (79.4% in the control group) were sent 
home without subsequent follow-up, and 22.3% were 
sent home but instructed to pursue outpatient psychi- 
atric consultation. 

More of the children and adolescents who attempted 
suicide were judged to have a moderate or severe 
medical emergency than were controls (36.3% versus 
27.6%, ҳ2=22.96, df=3, p<.01). According to the 
Risk/Rescue Rating (16), 77.7% of the attempts were 


of low lethality, 21.1% were moderately lethal, and 
1.2% were of high lethality. Most attempts were 
judged to ensure a high likelihood of rescue (51.2%), 
and 36.3% provided moderate and 3.4% provided very 
little assurance of rescue. The six variables that signifi- 
cantly discriminated betwen the minor, moderate, and 
severe suicide attempts are shown in table 2. 

One to nine years after the index admission 8 of 
those who had attempted suicide and 5 of the controls 
were dead. The means of death in the incex group 
were hanging (N=4), motor vehicle accidents (N=3), 
and drug overdose (N=1), and among the controls 
they were congestive heart failure (N=2), leukemia 
(N22), and CNS malignancy (N=1). 


DISCUSSION 


The limitations of this study are primarily those of a 
retrospective review of clinical charts. Alt-ough the 
sample is large, there are missing data on a aumber of 
variables for both subjects and controls. Also, under- 
reporting probably occurred, especially for the control 
group. Presumably, the histories were as complete as 
could be expected considering the myriad demands on 
physicians in an emergency room and the difficulties in 
asking for full patient compliance and comp.ete recall. 
A prospective, controlled study with a rigorous and 
standardized examination protocol would be most 
effective. Selection of other control groups (e.g., psy- 
chiatric patients, terminally ill adoleszenis, or de- 
pressed adolescents who are not suicidal) may further 
our understanding of differences between :hose who 
attempt suicide and other samples with related disor- 
ders. 
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Our results indicate that there are characteristics of 
index individuals and their families that distinguish 
them from controls. These families had evidence of 
economic stress (twice the rate of paternal unemploy- 
ment and 14% more mothers working full-time); par- 
ents preoccupied with economic concerns may be less 
able to attend to psychsocial stress in their offspring. 
In addition, a mother working full-time may be less 
available at the time the child needs her support and 
guidance. | 

As Dorpat and associates (12) and others (17, 18) 
described, family disintegration played a significant 
part in these families. Our data indicate that both 
parents were present in fewer than half of the families 
of the children and adolescents who attempted suicide, 
which was accounted for equally by the father's ab- 
sence and the absence of both biological parents and 
less often by the mother's absence alone. In contrast, 
Stanley and Barter (6), comparing 44 adolescents who 
attempted suicide with psychiatric controls, were able 
to identify only two family factors that were related to 
suicide attempts: age at the time of parental loss and 
type of parental discord. Their findings suggested that 
the family environment of adolescents who attempt 
suicide may be similar to that associated with general 
psychiatric problems during adolescence. 

The families of the suicide attempters in our study 
had higher rates of medical problems, psychiatric 
illness, and suicide. An adolescent may not share 
problems with рггепіѕ who are physically ill in an 
attempt not to overburden them. Also, the adoles- 
cent's concern for the parents’ well-being may further 
deepen his or her own feelings of sadness. The pre- 
dominant psychiatric illness in the parents and siblings 
was alcohol or drug abuse, which would interfere with 
seeking help from them and communicating effective- 
ly. Also, the fact that alcoholism is a depressive 
spectrum disease (19, 20) may indicate that suicide 
attempts by chilcren and adolescents is an earlier 
manifestation of these adult disorders. A strong genet- 
ic loading for affective disorder in families of individ- 
uals who attempt suicide is supported by our findings 
of an eight times higher rate of suicide attempts or 
suicide in the families of the index group and an 
absence of completed suicide in the families of the 
controls. 

Williams and Lyons (21) and Bollea and Mayer (22) 
found evidence that adolescents who attempt suicide 
may have difficultv reaching out to other family mem- 
bers for help and using it when offered. Because of 
severe stresses and disorganizing factors in the family, 
these individuals may develop characterological limi- 
tations that prevent them from being helped by others. 
Vinoda (23) suggested that the specific character traits 
of hostility and rigidity interfere with these individ- 
uals’ ability to interact with others. That 63.2% of the 
index subjects in our study had had previous contact 
with psychosocial services yet still attempted suicide 
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supports the contention that they were less likely to 
use such intervention. Counseling and psychotherapy 
alone may not be the treatments of first choice. 

In contrast to subjects in other studies (24-27) the 
index subjects in our study were more likely to be 
Protestant than Catholic or Jewish. These differences 
may reflect our larger sample, use of a control group, 
and location (a Canadian pediatric hospital). 

Our study, in which symptoms of major and minor 
depression, hostility, and situational disturbance were 
common and the rates of neurotic symptoms and 
psychotic phenomena were low, differs from studies in 
which a relationship between suicide and psychosis in 
adolescence was found (28). However, our findings do 
support the widely documented psychoanalytic formu- 
lation that associates depression and ‘‘retroflexed 
rage" with suicide (29). The clinicians in the emergen- 
cy room observed and documented rage in the form of 
aggressive symptoms but were not able to document 
that the rage was entirely self-directed; often it was 
directed toward others. The higher rate of substance 
abuse is in keeping with the high rate offamily abuse of 
alcohol and drugs. These findings support a genetic 
and family model of alcoholism anc its association 
with affective disorders (20). 

The index group had surprisingly more somatic 
symptoms than did the controls. Schless and asso- 
ciates (30) and Weinberg (31) reported that physical 
problems are associated with suicide attempts. Physi- 
cal symptoms may create stresses and concerns with 
which young people have difficulty coping. Children 
and adolescents who are physically symptomatic may 
be too preoccupied and worried about their health to 
resolve psychosocial stress. These somatic symptoms 
may also be manifestations of an underlying affective 
disorder, which might also be responsible for the 
suicide attempt. Depressed individuals with a high rate 
of somatic symptoms may be at higher risk for at- 
tempted suicide than those without physical com- 
plaints. 

Individuals who attempt suicide because of the 
combined factors of drug or alcohol abuse, psychiatric 
illness, and medical illness eventually require more 
medical care than other children with emergencies. 
They occupy more time in the emergency room and 
are often admitted for further treatment and consulta- 
tion. More education for hospital staff in poison con- 
trol measures, evaluation of adolescent depression, 
and crisis intervention with families and adolescents 
are wide-ranging efforts required to increase the effica- 
cy of management of such cases. 

It is puzzling that three times as many adolescent 
girls as boys attempt suicide and that the boys who do 
attempt suicide are significantly younger. These differ- 
ences between sexes should be followed to see wheth- 
er they persist as the roles of the sexes in society 
become more nearly equal. ; 

Our findings that suicide attempts most often occur 
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hold pain reliever, highlight the need for direct inter- 1971. Arch Gen Psychiatry 30:737-746, 1974 


vention and education for families. Parents must be 10. Schneer HI, Kay P, Brozovsky M: Events and conscious 
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passed the death rate for the controls. The serious 1:686-690, 1972 

attempts may simply indicate better judgment and 15. Haider I: Suicidal attempts in children and adolescents. Br J 
р . Psychiatry 114:1133—1134, 1968 

assessment of what constitutes a lethal act; those 16 
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whose suicide attempts were considered severe (table ment. Arch Gen Psychiatry 26:553-560, 1972 
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h m 18. Ackerley WC: Latency-age children who threa:en or attempt to 
those who made less severe attempts to have psychiat- kill themselves. J Am Acad Child Psychiatry €:242-261, 1967 


ric symptoms and a family history of suicide. Finally, 19. Guze SB, Robins E: Suicide and primary affective disorders. Br 
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An Epidemiologic Study of Problems Associated with Violence* * 


Among Psychiatric Inpatients 


BY THOMAS J. CRAIG, M.D., M.P.H. 





Approximately 11% of a 1-year sample of psychiatric 
inpatients from a single catchment area engaged in 
assaultive behavior before admission to the hospital. 
Among schizophrenic, alcoholic, and organic brain 
syndrome patients, assaultiveness was linked to 
emotional turmoil, as manifested by agitation and 
anger. In contrast, male patients with other 
diagnoses showed assaultiveness in the absence of 
substantial emotional distress, and patients with 
affective disorders were unlikely to exhibit 
assaultiveness even when high levels of agitation and 
anger were reported. The findings suggest that 
assessment and treatment of violent behavior in 
psychiatric patients are primarily linked to the nature 
of the underlying psychopathology. (Am J Psychiatry 
139: 1262-1266, 1982) 





he management of violent behavior among psychi- 
atric patients has become a topic of increasing 
concern (1). Early reports implied that discharged 
psychiatric patients had fewer periods of violent be- 
havior than did members of the general population (2- 
5), but later studies have challenged this view (6-8). 
Most studies of violence in psychiatric patients have 
focused on issues of clinical management in specific 
diagnostic subgroups (9-11) or have been limited to an 
assessment of assaultive behavior only (12). In view of 
the increasing trend toward brief hospitalization with 
rapid return to community living, it is surprising that 
no studies have attempted to investigate a broader 
range of problem behavior associated with violence or 
to assess epidemiologically the prevalence of such 
behavior in a population-based sample of psychiatric 
patients. 
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The present study assessed the prevalence of three 
problem areas conceptually linked tc violent behavior 
(agitation, anger, and assaultiveness) in all patients 
admitted during one year from a single catchment area 
to the public mental hospitals serving the population of 
that area. 


METHOD 


- The study population consisted of all residents of a single county 
catchment area who were inpatients at one or both of the public 
mental health hospitals serving that area on Aug. 1, 1975, plus all 
subsequent admissions (unduplicated) through July 31. 1976. Data 
on patients were obtained from a computerized psychiatric informa- 
tion system, the Multi-State Information System, used by both 
facilities. A statistical report from the New Vork State Department 
of Mental Hygiene has shown that all but about 126 of catchment 
area residents admitted to public inpatient fac lities go to these two 
hospitals. Thus, the study cohort represented essentially a total 
sample of admissions to public mental health facilities from this 
population. Unpublished data suggest that few county residents are 
admitted to private inpatient facilities. 

A total of 1,033 patients were included in the study. Data from the 
computerized form completed by the admittirg physician included 
emotional problem areas present on admission and diagnoses based 
on DSM-H clinical designations. A recent validation study of 
diagnostic reliability for 10% of the study cohcrt assessed by DSM- 
ПІ criteria revealed significant overall agreement (k=.73) as well as 
significant agreement for all specific diagnostiz categories, ranging 
from к=.67 for schizophrenia to к=.92 for zlcohol abuse. These 
coefficients of agreement are similar to those reported for interrater 
reliability with DSM-III criteria and were ccnsidered sufficient for 
the purposes of the present study. 

The admitting psychiatrist recorded on a checklist the presence of 
any of 38 problem areas covering symptoms, social functioning, and 
problem behaviors. This list is identical to that found in the Problem 
Appraisal Scale (13), but the format differs in that the clinician 
merely records the presence of problems rztaer than rating their 
severity. 

In addition to clinical data, basic demographiz data were recorded 
on the admission form. Although the cohort consisted of 1,033 
patients, only 876 (84.8%) of these had entries in the problem fields 
listed on the admission form. Comparison of patients having prob- 
lems not listed on the form with those with one or more problems 
that were listed revealed no significant differences in terms of age, 
sex, or ethnic background. However, patients with problems not on 
the form tended to have diagnoses of schizophrenia other than 
paranoid, acute, or chronic undifferentiated and, in general, were a 
small group who had been chronically hospita ized before the use of 
the computerized admission form. When this group of patients was 
removed from the analysis, there were virtually no differences in the 
diagnostic categories of patients whose. problems were or were not 
among the 38 listed on the form. We tested for differences between 
demographic and diagnostic subgroups for specific problems using 
the chi-square statistic. 


a“ 


Am J Psychiatry 139:10, October 1982 


Ф 


• RESULTS 


Of the 876 patients included in the study sample, 
30.6% had a diagnosis of schizophrenia, 35.2% alcohol 
abuse, 12.196 depression, 7.196 organic brain syn- 
drome, 2.3% mania, and 12.796 ‘‘other’’ diagnoses. 
Three problem areas—agitation, anger, and assaultive- 
ness—were selected from the total field of 38 as most 
closely linked to violent behavior. Table 1 lists the 
prevalence of each of these problems by sex and 
diagnosis. 

We calculated Pearson product-moment correla- 
tions to determine the associations among all 38 prob- 
lems for the study sample. Agitation (r=.27, p<.001) 
and anger (r=.34, p<.001) were the problems most 
strongly associated with assaultiveness; at a lower 
level of correlation were antisocial behavior (r=.18), 
suspiciousness (r=.19), delusions (r=.20), speech in- 
coherence ‘г= .15), inappropriate affect (r=.17), and 
problems with others (r=.22). 

The prevalence of agitation on admission ranged 
from a high of 76.9% among female manic patients toa 
low of 2.6% among male alcohol abusers. In none.of 
the diagnostic categories were the rates significantly 
different between the sexes or ethnic groups. Female 
manic patients and organic brain syndrome patients of 
both sexes showed significantly higher rates of this 
problem than schizophrenic patients (p<.005), and 
manic patients of both sexes had significantly higher 
levels of agitation than depressive patients (p<.001), 
alcohol abusers (р<.01), and patients with ''other" 
diagnoses (p<.001). Only patients with affective disor- 
ders showed a significant direct association of agita- 
tion with age, with the greatest prevalence in the group 
aged 65 years and older (р<.005). 

The prevalence of anger ranged from a low of 8.6% 
among male alcohol abusers to a high of 43.2% among 
males with organic brain syndrome. Again, there were 
no significant sex or ethnic differences. By diagnostic 
group, only the comparisons between alcohol abusers 
and both schizophrenic patients (p«.001) and male 
patients with organic brain syndrome (p<.001) were 
statistically significant, as was the difference between 
males with affective disorder and males with organic 
brain syndrome (p<.025). Patients over age 65 with 
“other” diagnoses (р<.001) and schizophrenic pa- 
tients in the 15—24 age group (p«.005) showed signifi- 
cantly more anger. 

Schizophrenic males, patients with ‘‘other’’ diag- 
noses, and patients with organic brain syndrome 
showed significantly more assaultiveness than patients 
in the remaining diagnostic categories. The only signif- 
icant sex difference occurred in the ‘‘other’’ category 
(р<.05). Organic syndrome patients and those with 
“other” diagnoses had a significant increase in assaul- 
tiveness with age (p<.01). Again, ethnic groups were 
virtually identical in prevalence of assaultiveness. 

When combinations of the three problem areas were 
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TABLE 1. Agitation, Anger, and Assaultiveness in 876 Patients on 
Admission 





Percent of Patients wih Each Problem 





Patients’ Diagnosis 





and Sex Agitation Anger  Asséultiveness 
Schizophrenia 

Male (N= 148) 28.4 33.8 21.0 

Female (N=121) 32.2 33,9 13.2 
Мапа 

Male (N=7) 57.1 28.6 

Female (N=13) 76.9 38.5 0 
Depression 

Male (N35) 377 24.3 ў 0 

Female (N=71) 26.9 239/ 2.8 
Alcohol abuse T 

Male (N=233) 2.6 28:6 4.7 

Female (N 275) 9.3 13.3 5.3 
Organic brain syndrome } 

Male (N=37) 56.8 / 432 29.7 

Female (N=25) 360 і 24.0 16.0 
Other | 

Male (N54) : 7.4 | 24,1 24.1 

Female (N57) 14.0 X 28.1 7.0 








examined, both agitation and anger were significantly 
associated with assaultiveness among schizophrenic 
patients and alcohol abusers of both sexes (p<.005). In 
contrast, neither of these. problems was associated 
with assaultiveness among organic b-ain syndrome 
patients or patients with ‘‘other’’ diagnoses, but for 
different reasons. The organic syncrome patients 
showed equally high levels of agitation whether they 
were assaultive or nonassaultive, while for "other" 
patients the reverse was trie (i.e., both asseultive and 
nonassaultive patients had low levels of agitation). 
Among male organic syndrome and "'cther" patients, 
anger was equally prevalent in the assaultive and the 
nonassaultive groups. Among patients with affective 
disorder, the only significant association was between 
agitation and assaultiveness in female dep-essive pa- 
tients (p«.05). 

Finally, we compared the strength о? the association 
of individual combinations of anger-assaultiveness and 
agitation-assaultiveness with the triec of agitation- 
anger-assaultiveness. For schizophrenic patients, fe- 
male depressive patients, and male organic brain syn- 
drome patients, the combination of al three problems 
was more strongly linked than combinations of опу 
two problems. In contrast, alcoholic patients failed to 
show greater association among the three problem 
categories, and patients іп the ‘‘other’’ category 
showed a weaker association when all three problems 
were considered than when pairs were taken separate- 
ly. 


DISCUSSION 
As with all routinely collected data sets, there are 


potential limitations to the completeness and accuracy 
of recording the problem fields in this study. Approxi- 
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mately 15% of the total study group had no problems 
entered into their computerized record because many 
of these patients had been admitted to the hospital 
before the computerized admission form was used. 
Therefore, the patients included in the present analysis 
represent primarily those admitted during the study 
year. In any event, the patients whose problems were 
ii onthe list did not differ significantly on the major 
demographic variables of age, sex, and ethnic back- 
ground fromhose included in the study. | 

А more important consideration is the possibility 
that the clinicians, while entering problems other than 
those under investigation, may have omitted one or 
more of the study problems even though the patients 
exhibited them. Although it is impossible to evaluate 
this possibility retrospectively, the similarity of prob- 
lem prevalence across demographic variables com- 
bined with significant; differentiation across diagnostic 
groups suggests that clinicians did vary in a logical 
way in their entrv of problems. This finding, plus the 
similarity in prevalence of the one comparable prob- 
lem (assaultiveness) with that noted in earlier reports 
suggests that underreporting may not have been a 
substantial source of bias. In any event, the data in 
table 1 must be considered a minimum estimate until 
further replication studies can be carried out. 

Recognition of the potential limitation just discussed 
makes the findings indicated in table 1 even more 
striking. Varying proportions of patients in all diagnos- 
tic categories, particularly schizophrenic patients and 
those with organic brain syndrome, demonstrated a 
variety of behaviors related to violence before being 
admitted to the hospital. Thirty percent or more of 
both groups gave evidence of clinically significant 
agitation and anger, and almost 2096 of the schizo- 
phrenic patients and up to 30% of those with organic 
brain syndrome had been assaultive. These findings 
confirm those of earlier studies documenting a poten- 
tial for violence among certain categories of psychiat- 
ric inpatients. 

The pattern of problems by diagnosis is equally 
remarkable. Both schizophrenic and organic brain 
syndrome patients showed a moderately high preva- 
lence of all three problems. In contrast, manic pa- 
tients, while showing the most agitation and also levels 
of anger similar to those of schizophrenic and organic 
brain syndrome patients, showed virtually no evidence 
of assaultiveness. This finding suggests that manic 
patients, while suffering emotional distress similar to 
or greater than that of the two former groups, may 
retain a degree of impulse control that is absent in 
patients with schizophrenia and organic brain syn- 
drome. In contrast, male patients in the '"'other"' 
diagnostic category, while exhibiting little agitation 
and only moderate levels of anger, displayed the 
second greatest prevalence of assaultiveness. This 
finding suggests that the assaultiveness of this group 
may be more purposeful and less due to emotional 
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distress than assaultiveness in other diagnostic groups. * 

The relatively infrequent occurrence of the three 
problem behaviors among alcohol abusers is consist- 
ent with findings in an earlier study of assaultiveness 
(12) but fails to support other studies indicating a high 
degree of violent behavior among alecholics (6). Final- 
ly, patients with depression seem primarily to demon- 
strate anger, with little evidence of agitation or assaul- 
tiveness—except for an increased prevalence of agita- 
tion among the elderly, consistent with a pre-DSM-I/] 
diagnosis of involutional melancholia. 

The lack of significant associations between the 
major demographic variables of age, sex, and ethnic 
background and specific problems, once diagnosis is 
controlled for, suggests that some of the variations by 
age noted in earlier reports on assaulziveness may be 
related to the relative frequency of admission of spe- 
cific diagnostic groups at specific ages. Thus, for 
example, in one study (12), assaultive patients under 
the age of 25 tended to be schizophrenic, whereas 
middle-aged assaultive patients were more likely to be 
alcohol abusers and elderly patients (over age 65) to 
have organic brain syndrome. While these patterns 
were seen to a slight degree in the present study; the 
principal variable related to the presence of these 
problem areas was clearly diagnosis. In particular, the 
virtual equality of problem prevalence in both sexes 
and all ethnic backgrounds suggests that there was no 
systematic bias among clinicians toward listing prob- 
lems of violence more frequently fcr either men or 
nonwhite subjects. It is interesting that women were 
rated almost equally assaultive as men in mos: diag- 
nostic categories (except for the “other” category). 
Equally striking was the similarity of assaultiveness by 
race (e.g., white and nonwhite schizophrenic patients 
had rates for assaultiveness of 17.5% and 17.996, 
respectively). 

The present findings have important implications 
both for the planning of mental health services and for 
clinical intervention with potentially violent patients. 
Ninety-eight of 876 patients (11.296) hospitalized dur- 
ing a single year demonstrated assaultive behavior 
before admission. This figure is slightly higher than the 
10% cited in an earlier study that used similar method- 
ology and, as noted earlier, is probably a minimum 
estimate. This is further supported by another study 
(13) of 321 patients from four New Jersey facilities that 
cited a 36% prevalence of some form of violent behav- 
ior before admission. That study inzluded verbal 
threats, attacks, and ‘‘ambiguous violence” (e.g., run- 
ning and yelling) in the overall rate. The prevalence 
rate for attacks on people was 12.2%, which again is 
remarkably similar to the present findings. The results 
of that study are also in accord with the present finding 
that violent behavior is not more prevalent among 
ethnic minorities. Unfortunately, that study failed to 
examine rates of violence by diagnostic subgroups. 

In an ега of cost containment, when crisis interven- 
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*tiorf and brief hospitalization are the trend, the present 
data suggest that, for some diagnostic categories (e.g., 
schizophrenia and organic brain syndrome), precursor 
behavior such as agitation and anger may be strongly 
associated with assaultiveness, whereas for other cate- 
gories (e.g., mania and depression), assaultiveness 
rarely accompanies such behavior. Thus, clinicians 
selecting patients for crisis intervention might be ad- 
vised to take a chance on not admitting manic and 
depressed patients to the hospital, whereas admission 
might be more advisable for agitated, angry schizo- 
phrenic patients and those with organic brain disease, 
at least until the period of conceptual disorganization 
has subsided. However, even among these latter 
groups the present data suggest a differential response. 
Assaultive patients with schizophrenia are significant- 
ly more likely to be agitated and angry than nonassaul- 
tive schizophrenic patients of both sexes. In contrast, 
both assaultive and nonassaultive patients with organ- 
ic brain syndrome, especially males, tend to be agitat- 
ed and angry. Thus, it would appear that assaultive- 


ness is specifically linked with emotional distress ` 


among patients with schizophrenia and that schizo- 
phrenic patients without overt agitation and anger are 
less likely to be assaultive. On the other hand, assault- 
iveness seems to be less predictable for patients with 
organic brain syndrome because of the high preva- 
lence of emotional distress among patients in this 
category. However, even here, the findings of a stron- 
ger association among the three problem areas for 
these diagnostic groups when all three are taken 
together than when they are taken as pairs does 
provide evidence of a greater assaultive potential 
when both anger and agitation are present. 

These findings support those of an earlier study (11) 
of violence among schizophrenic patients in which 
violent behavior occurred only during the active phase 
of the psychosis, typically during an acute excitement 
phase. In contrast, the ‘‘other’’ diagnostic category 
contains a heterogeneous group of patients for whom 
assaultiveness seems less related to emotional turmoil. 
In these cases, assault may be an intentional act, and 
legal rather than psychiatric intervention may be more 
appropriate. 

The present findings, coupled with those of earlier 
studies, indicate that assaultiveness among schizo- 
phrenic and organic brain syndrome patients tends to 
be but one manifestation of a generalized loss of 
impulse control and thought disorganization. Interven- 
tion thus should focus on protection of the patient and 
others until specific treatment takes effect. In the case 


of patients with schizophrenia, this includes neurolep- . 


tic medication and a supportive but protective milieu. 
For those with organic brain syndrome, it requires a 
thorough medical evaluation supplemented with medi- 
cation and reality orientation. 

On the other hand, manic patients, though general- 


ly agitated and subject to similar levels of anger, seem: 
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to have sufficient impulse control to avoid overt as- 
saultive behavior. For them, adequate medical inter- 
vention in a relatively less restrictive env ronment 
(e.g., a day hospital) may be optimal. Similarly, de- 
pressed patients exhibit relatively low levels of agita- 
tion and assaultiveness, with the exception cf a small 
group of agitated, elderly depressive patients. 

The *'other" category of patients requires further 
study in view of its heterogeneity. However, as noted 
above, almost one-quarter of the male patients in this 
group were assaultive before admission. S.-ce this 
behavior seems unrelated to agitation, and sir.ce manv 
of these patients fall into the diagnostic category of 
personality disorder, the appropriateness of psychiat- 
ric hospitalization might be brought into question. In 
particular, a study is needed to determine waether in 
fact some of these patients might be using hospitaliza- 
tion as a method of avoiding the legal consequences of 
intentional violence. 

Finally, contrary to some earlier reports. alcohol 
abusers showed little tendency toward emotional dis- 
tress and assaultiveness. Further study invclving di- 
rect clinical observation is required to dz:ermine 
whether this finding reflects a general tendency on the 
part of clinicians to disregard (and hence fail to record) 
such symptoms when a clear etiologic agent is present 
or whether this category of patient is less at risk for 
such behavior. However, in this group of patients, 
agitation and anger seem specific concom:tants of 
assaultiveness, similar to that seen among schizo- 
phrenic patients. 

In summary, while assaultive behavior occurred 
among 11% of a total sample of public hospital inpa- 
tients before admission to the hospital, the prz valence 
of assaultiveness and associated problem 22havior 
varied significantly by diagnosis. Thus, any study of 
potentially violent patients and any public policy deci- 
sions to be drawn from such studies must carefully 
examine these diagnostic subgroups. No statements 
with regard to mental patients in general appaar justi- 
fied. Likewise, intervention to minimize the risk of 
violence must be tailored to the needs of specific 
diagnostic groups. 
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A Follow-Up Study of Rape Victims 


BY CAROL C. NADELSON, M.D., MALKAH T. NOTMAN, M.D., HANNAH ZACKSON, M.D., 


AND JANET GORNICK 


Of 130 women initially seen in a general hospital 
emergency room after being raped, the authors were 
able to interview 41 of the women 1—2'^ years after 
the rape. Half of the women continued to fear being 
alone and three-quarters reported still being 
suspicious of others. Many also felt restricted in 
their daily lives and had self-réported episodes of 
depression and sexual problems, which they 
attributed to the rape; none had a history of mental 
or emotional disturbance. The authors recommend 
that short-term, issue-oriented therapy be made 
available for all rape victims, as well as resources 
for the treatment of long-term symptoms. (Am J 
Psychiatry 139:1266—1270, 1982) 





р {Һе last decade, rape has attracted widespread 
attention from the media, social scientists, and the 
mental health professions. However, there is little 
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empirical literature on the effects of rape bevond the 
end of the first year following the rape (1). 

Most researchers agree that during the first days and 
moriths a wide array of responses, affecting nearly 
every aspect of the victim's life, is prevalent. Victims 
experience behavioral symptoms, including altered 
sleeping habits, nightmares. and changes in eating 
patterns, and somatic symptoms such as headaches, 
nausea, exhaustion, and overall discomfort and ten- 
sion. The range of emotional and cognitive responses 
is vast. Victims report fears, general anxiety, difficul- 
ties in concentrating, intrusive thoughts about the 
event, lethargy, irritability, anger, guilt, and self- 
blame..In these early weeks and months, functioning 
at work, school, or in the home is disrupted and social 
relationships are affected. Victims move their resi- 
dences, travel, or sharply curtail their activities as 
they struggle to adapt (2—5). 

Most previous work on rape based on 1-уеаг follow- . 
up studies suggests that the rape victim recovers from 
the acute trauma by the end of this time (2, 3, 6). Two 
recent studies cast some doubt on this conclusion. 
McCahill and associates (7) followed up 213 victims 
and found that at the end of 1 year at least one-third of 
the victims still reported rape-related "adjustment 
problems." These included fear and decreased social 
activities, .disruptions in eating hab:ts and sleeping 
patterns, and worsened sexual relations with their 
partners. In 1978 Burgess and Holmstrom (1) pub- 
lished a 4—6-year follow-up study. They reinterviewed 
81 of the original group of women they had reported on 
and found that the majority of these women (74%) felt 
that they had ''recovered" by the time they were 
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*intétviewed, 4 to 6 years after the rape. However, half 
of the women felt that it “took years.” Only one-third 
of the total sample reported feeling recovered" with- 
in a period of months. 

The major theoretical framework that has been 
applied to rape response has been crisis theory (2, 8, 
9). It describes a period of disequilibrium lasting up to 
approximately 6 weeks, after which the crisis is re- 
solved and the individual returns to a precrisis level of 
functioning, although some victims exhibit a postres- 
olution level of functioning that may be different from 
that of the precrisis state (10, 11). 

Although crisis theory provides a useful framework 
for understanding the dynamics of the short-term 
effects of rape, its applicability to the analysis and 
modeling of long-term effects can be questioned. An 
alternative conceptualization, posttraumatic stress 
disorder (which originated in the studies of posttrau- 
matic neuroses after World War II) encompasses the 
recognition that the effects of exposure to a severely 
stressful ‘event may persist for many years (12-17). 
Tyhurst (18), Titchener and Kapp (19), and others 
have applied this model to other traumatic situations. 
Notman and Nadelson (4) placed rape in this group of 
stressful events and focused on both the crisis re- 
sponse to rape and the potential long-term conse- 
quences. 

The study described here was undertaken to explore 
effects of rape persisting 1-2'4 years after the occur- 
rence. 


METHOD 


We selected fcr the follow-up study all women (№ 130) reporting 
rape who had come to the Beth Israel Hospital Rape Crisis Interven- 
tion Program during a 12-month period in the late 1970s. Rape was 
determined by self-report. The program is based jointly in the 
hospitals social service and emergency departments (20) and serves 
an urban area with a large student population. 

Contact was initiated by calling the telephone numbers listed on 
the records. If the woman could not be found in this manner, a more 
intensive search was made. When she was reached, the purpose of 
the study was explained and the woman was asked to participate in a 
study designed to learn about the aftermath of rape. She was advised 
of her right to decline participation or to terminate the interview at 
any time. Table | summarizes the results of contacts with the study 
population. 

We were able to interview 41 women. The interview focused 
specifically on 1) the recalled effect of the emergency room experi- 
ence, counseling, and police and trial experiences; 2) the interven- 
tions of supporive professional and nonprofessional individuals; 
and 3) the woman's reactions to the rape, including life changes 
associated with it and any long-term effects. Specific symptoms, 
physica) and emotional, that had developed since the rape were also 
elicited. 

A response was coded as '*yes"' if the victim reported that the 
svmptom she developed after the rape was still present at the time of 
interview, "improved" if the symptom appeared after the rape but 
subsequently subsided and was no longer present, and ‘по’ if the 
svmptom was not present after the rape or was of the same intensity 
as before the rape. We also asked open-ended questions about life 
changes; if multiple responses were given, all responses were 
counted. All questions were asked of each individual in the same 
manner and in the same order. 
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TABLE 1. Reasons for Nonparticipation in Follow-Up Study Among 
130 Rape Victims 








Number 
of 

Reason Women 
Not included in study 42 
Under age 18 at time of rape | 19 
Incomplete records or missing data 13 


Recorded history of previous psychiatric hospitalizations 
and/or severe psychotic episodes · 6 
Mental retardation 2 
Spanish-speaking $ 1 
Deaf 1 
Included in study but not located 46 
No longer living at recorded address, no forwarding 
address or telephone number 
Telephone number on records changed to unpublished 
Telephone disconnected or no current listing in directory 
No answer on repeated calls or no response to message 
Moved to Europe 
Family refused to leave message 
Included in study and located 
Refused interview 
Interviewed 


t2 
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RESULTS 


The interviewed group was comparable to the group 
not interviewed with regard to age and marital status. 
The ages of the interviewed victims ranged from 18 to 
60 years, with 86% being between 18 and 29 years; 


‘73% were single and 20% were married or divorced. 


The time between the rape and the interview ranged 
from 15 to 30 months. The median interval was 22 
months. 

We will present the data in three sections summariz- 
ing the victims’ responses to “Оп looking pack on the 
rape experience, what feelings stand out for you 
most?” and **Have there been any changes in your life 
which you related to the rape?” and their comments 
on a list of several common postrape symptoms. 
Because particular postrape experiences, such as sex- 
ual difficulties, were elicited in more than one of these 
contexts, what sounds like repetition zctually indi- 
cates that a particular experience was elicited first as 
an associative response and later confirmed by a 
response to direct questioning. Likewise, some wom- 
en did not report symptoms when open-ended ques- 
tions were asked but they did respond affirmatively 
when they were presented with a symptom list. 


Response to Initial Open-Ended Questions 


The responses to the question, ‘Оп looking back on 
the rape experience, what feelings stand out for you?" 
are summarized in table 2. Almost half of the women 
mentioned intense terror, horror, fear, and/or fright 
about the possibility of being killed by the rapist. 
About three-quarters of those interviewed spontane- 
ously discussed fears acquired after the rape, includ- 
ing, in order of decreasing frequency, walkirg alone, 
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TABLE 2. Feelings and Life Changes Associated with Rape Among 
41 Women 








Response E N 96 

Feelings 
Terror of rape 17 41 
Postrape fear 31 76 
Other postrape reactions 16 32 
Postrape sexual difficulties 9 22 
Character changes 18 44 
Lasting impact of rape 11 27 
Other f 7 17 
Don't know 1 2 
Мопе 1 2 
No answer 1 2 

Life changes 
Personality maturation 18 44 
Fear, anxiety, depressive symptoms 17 41 
Changed sexual attitudes and relationships 15 37 
Specific actions (e.g., moving, increasing security) 14 34 
No changes 11 27 





going out alone, men, sleeping, being left alone, noise, 
another rape, and darkness. 

Other postrape reactions, which persisted for weeks 
to months, included nausea, feelings of degradation 
and devastation, loss of self-esteem, frustration, indig- 
nation, nervousness, pervasive anxiety or anxiety 
attacks, depression, sleep disturbances, lack of con- 
centration, recurring and intrusive thoughts, and a 
sense of unreality and depersonalization. One woman 


reported still feeling guilty about not having prevented 


the rape. 

In recalling the experience, several emphasized that 
they experienced postrape sexual difficulties. They 
commented, ‘I’m all screwed up about men now” and 
*'T just don't like sex anymore." Many women stated 
that they experienced changes in affect such as in- 
creased anger, hate, bitterness, or aloofness. 

More than one-quarter of the women interviewed 
spontaneously stated that the rape had a lasting impact 
on their lives. Illustrative comments include “ГИ 
never get rid of it," "Ithink of it every day,” “I can 
never forget it," “I don't think I'll ever get over it," 
“It will never leave me,” “It was the most significant 
experience of my life," “It crippled me," ‘‘It ruined 
my life," “I must suffer.” One woman noted that she 
could no longer watch violence on television or films. 
Other reactions involved the rapist: some women felt 
desire for revenge and retaliation, and others ex- 
pressed pity for the rapist as a ‘‘sick тап.” 


33 68 


Life Changes Related to Rape 


When the women were asked directly about changes 
in their lives that they related to the rape, three- 
quarters noted changes which they directly attributed 
to the experience, as shown in table 2. Some could be 
viewed as positive, such as seeing themselves as 
stronger or more careful, self-reliant, independent, 
serious, thoughtful, or selective in choosing friends. 
One woman noted that the rape had led her to seek 
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* 


psychotherapy, and another reportec that it fosteréd a * 
closer relationship with her mother. 

More negative outcomes, including some form of 
fear, anxiety, and/or depressive symptomatology were 
reported by almost half of the women. Others men- 
tioned that they were more fearful of being alone and 
restricted about going out. 

However, the victims also indicated that they wor- 
ried; experienced intrusive thoughts, sleep distur- 
bances, increased emotional susceptibility, and feel- 
ings of vulnerability; and feared retzliation. With this 
question, over one-third of those interviewed com- 
mented on changes in sexual attitudes and/or relation- 
ships, including new suspiciousness of men. The re- 
spondents also told of changed behavior in kusbands 
and boyfriends, including two who reported rape- 
related separations. 

In addition, 14 women (3496) described measures 
they had taken since the rape, including moving resi- 
dence or increasing security precautions. Two women 
stated they lost jobs because the rape had* made it 
difficult for them to continue to function as they 
previously had done. 


Specific Symptoms 


The responses to specific questions about symptoms 
are summarized in table 3. The most common symp- 
tom reported as still present at the zime of interview 
was a pervasive suspiciousness of others. Almost all of 
the women were troubled by continued feelings of fear 
and distrust of others. More than half reported that 
they felt restricted and would venture out oaly with 
friends. A few noted that they feared walking alone 
even in daylight. 

Strikingly, more than half of the sample, when 
specifically asked about sexual problems, reported 
current difficulties, including 11 women (2526) who 
described avoidance of any sexual relationship since 
the rape. They also made comments about their an- 
swers, including, ''I don't want to get involved," "I 
stay away from men now," “The thought of sex 
makes me sick," “I’ve lost my desire," “I haven't 
been able to get close to anyone." Three women 
dreaded oral sex because it recalled the rape, and 1 
woman was still plagued with flashbacks of the rape. 
Two women reported that they were unable tc experi- 
ence orgasm since the rape: “I've got to fake a lot 
now,” “I just get cold inside.” 

Of the 41% who stated that they experienced de- 
pressive feelings related to the rape, some experienced 
continuous sadness and others noted intermittent epi- 
sodes of severe depression. 

Sleep disturbances present early in the postrape 
period showed the greatest improvement. More than 
half the respondents acknowledged previous problems 
that had subsided by the time of interview. The most 
common difficulties were nightmares and/or waking at 
night with an inability to fall back asleep. 
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TABLE 3. Specific Symptoms Among 41 Rape Victims 1—22 Years After Rape 
Symptom Status 

Still Present Improved | Not Experienced No Answer 
Type of Symptom N % М 96 _ N % N % 
Suspicious of otkers 31 76 4 10 4 10 2 5 
Restricted going out 25 61 9 22 5 12 2 5 
Sexual difficulties 21 51 7 17 10 24 3 7 
Fear of being alone 20 49 12 29 7 17 2 5 
Depression 17 41 13 31 9 22 2 5 
Fatigue 16 39 7 17 16 39 2 5 
Sleep disturbances 10 24 23 56 6 15 2 5 
Lack of concentration 10 24 15 37 14 34 2 5 





DISCUSSION 


Rape victims are difficult to locate because many 
disconnect telephones, change to unlisted numbers, or 
change residences (21). Coupled with the transient life 
styles common in late adolescent and young adult 
populations, this makes it difficult to follow them and 
perhaps *also accounts for the scarcity of studies. 
Considering these factors, our 4796 (42/88) location 
rate was high for this population. Moreover, the 
participation rate of those who were located ap- 
proached 100% (41/42). We were impressed with the 
victims' cooperation, willingness to be interviewed, 
and their desire to help other victims. This may 
alleviate some concerns that additional psychological 
trauma could result if a victim is recontacted and 
reminded of the rape. 

This follow-up study of rape occured 15-30 months 
after the experience. Although the overall characteris- 
tics of victims who do not seek professional aid are 
unknown and the study did not control for differences 


between those who enter the health care system and - 


those. who do not, the data indicate some ongoing 
responses of rape victims that are present at an 
average of 22 months postrape. We also do not know 
with certainty the life changes that occur during a 
similar time period in an ordinary population which 
has undergone no trauma. However, because those 
with overt mental illness or even mental health con- 
tacts were not included in the sample we can presume 
to have a "normal" population. The fact that this 
group did report a large number of symptoms attribut- 
ed to the rape is important. Although we must ac- 
knowledge the potential distortion in using retrospec- 
tive recall, the intensity of the memories and extent of 
the symptoms seem to indicate that the subjects' recall 
of the impact of the experience has validity even if the 
specific memories might not be exact. These symp- 
toms are consistent with the diagnosis of posttraumat- 
ic stress disorder (DSM-HD. 

This group of women also reported positive adapta- 
tional outcomes, including becoming more serious, 
more careful, more self-reliant, and, to some extent, 
stronger. This reinforces the view that for many peo- 
ple stressful life events can be growth promoting and 


foster maturation. Even if symptoms persist for some 
time, the individual can master the trauma end resume 
control of his/her life, and this positive adaptation is 
facilitated when external supports provide va.idation 
(4). Our finding that a highly stressful experience such 
as rape can also be growth promoting is in agreement 
with recent evidence from the abortion literature 
which indicates that the experience of atortion can 
also lead to a positive developmental ou:come, de- 
pending on previous life experience and adaptive 
capacity (22, 23). 

A striking finding was the large number of women 
who reported sexual difficulties after the rape. The fact 
that many victims did not spontaneously volunteer this 
information but that it was easily esicited bv direct 
questioning is not surprising because sexual function- 
ing is clearly not an everyday topic of conversztion for 
many people, and for those who have been sexually 
traumatized it has special meanings and negalive im- 
plications (4). 

The data from this study and clinical impressions 
(unpublished data of C. Nadelson) that a high propor- 
tion of women who seek treatment of sexual dysfunc- 
tion have histories of early sexual trauma suggest that 
a follow-up evaluation must include comprehensive 
sexual and psychological histories (1). Counselors 
must be aware of the connection between sexual 
trauma and sexual dysfunction and recognize that 
long-term symptoms may occur. Rape victims do not 
necessarily revert to their previous state cf functioning 
readily. The positive and negative effects are not yet 
entirely clear. Maturational effects such as feelings of 
great self-reliance, inner strength, thoughtrulness, and 
seriousness may serve to counteract invasive fears. 
Short-term, issue-oriented therapy is crucial for the 


rape victim, although many victims who are struggling 


to master the immediate experience report act: ve rape- 


‚ related symptoms in a number of areas well beyond 


the first year after the rape and may need help at later 
times. 
REFERENCES 


1. Burgess AW, Holmstrom LL: Recovery from rape arx prior life 
stress. Res Nurs Health 1:165-174. 1978 


1270 


FOLLOW-UP STUDY OF КАРЕ VICTIMS 


. Burgess AW, Holmstrom LL: Rape: Victims of Crisis. Bowie, 


Md, Robert J Brady Co, 1974 


. Sutherland S, Szherl DS: Patterns of response among victims of 


rape. Am J Orthopsychiatry 40:503511, 1970 


. Notman MT, Nadelson CC: The rape victim: psychodynamic 


considerations. Am J Psychiatry 133:408-413, 1976 


. Kilpatrick DM, Veronen LJ, Resnick РА: The aftermath of 


rape: recent empirical findings. Am J Orthopsychiatry 49:658— 
669, 1979 


. Katz S, Mazur M: Understanding the Rape Victim: А Synthesis 


of Research Findings. New York, John Wiley & Sons, 1979 


. McCahill TW, Meyer LC, Fischman AM: The Aftermath of 


Rape. Lexington, Mass, Lexington Books, 1979 


. McCombie SL: Characteristics of rape victims seen in crisis 


intervention. Smith College Studies in Social Work 46:137-158, 
1976 І 


. Hoff LA, Williams T: Counseling the rape victim and her family. 


Crisis Intervention 6(4):2-13, 1975 


. Lindemann E: Symptomatology and management of acute grief, 


in Stress and Coping. Edited by Monat A, Lazarus R. New 
York, Columbia University Press, 1944 


. Caplan б: Principles of Preventive Psychiatry. New York. 


Basic Books, 1964 


. Glover E: Notes on the psychological effects of war conditions 


on the civilian population, I: the Munich crisis. Int J Psychoanal 
22:132-146, 1941 


. Glover E: Notes on the psychological effects of war conditions 


14. 
15. 
16. 
17. 


18. 


19. 


20. 


21. 


22. 


23. 


Am J Psychiatry 139:10, October 1982 


on the civilian population, Ш: the blitz. Int J Psychoanal 22. 17— 


“37, 1942 


Grinker R, Spiegel J: Men Under Stress. Philadelphia. Blakis- 
ton, 1945 

Kardiner A, Spiegel J. War Stress and Neurotic Illness. New 
York, Hocher, 1941 

Rado S: Pathodynamics and treatment cf traumatic war neuro- 
sis (traumatophobia). Psychosom Med 4:362—369, 1942 
Schmideberg M: Some observations on individual reactions to 
air raids. Int J Psychoanal 23:146-176, 1942 

Tyhurst JS: Individual reactions to community disaster: the 
natural history of psychiatric phenomena. Am J Psychiatry 
107:764—769, 1951 : 

Titchener JL, Kapp FT: Family and character change at Buffalo 
Creek. Am J Psychiatry 133:295—299, 1576 

McCombie SL, Bassuk E, Savitz R, et al: Development of a 
medical center rape crisis intervention program. Am J Psychia- 
try 133:418-421, 1976 

Holmes KA, Williams JE: Problems anc pitfalls of rape victim 
research: an analysis of selected methodological, ethical, and 
pragmatic concerns. Victimology: An International Journal 
4(1):17-28, 1979 i 
Payne E, Kravitz A, Notman M, et al: Outcome following 
therapeutic abortion. Arch Gen Psychiatry 33:725—733, 1976 
Gilligan C, Belenky MF: Crisis and transition: a naturalistic 
study of abortion decisions, in Clinical Developmental Psychol- 
ogy. Edited by Selman R, Yando R. San Francisto. Jossey- 
Bass, 1980 ` 


* 


Am J Psychiatry 139:10, October 1982 


LEHMAN, WARD, AND LINN 1271 


‘Chronic Mental Patients: The Quality of Life Issue 


BY ANTHONY F. LEHMAN, M.D., M.S.P.H., NANCY C. WARD, AND LAWRENCE S. LINN, PH.D. 





Qualitv of life issues must be addressed more 
vigorously in the care of chronic mental patients. In 
a survey of 39 large board-and-care homes in Los 
Angeles, 278 mentally disabled residents described 
their life conditions and satisfaction in eight areas: 
living situation, family relations, social relations, 
leisure activities, work, finances, safety, and health. 
Residents were less satisfied than the general 
population in most life areas, especially finances, 
unemployment, safety, and family and social 
relations (р<.001). Of particular concern was the 
finding that 3496 had been recent victims of crime. 
The results underscore the need for better social 
programs for these patients. (Am J Psychiatry 
139:1271-1276, 1982) 


ealth care cannot address all the vicissitudes of 

life, not even some of those directly related to ill 
health. However, a broad awareness of patients' life 
conditions can assist greatly in understanding the 
impact of illness and health care on their general well- 
being, as well as clarify what interventions, whether 
medical or otherwise, might improve their lives. This 
is particularly true for chronic conditions in which 
medicine's curative powers are limited. Providers of 
health care for the chronically ill must ask not only 
whether their treatments alleviate symptoms of dis- 
ease but also whether they enhance the quality of 
patients’ lives. 

During the past two decades large numbers of 
chronic mental patients have moved from long-term 
hospitals to community-based care as part of a nation- 
al policy of deinstitutionalization. As many as one- 
third of these people now live in supervised residential 
care facilities (1). This trend has raised much concern 
about the quality of life afforded the residents of these 
homes. Do these homes truly offer a desirable alterna- 
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tive to mental hospitals (2, 3), or do :hey merely 
represent ‘new back wards" in the community, ex- 
posing patients to conditions that are no better and 
perhaps worse than those in the long-stay mental 
hospitals (4—5)? Indeed, at a time when more critical 
eyes are beirg cast upon community-based care for a 
variety of rezsons, a clearer grasp of the qualitv of life 
issues becomes essential to the developraent of poli- 
cies and programs that most benefit patients. 

Although few would take issue with this concern, 
the translation of questions about life's quality into 
definable and measurable terms remains problematic 
(7). The assessment of quality of life has been ad- 
vanced recently by several major national surveys on 
the quality of American life demonstrating the impor- 
tance of collecting information on how people perceive 
and assess their lives in addition to information on 
their objective life conditions (8—10). 

This apprcach has not been applied to the study of 
chronic mental patients. The literature indicates that 
from an objective standpoint their quality of life is low 
in most life areas. They generally are unemployed, 
unmarried, suffer from residual symptoms and disabil- 
ities, have limited social relations, remain distant from 
their families, and rely on disability funds for financial 
support (1, 6, 11, 12). Far less is known aboat their 
satisfaction with their lives, although scme studies 
have inquired about their satisfaction with their living 
situations (12-17) and with life in general <2, 18). More 
information about their perceptions o? their lives 
would be helpful in determining treatment priorities in 
the face of their many apparent needs and the shrink- 
ing resources available. 

To explore further the quality of life among chroni- 
cally mentally disabled people in community facilities, 
we interviewed residents of several large board-and- 
care homes in Los Angeles, applying current concepts 
and techniques of quality of life assessment. The 
questions addressed were 1) How do taey perceive 
their lives? 2) What life conditions are associated with 
satisfaction and dissatisfaction within various areas of 
life? and 3) How does their life satisfaction compare 
with that of the general American public? : 


METHOD 


Sample selection. From a list of all licensed 5oard-and-care 
homes in Los Angeles County with at least 40 beds, 30 of 56 facilities 
housing former mental patients (8326) agreed to be in the study. 
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In each home a 2526 random sample was drawn from all eligible 
residents, 18 to 65 years old, with a history of psychiatric hospital- 
ization. Informed consent was obtained from 278 of 361 selected 
residents (consent rate 7796). Each participant received $5. Those 
who refused to give consent did not differ significantly from partici- 
pants in age, sex, leagth of stay in the home, chart diagnoses. or 
current medications (based on two-tailed t tests and chi-square 
analyses, p>.05 for all variables). 

Sample characteristics. Most of the participating residents were 
men (N=182, 66%) and Caucasian (N=208. 75%). Their mean age 
was 42.1 years and their mean level of education, 11.6 years. They 
came from a broad social class background as determined by 
Duncan's Social Class Index (19). Over half—154 (5696) —had never 
been married, and only 12 (496) were currently married. 

The median length of stay in the home was 30 months; 61 (22%) 
had been in the homes for less than 6 months. The mean age at first 
psychiatric hospitalization was 26 years. Their chart diagnoses 
included schizophrenia (N=176. 63%), alcoholism (№30. 119). 
organic brain syndrome (N28. 10%), affective disorder (N=26, 
9%), personality disorder (N 26, 9%), and substance abuse (N= 11, 
4%). 

Data collection. Residents’ psychiatric and medical diagnoses. 
current medications, dates of birth, lengths of stay in the home, 
previous hospitalizations, and disability status were obtained from 
their charts. Most of the rest of the data were collected in 1-Һошг 
structured interviews with the residents. Our Quality of Life Inter- 
view, developed specifically for the study, inquired about residents’ 
current experiences in eight life areas: living situation, family 
relations, social relations, leisure activities, work. finances, person- 
al safety, and health. These areas were selected on the basis of 
previous studies of psychiatric patients (18, 20—26) and quality of life 
surveys in the general population (9, 10). The Quality of Life 
Interview also contained several measures of general well-being (9. 
27). 

The satisfaction scales and general well-being measures consisted 
of multiple items based on previously developed quality of life 
instruments (9, 10). Nearly all were rated on a 7-point scale 
(delighted-terrible) (9). Internal consistency reliabilities on these 
scales ranged from .74 to .87. which are adequate for group 
comparisons. А principal-component factor analysis confirmed the 
construct validity of the domain-specific scales. 

Interviewers included two of us (A.F.L. and N.C.W.) as well as 
two experienced research assistants trained in the Quality of Life 
Interview. Although strictly random assignment of subjects to 
interviewers was not feasible. subjects were assigned on a nonselec- 
tive, rotating basis when more than one interviewer was available in 
a given home on a given day. Analyses of variance of scale scores 
revealed no significant interviewer effects. 


RESULTS 


Over half of those interviewed felt '*mostly satis- 
fied’’ or better about their lives in most areas (see table 
1). The exceptions were the areas of work, finances, 
and personal safety. Two-thirds (ЇЧ = 179) felt “mixed” 
or worse about their financial situations, including 
one-fifth (N57) who felt “terrible.” Most (N=186, or 
6796) received less than $60 per month for personal 
expenses after room and board. Among the unem- 
ployed, two-thirds (N-151) stated they felt ‘‘mixed’’ 
or worse about their lack of a job. Conversely, three- 
fourths of those who were employed were at least 
"mostly satisfied" with their jobs. One-third of the 
residents (N93) had been robbed and/or assaulted 
during the past year; these crimes occurred both in and 
out of the homes. 

These satisfaction ratings take on more meaning 
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TABLE 1. Life Area Satisfaction Ratings Made by 278 Chrenic 
Merital Patients in Board-and-Care Homes? 





Quality of Life Interview Ratings 











Terrible- Mostly 
Mostly Satisfied- 
Dissatisfied Mixed Delighted 
Life Area N % М % N % 
Living situation 39 14 86 31 153 55 
Family relations 61 22 55 20 158 57 
Social relations 37 13 71 26 169 61 
Leisure activities 26 9 77 28 174 63 
Work 
Job (N42) 0 12 29^ 30 7I" 
Unemployment 
(К 226) 97 43> 54 24^ 75 33° 
Finances 118 42 61 22 95 34 
Personal safety 49 18 89 32 135 49 
Health 35 13 64 23 178 64 
Life in general 81 29 42 15 155 56 





*Date were missing in some of the areas for some of ће 278 patients (e.g.. for 
4 patients in the area of family relations). but al percents are based on 
N=278. 

"Based on the number of participants with jobs and inemployed. respectively. 


when compared with responses to the same items by 
samples of the general population in а national survey. 
Table 2 presents these comparisons. It is readily 
evident from this table that board-and-care residents 
were significantly less satisfied than the general popu- 
lation in all but three life areas: leisure activities, job 
(for those employed), and health care. The most 
extreme levels of relative dissatisfaction among the 
residents were with family relations and personal 
safety. Nearly half of the residents felt ‘‘mixed’’ or 
worse about their current lives overall, compared with 
only 10% of the general population (t 15.1, 1#= 1569, 
p«.00001). This result was replicated on the other 
general well-being measures, which are not shown in 
the table. Thus board-and-care residents clearly ex- 
pressed lower levels of life satisfaction. 

Finally, it was possible to compare the residents 
with other socially disadvantaged groups in the same 
national survey sample (9). As shown in table 2, the 
overall trend was still for board-and-care residents to 
be less satisfied, but the differences were less striking. 
Unmarried parents, who were under substantial psy- 
chological, domestic, and financial stress, were most 
similar to residents. Blacks and people in the lowest 
socioeconomic group expressed greater satisfaction 
than residents in several life areas, most notably with 
family and social relations. In no areas were residents 
significantly more satisfied than any other group, 
although they were equally satisfied in the areas of 
living situation, leisure activities, job, and health. 

In all areas of life the correlations between the 
satisfaction scores and objective life conditions either 
indicated agreement or were not sigrificant. In no area 
was there significant disagreement between the two 
types of quality of life measures (see table 3). 
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TABLE'2. Mean Life Area Satisfaction Ratings Made by Chronic Mental Patients in Board-and-Care Homes and a National Sample Surveyed by 


Andrews and Withey (9)* 





Ratings of National Sample 








Ratings of 
Chronic Patients Total People with Low Socioeconomic Blacks Unmarzied Parents 

Life Area (N=278) (N= 1.297) Status (N=122) (N= 106) (N-55: 
Living situation 4.5 5.3° — 4.5 4.7 
Family relations 4.7 5.8° 5.9” 6.4? 4.3 
Social relations 4.8 5.5» 5.5" 5.4% 5.5“ 
Leisure activities 4.9 4.7 — — 4.8 
Job? 5.3 5.3 5.5 54 5.5 
Finances 3.9 4.8° 4.4* 4.9% 4.2 
Personal safety 4.1 5.2° x 4.6* 4.8* 
Health 
` Personal 4.6 5.3% 4.8 47 51 

Неайһ саге 5.2 5.1 — — — 
Life in general 4.4 5.4% 51° 48 £.0° 





"Item range: 1—terrible. 7=delighted. 


Significantly higher than mean for chronic patients (p<.001. two-tailed multiple t tests). 


‘Significantly higher tkan mean for chronic patients (p<.05). 


4Applies only to those in each sample who were employed (for chronic patients. N=42: for the national sample. N= 1.297). 


"Significantly higher than mean for chronic patients (p<.01). 


TABLE 3. 'Carrelations Between Quality of Life Interview Satisfaction 
Indicators and Objective Indicators of Quality of Life for 278 Chronic 
Mental Patients in Board-and-Care Homes 





Satisfaction Signi- 
Indicator Objective Indicator r df ficance 
Living situation Security —.04 273 ns. 
Privacy 19 276 р<.0! 
Ашопоту .09 262 n.s. 
.Family relations Frequency of contacts .32 263 р<.001 
Social relations Total contacts .27 274 р<.001 
Contacts in home .22 269 р<.001 
Contacts out of home .07 273 ns. 
Intimacy of contacts .27 274 р<.001 
Leisure activities Number per week .07 276 ns. 
Work ` 
Job Number of hours worked 
per week 50 40 р<.001 
Total pay рег week .57 40 р<.001 
Unemployment Currently seeking work —.05 225 ns. 
Finances Spending money per : 
month .12 262 p<.10 
Personal safety Total problems“ —.13 271 р<.05 
Involved in criminal 
activity? —.04 27] ns. 
Having been victimized* —.19 268 р<.01 
Access to legal services" 15 272 р<.05 
Health Number of illnesses? —.17 275 р<.01 
Total use of health саге | —.22 275 р<.001 
In psychotherapy? —.09 275  n.s. 
Use of acute psychiatric 
services? —.19 269 p«.0! 
Total current dose of 
antipsychotics? ` .08 276 n.s 
Use of general medical 
services" —.19 275 p«.0l 
Perceived access to 
medical care* .24 276 p<.00l 





*Pertains to experierce in past year. 


DISCUSSION 
Methodologic Issues 


The approach used to assess quality of life was 
chosen because 1) it is widely recognized in the field of 


quality of life research (7), 2) the technique has been 
extensively evaluated from a methodologic standpoint 
(9), 3) it emphasizes the psychological aspects of 
quality of life experience, 4) normative data from 
national survey samples are available (9), and £> the 
method distinguishes among various areas of life 2xpe- 
rience. However, the state of the art is such the? no 
one method can be offered as definitive (7). More 
information is needed about the test-retest and inter- 
rater reliabilities of quality of lite measures. Even 
more basic, however, is the question of validity. What 
measures truly reflect quality of life? In the absence of 
definitive criteria, this question must for now remain 
unanswered. Validation studies across techniques and 
longitudinal studies testing hypothesized relationships 
between quality of life and various outcomes would 
help in this regard. The techniques used here offer an 
intermediate solution. They lack the depth of under- 
standing achieved from ongoing relationships with 
patients but offer substantially more than techniques 
that simply quantify life experiences and equate this 
with quality. More detailed discussions of qua izy of 
life theory and methodology are available elsewhere 
for the interested reader (7—10, 28-30). 

Care needs to be exercised in generalizirg the 
results. The sample included people between 18 and 65 
years old with histories of inpatient psychiatric care. 
Many people in board-and-care homes do not fit these 
criteria, most notably those older than €5 (11. The 
elderly are known to express greater satisfaction with 
life (9, 10). Also, only those facilities with at least 40 
beds were studied. Higher levels of satisfaction have 
been reported in smaller homes (12). None:heless, the 
descriptions residents gave of their current life condi- 
tions were quite similar to descriptions in other studies 
(1—3, 6, 12). These characteristics will not be re:zerat- 
ed, but they indicated that the residents in this study 
were quite similar to those studied elsewhere. There- 
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fore, the new information reported here on life satis- 
faction may be relevant to populations previously 
described. 


Implications of the Findings 


This study has demonstrated the feasibility of col- 
lecting reliable quality of life information from chronic 
mental patients. This was reflected in the high internal 
consistency reliabilities of the satisfaction scales, 
which were comparable to those in general population 
samples (9). Furthermore, the factor analysis of satis- 
faction items indicated that the residents differentiated 
among their feelings about the various life areas. 

Taken in themselves the life satisfaction ratings offer 
some important insights into how these people viewed 
their lives. Despite life conditions that would probably 
appear undesirable to the average American, over half 
of the residents said they were at least "mostly 
satisfied” in most life areas. This finding supports the 
contention that board-and-care homes do provide a 
reasonable alternative to hospitalization for many pa- 
tients (2, 3). However, in three life areas more than 
half of the residents were dissatisfied: finances, unem- 
ployment, and personal safety. These problems lie 
within the domain of social services; therefore, tradi- 
tional medical services cannot be expected to have a 
substantial impact on them. 

The simultaneous assessment of life conditions and 
levels of satis?action permitted determination of the 
degree to which these two types of quality of life 
measures agreed within the various life areas (see table 
3). This not only allowed cross-validation of the two 
measures but also served to clarify what specific 
characteristics of residents' lives were related to satis- 
faction in еасл life area. The board-and-care-home 
characteristic most correlated with satisfaction was 
privacy. Residents who had their own rooms or who 
stated there was some place they could go for privacy 
in the home were significantly happier with the living 
arrangements than were other residents. 1п the areas 
of family and social relationships, residents who had 
more contact with their families and others were more 
satisfied. Satisfaction with social relationships corre- 
lated with the frequency of contacts within the resi- 
dential facilities but not with relationships outside the 
facilities. This supported previous evidence that rela- 
tionships within and outside the home constitute sepa- 
rate dimensions (12). However, the results in this 
study suggest that efforts should focus more on im- 
proving relationships within the home. Two-thirds of 
the residents had a close friend and/or intimate rela- 
tionship with another person, often another resident in 
the home. The existence of such friendships was the 
characteristic cf social relations that correlated most 
strongly with satisfaction. 

Strong correlations between objective and subjec- 
tive quality of life emerged in the area of work. Among 
those emplóyed, working more and earning more were 
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associated with greater satisfaction, indicating the 
financial as well as the intrinsic rewards of work. 
Among the unemployed residents, those actively seek- 
ing work were no more dissatisfied than those not 
seeking work. This suggested that many of those who 
were not seeking work may have given up on finding а 
job, yet retained a desire for work. With increased 
opportunities, some might have bettered their life 
conditions through employment. 

One area neglected in previous studies has been that 
of personal safety. We found it striking that a third of 


the residents we surveyed reported they had been 


victims of robberies and/or assaults during the previ- 
ous year. Being a victim was significantly related to 
life satisfaction in this area. Furthermore, higher satis- 
faction in this domain was related to greater perceived 
access to legal aid. These findings bear out concern 
that patients discharged to the community may fall 
prey to social adversity (5). However, the rates of 
patient-reported crimes within hospitals and general 
crime rates in the locales of these homes» were not 
available for comparison. Nonetheless, this rate of 
victimization among any population should cause con- 
cern and raise questions about pclicies that decrease 
legal access for these people. 

Several obiective indicators of health during the 
previous year correlated with hezlth satisfaction, in- 
cluding the total number of illnesses reported, the total 
amount of health care used, use of acute psychiatric 
services, use of general medical services, and per- 
ceived access to medical care. For all of these varia- 
bles the correlations were in the expected direction; 
that is, those who had more illnesses and used more 
health care services were less satisfied with their 
health. Those who perceived better access to health 
care were more satisfied. However, nearly all resi- 
dents perceived high access to medical services, indi- 
cating that access to medical care was less of a 
problem than access to. legal services. Unlike these 
other measures of utilization of medical care services, 
involvement in psychotherapy was unrelated to health 
satisfaction, which suggested that the conditions asso- 
ciated with its use were somehow different from other 
forms of health care. 

Although we found significant correlations between 
objective and subjective quality cf life measures in 
most areas, in some they did not correlate. Residents 
who had more autonomy within the. facilities, as 
indicated by the opportunity to make decisions about 
the menu and the opportunity to ccok their own meals, 
were not significantly happier than those who did not 
have such opportunities. Many residents in fact may 
not have desired more say in such day-to-day deci- 
sions. Programs advocating greater patient autonomy 
within the homes may first have to contend with the 
lack of motivation among many residents. 

Additionally, we found no significant correlation 
between subjective and objective quality of life mea- 


Am J Psychiatry 139:10, October 1982 


sure in the area of leisure activities. Residents who 
had engaged in more leisure activities during the 
previous week were no more satisfied with their 
leisure time than other residents. Simply adding activi- 
ties to residents’ daily schedules may have little im- 
pact on quality of life, despite emphasis in some 
programs on just that (1, 11, 31). This finding also 
demonstrated the potential problems in using indica- 
tors of quantity to make inferences about the quality of 
life (29). 

The fact that the correlations between objective and 
subjective quality of life measures were either signifi- 
cant and in the expected directions or not significant 
attested to the construct validity of the concepts being 
measured; that is, they measured similar things. How- 
ever. the correlations were relatively low, suggesting 
that although related, the objective and subjective 
indicators measured rather different aspects of quality 
of life. This finding argues for the use of both types of 
measures in quality of life assessment. 

Finally,» we obtained further perspective on resi- 
dents’ perceived quality of life by comparing their life 
satisfaction with that among national survey samples. 
In nearly all areas of life, including life in general, 
residents of board-and-care homes were significantly 
less satisfied than the general population. It was not 
surprising that just as residents’ objective quality of 
life was significantly below that of the general popula- 
tion, so too was their subjective quality of life. In three 
areas of life the board-and-care residents were not 
significantly less satisfied; these were leisure activi- 
ties, job (for the employed), and health care. 

In comparisons of residents with other disadvan- 
taged groups, ihe differences were less substantial. 
However, some differences persisted, particularly in 
the areas of family and social relations. People with 
low socioeconomic status and blacks were much more 
satisfied with their family and social relationships than 
were board-and-care-home residents. This reflected 
the fact that the residents, in addition to being eco- 
nomically disadvantaged, were also socially isolated. 
Less than half visited someone outside the home cn a 
regular basis, and 25% had not seen their families in 
the past year. 

The overall view provided by our data is that the 
quality of life for board-and-care residents was affect- 
ed mainly by social problems. Thev were dissatisfied 
with being poor, unemployed, prey to criminal ele- 
ments, and socially isolated. For the most part, these 
are not problems that can be addressed directly by 
medical care. Therapeutic programs that place high 
value on increasing patient autonomy, structuring pa- 
tients’ time during the day, and emphasizing tradition- 
al psychotherapy may miss the point when it comes to 
improving quality of life for chronic patients in resi- 
dential care facilities. 

Conditions that might improve their quality of life 
include 1) more financial assistance, 2) vocational 
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training programs and more job opportunities, 3) bet- 
ter protection against crime, 4) more contact with their 
families, 5) better relations with others, especially 
within the homes, and 6) greater privacy within the 
homes. The existence of these quality of life problems 
does not argue against board-and-care facilities or 
continued efforts to treat patients іп the commuczity. 
Indeed, the changes recommended here might apply 
equally as well to patients living in hospitals. Ratner. 
we identify these problems to encourage programs that 
enhance patients' lives in the community and to stimu- 
late greater attention to quality of life issues. 
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Development and Validation of a Vietnamese-Language 


Depression Rating Scale 


BY J. DAVID KINZIE, M.D., SPERO M. MANSON, PH.D., DO THE VINH, M.A., NGUYEN THI TOLAN, 


BUI ANH, M.A., AND THAN NGOC PHO 


The authors developed a depression scale in the 
Vietnamese language that contains culturally 
consistent items describing the thoughts, feelings, 
and behaviors of depressed individuals and items 
describing common clinical characteristics of 
depressed Vietnamese patients. After pretesting, the 
preliminary 43-item scale was given to 21 depressed 
Vietnamese patients and a matched community 
sample of 44. Fifteen items accounted for 96% of the 
variance between the two groups and were used as 
the final form of the Vietnamese Depression Scale. 
A cutoff of 13 points (of a possible 34) identified 9196 
of the patients and 96% of the community sample. 
(Am J Psychiatry 139:1276-1281, 1982) 





iven that depression is a major worldwide public 
health problem (1), it was not surprising that our 
clinical experience (2) revealed a high prevalence of 
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depressive symptoms among Vietnamese -efugee pa- 
tients. About 4096 of all Indochinese patients at the 
Oregon Health Sciences University Clinic have been 
diagnosed as suffering from a major affective disorder. 
Similar findings have been noted among other refugee 
populations (3, 4). Our dissatisfaction wita available 
diagnostic tools, which stemmed largely from cultural 
inappropriateness, led to our attempt to construct an 
instrument that can more accurately identify depres- 
sion within this special population. 

In this paper we will 1) describe the development 
and specific items of a Vietnamese-language depres- 
sion scale derived from the Vietnamese culture, 2) 
report the results of the validation of this scale, and 3) 
discuss the implications of this scale for further clinical 
research and the cross-cultural study of de»ression. 

Reasons for depressive symptoms among the Viet- 
namese are not hard to find: they have endured 
decades of frequent reports of death among close 
relatives, they have had sudden losses of position and 
status because of the Communist takeover, and they 
have been forced to abruptly leave their nomeland, 
often traveling by dangerous means over prolonged 
routes. Loss of their country, friends, and amily has 
provided them a lonely, uncertain future to look 
forward to while living under poor conditions in refu- 
gee camps far from home. 

Those who reached the United States have had 
added social stresses, including a loss of role identity 
and self-esteem, social isolation due to language barri- 
ers and local prejudice directed toward the Vietnam- 
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*se,'and their underlying suspicion of helping agencies 
and distrust of United States government motivations 
(5). A recent study (6) using the Cornell Medical Index 
with Vietnamese refugees during their first two years 
in the United States demonstrated a continuing high 
level of physical and mental dysfunction. The Viet- 
namese tended to score high on the somatic items of 
the respiratory. gastrointestinal, skin, and nervous 
systems. Scores on the psychological items were high 
for inadequacy and hypersensitivity but low and in- 
consistent for depressive items. Financial. life style, 
work, spouse, and school problems were present in 
the first year and increased during the second year in 
the United States (7). 

It is often difficult to detect the presence of depres- 
sion in the Vietnamese. Without the tradition of self- 
revelation. as in Western counseling and psychothera- 
py, they are nct accustomed to discussing their per- 
sonal feelings openly with others. Instead. at times of 
distress or loss, they often complain to their doctors of 
physical discomforts such as headaches. backaches. 
or insomnia (unpublished data of Tran Minh Tung). 

A culturally sensitive and valid depression scale can 
assist clinical diagnosis, can enable epidemiological 
studies to identify current high-risk populations, and 
can help clinicians to monitor refugee adjustment in 
ensuing years. Furthermore, it can offer a unique 
opportunity to study the phenomena of depression in a 
non-Western culture. 


METHODOLOGICAL PROBLEMS 


Conceptualizing psychiatric disorder cross-cultural- 
ly, especially depression, is not a straightforward 
process, as indicated by several recent reviews (8-10). 
In some cultural groups there appears to be no seman- 
tic equivalent for the word "'depression" (11-14). 
However, even when there are such equivalents, the 
manner in which an individual may manifest his or her 
depression varies considerably with cultural back- 
ground (15—20). Therefore it is critical that symptoms 
of depression be derived in part from the experience 
and from the perception of the subject's population 
(21, 22). 

A specific clinical and methodological problem is 
the large number of somatic complaints present in 
psychiatric patients in many cultures (23). Such com- 
plaints are especially frequent among Asians. such as 
Chinese in Taiwan (24), Japanese (25), Asian-Ameri- 
cans (26), and Vietnamese (27 and unpublished data of 
Tran Minh Tung). Of particular importance is Lin and 
associates' finding (28) that prominent somatic symp- 
toms were present initially in a very high percentage of 
depressed Chinese patients. These patients often de- 
nied dysphoric affects; indeed, somatization was a 
frequent mechanism for coping with these affects (29). 
Our experience is similar: one, if not the only, com- 
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plaint of 9 of the 21 depressed Vietnamese patieris in 
this study was headaches. Chest pains. arm and leg 
pains, backache, and general weakness were also very 
common. Clearly, somatization can greaily modify the 
clinical appearance of depression, and culturally ap- 
propriate somatic items need to be included in irstru- 
ment construction. 

Moreover. the test items in a diagnoszic instrument 
may introduce extraneous sources of variation. Most 
Vietnamese people do not speak English: those who 
do are rarely fuent enough to comprehend native 
subtleties of the language. Consequently, the English 
version of an instrument is at best open to consider- 
able misinterpretation by the nonnative speaker and 
can be wholly unintelligible. Without careful back- 
translation to ensure semantic equivalence (30). even 
Vietnamese versions may pose similar problems. 

The nature of the response required by a diagrostic 
instrument constitutes another potential source of 
difficulty. Items in widely used instruments such as the 
Health Opinion Survey, the Hamilton Rating Scale for 
Depression, the Zung Self-Rating Depression Scale. 
and the Beck Depression Inventory seek active. self- 
declarative statements. in contrast to the more re- 
served, private style of Asians that suppresses expres- 
sion of dysphoric complaints. It may not be thought 
proper to record certain affective states. especially in 
written form. Redundancy and contextualization char- 
acterize most social interactions in Asian countries. 
but both are absent in the instruments mentioned 
above. One must proceed cautiously and discover the 
most appropriate form of inquiry, an admonition often 
repeated in the literature on cross-cultural research 
methodology. 


METHOD 


Development of the Vietnamese Depression Seale 


Our work began with the translation of the Beck Dep-esston 
Inventory into Vietnamese. However. for many of the reasons given 
above. neither this form nor several of the items con:ained in it 
proved to be acceptable or reliable in the diagnosis of dep-ession 
among members of this special population. Hence the Vietnamese 
Depression Scale was developed jointly by us. a psychiatrist who 
had been trained in cross-cultural psychiatry and had lived in Viet 
Nam (J.D.K.). an anthropologist (S.M.M.). and four Vietnamese 
mental health workers. The latter had earned university degrees in 
Viet Nam. were fluent in English. and had received 1—2 years’ 
training in American counseling techniques and psychological ill- 
nesses. 

The depression scale was predicated on Vietnamese perceptions 
of symptom complexes and depressive behaviors and developed in 
several stages. employing recent advances in cross-cultural research 
methodology. The four bilingual mental health workers began to 
generate independently a list of Vietnamese words “hat thay be- 
lieved to be relevant to depression in the thinking. feeling. and 
behavior of a Vietnamese individual. The resulting informat:on was 
presented for discussion and review by all of us. Other lexica items 
were added during this period; then, through paired comparison. 
taxonomic groupings were listed on the basis of item sameness or 
difference. Great care was taken to avoid imposiag the concepts or 
categories of the non-Vietnamese investigators. (Diacritica marks 
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do not appear on the Vietnamese words in this article because of the 
technical сиу in placing them. Readers should be aware that 

` words spelled the same way in Vietnamese may have different 
meanings, depending on the diacritical marks.) 

Nine groupings resulted: buon (sadness). chan nan (discourage- 
ment), met moi (fatigued), bat man (dissatisfied), xa« ho (shame), lo 
lang (anxiety), co doc (loneliness), muon chet (wanting to die). and 
khung hoang tina than (mental crisis). A number of related lexical 
items occurred within each grouping. For example. buon consists of 
buon rau (sorrowful), sau muon (melancholic), buon buc (sad, 
irritated), and buon (sad). The Vietnamese informants then eliminat- 
ed lexical items not likely to be understood by most Vietnamese, 
taking into account urban and rural differences. To report the 
frequency of symptoms, a 3-degree continuum was adopted rather 
than the 5-point Likert scale common to many instruments. Our 
Vietnamese informants noted that the internal contrasts are not as 
self-evident for Vietnamese responses as for white middle-class 
Americans. Once cast in this form the instrument items were 
translated into English and back-translated into Vietnamese to 
establish their semantic integrity. At all times we sought to approxi- 
mate conversational Vietnamese, replacing grammatically precise 
but awkward items with more appropriate words for sociolinguistic 
use. 

The next step was to develop items that could appropriately 
assess somatic symptoms of and behavioral changes attributable to 
depression. A specific question dealt with somatic complaints 
frequently presert in the clinic’s Vietnamese patients. These includ- 
ed headache, backache, arm and leg pains, stomachache. constipa- 
lion, chest pain, digestion problems, and diarrhea. Related ques- 
tions asked if there were known medical causes of the symptoms 
and if the patients were suffering from them. Other symptoms, 
clinically related to depression in Western culture. were listed for 
consideration by the Vietnamese informants. Those believed to be 
appropriate to the refugee population included decreased appetite, 
sleep disturbances, weight loss, decreased libido, diurnal varíation, 
diminished concentration. constant sleepiness, lack of energy. and 
feeling exhausted, which were tast into a question format thought to 
be intelligible to Vietnamese respondents. 

A pretest was conducted among 20 Vietnamese adults, 10 men 
and 10 women. We discovered that certain items needed explanation 
or required a descriptive statement to ensure consistency in convey- 
ing its intended meaning. Some items were not salvageable even by 
this means and were deleted from the instrument. The result was a 
preliminary scale with 45 items that covered a range of physical 
symptoms. behaviors, and feelings of depression possibly relevant 
to the Vietnamese refugee. 


Validation 


The original scale was validated by a comparison of the test 
results of two groups, a psychiatric clinic index group (N 721) and a 
matched commurity sample (N=44). The former included patients 
who visited the Dregon Health Sciences University Indochinese 
Psychiatric Clinic between September 1979 and April 1981 and who 
met the DSM-III criteria for the diagnosis of depression. The 
psychiatric interview employed in diagnosing the clinic index group 
(27) involved clese collaboration between the psychiatrist and the 
Vietnamese mental health counselors, who bridged both linguistic 
and cultural barriers. The clinic is part of a general psychiatric 
outpatient clinic that is located in a general medicine outpatient 
department. Patients have a wide variety of symptoms, but their 
initial complaints are usually somatic and they are often quite 
impaired by thei- disorder. The treatment approach is medical, 
emphasizing thorough history taking, symptom reduction, support, 
and use of psychotrophic medicine (27). All but one of the patients in 
the clinic index group were outpatients and all were treated with 
antidepressant medicine. 

The community sample was recruited from the Vietnamese refu- 
gee community in the greater Portland, Ore., area by a nonrandom- 
ized, multivariate matching technique. Two members of this group 
were matched witn one member of the psychiatric index group as to 
sex, age, marital status, amount of formal education, and length of 
residence in the United States. Previous clinical experience suggest- 
ed that response patterns might vary along these dimensions and, for 
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cur purposes, needed to be controlled. Potential subjects fgr the 
matched community sample were identified from employment rolls, 
social service clients, language classes, and personal networks. In 
addition to the variables menticned above. they were screened with 
regard to possible impairment and were not included if there was 
any question about current level of psychosocial functioning. The 
percentage of men in the clinic group was 52%, and in the compari- 
son sample it was 5596; 6696 and 68%, respectively, were married, 
29% and 27% were single. and 5% of each group were widowed. The 
mean age was 33.5 years in the index group and 32.8 in the 
comparison group, and they had 8.2 and 9.3 years of formal 
education. Over half (57% and 59%) of eazh group had lived in the 
United States more than 1 year, and 43% and 41%, respectively, had 
lived here less than I year. 

Administration of the depression scale required approximately 30 
min and included an explanation of its purpose and intended use. 
This phase of the study was conducted over one year. Because of 
t3e difficulties in matching the subjects on five different demograph- 
ic variables, data collection proceedec slowly. Experience has 
subsequently shown that the instrument can be self-administered if 
the subject has had at least four years of formal education in 
Vietnamese. 


RESULTS 

The primary objectives of data analysis were to 
identify those items which elicited significantly differ- 
ent responses from the depressec clinic patients and 
the matched community sample and to identify a 
subset of items that would mos: efficiently discrimi- 
nate between the two groups. Of the 45 items, only 3 
failed to differentiate the patient and the control 
groups at a statistically significant level. A majority of 
the items, 27 of 45, revealed highly significant differ- 
ences between the 2 groups (chi-square tests, p<.001). 
Only 4 of these items, those describing psychophysio- 
logical symptoms, were derived from DSM-III crite- 
ria. The remaining 23 had been developed as Vietnam- 
ese descriptions of cognitive, affective, and somatic 
indications of depression. : 

Because a large number of the original depression 
scale items differentiated the clinic and community 
groups at a high level of significance, we tried to 
reduce the length of the instrument and still maintain 
its diagnostic power. To accomplish this, on the basis 
of the preceding analysis we subjected the 15 items on 
which the two groups most significantly differed to 
further scrutiny. These 15 items, which gave a maxi- 
mum score of 34 points, became the Vietnamese 
Depression Scale (available from Dr. Kinzie on re- 
quest). 

Mean scores of the 15 items provide a sensitive 
measure of differences between the two groups. The 
mean scores were 17.5 for the depressed group and 4.9 
fer the matched community sample. The distribution 
of scores revealed little overlap between the groups: 
9596 of the community sample (41 of 44 subjects) 
scored below 13 and 9146 of the clinic group (18 of 21 
patients) scored above 13. 

Discriminant function analysis revealed that the 
summary scores based on these 15 items accurately 
predicted group membership, i.e.. 100% of the sub- 
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jects*were correctly characterized. Furthermore, the 
response to these 15 items accounted for 9695 of the 
variance of the sums of the scores on the 45 original 
items (R=.98, p<.0001). In order of their contribution 
in accounting for the variance, these items were ‘‘des- 
perate"" (tuyet vong) (.94), ‘‘downhearted and low- 
spirited” (xuong tinh than) (.88), “sad and bothered" 
(buon phien) (.86), feelings of ‘going crazy" (muon 
dien len) (.63), subjective perception of suffering from 
physical symptoms of headache, limb ache, or back- 
ache (bi nhung trieu chung dau nhuc) (.57), ‘‘shametul 
and dishonored” (плис nha) (.56), decreased appetite 
(an khong ngon mieng) (.52), feeling that the future is 
hopeless (that vong) (.51), "bothered" (buc) (.50), 
“sad” (buon) (.48), angry" (gian) (.42), inability to 
concentrate (khong the tap trung tu tuong duoc) (.42), 
‘‘low-spirited ага bored” (nan chi) (.42), diurnal varia- 
tion (cam thay kho chiu vao bitoi sang hay chieu) (.40), 
and "exhausted" (kiet suc) (.13). Given that these 15 
items account for a very significant proportion of the 
variance im the scores based on the longer instrument. 
no diagnostic accuracy appears to be lost by using the 
shortened version. 

The result of this preliminary study was the con- 
struction of a brief, 15-item Vietnamese Depression 
Scale, which describes affective, cognitive, and somat- 
ic experiences and is designed to represent cultural 
correlates of the- experience of depression among 
Vietnamese refugees. It appears that cultural biases 
have been effectively addressed in content as well as in 
the administrative format of this instrument. 


DISCUSSION 


There are three classes of items in the Vietnamese 
Depression Scale: 

1. Common symptoms of physical states associared 
with depression. These items are present in somewhat 
different forms but are included in most depression 
scales: poor appetite, suffering from pains—in this 
case, headache, backache. and limb aches—diurnal 
variation, a feeling that the future is hopeless, poor 
concentration, and exhaustion. Although there is a 
slight variation in language, these are common to the 
Western psychiatric concept of depression. A unique 
aspect, however, is the subjective perception of suffer- 
ing and anxiety about these somatic symptoms, for 
which no medical cause could be found. It is this sense 
of suffering and anxiety about any of these three 
symptoms (out of eight in the original question) that 
characterized the depressed group, rather than simply 
the presence of the somatic symptoms themselves. 

2. Symptoms related to a depressed or sad mood. It 
is difficult to know the exact meaning of the symptoms 
that appear to indicate dysphoria. Many can be trans- 
lated into English only in a very awkward way, for 
instance, as ''sad and bothered," ‘‘low-spirited and 
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bored," and ‘‘downhearted and low-spiritec."" These 
phrases do not seem to represent overlapping itzms, 
since the subjects responded quite differently to each 
of them and each contributed in different degrees to 
the total variance in the observed patterns of respons- 
es. They had different average sums and contr.buted in 
varying and differing amounts to the total varianze of 
the scale. In light of growing evidence :hat non- 
Western cultures tend to somaticize psychiatric dis- 
tress, we were surprised that such a large number of 
psychological terms was readily endorsed by the de- 
pressed patients, whose original complaints were so- 
matic. We conclude that the clinic index group experi- 
enced a significantly lower mood 'state than the 
matched community sample, monitored this differ- 
ence, and was zble to report it even though they may 
have been reluctant to do so initially. Indeed, ''down- 
hearted and low-spirited’’ and ‘‘sad and bothered" 
were two of the three most prominent items in ac- 
counting for the variance in the scores. 

3. Symptoms seemingly unrelated to either lowered 
mood or the Western concept of depression. The 
larger item pool originally contained ʻa number of 
Vietnamese items that were distributed across differ- 


‘ent linguistic groupings. Ten of the 15 items that 


constitute the newly derived Vietnamese Depression 
Scale are from among these groupings, representing 
only six of the nine semantic fields that were initially 
thought to be associated with Vietnamese percertions 
of the depressive experience. Buon (sadness) is repre- 
sented by three items: buon phien (sad end bothered), 
buc (bothered), and buon (sad). Chan nan (discourage- 
ment) is represented by two items: xuong tinh than 
(downhearted and low-spirited) and ran chi (low- 
spirited and bored). Khung hoang tinh than (mental 
crisis) is represented by tuyet vong (desperate! and 
muon dien len (a feeling of going crazy). Xau ho 
(shame), bat man (dissatisfied), and mer moi (fatizued) 
are each represented by a single item: плис nha 
(shameful and dishonored), gian (angry. anc кіс“ suc 
(exhausted), respectively. Lo au (anxiety). cc doc 
(loneliness), and muon chet (wanting to die! were not 
among this subset. Several of these items have been 
discussed under the two preceding points in terms of 
either their relationship to physical states commonly 
associated with DSM-I/] diagnostic criteria for depres- 
sion or the extent to which they reflect depressed 
mood. One is hard pressed to find correlates for the 
remaining items within the Western definition of de- 
pression, e.g., being angry, feeling shameful ani dis- 
honored, feeling desperate, and having a feeling of 
going crazy. ; | 

That most of the clinic index group respor:ded :2 the 
item regarding being angry was somewhat surprising 
because in the diagnostic interviews they did not 
appear to be more irritated or hostile then would white 
middle-class patients. Indeed, their appearance was 
often characterized by psychomotor retardation, even 
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given the prescribed social behavior for Vietnamese 
interaction between the people of marked different 
status (e.g., рлуѕісіап and patient) and cultural varia- 
tions in affect:ve expression, both of which are espe- 
cially important factors to consider in the diagnostic 
process. 7 

At first glance, one might assume that feeling 
shameful and dishonored is equivalent to the Western 
notion of guilt. It is not. In the case of the Vietnamese, 
there seldom is an element of personal responsibility 
for determination of the events that may precipitate 
this particular emotional state (31). The item seems to 
reflect part of a collective burden borne as a function 
of familial membership and may stem from an inability 
to properly discharge attendant obligations to the 
ancestral past (which confirms the ‘‘correctness’’ of 
the present ard ensures continuity of the future). 

Last, the Western definition of depression does not 
include the sense of desperation or of ‘going crazy" 
that characterized the clinic index group and distin- 
guished it so sharply from the matched community 
sample. The »atients were extremely uncomfortable 
with the affective and physical aspects of their depres- 
sive experience. Their suffering led them to the point 
of being desperate and to a feeling of losing control. 
This suffering. desperateness, and loss of control may 
have been identified by the patients as ‘‘going crazy.” 
None, however, had psychotic symptoms. 

We would like to emphasize the awkwardness of the 
English words we have offered as translations of the 
Vietnamese items, consider the interactions among the 
various semantic fields that we briefly sketched, and 
underline the importance of cultural context for under- 
standing the potentially different implications of seem- 
ingly similar concepts. 

The awkwardness of the English words reflects the 
extent to which we assume that given words are 
isomorphic, with given meanings, much as a dictio- 
nary leads us to believe. To be sure, this awkwardness 
indicates differences between certain kinds of linguis- 
tic structures and the denotative as well as connotative 
properties thereof. However, in the present case, the 
lack of one-to-one correspondence also suggests that 
the meanings of particular Vietnamese thoughts, feel- 
ings, and behaviors may be different from our own, are 
complicated, znd cannot be adequately conceptualized 
apart from a broader semantic network. Kleinman 
recently summarized the quality of such embedded- 
ness: 


Illness is inseparable from the networks of meanings 
within which it is experienced and treated. These mean- 
ings—often changing, usually ambiguous, frequently tac- 
it—sometimes are determined principally by the nature of 
the illness itszlf and its consequences for the sick person 
and family. Bat more often illness absorbs and is saturated 
by the web of beliefs, norms, and interests that constitute 
the day-to-day world of the sick person in his particular 
social situation. Illness, thereby, becomes a polysemic 
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symbol, one whose referents are affect and motivation аў 
much as cognitive and social relations; it is part of an 
idiosyncratic meaning system that belongs to a broader, 
more visible cultural meaning system, which, because it is 
shared, is also easier (though rarely easy) to irterpret. (32, 
p. 373) 


This in part explains the differential contribution of 
items from within and across the various semantic 
fields that were originally identified. Much more work 
remains to determine how these elements irteract with 
regard to the Vietnamese depressive experience. Why 
they interact in the special ways that we are just 
beginning to discover will require a deeper under- 
standing of the Vietnamese culture and tke transfor- 
mations being wrought by dislocation and rapid life 
transitions.' 


` 
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А Study of DSM-III Schizophreniform Disorder 


BY DAVID'L. FOGELSON, M.D., BRUCE M. COHEN, M.D., PH.D., AND HARRISON G 


Using five methods of validation the authors 
evaluated six patients satisfying DSM-III criteria for 
schizophreniform disorder. These patients did not 
differ importantly from patients with affective 
disorders but differed markedly from schizophrenic 
patients in past psychiatric history, family history, 
acute treatment response, short-term course, and 
dexamethasone suppression test results. The findings 
suggest that sckizophreniform disorder, as defined 
by DSM-III, may not be a valid entity separate from 
affective disorder and that acuteness of onset, even 
in the absence of affective symptoms, implies the 
presence of affective disorder. The authors suggest 
that a diagnosis of schizophreniform disorder should 
not exclude patients from treatment with lithium and 
antidepressants. (Am J Psychiatry 139:1281—1285, 
1982) 








[E DSM-III, psychotic disorders appear in five diag- 
nostic classes: organic mental disorders, schizo- 
phrenic disorders, paranoid disorders, affective disor- 
ders, and psychotic disorders not elsewhere classified. 
There are three specific categories in the last group: 
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schizophreniform disorder, brief reactive psyckcsis, 
and schizoaffective disorder. The validity of --ese 
categories, tha: is, their independence from z:her 
established diagnoses, is of considerable importance. 
For example, if some patients with affective disorder 
were to be classified into one of these st three 
categories, they might be denied treatment with znti- 
depressants and lithium or might receive unnecessary 
treatment with neuroleptics. 

This observation is illustrated by studies (1—5: that 
have called into question the validity of schizoaffective 
disorder as defined by the Research Diagnostic Crite- 
ria (RDC) (6). These studies, using several validating 
indices (7), have suggested that RDC schizoaffective 
disorder may be indistinguishable from bipolar disor- 
der but markedly different from schizophrenia. In 
recognition of this situation, DSM-III offers the term 
"schizoaffective disorder" with a cautionary note: 
"Future research is needed to determine whether 
there is a need for this category. and if sa, hw it 
should be defined and what its relationship is to 
Schizophrenia and Affective Disorder.’ 

Similarly, DSM-III classifies schizophreniform dis- 
order outside the categories of schizophrenic disarder 
and affective disorder. However, here no caveats are 
raised concerning the validity of schizophreniform 
disorder as a separate entity. Citing three studies (8— 
10), DSM-III argues that on the validating criteria of 
clinical description, natural history, and family his- 
tory, significant differences appear between paziznts 
with schizophrenic disorder and schizophreniforrr. dis- 
order. Strikingly, no corresponding evidence is g:ven 
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to justify classifying schizophreniform disorder out- 
side the category of affective disorders. 

However, a recent retrospective study of patients 
initially diagnosed as schizophrenic but rediágnosed as 
schizophreniform on chart review (11) used two vali- 
dating criteria—outcome and family history—to sup- 
port the DSM-/I separation of schizophreniform dis- 
order from. atfective disorders and schizophrenia. On 
both criteria schizophreniform disorder fell between 
schizophrenia and affective disorder. In outcome, 
schizophreniform disorder was markedly different 
from either schizophrenia or affective disorder. Family 
members of schizophreniform probands had a risk for 
developing affective disorder that was markedly lower 
than the risk for family members of probands with 
affective disorder: but indistinguishable from the risk 
for family members of schizophrenic probands. These 
same family members had a risk for developing schizo- 
phrenia that was between but not markedly different 
from the risk of family members of probands with 
éither schizcphrenia or affective disorder. Finally, 
even though Coryell and Tsuang supported the DSM- 
Ш separation of schizophreniform disorder from af- 
fective disorder and schizophrenia, they suggested on 
the basis of the family history data that schizophren- 
iform disorder more closely resembles Ее 
than affective disorders. 

In order to further explore these points, we used a 
prospective design and five validating criteria to evalu- 
ate six cases of’ schizophreniform disorder and ask 
whether they are representative of a separate diagnos- 
tic entity or whether such cases may be better classi- 
fied as a form. of major affective disorder or of schizo- 
phrenia. 


METHOD 


We studied 5C patients consecutively admitted between July 1. 
1981, and October 31, 1981, to one of the inpatient units at McLean 
Hospital that specializes in the treatment of psychotic disorders, 
One of us (D.L.F.) made DSM-IIl axis | diagnoses for all patients 
within three days of their admission to the hospital. Six patients 
received a diagnosis of schizophreniform disorder. Their charts 
were retrospectively reviewed to abstract DSM-III axes Ш. IV. and 
V data. All patients had routine admission evaluations, including 
SMA 18, complete blood count with differential cell count, thyroid 
function tests (thyroid-stimulating hormone. free T4, Ту resin up- 
take), dexamethasone suppression test (DST). and a complete 
physical and neurologic examination. The DST results are reported 
as 4 p.m. plasma cortisol levels following administration of | mg of 
dexamethasone at 11 p.m. the previous evening. No patient with a 
history of drug cr alcohol ingestion during the week before admis- 
sion was included. 

Family history was obtained by a member of the treatment team, 
who interviewed at least one first-degree relative of each patient. 
Histories of past psychotic episodes were reconstructed from inter- 
views with the patients, their family members. and their psychia- 
trists and by reviewing past hospital records. DSM-IIH criteria were 
used in categorizing these past episodes. Condition at discharge was 
subjectively sco-ed by one of us (D.L.F.) as either worse. un- 
changed, impreved, much improved, very much improved, or 
remitted. Two-month follow-up was done by contacting each pa- 
tient’s attending psychiatrist, Any mental disorders subsequent to 
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discharge were diagnosed using DSM-III criteria. Case reports меш 
prepared. When it is.stated in the case reports that there were no 
depressive or manic symptoms, this refers to all symptoms listed 
under DSM-III affective disorders (criterion B for major depression 
and for bipolar disorder). 


RESULTS 


All six patients were physically healthy. None of 
them received a DSM-III axis I (physical disorders) 
diagnosis. 


CASE REPORTS 


Case 1. Ms. A, a 45-year-old single secretary, was brought 
to the emergency room by the police, who had found her 
sitting in the middle of a football field talking incoherently to 
herself. Ms. A had had a single DSM-IH major depressive 
episode lasting 7 months about 6 years earlier. Two of her 4 
first-degree relatives had a history of major depression. Ms. 
A had been well until 2 weeks before admiss.on when her 
employer reported a sudden deterioration in Fer functioning 
at work. She had been forgetful, preoccupiec, sullen, and 
unable to complete her work. She had been absent from 
work for 2 days when the police picked her up. 

Her DSM-III axis IV (psychosocial stressors) rating was 1 
(none); her axis V (adaptive functioning) rating was 4 (fair). 
On admission Ms. A was intermittently catatonic, assuming 
bizarre postures and whispering nonsense syl.ables to her- 
self. She was dishevelled and exhibited роо personal hy- 
giene. Her affect was flat. She could not respond to ques- 
tions and was unable to describe her mood. Her speech. was 
comprehensible for brief intervals. The volume and rate of 
her speech changed in a crescenco-decrescendo manner. 
Her thoughts were dominated by delusions of being con- 
trolled by God; she thought God was insertinz thoughts in 
her mind and forcing her to speak these thoughts; she 
claimed she could hear God speaking. She exhibited no 
tearfulness. Her sleep and appetite were normal and re- 
mained so. There were no symptoms of hyperactivity, 
pressured speech, or grandiosity. Her admission DST, i.e., 4 
p.m. cortisol level postdexamethasone, was 25.2 g/dl. 

Treatment with haloperidol, 6 mg/day, was begun. The 
psychotic symptoms completely resolved over 8 weeks. No 
depressive symptoms emerged. Haloperidol was tapered in 
the hospital without recurrence of the patieat's psychotic 
symptoms. . 

Prophylactic amitriptyline therapy (12, pp. 1294—1296) 
was begun despite the absence of depressive symptoms 
because of Ms. A's past history of depression, family history 
of major depression, and an abnormal DST result. Her 
condition at discharge was very much improved. At 2-month 
follow-up she was in remission and was attencing college. 


Case 2. Ms. B, a 16-year-old high school student, was 
transferred from a general hospital for evaluation and treat- 
ment. She was an honors student and president of her senior 
class. Ms. B had a past history of bipolar disorder. In the 
past 3 years she had had three manic and three depressive 
episodes, each lasting 2-6 weeks and satisfying DSM-III 
criteria. They had spontaneously resolved and she had not 
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*sought treatment. One of her 5 first-degree relatives had a 
history of major depression. Eight weeks before admission 
she began to demonstrate a gradual deterioration in function- 
ing. She found it increasingly difficult to socialize with 
friends and dropped out of a summer work-study program. 
She confided to a close friend that she was having almost 
constant auditory hallucinations and was beginning to have 
frightening visual hallucinations. The hallucinations became 
so intolerable that she began to contemplate suicide. 

Ms. B's axis IV (psychosocial stressors) rating was 4 
(moderate); her axis V (adaptive functioning) rating was 1 
(superior). On admission she was alert and coherent. Her 
speech was normal in rate and rhythm; it was not distin- 
guished by loosening of associations or poverty of content. 
She was well dressed and groomed. Her affect was flat. Her 
thinking was dominated by delusions that she was a witch 
and could communicate with and see spirits in another 
dimension. She said she could hear the spirits carrying on 
Conversations with one another. At other times she would 
become frightened and claim she saw dismembered bodies 
covered with blood. Her sleep and appstite remained nor- 
mal. There were no DSM-HI manic or depressive symptoms 
except for her suizidal thoughts. Her admission DST was 1.4 
pg/dl. 

Ms. B was initially treated with thiothixene alone. Three 
weeks later, lithium carbonate was added because her pre- 
morbid functioning, past history, and family history suggest- 
ed that she might have a bipolar disorder. Her psychotic 
symptoms remitted entirely in a 4-week period. She was 
discharged on a -egimen of these medications. At 2-month 
follow-up it was learned that she had had a major depression 
which completely resolved with imipramine therapy. She 
was attending high school. 


Case 3. Ms. C. a 34-year-old teacher, was brought by her 
family to the emergency room. She had a past history of 
cyclothymic disorder beginning 13 years earlier. She had no 
family history of affective illness in 4 first-degree relatives. 
She had been in once-a-week psychotherapy for 2 years 
before admission and had occasionally taken diazepam: 
however, she found neither psychotherapy nor diazepam 
helpful. The family reported that she had been well and 
working until | week before admission. They observed that 
she was experiencing a sudden and increasing difficulty 
speaking. Her axis IV (psychosocial stressors) rating was 1 
(none); her axis V (adaptive functioning) rating was 3 (good). 
On admission she was alert. She was well dressed and well 
groomed. Her speech was normal in rate but staccato in 
rhythm. She complained of visual hallucinations and said 
that she had been watching Martians take off and land 
spacecraft in the parking lot. She also complained that the 
voices of other patients were deafening, even when she was 
alone in her room with the door closed. She insisted the 
examiner was her hairdresser and could not be dissuaded 
from this belief. Her affect was neither depressed nor elated. 
and she had no other symptoms of DSM-IIJ тапіс or 
depressive episodes. Her admission DST was 20.8 g/dl. 

Ms. C responded to haloperidol therapy. Three weeks 
later lithium carbonate therapy was started because her 
premorbid functioning, past history, family history, and DST 
result suggested that she might have a bipolar disorder. Her 
symptoms completely resolved in a 4-week period. She was 
discharged on a regimen of lithium carbonate alone. At 2- 
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month follow-up it was learned that she had hed a major 
depression which responded to imipramine therapy. with 
complete remission. She was working as a teacher. 


Case 4. Mr. D, a 19-year-old college student, was brought 
to the emergency room by the police. His family reported 
that he had been entirely well until 2 weeks before admission 
when he began to become preoccupied with religious ideas. 
He had gone to che police station to report thet the man 
renting a room in his parents’ home was the devi. He 
claimed God had spoken to him and commanded him to kill 
the devil. He hoped the police woulc help him carry out 
God's command. His axis IV (psychosocial stressors) rating 
was | (none); his axis V (adaptive functioning) rating was 4 
(fair). On admission his speech was slow, halting and 
marked by poverty of content. His affect was flat, ard his 
mood was fearful. His admission DST was 13.2 wg/dl. He 
had a family history of bipolar disorder, mixed, in one of 4 
first-degree relatives. He responded to haloperidol therapy. 

Three weeks later lithium carbonate therapy was started 
because Mr. D's premorbid functioning, family history. and 
DST result suggested that he might have an equivalem of a 
bipolar disorder. His symptoms completely resolved within 
8 weeks. Haloperidol was discontinued. Subsecuently, he 
developed symptoms, including anorexia, lethargy, hvper- 
somnia, and thoughts of worthlessness, that met DSWM-III 
criteria for major depression. The patient began desipramine 
therapy, responded well, and was discharged. very much 
improved, on a regimen of lithium and desipramine. At 2- 
month follow-up he was in remission and working as a 
laborer. 


Case 5. Mr. E, a 21-year-old college student, was brought 
to the emergency room by the police. He had a histo-y of 
major depressive episodes 5, 3, and 2 years earler. a 
schizophreniform episode 4 years earlier, and a тапіс epi- 
sode 2 years earlier. One of his 6 first-degree relatives had a 
history of major depression. He had been well until 6 weeks 
before admission, when he began to be mildly paranoid and 
irritable. His axis IV rating was | (none); his axis V rating 
was 3 (good). The day of admission he wrecked his cormi- 
tory room after kis roommate complained about his Eehav- 
Юг, 

On admission Mr. E was withdrawn and sat in the cerner 
of the examining room with a blanket over his head. He was 
nearly mute. He exhibited a hostile, angry affect; his muscles 
were tensed, anc he flailed his arms menacinglv if a1vone 
approached. Except for irritability, there were nc symztoms 
of mania or depression. Treatment with haloperidol, 6 mg/ 
day, was begun. On the second hospital day he was more 
verbal and described an elaborate paranoid delusionzl sys- 
tem. He also acknowledged thought insertion and hallucina- 
tions of voices that occasionally discussed him in the third 
person. No affective symptoms emerged. He remzined 
guarded and withdrawn. His admission DST was 17.4 ug/dl. 

Mr. E had never received an adequate lithium trial. During 
this admission he was rediagnosed as suffering from tipolar 
disorder and was started, during week 3 of hospitalization. 
on a regimen of lithium carbonate. Afier 4 weeks there was 
complete resolution of his symptoms, and he was cischarged 
on lithium therapy alone. However, at 2-month follow-:p he 
had depressive symptoms. including hypersomnia, feelings 
of guilt, loss of interest in usual activities, diminished 
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concentration, and loss of energy. Ideas of reference and 
auditory hallucinations reappeared simultaneously with 
these symptoms. He responded well to haloperidol and 
amoxapine and is now working part-time. 


Case 6. Mr. F, a 27-year-old university student, was 
admitted with a 14-day history of confusion, preoccupation 
with his sexuality, and ideas of reference. These symptoms 
had appeared abruptly after he had functioned normally for 
several years, taken college courses, and worked part-time. 
He had a history of three typical 25М- manic episodes 8. 
5, and 3 years earlier, all of which responded to lithium 
carbonate, апа an episode of major depression 3 years 
earlier that was responsive to imipramine. He had a family 
history of major depression in one of 6 first-degree relatives. 
He had been admitted to another hospital 3 days before his 
transfer to our anit. His axis IV rating was | (none); his axis 
V rating was 3 (good). On admission, he believed that people 
on the unit were changing sexes, that his psychiatrist was a 
defendant in a rape trial, and that he could control other 
patients with his thoughts. His affect was at times flat; 
however, in the morning he was more labile, with intervals 
of both irritability and depression. No other DSM-III symp- 
toms of mania or depression were noted. His admission DST 
was 14.1 p.g/dl. à 

Because of his history, Mr. F was started on a regimen of 
lithium carbonate and trifluoperazine; he had complete re- 
mission of all symptoms in about 2 weeks. Following his 
discharge, trifluoperazine was tapered rapidly without reap- 
pearance of symptoms. At 2-month follow-up he was in 
remission, going to college. and working part-time. 


In summary, all 6 patients met DSM-HI criteria for 
schizophreniform disorder, but 5 of them also ‘met 
DSM-III criteria for one or more past episodes of 
affective disorder. None met DSM-III criteria for 
schizophrenia before admission or on follow-up. The 
course of each patient’s illness after admission was 
similar to that of affective disorder but not to that of 
schizophrenia. The prevalence of psychiatric disor- 
ders in the patients’ families was similar to that found 
for bipolar probands in a previous study (2): of 29 first- 

` degree relatives, 6 had affective illness, and 5 of the 6 
patients had at least [ relative with affective illness. 
None of the »atients had a first-degree relative with 
schizophrenia. Five of the 6 patients had abnormal 
DST results, a finding that is similar to results reported 
for patients with major depression with melancholia 
and for depression in bipolar disorder but different 
from results reported for patients with schizophrenia 
and other disorders (13). Furthermore, while response 
to lithium and tricyclic antidepressants has not been 
proven to be unique to affective disorders, these drugs 
are recognized as more effective with affective disor- 
ders than with schizophrenia (12, pp. 1214, 1264-1268, 
1294—1296). That 4 of 6 patients responded to lithium 
and tricyclic antidepressants alone, and that only 2 
were receiving neuroleptics at follow-up, is character- 
istic of affective disorder but not characteristic of 
schizophrenia. 


A 
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DISCUSSION “e's 


On 5 validating indices—phenomenolozy, course, 
family history, DST, and treatment response—all 6 
patients described here were remarkably similar to 
patients with affective disorder in spite of the fact that 
the admission DSM-III diagnosis was schizophren- 
iform disorder. On these same indices, there was little 
if any resemblance between these 6 patients and 
patients with schizophrenia. It seems possible that 
some cases of schizophreniform disorder are a form of 
affective disorder. An alternative hypothesis is that all 
6 patients had 2 diseases—schizophrenifo-m disorder 
and affective illness. However, it seems less likely that 
6 patients in 4 months should have these same 2 
diseases than that the 2 diseases are related. Thus, the 
most likely explanation is that schizophreniform disor- 
der, in some instances at least, is a form of affective 
illness and perhaps not even a rare form. 

The findings suggest that in some cases affective 
illness may be characterized by intermittent acute 
psychotic episodes without affective symptoms, alter- 
nating with more typicai acute episodes of mania or 
depression. In the absence of typical affective symp- 
toms, the acuteness of onset of symptoms or the rapid 
remission of symptoms might alert the clirician to the 
possibility that the patient has an affective disorder. 

This is an important observation, since patients with 
psychotic symptoms but without affective symptoms 
may not be suspected of suffering from an affective 
disorder. Their acute symptoms will generzlly respond 
to neuroleptics. This may reinforce the notion that 
they suffer from an illness related to schizo»hrenia and · 
militate against the use of antidepressants or lithium. 
Denial of treatment with these medications may in- 
crease morbidity in these covert cases of affective 
disorders and may subject patients to the nzedless risk 
of such side effects as tardive dyskinesia. 

Our findings on schizophreniform disorder are dif- 
ferent from those reported by Coryell and Tsuang (11). 
However, those authors used a markediy different 
methodology: They retrospectively reviewed only the 
charts of patients with a discharge diagnosis of schizo- 
phrenia to obtain their schizophreniform sample. The 
patients in their study: were admitted about 40 years 
ago, when the diagnosis of schizophreniform disorder 
was not made. The extent of prodromal symptoms 
may not have been thoroughly documented. Thus, it 
may not have been possible to reliably assess the 
absence of prodromal symptoms for more than 6 
months (as required for a О$М-Ш diagnosis of schizo- 
phreniform disorder) in such a sample. The sample 
might be biased to include patients who met DSM-III 
criteria for schizophrenia and in whom symptoms had: 
existed for more than 6 months but in. whom such 
symptoms were not noted or not recorded. Secondly, 
by excluding patients with a discharge diagnosis of 
affective disorder, Coryell and Tsuang would have 
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éverfooked patients in this group who may have been 
admitted with what DSM-III would categorize as 
schizophreniform disorder. 

Thus, the methodology of Coryell and Tsuang's 
study may have predetermined their results. Since 
they chose schizophreniform subjects from a group of 
schizophrenic patients and excluded affectively ill 
patients from consideration, it is not surprising that 
their schizophreniform patients looked somewhat 
more like schizophrenic patients in family history but, 
suggestively, no: on outcome. Although our prospec- 
tive studv was small, it should represent a fairer 
sampling of patients manifesting schizophreniform dis- 
order. Furthermore, our use of validating indices not 
available to Coryell and Tsuang—the DST and re- 
sponse to somatic treatment—improved our ability to 
compare schizophreniform disorder with schizophre- 
nia and affective disorders. 

There are limitations inherent in the methodology of 
this preliminary study. In particular, past history was 
evaluated by retrospective report, and not all first- 
degree relatives were interviewed personally. Further 
study using more rigorous methodology is needed to 
verify the findings reported, but the initial results are 
consistent with the conclusion that some cases of 
schizophreniform disorder are a form of affective 
disorder. Furthermore, it seems appropriate to suggest 
that an admission diagnosis of schizophreniform disor- 
der should not exclude patients from trials of lithium 
or antidepressants. 
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Hysteroid Dysphoria: An Unsuccessful Attempt to Demonstrate’ ° 


Its Syndromal Validity 


BY ROBERT L. SPITZER, M.D., AND JANET B.W. WILLIAMS, D.S.W. 





Hysteroid dysphoria has been described as a chronic 
illness characterized by recurrent periods of 
depression precipitated by a specific type of stress 
and associated with a histrionic personality. In 
addition, there are specific atypical symptoms. The 
authors tested the syndromal validity of this 
proposed category in a sample of 1,324 patients with 
mild depression reported on by psychiatrists in a 
questionnaire survey. They found 41 (3.1%) who fit a 
pattern consisting of the basic features of the 
condition. However, patients who fit this pattern 
were not more likely to have substantially more 
atypical symptoms than patients without this pattern. 
The authors conclude that the syndromal validity of 
hysteroid dysphoria is not supported. (Am J 
Psychiatry 139:1286—1291, 1982) 


here hav2 been many attempts to identify homo- 

À. geneous subgroups of patients with mild depres- 
sion. For example, Donald Klein and associates have 
for several vears written about their clinical experi- 
ence with individuals whom they diagnose as having 
hysteroid dysphoria, a chronic illness characterized by 
recurrent periods of depression precipitated by a spe- 
cific type of stress and associated with specific atypi- 
cal symptoms. In a 1978 memorandum to APA's Task 
Force on Ncmenclature and Statistics they asserted 
that this syndrome is ''commonly recognized in clini- 
cal practice." Furthermore, they believe that recogni- 
tion of this syndrome, which they have estimated as 
being present in about 59-10% of depressed patients 
attending outpatient psychiatric clinies (personal com- 
munication), is important because of the specificity of 
response to treatment with monoamine oxidase inhibi- 
tors (MAOIs). Many of these individuals are diag- 
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nosed as having only borderline personality disorder, 
which, they argue, ignores the drug-responsive nature 
of their affective symptoms. 

During the development of DSM-III Klein argued 
for the inclusion of hysteroid dysphoria es a specific 
diagnostic category in the class of affective disorders. 
Members of APA's Task Force on Nomenclature and 
Statistics and the Advisory Committee to DSM-1III оп 
Affective Disorders were reluctant to include this in 
DSM-III as a separate category for a variety of rea- 
sons. First, it was not clear what relationship hyster- 
oid dysphoria should have to the two depressive 
disorders in DSM-III, dysthymic disorde> and major 
depression without melancholia (i.e., nonendoge- 
nous), because, apparently, most of the individuals 
with hysteroid dysphoria were thought to have illness- 
es that also met the criteria for either or both of these 
affective disorders. Second, there were no formal 
validity data for the category, such as data on outcome 
or differential therapeutic response. 

For these reasons, in the fall of 1978 the task force, 
after a lengthy and heated debate, voted not to include 
hysteroid dysphoria as a specific category in DSM-III. 
Following that meeting, we proposed to Xlein that a 
study be done bearing on the validity of the category. 
We recognized that with limited time and resources, it 
would not be possible to perform a study that had 
bearing on the predictive validity of the category, 
using such criteria as differential treatment response. 
Following the model of Feighner and his colleagues 
(1), we would focus on the first phase of validating a 
diagnostic entity: establishing that there is a distinctive 
clinical picture. This would be determined by seeing if 
the descriptive features of the category cluster togeth- 
er as a syndrome in a heterogeneous group of patients 
or, more succinctly, seeing if the categorv has syndro- 
mal validity. (We have referred to this more generally 
elsewhere as ''*descriptive validity’’ [2].) If hysteroid 
dysphoria could be shown to have syndremai validity, 
almost certainly it would have other kinds of validity, 
such as predictive validity, which would justify its 
inclusion in DSM-III. Klein agreed with vs that if the 
results of the study offered substantial support for 
the validity of the concept of hysteroid dysphoria, 
the task force would be asked to reconsider its inclu- 
sion in DSM-III. This paper describes the resulting 
study. 
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DESERIPTION OF HYSTEROID DYSEBORIA 


Although the essential features of the diagnostic 
category of hysteroid dysphoria have been modified 
slightly as Klein and his associates have gained more 
experience in studying this entity, the basic concepts 
have remained the same since its initial description in 
1969 (3). The essential features are 1) à particular 
pattern of depressed mood, 2) precipitation or exacer- 
bation of the depressed mood by certain identifiable 
stresses or disappointments, 3) characteristic promi- 
nent personality features, and 4) specific atypical 
symptoms during the periods of depressed mood. 

Pattern of mood. The most common pattern of 
mood disturbance is normal (or even expansive) mood 
most of the time, separated by numerous short-lived 
episodes of depressed mood. Less commonly, there 
may be depressed mood most of the time, separated by 
intermittent periods of normal mood lasting at least à 
few days. 

Precipitants. The episodes of depressed mood are 
characteristically precipitated by interpersonal rejec- 
tion, especially loss of romantic attachment. As noted 
by Liebowitz and Klein (4), “The hallmark of the 
disorder is an extreme intolerance of personal rejec- 
tion, with a particular vnlgerability to loss or romantic 
attachment." 

Personality features. The most common —€—MÀ 
traits are those associated with histrionic personality 
disordér, hence the term Aysteroid dysphoria. ‘‘Self- 
esteem seems pathologically. dependent on constant 
external approval. . . . Their normal state is character- 
ized by behavior that is ebullient, histrionic, flamboy- 
ant, intrusive, seductive, self-centered, or demand- 
ing" (4). As Klein noted in a description of the 
disorder submitted to the task force, the disorder is 
"particularly common in individuals with Borderline, 
Narcissistic, [and] Antisocial Personality Disorders.” 

Atypical symptoms. The following five symptoms, 
believed to be uncommonly associated with the de- 
pressive syndrome, are prominent during the periods 
of chronic mild depressed mood: а sense of leaden 
paralysis or inertia, overeating or craving for sweets, 
oversleeping, and spending more time in bed (with or 
without oversleeping). In addition; mood characteristi- 
cally improves in response to positive environmental 
events. This latter-feature is the converse of the lack of 
reactivity that is associated with the DSM-III concept 
of melancholia (‘‘endogenous’’ features). 


FOCUS OF THE STUDY 


We planned to test the syndromal validity of hyster- 


oid dysphoria in two ways. First, we would test the. 


hypothesis that within a heterogeneous group of pa- 
tients with chronic mild depressive symptoms, ра- 
tients with the characteristic disturbance in mood, 
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reactions to stress, and personality features have mere 
atypical symptoms than patients without these 72a- 
tures. Second, we would examine the intercor-elations 
among the four essential descriptive features—cha:zc- 
teristic disturbance in mood, reactions to stress, zer- 
sonality features, and atypical symptoms. 

Significant positive intercorrelations among the cur 
variables defining hysteroid dysphoria would zertainly 
lend support to the syndromal validity of the саіерсгу. 
(It. is statistically possible that in a heterogenecus 
population some variables that constitute a syndrome 
might not be positively correlated, particularly if the 
syndrome is relatively rare. Therefore, a lack of pcsi- 
tive correlations would not necessarily indicate a lack 
of syndromal validity.) 


METHOD 

А questionnaire was constructed to assess the presence of eaci of 
the features included in the description of'hysteroid dvsphoriz in 
patients with chronic mild depressive symptoms. The questiormaire 
was modified on the basis of suggestions made by Drs. ХІеів and 
Liebowitz, who reviewed it to ensure that the items correctly 
represented the features of the disorder (See figure 1). For each 
major area (mood disturbance. stress, personality: features and 
atypical symptoms) items were. also included that were пог cFa7ac- 
teristic of the disorder. For example, the area of mood disturbance 
included an item that described "relatively sustained depressed 
mood without pericds of normal mood"' because this pattern is 
incompatible with the characteristic pattern of mood disturbence 
that is described for hysteroid dysphoria (even thougt -Klein and 
Liebowitz acknowledged that a major depression may be sure-im- 
posed on hysteroid dysphoria). Similarly, several symptom: of 
melancholia, such as early morning awakening and pervzsive lack of 
interest or pleasure, were included in the symptom list. ' 

This questionnaire was sent to 4.000 randomly selecied mem>ers 
of the American Psychiatric Association with a covering letter that 
stated the following: 


In the development of DSM-III and in the Field Trials of the 
current DSM-III draft, an issue bas arisen regarding the classi‘ica- 
tion of mild depressive symptoms that are chronic (at least two 
years’ duration) and either relatively sustained or irtermistent 
with periods of normal mood. We are writing узи to enlis: 7our 
help in a study that we hope will shed light on the idertificatizn of 
different patterns or. types of mild depression. The results of this 
study will be considered by the Task Force on.Nomenclatu-e and 
Statistics and will have an effect on the final draft of DSM-III. 

We are asking you to complete the enclosed questionnai-es on 
two of your current adolescent or adult patients. Тлеу mav be 
new patients or already in treatment with you. Neither your zame , 
nor the patient's name should be written on the questiornaire. 
Each patient you select should have had depressive symptems, 

- either sustained or intermittent, for at.least the last two уеасѕ. but 
not of sufficient severity to be regarded as a Major Affective 
(depressive) Disorder. However, the mild depressiv2 symp oms 
may have started with a Major Affective Episode or may at some 
point have a superimposed Major Affective Episode. If you dave 
more than two patients who are suitable for this study; we asx that 
you choose your younger patients. ` 


` RESULTS 


Altogether, 1,324 questionnaires were received. As 
might be expected, female patients outnumbered male 
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FIGURE 1. Questionnaire Used in Study Completed for a Hypothetical Patient with the Characteristic Features of Hysteroid Dysphorta e 


STUDY OF CHRONIC MILD DEPRESSIVE SYMPTOMS 
Sex: Male 


e a 
© Female 


1. Age when chronic depressive symptoms first appeared: 39 . 


Present age: 29 


Current patient status: 1 Psychiatric inpatient 
Psychiatric outpat ent 


3 Other 


2. Predominant pattern of chronic mild depressive symptoms (circle one): 


| Relatively sustained depressed mood without periods of normal mood (i.e., feels depressed or down just about all of the time). 


2 Depressed mood most of the time separated by intermittent periods of normal mood lasting at least a few days. 


Q Normal ‘or even expansive) mood most of the time separated by numerous short-lived episcdes of depressed mocd. 


4 Some combination of the above patterns. 


3. Are there usually identifiable stresses or disappointments that either precipitate or exacerbate the depressed mood? 


a) Yes ^ 2 No 3 Not sure 
If yes. note usual type (circle one): р 
Loss of гОтапис attachment 3 Noninterpersonal stresses or disappointments (2.g.. change in routine. failure to meet 
own expectations) . 
2 Other inrerpersonal rejection 4 Other or a combination of interpersonal and noninterpersonal stresses or disappoint- 
ments 
‚ 4. Note the presence of any prominent personality features (check all that apply): . 
О Parano.d L] Narcissistic 1 Dependent 
L] Schizeid [] Aniisocial [] Compulsive 
Histrioaic (hysterical) [] Borderline [] Passive-aggressive 


5. Check any of the following symptoms that were prominent during the period of chronic mild depressive symptoms: 


Early morning awakening 

A sense of leaden paralysis or inertia 

Suicidal behavior, including gestures and threats 
Pervasive lack of interest or pleasure 


Overezting or craving for sweets 


BJ BJ [] C] eg Шш 


Mood does not improve in response to positive 
envircnmental events (lack of reactivity) 


Oversleeping 
Spending more time in bed (with or without oversleeping) 
Self-esteem dependent upon constant exterral approval 


Alcohol or drug abuse 


t1 D) x & 


Loss of appetite 


6. Your clinical diagnosis. using whatever diagnostic terms you believe are appropriate. 


patients (approximately 2:1). Approximately half of 
the patients were in their 20s and 30s; the modal age 
interval was 26—30 years (2096 of the sample). Approx- 
imately 5026 of the group had had chronic mild depres- 
sive symptoms for more than 5 years. Nearly half of 
the group dated the onset of disturbance before age 21. 

The most commonly noted pattern of mood distur- 
bance was ''depressed mood most of the time separat- 
ed by intermittent periods of normal mood lasting at 
least a few days’? (N=596, 45%). The mood distur- 
bance hypothesized as most characteristic of hysteroid 
dysphoria, '*normal (or even expansive) mood most of 
the time separated by numerous short-lived episodes 
of depressed mood,” was the predominant pattern in 
265 (20%) af the patients. A "'relatively sustained 
depressed mood without periods of normal mood" 
was the predominant pattern in 258 (19.5%). Finally, in 
199 (15%) the predominant pattern was some combina- 
tion of the other three patterns. . 

In 927 (70%) of the patients, the clinicians noted that 
there were ''usually identifiable stresses or disappoint- 
ments that either precipitate or exacerbate the de- 


pressed mood.” Within this group, loss of romantic 
attachment was the usual precipitant in orly 83 (9%) of 
the cases. ‘‘Other interpersonal rejection” accounted 
for 204 (2296), and noninterpersonal stresses, 111 
(12%). Fully 58% (N=538) were classified as due to 


“‘other or a combination of interpersonal end noninter- . 


personal stresses or disappointments.”’ 

Prominent personality features were commonly not- 
ed. They were, in order of frequency: dependent 
(N=741, 56%), compulsive (N=463, 35%), narcissistic 
(N=463, 35%), passive-aggressive (N=437, 33%), his- 
trionic (N=384, 29%), schizoid (N=225, 17%), border- 
line (N=199, 15%), paranoid (N=1[59, 12%), and anti- 
social (N=66, 5%). Multiple prominent personality 
features were often noted. The symptom of ''self- 
esteem dependent upon constant external approval’ 
was noted in 861 (65%) of the patients. (In the data 
analysis, this symptom was included as z personality 
feature rather than as an atypical symptom.) | 

Each of the "atypical" symptoms was quite com- 
monly noted in the entire group: a sense of leaden 


‘paralysis or inertia (N —583, 44%), overeating or crav- 


^w 
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TARUE 1. Patterns of Features of Hysteroid Dysphoria and Atypical Symptoms Reported by Psychiatrists in a Questionnaire Survey cf 1,324 


Patients with Mild Depression 





Features of Hysteroid Dysphoria 








e Precipitant?: Mean 
ree Mood*: Usually Normal, Interpersonal Numoer of 
Pattern ————— Many Short Episodes Rejection, Loss of Personality*: Aty ical 
Number N ; 926 of Depression _ Romantic Attachment Histrionic Symptoms 
1 630 47.6 Absent Absent Absent 1.7 
2 206 15.6 Absent Absent Present 2.1 
3 118 8.9 Present Absent Absent 1.9 
4 154 11.6 Absent Present Absent 1.6 
5 62 4.7 Present Absent Present 2.2 
6 69 5.2 Absent Present Present 2.0 
7 44 3:5 Ргезеп! Present Absent 1.5 
8 41 3.1 Present Present Present 23. 





“Checked on the questionnaire for 265 patients (20%). 
"Checked for 308 patients (23.3%). 
“Checked fer 377 patients (28.5%). 


ing for sweets (N=344, 26%), mood improves in 
response to positive environmental events (N=755. 
57%), oversleeping (N=318, 24%), and spending more 
time in bed (with or without oversleeping) (N=410. 
31%), The frequency of the symptoms thought not to 
be characteristic of hysteroid dysphoria ranged from 
21% (N 2278) (loss of appetite) to 69% (N —914) (per- 
vasive lack of interest or pleasure). 

Table | presents the mean number of characteristic 
hysteroid dysphoric symptoms for various patterns of 
mood, precipitant, and personality. Pattern 8 repre- 
sents the characteristic disturbance in mood, stress 
that precipitates mood, and personality features of 
hysteroid dysphoria. Pattern 7 is for individuals with- 
out the characteristic personality features of hysteroid 
dysphoria. Pattern I reflects the absence of all three of 
these characteristic features. 

On the basis of the hypothesis that the presence of 
these three characteristic features together is associat- 
ed with the presence of atypical symptoms. one would 
expect that individuals with pattern 8 would have a 
substantially greater number of atypical symptoms 
than individuals without that pattern. The mean num- 
ber of atypical symptoms for pattern 8 is 2.1. The 
mean number for all other patients combined is 1.8. 
Although this difference of only a third of a symptom is 
just statistically significant (t=1.62. 4[= 1322. p«.05. 
one-tailed), the magnitude of the difference is so small 
that it explains less than 2% of the variance between 
the groups. Obviously, such a small difference could 
not be detected clinically. 

Even more revealing is an examination of the mean 
number of atypical symptoms for the eight patterns. 
One would expect that individuals with pattern 8 
would have the highest number of a:ypical symptoms. 
As can be seen in table I, this is not the case: in fact, 
pattern 5. which lacks the characteristic reaction to 
stress, described as the hallmark” of the disorder. is 
actually associated with the highes: mean number of 
atypical symptoms. Also striking is the limited vari- 


ability in number of atypical symptoms present across 
patterns—the mean number of atyp:cal symptoms 
ranges from 1.5 to 2.2, again a difference of less than | 
symptom. 

We calculated the expected frequenzy cf pattern 8 
by multiplying the base rates for the three var ables. 
This value, 1.33%, is less than half of the observed 
frequency of 3.1%. This indicates a relatively s:rong 
association between histrionic personality fea:ures, 
reactivity to interpersonal rejection, and intermi-:ently 
depressed mood. This finding is not surprising r that 
one would expect individuals with histrionic рег sonal- 
ities to be particularly sensitive to interpersonal stress 
and to react with depressed mood. This is consistent 
with general notions about histrionic personali:y dis- 
turbance and does not bear on the specificity of the 
concept of hysteroid dysphoria with its asscciated 
atypical symptoms. 

We recognized that there were alternative ways of 
defining the characteristic pattern of тоса. precipi- 
tant, and personality (pattern 8 of table 1). For exam- 
ple, mood could be defined as "depressed mood most 
of the time separated by intermittent periods of normal 
mood lasting at least a few days," hypothesized us the 
second most common type of mood disturbance asso- 
ciated with hysteroid dysphoria. Similarly, stress 
could be defined more narrowly as only loss of roman- 
tic attachment, rather than loss of remantic attach- 
ment or other interpersonal rejection. Finally, person- 
ality could also be defined as histrionic or "self-esteem 
dependent upon constant external approval," or could 
be defined as either histrionic, narcissistic, antisocial. 
or having borderline features. We therefore calculated 
the mean number of characteristic atypical symptoms 
for 12 different ways of defining the characteristic 
pattern of mood, precipitant, and personality. There 
was no definition of these three features suc* that 
patients with these features had an appreciably greater 
number of atypical symptoms than patients without 
the characteristic features. 
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TABLE 2. Correlation Matrix of Variables Expected to Be Positively 
Correlated According to the Concept of Hysteroid Dysphoria 





- Correlation of Variables (г) 
Variable | з 5 67 








1. Loss of romantic attachment 
(precipitant) 

2. Other interpersonal rejection 
(precipitant) 02 .08 .04 07 0l 

3, Usually depressed mood, with in- 
termittent nondepressed moods 


—.001 .06 .08 —.02 —.07 


(mood) . —.07 0 -.04 
4. Usually normzl mood, with inter- 

mittent depressed moods, (mood) JM .07 .04 
5. Histrionic personality (personal- 

ity) .15 


6. Self-esteem dependent upon con- 

stant external approval (personal- 

ity) ` —.02 
7. Characteristic atypical symptoms 








Table 2 presents the correlation matrix of variables 
expected to be positively correlated according to the 
concept of hysteroid dysphoria. As can be seen, the 
correlations are either quite small or virtually zero. 
Although histrionic personality features have a small 
correlation (r—:15) with the atypical symptoms, there 


is no relationship between the characteristic stress and . 


the atypical symptoms. There is also a small correla- 
tion (r=.11) between the characteristic mood and 
histrionic personality features. However, there is vir- 
tually no association between the characteristic mood 
and the atypical symptoms. 


DISCUSSION 


The results of this study do not offer any.support for 
the syndromal validity of hysteroid dysphoria as de- 
fined here. For this reason, this category is not includ- 
ed in DSM-IH. Failure of this study to reveal the 
syndrome mav be due to the method of data collection, 
the sample of patients studied, or inaccuracy in the 
‘clinical judgments. 

The method of data collection, a questionnaire sent 
to randomly selected psychiatrists asked to describe 
patients whom they knew well, has been. used previ- 
ously (5) and has yielded data showing high intercorre- 
lations among features describing well-recognized 
clinical syndremes. We wondered if perhaps we had 
inadvertently discouraged clinicians from including 
patients with. the hypothesized syndrome by asking 
that they describe patients with “chronic mild depres- 
sive" symptoms, since the word "chronic" may to 
some suggest sustained depressed mood. However, 
the prototypical pattern of mood disturbance, "normal 
(or even expansive) mood most of the time," was 
noted to be rresent for 278 (2196) of the patients. 
Clearly, then, clinicians were not excluding patients 
with this pattern of mood disturbance. 
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Four possible kinds of precipitants were listed,on , 
the questionnaire: loss of romantic attachrrent, other ° 
interpersonal rejection, noninterpersonal stresses, and 
other, or a combination of, interpersonal and noninter- 
personal stresses. In the data analysis the fourth type 
of precipitant was not considered to be the characteris- 
tic precipitant. Is it possible that, in many instances, 
mood disturbances precipitated.bv interpersonal rejec- 
tion were also sometimes precipitated by noninterper- 
sonal stresses, so that they меге incluced' in the 
combination category, thereby obscuring the relation- 
ship between interpersonal rejection or stresses and 
the other features of the syndrome of hysteroid dys- 
phoria? We think not. The precipitant categories of 
loss of romantic attachment and other. interpersonal 
rejection represent the purest cases of hys:eroid dys- 
phoria; therefore, one would expect thes2 cases to 
show more of the.characteristic features of the syn: 
drome. But they did not. 

Is it possible that the clinicians were, not familiàr 
with the. individual components of the concept of 
hysteroid: dysphoria and failed to recogaize these 
features in their patients and therefore did not record 
them on the questionnaire? We think this unlikely, 
First of all, although. most of the clinicians were 
probably not familiar with the concept of hysteroid 
dysphoria as such, all of the individual comiponents are 
commonplace clinical concepts, such as precipitation 
of depressed mood by loss of romantic attachment or 
other interpersonal rejection. The so-called atypical 
symptoms, such as overeating, oversleeping. and iner- 
tia, are certainly not esoteric signs of psychopatholo- 
gy. In fact, all of the features of hysteroid dysphoria 
were frequently noted, including the "atypical" symp- 
toms, which are so common in the whole group that 
they can hardly be regarded as "atypical." 

Is it possible that the clinicians themselves were 
often inaccurate in noting the presence of atypical 
symptoms in these patients, so that error variance 
washed out any positive findings? Although this possi- 
bility cannot be entirely disproven, there is evidence 
from another method of data analysis that argues 
against this possibility: a factor analysis of the entire 
data set in the questiornaire was performed. The 
factor with the highest item loadings clearly described 
the syndrome of melancholia. It is hard to imagine that 
clinicians are able to note accurately the presence of 
the symptoms of melancholia in their patieats but are 
unable to do so for the symptoms that characterize 
hysteroid dysphoria. (In the absence of positive inter- 
correlations among the hysteroid dysphoriz features, 
obviously no hysteroid dysphoric factor could emerge 
from this factor analysis.) 

Finally, is it possible that these clinicians were 
unable to specify accurately the predominant pattern 
of mood, the type of stress, and prominent personality 
features? Although the data collected do not offer any 
basis for this possibility, it cannot be ruled out. 
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« According to Klein and Liebowitz (4), hysteroid 
dysphoria ''represents a subtype of atypical depres- 
sion," a category variously defined, beginning with 
the British investigators West and Dally (6) and Sar- 
gant (7). Obviously this study does not speak to the 
syndromal validity of that larger diagnostic group 
which, like hysteroid dysphoria, is thought to be 
responsive to MAOIs. However, our study does indi- 
cate a problem with the term ‘‘atypical depression.” 
To the extent that atypical depression is defined by the 
"atypical symptoms of hysteroid dysphoria, it 
should be noted that within a heterogeneous group of 
depressed patients these symptoms are quite common. 
The term ‘‘atypical’’ suggests that they are uncom- 
mon. Another problem with the name ‘‘atypical de- 
pression” is that over the years it has been applied to 
many different kinds of depressions (e.g., phobic- 
anxious, hypochondriacal, and mood-reactive). Fur- 
thermore (and a matter dear to our hearts), in DSM-III 
atypical depression has still another meaning—a de- 
pression that does not meet the criteria for any of the 
specific depressive disorders. (Virtually all of the 
major diagnostic classes have a parallel residual 
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"atypical" category). We therefore suggest that inves- 
tigators of atypical depression decide on a new term 
that describes the essence of the disorder, perhzps 
consulting Greek or Latin scholars if the most suitable 
English term (for example, **mood-reactive depres- 
sion’’) causes confusion because of how the term has 
been used in the past. 
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A Comparison of Hospitalized and Nonhospitalized E 


Borderline Patients 


BY HAROLD W. KOENIGSBERG, M.D. 





The author compared 14 hospitalized borderline 
patients with 24 nonhospitalized patients given the 
same diagnosis. Twenty-nine clinical features of 
borderline patients were examined using the semi- 
structured Diagnostic Interview for Borderlines. 
Although a few specific differences emerged in such 
areas as drug abuse, self-mutilation, and — 
psychotherapy experience, both hospitalized and 
nonhospitalized patients manifested characteristic 
borderline trcits of disturbed impulse-action 
patterns, psychotic experiences, poor regulation of 
affect, and disturbed interpersonal relationships. 
These findings are consistent with those of other 
studies and suggest that hospitalized and 
nonhospitalized borderline patients represent the 
same diagnostic entity. (Am J Psychiatry 139:1292- 
1297, 1982) 


S everal empirical studies of hospitalized borderline 
patients have added considerable support to the 
identification of this group as a valid diagnostic entitv. 
Gunderson (1) and Gunderson and Kolb (2, 3) have 
demonstrated that borderline inpatients may be distin- 
guished from both schizophrenic and depressive neurot- 
ic inpatients on the basis of specific clinical features. 
Perry and Klerman (4) have isolated characteristics of 
mental status, history, interpersonal relationships, and 
defense mechanisms that are significantly more charac- 
teristic of borderline patients than of others they exam- 
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ined in a hospital emergency service. The work of these 
authors is in general agreement, and the borderline 
characteristics they identified are consistent with the 
features described in the theoretical and case study 
literature (5, 6). 

However, even though there have been few system- 
atic studies of borderline outpatients, the borderline 
concept is extensively applied by clinicians practicing 
in the outpatient setting, and many patients are labeled 
“borderline” who are never admitted to a psychiatric 
hospital. Spitzer and associates (7) identified features 
characteristic of outpatient borderline patients by ex- 
amining 808 pairs of borderline and nonborderline 
patients, each pair proviced by and rated on a standard 
scale by a different collaborating psychiatrist. The 
characteristics of the borderline outpatients (‘‘unsta- 
ble personalities" in their terminology) that Spitzer 
and associates identified were similar to the character- 
istic borderline features :solated in the inpatient stud- 
ies. Their study, however, was subject to the limita- 
tion that the same psychiatrists provided both the 
criterion diagnoses and the ratings of the patients. In 
addition, the same scale was not applied to a compara- 
ble sample of inpatients. In a study of an outpatient 
population, Sheehy and associates (8) developed a list 
of operational criteria that enabled them to distinguish 
patients diagnosed clinically as borderline from those 
diagnosed as schizophrenic, neurotic, or having ‘‘non- 
borderline personality disorders.” 

Do borderline outpatients belong to the same diag- 
nostic category as inpatients bearing the same label? 
With impulsive behavior and psychotic symptoms 
often leading to hospitalization, one might expect 
hospitalized ‘‘borderline’’ patients to be especially 
characterized by poor impulse control and susceptibil- 
ity to transient psychotic episodes. The borderline 
outpatients might show fewer of these features but 
instead display maladaptations limited to social func- 
tioning, regulation of affect, and interpersonal relation- 
ships. If this were true, hospitalized borderline pa- 
tients might constitute a group distinct from ambula- 
tory borderline patients. This would call into question 
the application of data obtained from the growing body 
cf empirical studies of hospitalized borderline patients 
to the much larger clinical domain of the borderline 
outpatient. 

In order to determine whether borderline inpatients 
and outpatients do represent the same clinical entity 


Ф 


Ат J Psychiatry 139:10, October 1982 


and to identify features that may predispose borderline 
patients to hospitalization, 1 compared a cohort of 
outpatients diagnosed as borderline with a group of 
borderline inpatients, examining those elements of 
social adaptation, affective experience, impulse-action 
patterns, psychotic symptoms, and interpersonal rela- 
tionships identifed as characteristic of the hospital- 
ized borderline patient (1—4). 

Gunderson and Kolb developed a semistructured 
interview, the Diagnostic Interview for Borderlines 
(DIB), for diagnosing hospitalized borderline patients. 
This interview, which they have described in detail (3), 
taps a number of clinical features characteristic of 
borderline patients that may be used to discriminate 
borderline from both schizophrenic and neurotic de- 
pressive inpatients. These 29 clinical features are 
presented as scored statements in the DIB and are 
rated on the basis of 123 units of information obtained 
from specific DIB questions. The 29 statement scores 
are grouped into categories of socia. adaptation, im- 
pulse-action pat:erns, affect, psychosis, and interper- 
sonal relations and are weighted to obtain an overall 
DIB score. Validating their work against diagnoses 
made by the hospital treatment team, Gunderson and 
Kolb have been able to specify cutoff values of the 
DIB score that will identify borderline patients at a 
given level of sensitivity and specificity. The DIB has 
been demonstrated to be reltable, internally consist- 
ent, and easily teachable to psychiatric clinicians. For 


these reasons it was selected for this study. 


METHOD 


The study sample consisted of hospitalized and nonhospitalized 
patients between the ages of 15 and 50 years who consented to 
participate in the Borderline Personality Organization Research 
Project. Consecutively admitted patients were included in the study 
population up to a monthly quota. Patients with signs of organic 
brain symdrome on mental status examinatior. or with an IQ of less 
than 90 were excluded. The hospitalized group consisted of inpa- 
tients on long-term psychiatric treatment units at the New York 
Hospital, Westchester Division. The nonhospitalized group consist- 
ed of patients in treatment at the outpatient clinic of the same 
hospital. Both the inpatient and outpatient services draw patients 
from the same primarily suburban population. 

The patients were given clinical diagroses эу treatment teams in 
each setting. On the inpatient service initia. diagnoses are made 
several weeks after admission at a treatment conference. where data 
from history, mental status. family interviews. psychological test- 
ing. and nursing observation are combined. An attending psychia- 
trist participates as consultant. At the time of discharge. information 
on the patient's hospital course and treatment response are available 
to further refine the diagnosis. Since the discharge diagnosis synthe- 
sizes the most complete data base. it was chosen as the criterion 
diagnosis for the hcspitalized patients. Nonhcspitalized patients are 
evaluated in a series of diagnostic interviews over a period of several 
weeks. The attending psychiatrist assigns a formal clinical diagnosis 
at an evaluation conference. This diagnosis is used as the criterion 
diagnosis for the outpatients. The sample of borderline patients 
included all patients with a clinical diagnosis of borderline in the 
borderline research project cohort at the tim2 of the data analysis: 
the sample consisted of 14 inpatients and 24 outpatients. In addition. 
a nonborderline control sample of all of the borderline research 
project inpatients with a clinical diagnosis of schizophrenia was 
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included in the study. The demographic characteriszics of the 
inpatient and outpatient cohorts are compared in table 1. Eight of 
the borderline inpatients had been admitted to the aospital bezzuse 
of suicidal behavior, 3 because of escalating suicidal ideation and 
threats, 2 because of life-threatening polydrug abuse, and | due to an 
acute panic state. 

The DIB was administered to all patients participating in the study 
as soon after admission to the hospital or outpatient cliric as 
feasible. A staff psychiatrist conducted the interview, ani the 
patient was rated by the interviewer and a second psychiatrist or 
research assistant functioning as an observer. Averages of these two 
ratings were used to determine interview scores. I trainez the 
interviewers and raters using the method of conjoint interv ew. 
followed by discussion and comparison of the ratings. (. had 
previously been trained by Gunderson following the same me: hod.) 
Training continued until the raters obtained interrater reliabili' ies of 
-75 or higher (Pearson product-moment correlation coeficien: › 


RESULTS 


Averages of the 29 statement scores were obtz. ned 
for the borderline inpatient and outpatient samples. 
The means were compared using a two-tailed t test; 
they are displayed with the level of significance in 
table 2. Significant differences were obtained in 3 of 
the 29 clinical features. 

A history of self-mutilation was significantly more 
characteristic of hospitalized than nonhospitalized 
borderline patients (p<.01). Since self-destructive be- 
havior is itself a criterion for hospitalization, this 
correlation would be expected. Suicide threa:s or 
gestures would also be expected to be more common 
in the hospitalized group. Such behavior is tappzd in 
the statement on manipulative suicide. The inpatient 
sample scored higher on this statement, but the Citfer- 
ence only approached significance. 

The hospitalized sample showed a significantly 
greater tendency to abuse drugs than did the outpa- 
tient sample (p«.02). Since substance abuse is not 
often a major factor in the decision to hospitalize an 
individual (on a general psychiatric unit), this d ffer- 
ence merits further scrutiny. A possible exp.anation is 
that drug-abusing borderline individuals are less apt to 
seek outpatien: treatment and come to psychiatric 
attention only when their difficulties become so szvere 
that hospitalization is necessary. 

lt is of interest that two other characteristics of 
borderline individuals also associated with distur- 
bances of impulse control—sexual deviance and anti- 
social behavior—did not appear to significantly differ- 
entiate between the inpatient and outpatient samples. 

In the sphere of social adaptation, there wzs no 
significant intergroup difference in the overall zppro- 
priateness of appearance. Furthermore, there was no 
evidence of greater work instability or less social 
activity in the hospitalized group, and the outpét:ents 
did not demonstrate significantly better worx function- 
ing or greater talents or skills than the hospitz.ized 
cohort. 

The outpatient and inpatient groups showed no 
significant differences in affect. This finding is pz ticu- 


1294 HOSPITALIZED AND NONHOSPITALIZED BORDERLINE PATIENTS 


Am J Psychiatry 139:10, October 1982 


















































G 
TABLE 1. Demographic Characteristics of-the Three Study Cohorts . 
des Prior | Prior Psychotherapy 
Mean Hospitali- Less Than More Than 
Female Male Аве zation ` Total `1 Year | Year 
Cohort N N % N 96 (years) N %  N % N % N % 
, Borderline inpatients 14 10 71 4 29 23.0 8 57 11 79 4 29 7 . 50 
Borderline outpatients 24 17 The (3 29 28.2 6. 25 17 71 11 46 6 25 
Schizophrenic inpatients 24 12 50 12 50 29.8 16° 67 172 71 5° 21 12^ 50 
‘Information about prior treatment was unavailable for 2 patients. 
TABLE 2. DIB Statement Scores of Borderline Inpatients (N= 14) and Outpatients (N = 24) 
Average DIB Score 
Clinical Statement Borderline Inpatients Borderline Outpatients t 
Social adaptation "n 
Stability in work or at school А 1.36 1.29 0.28. 
Special achievement effectiveness 1.18 1.44 1.16 
Active social fife 1.14 1.00 0.55 
Appearance appropriate 2.00 1.79 1.52 
Impulse-action patterns 
Self-mutilation 1.21 0.40 2.90: 
Manipulative suicide threat or effort 2.07 1.19 Ы 1.77 
Abuse of drugs | 1.82 1.13 2.68° 
Sexually deviant practice 1.04 0.48 1.95 
Other impulse pattern (including antisocial) 0.61 0.75 0.53 
Affects 
Depression 1.89 1.63 1.50 
Anger 1.39 1.54 0.67 
Demanding, entitled . 0.93 0.83 0.33. 
Chronic dysphoria, anhedonia, emptiness 1.64 1.40 1.08 
Flat or elated —0.68 —0.38 1.60 
Psychosis 
Derealization l.l4 . 0.73 0.98 
Depersonalization 1.29 0.85 1.13 
Brief psychotic depressed experiences 0.68 0.54 0.78 
Brief paranoid experiences 0.61 0.52 0.40 
Psychotic experiences with drugs 0.36 0.13 1.36 
Hallucinations, nihilistic, grandiose, or bizarre delusions ~0.57 —0.33 1.111 
Mania or widespread or persistent delusions or hallucinations ~0.18 -0.21 0.18 
Transient psychosis in therapy or regression in hospital 0.71 0.27 1.99 
Interpersonal relations 
Avoids being alone 1.18 0.73 1.74 
Loner —0.25 —0.27 0.13 
Caretaker role or conflict about care 1.54 1.38 0.80 
Unstable one-to-one relationships 1.39 0.85 2.01 
Devaluation, manipulation, hostility 1.50 1.17 1.41 
Dependency ага masochism 1.71 1.46 1.30 
Staff "splits," special relationships, noteworthy countertransference 0.86 0.15 3.534 





ар<.01. 
*p«.02. 


larly impressive, since we scored the 3-month period 
immediately preceding hospitalization for the inpa- 
tients, a time when one might expect this group to 
show great extremes of affect. Thus scores for depres- 
sion, as well as anhedonia, loneliness, emptiness, and 
dysphoria, were not significantly different between the 
groups. Furthermore, contrary to what might be ex- 
pected, hospitalized borderline patients were not sig- 
nificantly more demanding and did not have more of a 
feeling of entitlement than did the outpatients, and 
they were not significantly more hostile. 

There was no evidence that the hospitalized border- 
line patients were more subject to transient psychoses 


than were the outpatient borderline patients. There 
was no significant intergroup difference in scores for 
brief paranoid experiences, brief psychotic depressed 
episodes, or drug-induced psychoses. The schizo- 

- phreniform and major affective symptoms of wide- 
spread delusions, mania, and hallucinations were rare 
in both groups. Derealization and depersonalization 
experiences were also not significantly more prevalent 
in one group than the other. 

The hospitalized and outpatient groups appeared 
quite similar in most characteristics of their object 
relationships that were tapped by the DIB. Masochism 
and dependency colored the close relationships of the 


Am J Psychiatry 139:10, October 1982 


1 

oujpatients about as much as they did the close 
relationships of the inpatients. Similarly, hostile, ma- 
nipulative, and devaluing interpersonal relationships 
were characteristic of both groups. Scores for the 
prevalence of anaclitic object ties were essentially 
equal for the inpatient and outpatient samples. Border- 
line inpatients did have a history of highly intense and 
unstable object relations to a greater degree than 
ambulatory borderlines. This trend, Fowever, fell just 
short of significance at the .05 level. 

In the two areas addressing prior treatment experi- 
ences, comparison is difficult. The inpatients appeared 
slightly more likely to have developed transient psy- 
chotic experiences in the course of psychotherapy or 
to have developed behavioral regression after hospital- 
ization, but the difference was not significant. The 
meaning of this observation is difficult to determine 
because the statement lumps together psychotherapy 
and hospital experiences. The hospitalized sample, 
merely by virtue of their having had more hospital 
experience, would be more apt to score positively on 
this statement." A comparison of our two cohorts 
showed that the inpatients had an average of 2.5 
hospitalizations, compared with 0.3 for the outpatients 
(excluding 1 outpatient with 16 hospitalizations). The 
significant difference (p<.01) in the tendency to evoke 
noteworthy countertransference problems, to have 
formed special relationships with staff, or to have 
stimulated splitting of unit staff may also be artifactual, 
since more data about staff reactions were available 
for the inpatient sample than for the outpatient sample. 
Hence, the inpatients would be expected to show a 
higher score on this statement. 

The 29 scored statements are grouped in the DIB 
into 5 categories: social adaptation, impulse-action 
patterns, affect, psychosis, and interpersonal rela- 
tions. In order to determine whether individually non- 
significant differences in statement scores might sum 
to significant differences in these clinically meaningful 
categories, I compared the DIB section total scores 
(the sum of the statement scores within each section) 
using the two-tailed t test. The results appear in table 
3. There were significant differences between hospital- 
ized and nonhospitalized patients in the impulse-action 
and interpersonal relationship sections. This finding is 
consistent with the differences found in the individual 
statement scores in these sections. There were no 
significant differences in the areas of psychosis, affect, 
or social adaptation. The hospitalized patients’ mean 
overall DIB score was 8.29, while the nonhospitalized 
patients’ mean was 6.75. This difference was signifi- 
cant at the .05 level. 

The outpatient sample used for the comparison 
included 6 patients with a history of hospitalization. 
Such patients, who required hospital treatment in the 
past, may have ego deficits and character structures 
more like those of inpatients than like those of never- 
hospitalized outpatients. If this were the case. a poten- 
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TABLE 3. DIB Section Total Scores of Borderline Inpatients (N = 14) 
and Outpatients (N = 24) 











Total Score 
Borderline Borderline 
DIB Section Inpatients Outpatients 1 
Social adaptation 5.29 3.52 1.49 
Impulse-action patterns 6.71 3.88 2,633 
Affects 5.18 504 1.20 
Psychosis 4.07 2 46 1.95 
Interpersonal relations 7.93 5.46 2.94 





°р<.01. 


tial distinction between ever-hospitalized and never- 
hospitalized borderline patients might have been ob- 
scured by the inclusion of these 6 patients ir. the 
outpatient group. To test for this possibility, I reexam- 
ined the data, shifting these patients into the hosz:tal- 
ized sample. The essential similarity found fo- the 
hospitalized and nonhospitalized borderline patients 
remained when ever-hospitalized and never-hosz tal- 
ized groups were compared. Significant differences 
appeared in only 4 of the 29 variables. The difference 
in the extent of self-mutilation and the probably arti- 
factual difference in special staff relationships contin- 
ued to be statistically significant. There was a signifi- 
cant difference between the ever-hospitalized anc nev- 
er-hospitalized groups in the degree of regression in 
the hospital and the development of transference »sy- 
chosis. This difference, too, was probably an artifact. 
since more information in this area was available for 
the ever-hospitalized patients. The statistically s gnifi- 
cant difference noted in abuse of drugs was not vain- 
tained in the comparison between the ever-hosrital- 
ized and never-hospitalized groups. However, patients 
with a history of hospitalization had made suicide 
threats and gestures significantly more frequently than 
had those never hospitalized. This correlation was to 
be expected, since self-destructive behevior was itself 
a criterion for hospitalization. 

As a control, averages of the 29 statement scores 
were also obtained for the schizophrenic inpet.ents 
and were compared with those of the borderline inpa- 
tients, using the same statistical method (see table 4). 
There were significant differences on 14 of the 29 
clinical features. This finding suggests that the similar- 
ity found between the borderline inpatient and outpa- 
tient groups was not a consequence of the instrumant's 
insensitivity to differences. The comparison cf the 
inpatient borderline and schizophrenic patients" DIB 
scores is a replication of the original work of Gunder- 
son (1) and is in overall agreement witn his finc.ags. 


DISCUSSION 
The comparison of borderline inpatients and : 1tpa- 


tients showed similarities in many cl:nical fez:ures. 
Although a few specific differences emerged both 
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TABLE 4. DIB Statement Scores of Borderline Inpatients (№ = 14) and Schizophrenic Inpatients (N = 24) ee 

Average DIB Score 

Clinical Statement Borderline Inpatients Schizophrenic Inpatients _ t 

Social adaptation 

. Stability in work or at school 0.83 2.04 
Special achievement effectiveness 1.18 1.02 0.61 
Active social life ` 1.14 0.67 1.85 
Appearance appropriate 1.44 3.00 

Impulse-action patterns 
Self-mutilation 1.21 0.65 1.78 
Manipulative suicide threat or effort 2.07 0.98 2.52* 
Abuse of drugs 1.82 0.92 3.47 
Sexually deviant practice 1.04 0.33 2.76 
Other impulse pattern (including antisocial) 0.61 0.35 1.15 

Affects 
Depression 1.89 1.52 1.97 
Anger - 1.39 0.88 2.45¢ 
Demanding, entitled 0.93 0.35 2.51< 
Chronic dysphoria, anhedonia, emptiness 1.64 1.27 1.50 
Flat or elated І —0.68 — 1.08 1.96 

Psychosis 
Derealization 1.14 0.90 0.60 
Depersonalization 1.29 0.83 1.24 
Brief psychotiz depressed experiences 0.68 ` 0.46 1.20 
Brief paranoid experiences f 0.6! 0.58 H 0.09 
Psychotic experiences with drugs 0.36 0.54 0.79 
Hallucinations, nihilistic, grandiose, or bizarre delusions —0.57 —0.73 0.62 
Mania or widespread or. persistent delusions or hallucinations —0.18 —0.63 1.86 
Transient psychosis in therapy or regression in hospital 0.71 0.44 - 1.27 

Interpersonal relations У ` | 
Avoids being alone 1.18 0.61 2.339 
Loner -0.25 —0.83 2.189 
Caretaker role or conflict about care 1.54 0.70 3.654 
Unstable one-to-one relationships 1.39 0.13 6.314 
Devaluation, manipulation, hostility 1.50 0.50 4.361 
Dependency aad masochism 1.71 0.87 3.884 

0.86 0.30 2.62¢ 


Staff ‘‘splits,’’ special relationships, noteworthy countertransference 


ар<.05. 
bp<.01. 
©р<.02. 
4р<.001. 


hospitalized and nonhospitalized borderline patients 
manifested characteristic borderline traits of disturbed 
impulse-action patterns, psychotic experiences. poor 
regulation of affect, and disturbed interpersonal rela- 
tionships. The significant difference in self-mutilation 
as an impulse-action pattern may be explained, since 
its presence alone is often a major determinant of 
hospitalization. The groups did not differ significantly 
in the other impulse disturbances of antisocial behav- 
ior and sexual deviance, or in psychotic ехрегіепсё. 
Both groups were characterized by similar distur- 
bances in all affective areas examined. The tendency 
to form intense, dependent, manipulative, devaluing, 
and sadomasochistic object relationships character- 
ized both the hospitalized and nonhospitalized border- 
line patients. While the absence of a statistically 
significant difference does not necessarily imply same- 
ness, the lack of a clinically meaningful pattern of 
difference between the groups suggests that the bor- 
derline inpatients and outpatients do in fact belong to 
the same diagnostic group. The total weighted DIB 
Score was, however, significantly different for the two 


groups; this reflects some artifact as well as a tendency 
for the inpatients to score slightly higher in most areas. 

The results reported here, suggesting that hospital- 
ized and nonhospitalized borderline patients.do in fact 
belong to the same diagnostic group, are consistent 
with the findings of Sheehy and associates (8). While 
they did not compare hospitalized and nonhospitalized 
populations directly, they did generate a set of criteria 
characterizing borderline outpatients that is quite simi- 
lar to the set of criteria which Gunderson and Kolb (2) 
have shown characterize borderline inpatients. 

The hospitalized and nonhospitalized samples ap- 
peared to differ in the degree of regression in therapy. 
In addition, the inpatient cohort appeared more apt to 
form special relationships with therapeutic personnel. 
However, allowance must be made for the fact that the 
inpatient cohort had a much greater exposure to prior 
psychiatric treatment, and thus a greater opportunity 
to display these behaviors. Fifty-seven percent of this 
group had a history of hospitalization, compared with 
only 2596 of the nonhospitalized group. In addition, 
the inpatient cohort had spent longer periods of time in 
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E psychotherapy than had the outpatient group. The 
data thus do not allow a determination of whether 
borderline inpatients are more subject to therapeutic 
regression and special relationships with therapeutic 
personnel than are borderline outpatients. These reac- 
tions to prior therapeutic experiences would be worth 
attention in future studies. 

This comparison of groups of hospitalized and non- 
hospitalized patients diagnosed as borderline suggests 
that both groups represent the same clinical entity. 
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Pchini Disorders in the Mentally Retarded: 


Types, Problems, and Challenges 


BY LOUISE F. EATON, M.D., AND FRANK J. MENOLASCINO, M.D. 


Because of their high incidence of CNS impairment 
and low overall interpersonal coping abilities, 
retarded persons have a greater than average risk 
for developing associated psychiatric disorders. The 
authors describe the types of disorders and their 
incidence and review allied treatment challenges. 
Advances in recognition of developmental issues and 
medical management support the trend toward 
decreased institutionalization and the concurrent 
increased normalization of the retarded individual. 
(Am J Psychiatry 139:1297-1303, 1982) 


I n this report we will review the types and frequency 
of psychiatric disorders in mentally retarded indi- 
viduals served by a large community-based system. 
We will also describe the clinical problems most 
commonly associated with the different levels of retar- 
dation and will discuss professional challenges pre- 
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sented by the coexistence of these two major condi- 
tions. 


TYPES OF EMOTIONAL DISORDERS IN THE 
MENTALLY RETARDED 


It has been reported (1) that the mentally retarded 
(approximately 3% of our population) fall prey to 
essentially the same types of emotioral illness that 
occur in people of normal intelligence. Some cf the 
professional literature (2, 3) repeats the theme that the 
retarded may suffer the full range of psychoses, neuro- 
ses, personality disorders, behavior disorders. and 
adjustment reactions that befall the general рсэша- 
tion. Other workers (4, 5, and an unpublished paper by 
S. Chess, 1978) have reported a higher incidence and a 
different spectrum of psychiatric disorders among the 
retarded than in the general population. Some (6, 7) 
have suggested that there are qualitative differences as 
well and that some psychiatric conditions seen in the 
retarded may represent unique syndromes. However, 
few studies have specifically examined psychiatric 
problems in this population. 

Even if mentally retarded persons are emotionally 
well adjusted, they experience some difficulty func- 
tioning independently in their communities. If their 
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lives are complicated by a psychiatric disorder, their 
adjustment cifficulties are compounded. Thus a need 
exists for more information on the types of psychiatric 
disorders seen in the retarded and on which treatment 
strategies are most effective. 

The primary purpose of our study was to determine 
the types anc prevalence of psychiatric disorders seen 
in a community-based population of mentally retarded 
individuals. it is significant that this study was in a 


community setting, since most previous studies on this . 


topic have focused on retarded individuals in institu- 
tions, where one may find both a high prevalence of 
psychiatric problems and more severe levels of retar- 
dation (8). Further, the current study assessed both 
retarded children and adults, while previous studies of 
the mentally retarded in the community often focused 
on only one age group. 


Clinical Sample 


The setting for this study was a community-based 
program (9) for the mentally retarded located in a five- 
county region of Nebraska that includes the city of 
Omaha. To be eligible for the program, a patient had to 
be functioning in the mentally retarded range as deter- 
mined by an interdisciplinary team. The catchment 
area has a population base of 482,000 people and is 
80% urban. Since 1968 there has been a trend in 
Nebraska to decrease the number of mentally retarded 
in institutions; those who were discharged to the 
catchment area automatically became patients in the 
program. The program was well known in the area and 
received referrals from local schools, social service 
agencies, health care agencies, private physicians, and 
the families o? retarded individuals. Accordingly, the 
resulting population of mentally retarded in the pro- 
gram was a cross-section of all retarded citizens in the 
catchment area: 

From January 1976 to June 1979 a total of 168 (21%) 
of the 798 retarded individuals in the program during 
this period were referred for psychiatric assessment; 
Each was individually evaluated by a psychiatric con- 
sultant. Of the initial 168 patients, 114 were found to 
be both mentally ill and mentally retarded. These 114 
individuals, who represented 14.3% of the mentally 
retarded population in the program, became the study 
group. 


Diagnostic Findings 


The study group ranged in age from 6 to 76 years. 
Those aged 10 and younger represented 6% of the 
group, and those between 11 and 20 years made up 
43%, Adults represented 51% of the study group— 
those 20 to 29 accounted for 32%; 30 to 39, 12%; 40 to 
49, 5%; and those 50 and older, 2%. Sixty-six percent 
of the group wes male; this was due to a disproportion- 
ately large number of boys between the ages of 6 and 
15 years (25 boys and 11 girls). For all other age groups 
males and females were found in fairly equal numbers. 


PSYCHIATRIC DISORDERS IN THE MENTALLY RETARDED 
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It was not unusual to find combined diagnoses such * 
as childhood schizophrenia and moderate mental re- 
tardation, or unsocialized aggressive reaction of ado- 
lescence and mild mental retardation. Diagnoses in 
this sample were based primarily on DSM-HI criteria. 
Certain diagnostic categories such as the neuroses 
were underrepresented, while others (e.g., schizo- 
phrenia and adjustment reactions) were seen with 
relative frequency. The diagnostic entities that were 
seen most frequently are listed in table 1. 

Organic brain syndromes occurring with transient 


- behavioral or psychotic reactions were the most com- 


mon diagnostic group (29.8% of the subjects), followed’ 
by personality disorder (27.1%), adjustment reactions 
(21.0%), and schizophrenia (21.0%). It is of interest 
that only one case of psychoneurosis and none of 
affective disorder were seen in this group. 

The diagnosis of an organic brain syndrome with a 
behavioral or psychotic reaction has béen well de- 
scribed in previous studies of psychiatric disorders in 
the retarded. Our criteria for the diagnosis of organic 
brain syndrome were based on findings from mental 
status, physical, and neurological examinations and/or 
on a history of etiologically significant factors. The 
diagnosis of organic brain syndrome with behavioral 
reaction was used for the subgroup who frequently 
displayed inappropriate acting out (e.g., emotional 
lability, impulsivity, poor judgment in social situa- 
tions, frequent tantrums) but did not have psychotic 
symptoms. The subgroup with evidence of organic 
brain syndrome and frank psychotic symptoms had a 
clinical picture different from schizophrenia because 1) 
the organic signs and symptoms of the disorder were 
prominent, 2) their out-of-contact behaviors were not 
the type commonly seen in schizophrenia (e.g., no 
hallucinatory experiences), and 3) their personality 
structures did not show the progressive involvement 
of multiple segments of functioning that is characteris- 
tic of schizophrenia. If we use these criteria, 18.4% of 
the study group had organic brain syndrome with 
behavioral reaction, while 11.4% had organic brain 
syndrome with psychotic reaction. 

A total of 27.1% of the subjects had personality 
disorders; 22% of this group made up a subgroup 
classified as passive-dependent. The 24 schizophrenic 
patients included 17 with chronic undifferentiated 
schizophrenia (4 had been earlier diagnosed as having 
childhood schizophrenia) and 3 with chronic paranoid 
schizophrenia. It should be noted that for all of these 
patients there were clearly documented clinical his- 
tories and examination findings of both mental retarda- 
tion (primary disorder) and schizophrenia; thus these 
cases represent instances of pfropfschizophrenia (10), 
rather than instances of mental retardation as a sec- 
ondary sign of global personality regression (e.g., 
secondary to schizophrenia), 

We will now discuss the clinical dimensions of each 
of the major diagnostic categories. 
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TABLE 1. Types of Psychiatric Disorders in a Community-Based Sample of 114 Mentally Retarded Subjects, by Age 





Age (years) 





Diagnosis 6-10 


11-20 





21—30 31-40 41—50 
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Schizophrenia (N=24) 
Childhood 
Chronic paranoid 
Chronic undifferentiated 
Acute undifferentiated 
Personality disorder (N=31) 
Emotionally unstable 
Paranoid personality 
Antisocial personality 
Schizoid personality 
Passive-dependent 
Passive-aggressive 
Psychoneurotic anxiety reaction (N=1) 
Adjustment reaction (N=24) 
Organic brain syndrome (N=34)# 
With transient psychotic reaction 
With transient behavioral reaction 
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? Although one could rizhtly argue that all mentally retarded persons have an organic brain syndrome (especially the low-moderate and severely retarded), this 


designation :s used in an effort to be consistent with DSM-/1] nomenclature. 


Childhood Schizophrenia and Mental Retardation 


Psychotic reactions of childhood have presented a 
major challenge to the clinician since their recognition 
as distinct entities by De Sanctis in 1906 (11). Delinea- 
tion of types of etiologies has been delayed in part by 
the fact that the psychotic child frequently functions at 
a mentally retarded level; early observers believed 
that all psychotic children "'deteriorated." In 1943 
Kanner described "'early infantile autism" (12). How- 
ever, to label a child “autistic” presents some formi- 
dable problems with regard to diagnosis and treat- 
ment. 

Follow-up studies (13, 14), coupled with the redis- 
covery of the wide variety of primitive behavioral 
repertoires in the retarded, have tended to mute.the 
earlier clinical enthusiasm concerning the interrela- 
tionship between the functional psychoses and mental 
retardation. 

In this study we noted that 3 youngsters (aged 11, 
14, and 15 years) displayed both moderate mental 
retardation and childhood schizophrenia. The pres- 
ence of bizarre behavior, persistent withdrawal, echo- 
lalia, and blunted affect in adolescents who had clearly 
regressed from an earlier higher level of functioning 
was striking. These 3 adolescents illustrated the super- 
imposition of childhood schizophrenia (according to 
their histories, all 3 had developed the schizophrenic 
illness between ages 4 and 6 years) on etiologically 
clear instances of mental retardation (e.g., one had 
Down's syndrome, one had had fetal rubella, and the 
third had a major cranial malformation causing mental 
retardation). 

Since treatment-prognosis guidelines may differ for 
youngsters with ''autistic" reactions to extremely 
bewildering extrinsic circumstances and for those with 
the combined mental retardation/childhood schizo- 
phrenia syndrome noted herein, this differential diag- 


nosis is therapeutically significant beyond academic 
interest. 


Adult Schizophrenia and Mental Retardation 


Although some clinicians seriously question waeth- 
er the markedly primitive behaviors noted at certain 
levels of mental retardation (e.g.. severe retardation 
with associated poor language developmeat) can be 
separated from schizophrenia, this was not our experi- 
ence. It is significant that there were instances of 
paranoid schizophrenia in both verbal and nonverbal 
patients. Included in our sample of the latter vere 3 
adults who drew on paper their ‘‘attackers,’’ rzplete 
with nonverba! gestures. One such young man would 
label his separate fingers as the ''source'"' of his 
common delusions, which he would portray symboli- 
cally in crude drawings. Paranoid and catatonic fea- 
tures were the hallmarks of the acute/chronic undiffer- 
entiated schizophrenic groups. In the entire group of 
subjects with combined diagnoses of mental retarda- 
tion and schizophrenia, the altered affective respons- 
ез, bizarre rituals, and use of interpersonal distancing 
devices clearly marked the observed behaviers as 
schizophrenic. 


Personality Disorders 


According to DSM-III, personality disorders are 
characterized by chronically maladaptive patterns of 
behavior (e.g., antisocial, passive-aggressive) which 
are qualitatively different from those seen in psychotic 
and neurotic disorders. Early studies of menta: retar- 
dation tended to indiscriminately view antisocial be- 
havior as an expected behavioral accompaniment of 
mental retardation (15). Behavior problems of én anti- 
social nature are frequently seen in mildly retarded 
individuals, for a variety of reasons. The same poverty 
of interpersonal relationships during childhood that 
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leads to many cases of retardation can lead to impaired 
object relations and poorly internalized controls. Simi- 
larly, it leads to a reduced frequency of consistent 
parental/societal expectations and to a higher frequen- 
cy of poor role models. The diminished coping skills of 
this group often necessitate their performing deviant 
acts simply to exist, and due to their poor judgment 
they regard the acts as ego-syntonic. Finally, this 
group is likely to be released from institutional settings 
in young adulthood and to illustrate graphically the 
effects of institutional detachment on personality 
structure. | 

It is interesting to note that although schizoid per- 
sonality has keen reported only rarely in the retarded, 
we noted this disorder in 4 patients. The only other 
personality disorder in the retarded that has received 
much attention is the inadequate personality (the ap- 
plication of exact diagnostic criteria would exclude 
this disorder as a primary diagnosis in mental retarda- 
tion). In our experience the personality disorders 
occurred in mentally retarded individuals in whom the 
behavior was based primarily on extrinsic factors and 
had no distinct etiological relationship to the mental 
retardation. The presence of personality disorders in 
27.196 of our sample suggests that this group of 
disorders is not an infrequent accompanying psychiat- 
ric handicap for mentally retarded individuals. 


Psychoneurotic Disorders 


Early reviews (16) of this type of emotional distur- 
bance in the retarded suggested that the frequency was 
quite low and that the types of psychoneuroses report- 
ed were limited (e.g., anxiety reactions and depressive 
reactions). However, later studies (17 and an unpub- 
lished study by J.A. May апа J.G. Jay, 1979) disputed 
the concept of incompatibility between neuroses and 
retardation, were quite explicit concerning diagnostic 
criteria, and attributed the ‘neurotic phenomena to 
factors associated with atypical developmental pat- 
terns in conjunction with disturbed family functioning. 
For example. psychoneurotic disorders in retarded 
children clearly link symptoms of anxiety (e.g., fear of 
failure and insecurity) to exogenous factors such as 
chronic frustration, unrealistic family expectations, 
and persistent interpersonal deprivations. It is inter- 
esting that these reports suggested that psychoneurot- 
ic disorders are more common in individuals with high- 
moderate and mild mental retardation; they have 
prompted speculation as to whether the relative com- 
plexity of psychoneurotic transactions is beyond the 
adaptive limits of the more severely retarded. These 
findings are not consistent with our finding of only | 
mentally retarded individual with psychoneurosis. 


Adjustment Reactions of Childhood, Adolescence, or 
Adult Life 


Although th:s category of psychiatric disorders is 
perhaps overused in the assessment of the nonretard- 
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TABLE 2. Psychiatric Disorders in a Community-Based Sample of , 
115 Retarded Persons, by Level of Retardation 











Border- 
line? Mild Moderate Severe 

Diagnosis (N-13) (N=37) (N=41) (№=24) 
Schizophrenia 4 9 7 4 
Personality disorder 5 17 7 2 
Psychoneurotic anxiety 

reaction 1 0 0 0 
Adjustment reaction 2 7 14 1 
Organic brain syndrome 

With transient 

behavioral reaction 1 1 8 1! 

With transient 

psychotic reaction 0 3 4 6 — 





"Although the designation of borderline intellectual level is not used now. it 
was widely used at the time of this study. The other levels of mental 
retardation are consistent with DSM-IH nomenclature. 


ed, it is employed infrequently during clinical assess- 
ment of emotional disturbances in the retarded. 

We found that 24 (21.0%) of the total sample had 
adjustment reactions. Because they often have an 
organic predisposition to overreact to stimuli and a 
limited understanding of social-interpersonal expecta- 
tions, mentally retarded individuals are at high risk for 
personality disorganization secondary to minimal in- 
terpersonal stress. In our experience these adjustment 
reactions are most frequently caused by continuing 
inappropriate social-adaptive expectations or by unex- 
pected and frequent changes in externally imposed life 
patterns. Clinically, they respond rapidly to environ- 
mental adjustment (when coupled with realignment of 
parental, residential, or educational personnel's ex- 
pectations or goals), brief use of psychopharmacolog- 
ical adjuncts, and/or supportive psychotherapy. 


PROBLEMS ASSOCIATED WITH DIFFERENT 
LEVELS OF RETARDATION 


Table 2 depicts the incidence of psychiatric disor- 
ders at different levels of retardation in our sample. 


The Severely Retarded 


This group is characterized by gross CNS impair- 
ment and a high frequency of multiple handicaps (in 
particular, special sensory impairments and seizure 
disorders). These problems directly hamper the indi- 
vidual’s ability to assess and effectively participate in 
interpersonal-social transactions. Clinically, these pa- 
tients manifest primitive behaviors and gross develop- 
mental delays. Primitive behaviors include rudimenta- 
ry usé of special sensory modalities, with particular 
reference to touch, sense of position, oral explorative 
activity, and minimal externally directed verbaliza- 
tions. 

In diagnostic interviews with these patients we have 
noted much mouthing and licking of toys, excessive 
hand movements (frequently near the eyes), skin pick- 
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ing, and body rocking. From a diagnostic viewpoint, 
the very primitiveness of the severely retarded per- 
son's overall behavior, in conjunction with much 
stereotypy and negativism, may be misleading. For 
example, under minimal stress in an interpersonal 
setting, severely retarded children frequently exhibit 
negativism and out-of-contact behavior, and this be- 
havioral response may initially suggest a psychotic 
disorder of childhood. However, these children do 
make eye contact and will interact quite readily with 
the examiner despite their minimal behavior reper- 
toires. Similarly, one might form the initial impression 
that both the level of observed primitive behavior and 
its persistence аге secondary to extrinsic deprivation 
(i.e., a functional disorder); however, these children 
never seem to have possessed a functional ego at the 
appropriate chronological age, and there is an amor- 
phic (or minimal) personality structure. The previous- 
ly noted high risk for psychiatric disorders in the 
severely retarded appears against the backdrop of this 
amorphie personality. 

Studies of severely retarded children with rubella 
syndrome (18) have clearly documented the high vul- 
nerability of these individuals to psychiatric disorders. 
It has been noted that without active and persistent 
interpersonal, special sensory, and educational stimu- 
lation (including active support by the parents), these 
youngsters fail to develop any meaningful contact with 
reality (i.e., they display ‘‘organic autism"). 

We have been impressed by the extent of personal- 
ity development the severely retarded can attain if 
early and energetic behavioral, educational, and fam- 
ily counseling interventions are initiated and main- 
tained. In adequately managed severely retarded chil- 
dren the paucity of language development that is 
typically present is a source of great vulnerability and 
blocks more complex personality development. It is 
interesting that these youngsters tend to be accepted 
by their parents and peer groups after adequate evalu- 
ations and anticipatory guidance and counseling; this 
acceptance may reflect empathy for the obvious handi- 
caps they display. 


The Moderatel» Retarded 


This level of retardation encompasses some of the 
same etiological dimensions noted earlier, accompa- 
nied by a wide variety and high frequency of associat- 
ed handicaps. These individuals' slow rate of develop- 
ment, specific problems with language elaboration, 
and concrete approaches to problem-solving situations 
all present both unique and marked vulnerabilities for 
adequate personality development. In an outstanding 
study Webster (19) viewed these personality vulnera- 
bilities as stemming from the characteristic postures 
that moderately retarded children tend to use in their 
interpersonal transactions. These postures encompass 
benign autism (selective isolation), inflexibility, repeti- 
tiousness, and passivity. Moderately retarded children 
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possess a simplicity of the emotional life tha: reflects 
their relatively undifferentiated personality structure. 
These personality characteristics pose a clinical chal- 
lenge when one attempts to modulate retarded individ- 
uals’ tendency toward direct expression of basic feel- 
ings and wants, as noted in their obstinacy and diffcul- 
ties in parallel play situations. 

Their limited repertoire of personality defenses, 
coupled with their concrete approaches, tends то make 
the moderately retarded overreact to minima. stresses 
in the external world. (Our repeated observation of 
these particular personality features in our sample is a 
major reason we believe that the adjustment reactions 
are so common in psychiatrically complicated in- 
stances of mental retardation.) Proneness to hyperac- 
tivity and impulsivity, rapid mood swings, arc tempo- 
rary regression to primitive self-stimulatory activities 
are characteristic of the fragile personality structures 
of the moderately retarded. Limitations in language 
development further hamper their ability to communi- 
cate fully their interpersonal and intraperscnal dis- 
tress. 

Unlike the severely retarded, this group o7 ycung- 
sters tends to be rejected by their parents and pers. 
Their significant attempts to approximate devzlop- 
mental expectations, coupled with their previously 
noted behavioral traits, appear to alienate ctaers and 
prevent them from establishing those very interper- 
sonal contacts they so desperately need. 


The Mildly Retarded 


Recently there has been a question about wether to 
view the mildly retarded as the statistical expression of 
the polygenic basis of mental retardation or as the 
untutored have-nots of our society. Emotional distur- 
bances in the mildly retarded reflect the res:duals of a 
person who is labeled deviant. The typical delay in 
confirming that these youngsters are mentally retarded 
(usually not until they are 6 to 8 years old) presents a 
mildly retarded individual with a constant source of 
anxiety due te his or her inability to integrate the 
normal developmental sequences at the appropriate 
times in life. During the latent period of psychosexual 
personality integration, mildly retarded children :sual- 
ly have considerable difficulty in understandirg the 
symbolic abstractions of schoolwork and :he allied 
complexities of social-adaptive expectations from 
their family and peer groups. However, at thrs stage in 
their lives they often do gain some poignant insight 
(e.g., through adverse peer group transactons! into 
their differentness. 

The vulnerabilities of the mildly retarded oftzn are 
not buffered or redirected by loved ones into new 
interpersonal coping styles to help the individual cor- 
rect earlier misconceptions about himself. Without 
some source of community support and directica, the 
mildly retarded are at high risk for failure in society, 
especially urban society. In the past, if they menaged 
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to avoid an institutional setting for the retarded, it was 
not unusual to find them, eventually, in other types of 
institutions such as correctional facilities or state 
mental hosp:tals. 

In summary, it appears that these individuals are 
very likely not to be readily identified as handicapped 
to the extert of needing support. Rather, they are 
frequently seen as society's misfits who, if not simply 
ridiculed, are apt to be taken advantage of in far more 
serious ways because of their relative lack of interper- 
sonal coping skills. Here the provision of professional 
guidance for the mildly retarded individual and his 
family can strive for goals of both treatment and 
prevention. 


The Borderline Retarded 


The group encompassing borderline intellectual en- 
dowment has special problems of its own. Because 
these indivicuals usually have developmental mile- 
stones within normal limits (i.e., have personality 
development similar to that of nonretarded peers and 
achieve within the lower limits of the bell curve), their 
intellectual limitation is often not discovered until 
early adolescence. Since their behavior can be so 
nearly normal or ''typical," families may expect too 
much, thus creating situations in which the individual 
is unable to perform as the parents feel he should. 
When this happens, any of the psychiatric distur- 
bances described for the mildly retarded can occur. 


CURRENT CEALLENGES 


The work of Spitz (20), Bowlby (21), and others 
regarding the effects of early object loss and institu- 
tionalization has had a profound effect on child-rearing 
practices. For orphaned children who are identified as 
emotionally or mentally handicapped, this work has 
resulted in the virtual elimination of the large institu- 
tional orphanzge in favor of foster care. These changes 
could have been justified for humanitarian reasons 
alone, but they have far greater implications for socie- 
ty in preventing the syndrome of the detached, insti- 
tutionalized adult who is too crippled to function in 
normal family relationships. 

The same principles apply for retarded individuals. 
Ás recently as 10 years ago some of the most familiar 

` sights in institutions for the retarded were the de- 
tached, mildly to moderately retarded individuals who 
tended to manifest the basic expression of the syn- 
drome of detachment. As the newer principles of care 
were applied (22), it has become increasingly apparent 
that much of the behavior thought to be typical of 
retarded persons is actually an expression of emotion- 
al detachment and can be prevented by placing retard- 
ed children in small, homelike settings in which they 
will have a more limited and consistent group of 
caretakers. 
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In the past one of the frequent reasons for recem-, 
mending institutionalization of the retarded was con- 
cern about the eventual appearance of unmanageable 
behaviors as these individuals approached midadoles- 
cence or early adulthood. The tremendous improve- 
ments in medical and psychiatric treatment of these 
behaviors during the last 20 to 30 years has resulted in 
revolutionary changes in the managemert of both the 
retarded and the mentally ill. Improved psychiatric 
treatment and management have dramatically de- 
creased the need for highly structured institutional 
methods of controlling problem behavicrs. Isolation 
rooms, physical restraints, and excessive psychophar- 
macological regimens are increasingly the exception 
rather than the rule. Since these treatmeat challenges 
are now readily handled by psychiatrists in communi- 
ty-based settings (23), the retarded indiv dual and his 
family, physicians, and society as a whole are increas- 
ingly confident that, for the great majority of the 
retarded, care can and should be administered outside 
of the institutional setting. " 

With the advent of community-based programs for 


- both the retarded and the mentally ill, a series of 


mutually reinforcing events has unfolded. Many of the 
symptoms of institutionalization have been prevented 
in younger retarded persons, and the incidence of 
many types of psychiatric complicatiors has been 
significantly reduced (23). The improved medical man- 
agement of emotional and behavioral pro>lems in the 
retarded has markedly increased the mora e and confi- 
dence of persons who work with them on g daily basis. 
Decreased need for staff control has тайз it possible 
to develop more comprehensive training rrograms for 
the retarded. Ail of these events have led to signifi- 
cantly increased opportunities for independent or 
semi-independent functioning for many retarded per- 
sons and have made possible the rapid devslopment of 
major locally based systems of community services. 

. In addition to the advantage of avoiding the institu- 
tional syndrome of detachment, community-based 
programs can provide a normalizing set of life experi- 
ences with regard to school, recreation, work, and 
home. They allow patients to be closer to their fam- 
ilies, to maintain close relationships with other care- 
takers, to live in an actual neighborhood ard homelike 
settings, and to be close to sources of scphisticated 
medical support. 
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The teaching of behavioral science in medical school 
has become increasingly complex in the attempt to 
integrate biological, social, and psychological 
knowledge. The authors sent a survey questionnaire 
to determine actual and preferred organizational 
structures to 130 medical schools; 90 responded. The 
most frequen: structure—46 schools (51%)—was 
unidepartmental. Thirty-four schools (38%) were 
multidepartmental, and 10 (11%) had a matrix 

- organization. Schools with a unidepartmental 
structure reported a higher degree of satisfaction 
and more organizational advantages. 
Multidepartmental and matrix models offered some 
educational advantages at the cost of administrative 
efficiency. During the 1980s, funding for 
unidepartmental schools may prove more cost 
effective than funding for schools with different 
organizational structures. (Am J Psychiatry 
139:1304-1307, 1982) | 


he teaching and administration of. behavioral sci- 

ence in medical education is an area of increasing 
complexity (1-13). The movement to include the topic 
in medical education is a post-World War II phenome- 
non (14), influenced by changes in society. involve- 
ment of social scientists in the problems of health care, 
and the expanding role of psychiatry in medical educa- 
tion. 

The 1962 report of the Group for the Advancement 
of Psychiatry (GAP) on the preclinical teaching of 
psychiatry (15) was a milestone in the development of 
behavioral science in medical education. It recom- 
mended that psychiatry be taught throughout medical 
school not as a specialty but as an integral part of the 
basic science curriculum. To accomplish this objec- 
tive, GAP recommended changes in the curriculum to 
include such issues as personality, growth and devel- 
opment, and interviewing techniques. 
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This recommendation was in contrast to the earlier 
emphasis on teaching psychopathology (1, 16, 17). It 
was accompanied by a call for the support and growth 
of the use of social and behavioral science in the 
curriculum of medical education. 

These proposals resulted in changes in the organiza- 
tional structure for teaching behavioral science (9, 18— 
21). The decade of 1960-1970 saw various attempts 
and experiments with organizational structures to cre- 
ate an optimal vehicle to achieve educational goals. 
Three major models were tried: the unidepastmental, 
the multidepartmental, and the matrix model (9, 11, 
19). However, the issue of which organizational struc- 
ture was best was not resolved in 1960—1970 (18). and 
some authors early predicted the difficulties with vari- 
ous models (22). 

The purpose of this paper is to examine what has 


` happened since 1970 in the organizational structure of 


the teaching of behavioral science and the administra- 
tive and educational advantages or limitations of dif- 
ferent structures. 


METHOD 


We mailed a survey form in January 1980 to all 130 medical 
Schools in the United States requesting information concerning the 
organizational structure used to teach behavioral science. The 
options listed on the survey form were as follows: 

Unidepartinental. Full responsibility and resources (including 
curriculum time) were assigned to a single department that was 
either basic science only or clinical and basic science combined. 

Multidepartmental. Two or more departments were involved. 
each with its own curriculum time. These structures were further 
subdivided into those which had a formal integrating mechanism to 
facilitate collaboration (integrative) and those which had no such 
mechanism other than the medical school curriculum committee 
(autonomous). 

Matrix. Curriculum time was assigned to "behavioral science"? 
and courses were planned and implemented by coordinators who 
solicited input from many departments and a program committee 
that reported directly to the medical school curriculum committee. 

in addition to noting the details of their existing organizational 
structure and its advantages or disadvantages, respondents were 
asked to indicate which kind of organizational structure they consid- 
ered optimal. This would permit subsequent comparison of actual 
against preferred organizational structures. 


RESULTS 


Ninety schools (6996) responded to the survey. The 
sample was consistent with the total population of 
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ABLE 1. Actual Versus Preferred Organizational Structures Identified by 90 Medical Schools 
Actual Structure 
Unidepartmental Multidepartmental 
Basic Combined Autonomous Integrative Мас 
(N77) (N=39) (N=21) (N= (N=10) 
Preferred Structure N o N 2 М Ж М Се N % 
Unidepartmental 
Basic (N=13) 7 100 3 8 0 3 15 1 10 
Combined (№ «37) 0 31 79 4 19 | 8 1 10 
Multidepartmental 
Autonomous (N= 19) 0 3 8 13 62 3 2 0 
Integrative (N=9) 0 0 | 5 6 46 2 20 
5 3 15 1 5 6 60 


Matrix (N=12) 0 А 2 





medical schools with regard to geographic region and 
how long the schools had been established. In type of 
funding (public versus private). there was a slight 
excess of publiclv funded schools in tnc sample com- 
pared with the total. 


е 
Number and Types of Departments Involved 


In just over half of the schools (N—46. or 51%). onc 
department was responsible for teaching bchavioral 


science. For the other schools, the maximum number . 


of departments listed as involved in such tcaching was 
7. Five (6%) of the schools listed this number. In all. 43 
different departments or disciplines were named. Psv- 
chiatry alone or combined: with behavioral sciencc 
accounted for 51% of all mentions (94 out of 185): 
psychiatry itself was identified in 75 instances. Com- 
munity medicine was the department listed next most 
often (21 mentions). The 2 other most frequently 
mentioned clinical departments were family medicine 
(12 mentions) and pediatrics (7 mentions). A varicty of 
other clinical departments participated less often (few- 
er than 3 mentions each), including neurology, obstet- 
rics, medicine. emergency medicine. and physical 
medicine. Psychology (including health psychology 
and behavioral medicine) participated in 13 instances. 
A number of liberal arts disciplines were involved 
either as composite humanities programs (11 men- 
tions) or as independent departments of sociology (8 
mentions) and anthropology (5 mentions). Other basic 
science departments rarely involved (fewer than 2 
mentions) included anatomy. physiology. and pharma- 
cology. 


Actual and Preferred Organizational Structures 


Table 1 provides a listing and comparison of actual 
and preferred organizational structures. The most fre- 
quent type of actual structure was unidepartmental 
(N=46, or 51%); a combined basic science and clinical 
department (usually psychiatry and behavioral sci- 
ence) accounted for just under half of all structures 
(N=39, or 43%). Multidepartmental structures ac- 
counted for 3866 (N=34). and matrix organizations for 
11% (N-10). A clear majority of structures were 


either independent or autonomous and relied only on 
formal curriculum committees for integration. Organi- 
zational structures to facilitate integration were report- 
ed by only 23 schools (26%) as either a matrix sys:em 
or as an integrated multidepartmental structure. A 
comparison of geographic distribution. how long the 
school had been established. and method of funding 
showed no consistent relationship between these vari- 
ables and the type of organizational structurc. 

Comparison of actual versus preferred organization- 
al structures provides a crude index of the success and 
acceptability of the various models. As shown by thc 
data in table 1. this ranges from 100% acceptability of 
the single basic science department to only 46% ac- 
ceptability for the multidepartmental integrative mod- 
el. In general there was a high level of acceptebility for 
the unidepartmental models (38. or 83%. were sz:is- 
fied). compared with the multidepartmental and matrix 
modcls (25, or 57%. were satisfied). Of the 11 sckaols 
that were dissatisfied with their integrative or matrix 
modcl. 8 expressed a preference for structures that 
allow more autonomy. Of the 4 matrix systems ex- 
pressing preference for another model. 2 selected a 
unidepartmental structure. Those structures with au- 
tonomy expressed preferences that were often in an 
even more autonomous direction. For instance. cf the 
8 schools that expressed dissatisfaction with the zom- 
bined unidepartmental structure. 6 expressed a prefer- 
ence for either a single basic science departme1: or 
separate departments with autonomy: only 2 preferred 
a matrix model. 


Advantages and Disadvantages of Orgcnizatiomu 
Structures 


The responding schools were invited to name the 
advantages and disadvantages of the particular organi- 
zational structure in their own school. Altogether 
there were 148 comments on organizational structure: 
there were twice as many concerning administrative 
advantages or limitations (99 comments) as there were 
concerning educational advantages or limitatiors (49 
comments). Of the 148 comments, 100 (68%) men- 
tioned advantages and 48 (32%) named limitatiozs. 
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А comparison of the comments in relationship to 
administrat: ve structure indicates an excess of advan- 
tages over limitations in the unidepartmental struc- 
tures: 51 (64%) of the 80 comments noted advantages. 
In contrast, 29 (58%) of the 50 comments made by 
schools with multidepartmental structures mentioned 
advantages and 9 (50%) of the 18 comments made by 
those with a matrix structure noted advantages. 

Séparate consideration of the administrative and 
educational advantages indicates that the unidepart- 
mental structure confers mainly administrative advan- 
tages but the multidepartmental and matrix structures 
confer educational advantages at the cost of lower 
administrative efficiency. The nature of these written 
comments, therefore, confirms the preferences ex- 
pressed in table | for unidepartmental compared with 
multidepartmental models. Specific written comments 
concerning the various departmental structures can be 
summarized as follows: 

1. Unidepartmental—basic science. The many ad- 
vantages listed included organizational simplicity. in- 
dependence.'autonomy, and faculty status and stabil- 
ity, which fazilitated recruitment and morale. The only 
disadvantage cited was the difficulty of demonstrating 
clinical relevance to students. 

2. Unidepartmental—basic and clinical science. 
Again there was a preponderance of advantages over 
disadvantages, supporting the degree of satisfaction 
with this structure. Administrative and educational 
advantages included organizational simplicity and 
clarity, clearly defined responsibility. coordination. 
coherence, continuity, economy. and avoidance of 
duplication. One school reported benefit from merging 
two previously separate departments, and another 
commented, ''Easier to provide leadership in a cur- 
rently chaotic field and make it relevant to medicine." 

Disadvantages cited included the need to incorpo- 
rate additional material and negotiate this with other 
clinical and basic science departments. These con- 
cerns were also reflected in comments about the 
"dangers of closed septic obsolescence" and the 
“lack of academic breadth of faculty of a single 
department." These concerns may be related to re- 
source allocation. 

: 3. Multidepartmental—integrative. Advantages list- 
ed included flexibility, integration. coordination. and 
the capacity to develop innovative programs. Disad- 
vantages included fragmentation due to lack of strong 
leadership, low accountability, duplication, and *'inev- 
itable squabbles over turf." 

4. Multidepartmental—autonomous. Advantages of 
this structure included allowance for both autonomy 
and interdepartmental coordination. Variability and 
flexibility with multiple viewpoints and interdisciplin- 
ary collaboration were emphasized. The disadvan- 
tages cited included a lack of central control and 
coordination, absence of continuity between basic and 
clinical experiences, and lack of prospective planning. 
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5. Matrix organizations. Advantages and disadvan» 
tages were cited equally often. Advantages included 
flexibility, wide coverage, diversity of views, and 
"freedom to do one's thing." Disadvantages were 
difficulty in planning and monitoring, poor integration, 
diffusion of responsibility, and difficulty in securing 
involvement of other departments. One school that 
had recently moved from a matrix model to a unide- 
partmental structure commented, “Frankly, any mod- 
el requires someone to take full responsibility for 
integration.” І 


Coordination Between Medical School and 
University Programs 


Only 10 schools (1196) reported any attempts to 
coordinate teaching programs in behavioral 'science 
with other university programs. Most of :hese schools 
participated in allied health professional training 
through interprofessional coürses. А variety of inte- 
grative mechanisms were described, including a com- 
mission on interprofessional education, a tenter for 
studies in the humanities, and a center for research 
and education in behavioral medicine. 


DISCUSSION 


The survey data represent a 6996 sample of the 
medical schools in the United States. The results show 
a wide diversity of organizational structures and de- 
partmental involvement in teaching behavioral sci- 
ence. This finding is similar to others (`0, 11). The 
most frequent type of structure was the unified depart- 
ment of psychiatry and behavioral science. Organiza- 
tional structures that were most acceptable appeared 
to be those which were independent or autonomous. 
There was little evidence of any stronz sentiment 
toward better integration of multidepartmental efforts; 
if anything, the tendency was to express needs in the 
direction.of increased autonomy. The organizational 
advantages of unidepartmental structures included 
clear leadership, defined responsibility, and strong 
faculty morale. The educational advantages included 
coordination, integration, and lack of dupl:cation. The 
advantages of the integrated multidepartmental or 
matrix structures appeared to be mainly educational. 
There was greater scope for flexibility, variability, and 
innovation, but there were obvious organizational 
problems in control and coordination. 

Only a small minority of medical schocls reported 
coordination with other university programs. These 
were usually in universities with alliéd health pro- 
grams, and a variety of coordinating mechanisms were 
used. 

The overall findings suggest that the optimal, pre- 
ferred, and most frequent form of organizational struc- 
ture for teaching behavioral science in American medi- 
cal schools is a unidepartmental structure within 
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which a wide diversity of disciplines are represented. 
This state of affairs is not very different from the 
recommendations of the Boiling Springs Conference in 
Pennsylvania (5), where the need was voiced for 
establishing a separate department of behavioral sci- 
ence that would coordinate and organize teaching. The 
World Health Organization arrived at a similar posi- 
tion in 1970 at a conference devoted to the teaching of 
social and behavioral sciences in medical schools (23). 
The survey also shows that those medical schools 
_which created multidepartmental or matrix systems 
appear to pay an organizational price for the educa- 
tional advantages. Weiner (9), relating his 15 years of 
experience in the development of teaching behavioral 
science, pointed out the advantages of a multidepart- 
mental organizational structure from the educational 
perspective. However, he predicted that the imple- 
mentation would be problematic because medical fac- 
ulties are traditionally jealous of their ‘‘territorial 
rights." Hartings and Counte (19), who reviewed some 
of the administrative models for teaching behavioral 
science, pointed out some disadvantages of the matrix 
system: it has no departmental base, it is difficult to get 
institutional resources, and the stability of the program 
rests on the personal interests of the committee mem- 
bers and on their ability to collaborate effectively. This 
collaboration is endangered by potentially competitive 
disciplinary or departmental interes:s, which easily 
emerge in curricular matters. 

The main conclusion of our survey :s that unidepart- 
mental structures are preferred and appear to work 
better; to the extent that different disciplines need to 
be represented it may be more cost efficient during the 
1980s to allocate resources to single departments rath- 
er than to fund competing departments or disciplines 
where collaboration is doubtful or difficult. 
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External Contingency Management for Chronic Pain: 


Critical Review of the Evidence 


BY PAUL R. LATIMER, M.D., PH.D. 





The use of operant conditioning to treat chronic pain 
has grown rapidly in the past 10 years. It usually 
occurs in a multidisciplinary inpatient setting with 
patients for whom nearly everything else has failed. 
The author reviews the theoretical rationale for this 
application of contingency management and 
evaluates the evidence for its efficacy. Although the 
evidence indicates considerable promise, particularly 
in improving physical functioning and reducing 
analgesic use, more definitive conclusions about the 
role of these methods in treatment of chronic pain 
are precluded by the methodological limitations of 
research in this area. (Am J Psychiatry 139:1308— 
1312, 1982) 





P ain is a universal human experience that is usually 
thought to be a direct consequence of bodily 
damage or pl ysiological dysfunction. There is, howev- 
er, overwhelming evidence that the report of pain does 
not have a simple one-to-one relationship with either 
bodily damage or physiological dysfunction. Extreme 
illustrations of this are the person who shows no 
evidence of pain in spite of injury and the one who 
reports pain in the absence of injurious stimuli (1). 
Like other subjective experiences, such as anxiety 
and depression, the experience of pain is known only 
to the afflicted. Observers, such as health care profes- 
sionals, can only infer the experience on the basis of 
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what patients say, how they act, and perhaps by their 
physiological responses to painful stimuli. It is widely 
accepted among behaviorists that behavior at these 
three levels—verbal, motoric, and physiological—is 
capable of independence. This conceptualization of 
pain, as behavior that can be described at several 
potentially independent levels, is central to the behav- 
ioral approach to pain; this approach is at once distinc- 
tive and controversial. 

The implications of this view of pa:n are most 
clearly illustrated in external contingency manage- 
ment—a major behavioral treatment strategy for 
chronic pain. Fordyce has been primarily responsible 
for the formulation and advocacy of th:s particular 
approach. His book Behavioral Methods for Chronic 
Pain and Illness (2), published in 1976, nad a major 
impact, and his methods have been widely adopted, 
particularly in multidisciplinary inpatient chronic pain 
programs (3). This treatment approach foc.ises on pain 
as observable behavior and emphasizes that overt pain 
behaviors, such as moaning, inactivity, and taking 
medication, are capable of being learned independent- 
ly of tissue damage. When such behaviors are rein- 
forced by their consequences, they become more 
frequent. Common reinforcers include 1) social inter- 
actions such as attention and sympathy from loved 
ones, 2) avoidance of anxiety-provoking or otherwise 
onerous responsibilities, and 3) taking medication that 
relieves aversive affective states such as anxiety and 
pain. Such behavior might initially be triggered by 
tissue damage and then be maintained by its contin- 
gent consequences. The probability of such reinforc- 
ers controlling the behavior increases with chronicity. 

Treatment involves systematically manipulating the 
contingent consequences of the pain behaviors. This 
typically consists of giving attention and affection 
when the patient 1s engaging in well behavior and 
remaining neutral and undemonstrative in the face of 
pain behavior. Because of the difficulty in controlling 


Am J Psychiatry 139:10, October 1982 


\ 

4he relevant contingencies in the natural environment 
and the importance of doing so with some consistency, 
this treatment is typically initiated in a hospital setting. 
Family members are trained in the principles of contin- 
gency management during the hospitalization in order 
to facilitate transfer of therapeutic effects to the home 
environment. Medications are given on a time-contin- 
gent rather than a pain-contingent schedule and are 
usually reduced or discontinued. 

In view of the widespread application of these 
methods and the recent legislative interest in psycho- 
therapy outcome, a critical appraisal of the evidence 
for their efficacy is needed. 


REVIEW OF OUTCOME 


In the first published account of the use of external 
contingency management for chronic pain, Fordyce 
and associates (4) reported the successful treatment of 
three patrents with chronic back pain. Each patient 
had a long history of pain and mary unsuccessful 
medical and surgical treatments. They were each 
treated as inpatients for 3-8 weeks and then as outpa- 
tients for 5-23 weeks. Systematic data were collected 
only during the treatment phase and consisted of the 
patients' reports of their walking distance and of their 
number of hours of activity per day. Medication use 
for inpatients was recorded by hospital staff. In addi- 
tion to the external contingency management these 
patients also received occupational and physical thera- 
py. All patients more than doubled their walking 
distance and were walking more than 1 mile per day by 
treatment termination. Analgesic medication was 
gradually but completely withdrawn in each case. 
Subjective reports of pain intensity were not assessed, 
so we do not know whether they continued to report 
pain in spite of their increasing physical activity. There 
was no follow-up. Despite the obvious limitations of 
this report, it was important in drawing attention to a 
novel approach to the treatment of these extremely 
recalcitrant patients. 

Fordyce and associates (5) pursued this promising 
lead with a single-group outcome study of 36 patients 
with chronic back pain. The treatment administered, 
the patients, and the method were very similar to those 
of the previcus report. The major methodological 
improvement was the inclusion of a relatively long 
follow-up (5-175 weeks, mean=76 weeks) and the 
assessment of self-reported pain intensity. The results 
at discharge from the hospital were comparable to 
those previouslv reported. The time that patients spent 
out of their beds was increased by 50%; exercise 
tolerance was increased by more than 100%. The use 
of analgesic medication was reduced by about 9096 and 
sedative hypnotics by about 25%. Unfortunately, the 
follow-up employed a questionnaire administered by 
mail and the assessment of self-reported pain intensity 
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was retrospective, i.e., patients were asked to esti- 
mate the severity of their pain before and after treal- 
ment. At the time of follow-up the patients estima:ed 
that their pain was reduced about 30% by discha-ze 
and there was no significant change between discha ze 
and follow-up. They also reported no change betwezn 
discharge and follow-up in the degree to which {Рег 
pain interfered with their day-to-day activities. The 
fact that more than 5096 did not report the extent of 
their medication use at follow-up does raise the possi- 
bility that some reemergence of this behavior had 
occurred. 

Although an admirable first approximation. ‘ris 
study lacked sufficient methodological rigor то afew 
any firm conclusions. The follow-up assessmeat meth- 
od was particularly weak, but no reliability or validity 
data were provided for any assessment measure. 
Thus, although it suggests that the treatment described 
may be fairly generally applicable across the type of 
patients described, that changes in exercise tolerance 
and medication use are accompanied by reports of 
reduced pain, and that these changes are maintained in 
the home environment, the data are weak. The study 
also did not isolate the effects of the contingency 
management from those of the therapeutic milicu. 
which included occupational and physical therapy. 

In the next published outcome study. Seres and 
Newman (6) reported the treatment of 100 patients 
with chronic back pain. This was also a single-group 
outcome study, involving a patient sample quite simni- 
lar to that of Fordyce and associates. The treatment 
was shorter, 2-4 weeks in the hospital. and more 
multifaceted, including biofeedback, relaxation, edu- 
cation, transcutaneous electrical stimulation, and psy- 
chotherapy. Obviously, any conclusions about the role 
of external contingency management are impossible in 
the face of such a morass of treatments. The outcome 
measures used also were concerned with physical 
functioning and did not include subjective pain re- 
ports. Patients made substantial improvemem's in 
straight leg raising, touching their toes while sicing. 
and raising their knees to their chests while lying The 
proportion of patients taking pain medication was 
reduced from 87% to 5%. Follow-up by interview and 
examination at 3 months indicated maintenance of 
improved physical functioning but a 1726 increzse in 
the number taking medication. These investigators 
subsequently reported (7) that 36 of these patents. 
selected on the basis of their geographical proximity. 
were again interviewed and examined 18 months after 
treatment termination. Their physical functioning zon- 
tinued to be much better than before treatmen-. al- 
though there was some deterioration on most mea- 
sures. Sixty percent of this group were now taking 
analgesic medication, as opposed to 5% at the end of 
treatment. Most reported that their pain was about the 
same and 15% said it was worse than on admission. 
This study is commendable for its use of fairly abjec- 
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‚ tive measures of physical functioning and its demon- 
stration of the importance of long-term follow-up. 
Unfortunately, the interpretation of the results is ob- 
fuscated bv the complexity of the treatment used and 
by the absence of control groups. 

In the only exclusively outpatient treatment study, 
Khatami and Rush (8) reported systematic case studies 
of five patients. Three of the patients had chronic pain 
in the head, one in the bowel, and one in the back. 
They were treated with a combination of relaxation/ 
biofeedbacx, cognitive correction, and contingency 
management. They all had very long-standing pain 
(mean-11.5 years) and many previous therapists 
(теап= 11.5). Therapy averaged 35 sessions and all of 
the patients showed very impressive reductions on 
subjective ratings of hopelessness, depression, and 
pain. The mean pain rating was 87 on a 0—100 scale 
before treatment and 17 after treatment. The mean 


medication use was reduced from 105 to 20 pills рег 


week. Even more impressively, these gains had largely 
been maintained at 6 and 12 months follow-up. 

In the largest single-group outcome study to date, 
Swanson and associates (9) treated 200 patients with 
chronic pain, mainly back pain, in a comprehensive 
inpatient program of approximately 3 weeks' duration. 
In addition to contingency management and physical 
therapy, treatment included group therapy, education, 
biofeedback, relaxation, and supportive psychothera- 
py. The outcome measures used were particularly 
weak, consisting of subjective ratings by staff consen- 
sus. On the day of discharge, the staff rated each 
patient on three global rating scales (score гапре=0— 
3): modificacion of attitude, reduction in medication, 
and improvement in physical functioning. Total ratings 
of 2 or greater were considered moderate to marked 
improvement and an average rating of 2 or higher was 
considered to indicate successful treatment. At treat- 
ment termination 5996 of the patients had been suc- 
cessfully treated; of the last 50 patients admitted 8096 
met this criterion. Among this-latter group (N40), 
subjective pain ratings were reduced by about 20%. 
Follow-up was conducted by mail questionnaire at 3 
months and 1 year. By 1 year, 25% of the total group 
and 6596 of the successfully treated patients had 
sustained improvement. 

The most recent outcome study for chronic pain is 
that of Roberts and Reinhardt (10), in which 58 chronic 
pain patients in three groups were compared. The first 
group consis:ed of those treated, the second of those 
rejected for treatment, and the third of those who were 
accepted for treatment but who refused. This study did 
not add much to the previous results because the data 
were entirely retrospective self-reports collected by 
mail. Only about 50% of the eligible subjects in each 
group participated; unknown selection factors may 
therefore have biased the results and made the group 
comparisons almost meaningless. 

Even if the substantial shortcomings in the assess- 
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ment methods used in these studies are put ide and 
the results accepted, the failure to use controlled case 
or group designs precludes any conclusion about the 
specific effective therapy components. The programs 
were intensive inpatient programs involving a lot of 
attention, exposure to other patients with similar prob- 
lems, and education, not to mention numerous specific 
treatments. The only data available that address the 
specific contribution of contingency management 
come from two studies using single-subject experimen- 
tal designs. 

Fordyce (2) used an ABAB single-subject design to 
demonstrate the effects of contingent social attention 
on the overt pain behavior of an inpatient with chronic 
low back pain. After 3 days of baseline (A) recording 
of pain behavior, professional staff atten:ion was with- 
held in the presence of pain behavior and given in its 
absence (B). In about 5 days the pain behavior dimin- 


‘ished to near zero levels, where it remained as long as 


this condition was enforced. When the contingencies 
were reversed (A), so that pain behavior ence again 
received social attention, it increased, although not 
quite to baseline levels. The final reversal (B) of 
contingencies again led to the rapid elimination of pain 
behavior. 

Cairns and Pasino (11) extended these results in a 
study that combined multiple controlled single-subject 
experiments with a controlled group outcome design. 
Nine patients with chronic back pain were assigned, 
three to a group, to three groups. Patients in the first 
group were treated in an ABA multiple baseline across 
behaviors design. The treatment was verbal reinforce- 
ment and the behaviors were walking and bike riding. 
Intervention with each behavior separately after base- 
lines of differing duration constitutes a more powerful 
demonstration of the effects of treatmert. The mea- 
surement of bike riding and time out of bed was 
automated and there were direct observetions of dis- 
tance walked. In the second group, the design was A B 
BC A and the treatments were plotting performance 
levels on a graph (B) and graphing plus verbal rein- 
forcement (BC). The third group was a no-treatment 
control group. Each treatment was administered for 6— 
8 sessions. Verbal reinforcement was convincingly 
demonstrated to increase walking and bike riding, both 
of which decreased when reinforcement was removed. 
Graphing performance alone also tended to increase 
both walking and riding but to a lesser degree; the 


effects were also reversible. By a comparison of the’ 


three groups it was demonstrated that verbal rein- 
forcement and verbal reinforcement plus graphing 
produced significantly more change than no treatment. 
The effects of graphing alone were not significantly 
different from the effects of no treatment. The value of 
this study lies in its convincing demonstration that 
verbal reinforcement is effective in producing tempo- 
rary behavior change independent of informational 
feedback. 


> 
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There have been several other less comprehensive 
reports of the results of inpatient clinical programs (3. 
12-14), but these add nothing to the evidence | have 
already reviewed. 


PRESENT STATUS 


Before reaching any conclusions about the present 
status of external contingency management for chron- 
ic pain, I will discuss some of the limitations of the 
existing empirical evidence. | 


Patient Selection 


The evidence reviewed applies only to a select 
population of patients with chronic pain. This neither 
weakens nor strengthens the evidence but does limit 
the generalizability of the findings. Typically excluded 
from the studies reviewed were patients who had not 


exhausted alternative medical and surgical treatment.’ 


those who did not have the physical capacity to 
participate in the program, those in whom a systematic 
relationship coulc not be demonstrated between pain 
behavior and positive environmental consequences, 
those felt unlikely to be responsive to the reinforcers 
available in the hospital setting (5), those involved in 
litigation (9) or whose settlement depended on their 
continuing disability, those who were unwilling to 
return to work ст whose families were unwilling to 
cooperate, those with severe mental disorder (e.g.. 
schizophrenia), and those for whom chemical depen- 
dency was the primary problem (10). Also, the vast 
majority of these patients had back pain. 


Dependent Measures 


The usual outcome measure has been overt motor 
behavior such as walking, exercise tolerance, and 
medication taking. These behaviors are relatively easi- 
ly measured and susceptible to environmental control 
in a hospital setting. All studies demonstrated im- 
provements in these behaviors by the time.of dis- 
charge from the hospital that are both statistically and 
clinically significant. Insufficient data are available on 
the nature and reliability of the inpatient behavioral 
assessment methods, and no study used independent 
assessors. Even more disturbing, however, particular- 
ly given the intensive nature of the treatments adminis- 
tered, is the fact that all but one (5) of the studies relied 
on self-report mail questionnaire data for follow-up 
assessments. Given that these programs concentrate 
almost exclusively on performance-based measures of 
nonverbal behavior during treatment, this type of 
assessment is likely to work against the treatment 
being shown effective. 

Exceptionally little attention has been paid to the 
assessment of subjective pain and the attention that 
has been paid has demonstrated only very modest 
reductions. This lack of attention to subjective pain as 
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a dependent measure is somewhat surprising given 
that the subjective experience of pain is usually the 
patient's major complaint. In comparison, the treat- 
ment of anxiety or depression is usually not accepted 
as adequate unless both subjective reports and mea- 
sures of overt nonverbal behavior change in the de- 
sired direction. This raises important questions about 
the significance of the achieved improvements from 
the patients’ point of view. 

Physiological measures have not been cedi in any of 
these studies. Physiological measures are frequently 
not used in pain research because the patients in- 
volved cannot be clearly differentiated from. other, 
nonpain patients on some physiological measures. 
Nevertheless, the methods used in the treatment of 
these patients (e.g., tranquilizers, biofeedback, relax- 
ation) frequently reflect the belief that physiological 
variables are relevant. Dependent physiological mea- 
sures such as heart rate and electromyography have 
been extensively used in the evaluation of these meth- 
ods for anxiety-based disorders; the use of such me: h- 
ods is equally appropriate here. 


Experimental Control 


Probably the most fundamental limitation of the cata 
reviewed is the complete lack of control (apart from 
the single-case experiments, which provided no fol- 
low-up). It is still not possible to say with any degree 
of certainty that the promising results obtained were 
the result of external contingency management. It may 
be that similar results could be obtained in anv equally 
intensive and credible treatment program in the ab- 
sence of contingency management. 


Maintenance 


Although the demonstration of maintenance of treat- 
ment effects is essential with all behavioral app.ica- 
tions, it is especially crucial here because 1) the pain 
being treated is extremely chronic (often having lasted 
more than 5 years), 2) the treatment is based on the 
hypothesis that the pain is being maintained by rein- 
forcers in the patient's natural environment and yet 
the therapy is largely carried out in a hospital set-ing. 
and 3) single-subject experiments have demonstrated 
that the effects of contingency management are readily 
reversible (2, 11). These facts suggest tha: mainte- 
nance of treatment effects should not be taken for 
granted. I have already pointed out the limizations of 
the available follow-ups. 


Efficiency 


It is not sufficient to merely demonstrate that the 
treatment works, although this in itself would te no 
small accomplishment, particularly with: this -petient 
population. To warrant widespread application and 
third-party support, the treatment must be demon- 
strated to be superior to alternatives in some respect. 
This issue is particularly relevant because the treat- 
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ment is expensive, involving several weeks of inpa- 
tient care. It is true that these patients are heavy 
utilizers of health care services, but, on the other 
hand, only those who have already exhausted most of 
the health care alternatives are included in the treat- 
ment programs. It remains to be demonstrated that the 
long-term results warrant the expense in terms of both 
cost-effectiveness and patient satisfaction. 


CONCLUSIONS AND FUTURE DIRECTIONS 


The use of external contingency management in the 
treatment cf chronic pain is promising, but some very 
basic questions remain to be answered. As Sanders 
(15) pointed out, these include, Does the treatment 
work? With whom? Do the effects last? What are the 
active treatment components? How well does it work 
compared with other methods? and When does it 
work? The answer to these questions will require 1) 
well-contro.led single-subject and group research de- 
signs, the latter with randomized subject assignment; 
2) the use of reliable and valid trimodal (verbal, 
motoric, and physiological) behavioral assessment 
measures; 3) long-term follow-up (at least 2 years): and 
4) comparative outcome studies. | 


REFERENCES 


1. Melzack R: The Puzzle of Pain. New York. Basic Books. 1973 
2. Fordyce WE: Behavioral Methods for Chronic Pain and Illness. 


CONTINGENCY MANAGEMENT FOR CHRONIC PAIN 


Am J Psychiatry 139:10, October 1982 


і 


St Louis. CV Mosby Со, 1976 5 


. Sternbach RA: Pain Patients: Traits and Treatments. New 


York, Academic Press, 1974. 


. Fordyce W, Fowler R, Lehmann J, et al: Some implications of 


learning in problems of chronic pain. J Chron Dis 21:179—190, 
1968 


. Fordyce WE, Fowler RS, Lehmann JF. et al: Operant condi- 


tioning in the treatment of chronic pain. Arch Phys Med Rehabil 
54:399-408, 1973 


. Seres JL, Newman RI: Results of treatment of chronic low-back 


pain at the Portland Pain Center. J Neurosurg 45:32-36, 1976 


. Newman RI. Seres JL, Yospe LP. et al: Multidisciplinary 


treatment of chronic pain: long-term follow-up of low-back pain 
patients. Pain 4:283—292, 1978 


. Khatami M, Rush AJ: A pilot study of the treatment of 


outpatients with chronic pain: symptom control, stimulus con- 
trol. and social system intervention. Pain 5:163—172, 1978 


. Swanson DW, Maruta T, Swenson WM: Results of behavior 


modification in the treatment of chronic pain. Psychosom Med 
41:55-61, 1979 


. Roberts AH, Reinhardt L: The behavioral management of 


chronic pain: long-term follow-up with comparison groups. Pain 
8:151-162, 1980 


. Cairns D, Pasino JA: Comparison of verbal reinforcement and 


feedback in the operant treatment of disability due to chronic 
low back pain. Behavior Therapy 8:621—630. 1977 


. Greenhoot J, Sternbach К: Conjoint treatment of chronic pain, 


in Advances in Neurology. Edited by Bonica J. New York. 
Raven Press, 1974 


. Cairns D. Thomas L. Mooney V, et al: А comprehensive 


treatment approach to chronic low back pain. Pain 2:301—308, 
1976 


. lgnelzi RJ, Sternbach RA, Timmermans G: The pain ward 


follow-up analyses. Pain 3:277-280, 1977 


. Sanders SH: Behavioral assessment and treatment of clinical 


pain: appraisal of current status, in Progress in Behavior Modifi- 
cation. vol 8. Edited by Hersen M. Eisler RM. Miller PM. New 
York. Academic Press. 1979 


Am J Psychiatry 139:10, October 1982 


EDITORIAL 





1313 





The Threat of Nuclear War 


uclear war is the most important crisis that has ever faced humanity and the 

hardest to examine steadily and seriously. Contemplating it. disturbs serenizy 
and complacency in a way that most of us would prefer to avoid. Many people 
recognize in some way and at some level that the continuation of the nuclear arms 
race is a threat to the survival of civilization, nothing less—maybe to the survival 
of the human species. It is easy to repeat those words, and they have been spoken 
so often that. we no longer hear them; the difficult thing is to make ourselves feel 
what we know and determine our actions by it. For ónce this knowledge is trulv 
assimilated, once we have grasped it affectively as well as cognitively, it changes 
attitudes toward professional life, friendships, marriage, and especially children, 
including those yet unborn. It also forces us to become more sensitive to the 
increasing extent to which our young children and adolescents perceive the threat 
of nuclear extermination as part of their lives and how these young people who sze 
themselves as having an endangered future retreat into the present. And we 
cannot ignore the possible consequences for their development of this retreat. 

It is natural and even healthy to want to get on with the business of our lives 
rather than think about a peril to all life that most of us prefer to see as abstract 
and remote. We do not want to be overwhelmed by anxiety, so we tend to keep 
the facts we know separate from our feelings. 

The late Archibald MacLeish wrote, "Knowledge without feelings is not 
knowledge, and can only lead to public irresponsibility and indifference, сспсеіу- 
ably to ruin. . . . [When] the fact is dissociated from the feel of the fact; . . . that 
people, that civilization is in danger” (1). Many people repress their fear, anger, 
and rebelliousness in response to the nuclear threat; instead of expressing these 
feelings they anesthetize themselves. They avoid acquiring information that 
would make vague fears specific enough to require decisive action; they contrive 
to ignore the implications of the information thev do allow to get through; they 
resign their responsibilities to leaders and "experts"; they treat the accelerating 
nuclear arms race as simply none of their business and convince themselves there 
is nothing thev can do about it. 

Itis as though, just as some dangers are too slight to arouse concern, this one is 
too vast to arouse concern. It is much easier to allow ourselves to have strong 
feelings about less serious problems: overpopulation, the energy crisis, or even 
smaller things like individual terrorism and crime. | 

We have to confront the truth in this unprecedented situation. We must arouse 
ourselves from complacency and passivity and assume responsibility. We need 
the courage to be afraid and to make our friends, neighbors, and professional 
colleagues afraid—with a fear that is not neurotic and panicky but thoughtful, a 
fear not so much for ourselves as for civilization, for future generations, and for 
this precious world. 

A problem for anyone who fully assimilates a consciousness of the auclear 
threat is that it requires us to redirect our thoughts and change our lives in certain 
ways—a demand that many people understandably prefer to avoid. It means 
taking some of the time we would like to devote to interesting, self-fulfilling work 
with obvious rewards and devoting it instead to what seems a frustrating, 
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unfulfilling struggle with few intrinsic rewards and a doubtful chance of suzcess. It * 
does not even bring the pleasure of correcting a visible injustice or relieving 
visible suffering. In fact, like some techniques of psychotherapy, it heightens 
suffering in the short run for everyone who is shaken out of numbness or self- 
delusion and into confrontation of the reality. This is less a gift than a burden. 

We as psychiatrists have an important role in helping make these truths 
available to everyone. Psychotherapy itself is a model for the process of allowing 
people to deal constructively with disturbing truths. And as psychiatrists we 
should be strongly impelled to help others confront this unparalleled threat 
because our experience makes us acutely aware of both aspects of the situation: 
the human potential for irrational and self-destructive acts and also the enormous 
human capacity for altruism, adaptation, and creative solutions to the most 
difficult problems. 

The Austrian poet and satirist, Karl Kraus, wrote in 1917, during the darkest 
days of World Warl,' ‘If we still had imagination, we would no longer wage war.’ 
If the people of Europe had been able to conceive the horrors of trench warfare, 
they would not have acquiesced in the policies that made it inevitable. Nuclear 
war is infinitely more horrible and more difficult to imagine, and most people, 
including many in high office, do not attempt to imagine it. We need to engage ina 
Struggle against unimaginativeness and insensibility either imposed by сігсит- 
stances or deliberately cultivated. . 

. H.G. Wells, in The Outline of History, wrote that “human history becomes 
more and more а race between education and catastrophe."' The race has become 
more desperate since then. A terrible thought is that our education might be 
provided by catastrophe itself, by nuclear destruction short of nuclear war—a 
nuclear weapon detonated by mechanical error or human error or madness, an 
accident more devastating by orders of magnitude than the one at Three Mile 
Island which helped so much to educate us about industrial nuclear power. That 
would be learning the hardest way of all. A better kind of education is still 
possible; if we allow ourselves to learn and think about what is being prepared for 
us, and in our name, we will reject it and make it our business to work for a 
change. 
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High Plasma N orepinephrine Levels in Patients with Major 


Affective Disorder 


BY C. RAYMOND LAKE, M.D., PH.D., DAVID PICKAR, M.D., MICHAEL G. ZIEGLER, M.D., 
STEVEN LIPPER, M.D., PH.D., STANLEY SLATER, M.D., AND DENNIS L. MURPHY, M.D. 





The authors found that patients with major affective 
disorder had higher levels of plasma norepinephrine 
and higher pulse rates (tachycardia) than healthy 
control subjects, but their blood pressures were 
normal. These measurements were similar in all 
three subgroups of patients with affective disorder— 
manic, bipolar depressed, and unipolar. Because 
norepinephrine is the primary neurotransmitter of the 
sympathetic nervous system,, these data suggest 
sympathetic hyperactivity in the major affective 
disorders. This conclusion is compatible with recent 
speculation based on the effect of antidepressants on, 
noradrenergic receptors and a failure of a-receptors 
to downregulate normally in patients with major 
affective disorder. (Am J Psychiatry 139:1315-1318, 
1982) 


( ee theories regarding biologic contributions to 


the affective disorders and the mode of action of 
antidepressant drugs continue to focus on biogenic 
amine neurotransmitters. Delineation of the functional 
status of central and peripheral catecholamine systems 
remains elusive, and data suggestive of abnormally 
low, abnormally high, or ‘‘dysregulated’’ noradrener- 
gic neurotransmitter functions have been -obtained 


Presented at the 134th annual meeting of the American Psychiatriz 
Association, New Orleans, May 9-15, 1981. Received May 6, 1981; 
revised Jan. 26 and April 19, 1982; accepted May 7, 1982. From the 
Uniformed Services University of the Health Sciences, School of 
Medicine; and the National Institute of Mental Health, Bethesdz, 
Md. Address reprint requests to Dr. Lake, USUHS, 4301 Jones 
Bridge Rd., Bldg. B, Rm. 3049, Bethesda, MD 20814. 

The authors thank Audrey Reid, Duke Owen; Jane Sasaki, Mike 
Jantschi, Philip Nicholson, Rozana Baksh, Christelle Coen, and 
Cindy Scher for technical assistance and Cathy Cameron for typing. 


\ 


from various subgroups of patients with affective 
disorder (1-8). The original catecholamine theory (&) 
proposed that central noradrenergic neurotransmis- 
sion is excessive in mania and diminished in depres- 
sion. Several investigations have not supported this 
idea and, in fact, have provided increasing evidence 
favoring hyperactive noradrenergic functioning in pa- 
tients with depression (1—7). 

Patients with major affective disorder may come to 
the attention of a physician because of somatic com- 
plaints. Many of the symptoms common to these 


disorders can be attributable to autonomic dysfunc- 


tion. Constipation, diarrhea, abdominal pain, palpita- 
tions, tremor, diaphoresis, flushing, dizziness, anxi- 
ety, irritability, hyperactivity, racing thoughts, and 
pressure of speech are common among these patients 
and can be produced by altered autonomic function. 
We investigated the peripheral sympathetic nervcus 
system in a large number of patients with a variety of 
major affective disorders because abnormalities in this 
system may provide clues to a central disorder, to 
therapeutic mechanisms of drug action, and to some 
understanding of somatic complaints in such patients. 


METHOD 


Patients with major affective disorder (N 54) anc healthy volan- 
teers (N=22) were admitted to a psychiatric research ward at the 
National Institutes of Health (NIH). The mean (+ SE) age was 41-2 
years for the patient group (range, 20—62 years) and 423 years for 
the control group (range, 22—65 years). Among the 54 affective 
disorder patients were 15 unipolar patients (mean age, 3$+3 years), 
30 bipolar depressed (mean age, 42+2 years), and 9 manic patients 
(mean age, 42+5 years). All subjects underwent a thorough adnis- 
sion workup, including physical and psychiatric examinations, labo- 
ratory chemistries, hematology, skull and chest X-rzys, and psycho- 
logical testing. Each gave written informed consent for the protccol, 
which had been approved by the NIH Human Research Rev.ew 
Committee. АП subjects were given the same hospital diet and 
stayed medication free for a least 2 weeks before eazh blood sample 
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TABLE 1. Cardiovascular Status of Patients with Affective Disorder and of Control Subjects “а. 
Ѕиріпе Posture Standing Posture 
Pulse (beat/min) Blood Pressure (mm Hg). Pulse (beat/min) Blood Pressure (nm Hg) 
Diagnostic Group N Mean SE Mean SE N Mean SE Mean SE 
Control 2 6 2 118. E 2 74 3 M4 їз 
` à 75. 1 81 2 
Affective disorder 54 7» 1 AB. 2 38 92» X 110 EX 
: УЕ 74 I 82 2 
Unipolar 15 71> 2 107° ES 8 89^ 4 102: 4A 
: 71 3 78 3 
Bipolar depressed 30 715 2 AB 2 22 9» ` 3 110 w 
ў 75 2 84 4 
Manic 9 785 4 1234 Ed 8 96^ 5 l8 I 
: 75 3 . 84 5 








“Significantly diferent from control group (p<.001, two-tailed Student's t). 
‘Significantly different from control group (р<.01. two-tailed Student's t). 
‘Significantly diferent from control group (p<.05, two-tailed Student's t). 
‘Significantly diferent from unipolar group (p«.01, two-tailed Student's t). 


was obtained. The patients were rated twice a day throughout the 
study by the research nursing staff, who used global rating scales for 
depression. mania, and psychosis (9). A global rating on each scale 
was obtained by averaging three values for each patient: the rating 
from 1) the day before the blood was taken, 2) the day that blood 
was taken, and 3) the day after blood was taken for norepinephrine 
analysis. Two examining psychiatrists diagnosed patients as unipo- 
lar. bipolar 1. or bipolar П by consensus using DSM-/H and RDC 
(10). ) 

Six bipolar patients had blood drawn when they were depressed 
and again when they were manic; also, t4 depréssed (5 unipolar and 
9 bipolar depressed) patients were studied when they were severely 
depressed and again when they were in remission or partial remis- 
sion (global depression rating of 5 or less). Blood samples, pulse 
rates, and blooc pressures were obtained from all subjects in supine 
(after a 30-min rest) and standing (after 5 min) postures, and all 
blood samples were assayed for norepinephrine by a radioenzymatic 
assay described in detail elsewhere (11). Statistical tests included 
Student's two-tailed t test for paired and nonpaired data and 
ANOVA (details are available on request from Dr. Lake). . 


RESULTS 


The .mean global rating scale scores indicate the 
presence of clinically significant depressive symptoms 
for patients in all subgroups of the major affective 


disorders. The 9 manic patients had substantially: 


higher scores on the mania and the psychosis scales 
(4.8::0.4 and 8.5+0.6, respectively) than the 30 bipolar 
depressed patients (1.10 and 4.00.4) (p.001) and 
the unipolar »atients (1.0::0 and 3.30.4) (р<.001). 
The physiological and biochemical data indicated 
higher mean pulse rates (table 1) апа higher mean 
norepinephrine levels (figure 1) in the patient groups 
than in the control group. Initial statistical compari- 
sons between the control subjects (N —22) and the total 
group of patients (N=54 for the supine position, and 
N=38 for the standing position because 16 patients did 
not complete the standing part of the protocol) show a 
significant difference between the two groups regard- 


less of posture for plasma norepinephrine levels 


(p<.01) and pulse rates (p«.001) (figure 1 and table 1). 


MEAN NOREPINEPHRINE LEVEL (pg/ml) 


FIGURE 1. Plasma Norepinephrine Concentrations of Patients with 
Affective Disorder and of Control Subjects 
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‘Significantly different from control group (p«.01, two-tailed Student's t). 
*Significantly different from control group, same posture (2<.05, one-tailed 
Student's t). 

*Significantly different from contro! group (p«.05, two-tailed Student's t). 


Standing induced a significantly greater increase in 
absolute pulse rate and plasma norepinephrine in the 
patients than in the controls (p«.05), although the 
percentage of increase in norepinephrine is similar 


` 
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between the two groups. Blood pressures were normal 
in both groups. 

When we divided the patients into unipolar, bipolar 
depressed, and manic subgroups and contrasted these 
with the control group, we found that the supine 
norepinephrine levels of each subgroup were signifi- 
cantly higher than the levels of the control group 
(figure 1). The pulse rates in the unipolar (p«.05) and 
both bipolar subgroups (p<.01) were significantly 
higher than those of the controls in both postures 
(table 1). No significant differences were evident be- 
tween subgroups of patients with regard to any of the 
physiological measurements (ANOV A), but the manic 
patients had the highest mean norepinephrine levels, 
pulse rates, and blood pressures of any subgroup (see 
figure 1 and table 1). 

The supine norepinephrine levels of the 6 bipolar 
patients studied when they were depressed and when 
they were manic were 315-70 and 376-65 pg/ml, 
respectively (a nonsignificant mean difference of 
61-45 pgéml). The bipolar I and H patients were 
similar across all variables. There was a nonsignificant 
decrease in the mean supine norepinephrine levels of 
the [4 depressed patients studied when they were 
severely depressed and again when they were in 
remission or partial remission (from 346+56 to 3222-49 
pg/ml). Of these 14 patients, 7 had sharp changes in 
norepinephrine levels from depression to recovery: 2 
(both unipolar) had a sharp increase of norepinephrine 
and 5 (4 bipolar, 1 unipolar) had a sharp decrease. 


DISCUSSION 


The data we have presented are consistent with two 
previous reports of high plasma norepinephrine con- 
centrations (5, 6) and a recent finding of increased 
""norepinephrine spillover rate" (7) in a small number 
of patients with depression. Although the mechanisms 
by which plasma norepinephrine levels are high re- 
main unclear, it would be expected that an increase in 
circulating norepinephrine of the magnitude docu- 
mented would be associated with important physiolog- 
ic effects. In fact, all of our patient groups had 
significantly faster heart rates than did the controls. 
both while supine and while standing (table 1). Thus, 
palpitations in a patient with affective illness mav 
reflect high circulating catecholamines. Similarly, con- 
stipation, tremulousness, anxiety, other somatic com- 
plaints, hyperactivity, irritability, and racing thoughts 
— symptoms that are frequent among patients with 
affective disorder—also may be signs of increased 
sympathetic nervous system activity. 

When the sympathetic nervous system is activated 
to release norepinephrine, heart rate increases through 
B-adrenergic receptors (usually accompanied by with- 
drawal of vagal tone) and blood pressure increases 
through a-mediated vasoconstriction. Our patients 
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had elevated plasma norepinephrine levels, a tachv- 
cardia, but not hypertension, and their levels of nor- 
epinephrine were susbstantially higher than those gen- 
erally found in nonpsychiatric patients with essent.al 
hypertension (285 pg/ml) (12). Since standing 1р 
caused the normal increase in diastolic blood pressure 
and in the percentage of increase in norepinephrine ia 
our patients, the baroreceptor reflex, including all the 
neuronal circuitry responding to orthostatic change, 
appears functionally intact. 

Recent studies on therapeutic antidepressant drugs 
have suggested the possibility of excess noradrenergic 
neurotransmission in depression. Chronic administ-<- 
tion of tricyclic antidepressants to animals is associat- 
ed in the brain with decreased tyrosine hydroxylese 
activity (13), decreased levels of norepinephrine (14, 
15), and some evidence for diminished turnover of 
norepinephrine, although this last point is controvz-- 
sial (2). We found previously (16) that antidepressant 
therapy with the MAOI clorgyline markedly lowers 
plasma norepinephrine in depressed patients. The lo- 
cus ceruleus is a possible site for mediation of both of 
these MAOI effects (i.e., relief of depressive symp- 
toms and lowered plasma norepinephrine), since clor- 
gyline decreases locus ceruleus neuronal firing, which 
decreases sympathetic nervous system outflow (17). 
With regard to our current data, it appears that 32- 
pressed patients have high plasma norepinephrine 
levels that, according to the prior study (16), may 
return to normal during therapeutic antidepresszat 
treatment, at least with the MAOI. However, in the 
present study the mean reduction in plasma norepi- 
nephrine levels of 14 depressed patients toward the 
end of hospitalization when they had improved or 
recovered and remained drug free was nonsignificant 
and, therefore, only suggests that norepinephrine lev- 
els normalize with recovery. 

Norepinephrine a-receptors are postulated to be 
supersensitive in depression (2, 4, 13, 18-20). Магі215 
antidepressant therapies (tricyclics, MAOIs, and 
ECT) appear to cause a downregulation of pre- and 
postsynaptic noradrenergic receptors in animals treat- 
ed chronically but not acutely (1—4, 21, 22). This effect 
may correspond temporally with observed clinical 
antidepressant effects (1—4). In depressed patients at 
least one group (18) found that the number of z- 
receptors on platelets is higher than in normal sub- 
jects, and that chronic tricyclic therapy decreases or 
downregulates the number of these receptors. 

Normally, adrenergic receptor sensitivity is regu_at- 
ed by the amount of neurotransmitter exposure: high 
levels of norepinephrine cause a downregulation, and 
low levels of norepinephrine cause receptor supersen- 
sitivity. However, depressed patients have high levels 
of circulating norepinephrine and high numbers. of 
platelet a;-receptors. This apparent paradox seems to 
be unique to a2-receptors, since В-гесеріогѕ on lym- 
phocytes in untreated patients with affective disorZer. 
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both manic and depressed, are appropriately subsensi- 
tive (23, 24). To extrapolate from plasma levels to the 
synaptic cleft is speculative, and, furthermore, all of 
these meas.irements have not been obtained from the 
same patierts. Thus, the major affective disorders may 
be associated with a defective a-receptor downregula- 
tory mechanism in platelets. 

High norepinephrine levels may be secondary to the 
stress effects of having major affective disorder, but 
recently Esler and associates (7) found normal levels 
of circulating epinephrine concomitant with high nor- 
epinephrine levels in depressed patients. The fact that 
our study irdicates a common biochemical abnormali- 
ty in all subgroups of the major affective disorders is in 
keeping with the concept of a single disorder and the 
previous suggestion of chronic hyperexcitability in 
both mania and depression (25). 
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Application of Biological Markers in Depression Secondary 


to Thyrotoxicosis 


' BY ZIAD KRONFOL, M.D., JOHN F. GREDEN, M.D., MARGARET CONDON, M.A., 
MICHAEL FEINBERG, M.D., PH.D., AND BERNARD J. CARROLL, M.D., PH.D. 





Biological markers of affective disorders have not 
been studied intensively in patients with secondary 
depression. An elderly woman with severe delusional 
depression secondary to thyrotoxicosis was 
monitored with weekly dexamethasone suppression 
tests (DSTs) and three sleep electroencephalography 
(EEG) evaluations. She received treatment only for 
her thyrotoxicosis, but her depression resolved 
completely. The serial DSTs were normal throughout 
her depression, consistent with the specificity of this 
test for primary endogenous depression. The sleep 
EEG erroreously suggested a diagnosis of primary 
depression but effectively monitored clinical 
improvement. Biological markers may have 
applicability in evaluating and monitoring patients 
with secondary depression. (Am J Psychiatry 
139:1319—1322, 1982) 


wo recent developments in clinical psychiatry 

include a revised nosology based on stándardized 
diagnostic criteria (1, 2) and the introduction of biolog- 
ical markers as adjuncts to clinical diagnosis (3, 4). In 
patients with affective disorder, the new classification 
includes the distinction between primary and second- 
ary depression (1) and the identification of an endoge- 
nous or melancholic subtype of depression (2. and 
DSM-III). Biological markers such as the dexametha- 
sone suppression test (DST) (3) and sleep electroen- 
cephalography (EEG) (4) have been introduced to 
identify specific subgroups of depression. These mark- 
ers, however, have not been studied intensively in 
patients with secondary depression. Such evaluations 
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are needed to test the validity of a particular nomen- 
clature or a particular biological marker. We describe 
the results of serial monitoring with the DST and sleep 
EEG in a patient with severe depressicn secondary to 
thyrotoxicosis. 


CASE REPORT 


Ms. A, a 67-year-old woman, was admitted to the hospital 
after a serious suicide attempt. Her psychiatric symptoms 
had started 9 months before with complaints cf anxiety. 
insomnia, lack of appetite, and loss of interest in her daily 
activities. Her local physician made a diagnosis of depres- 
sion and treated her with imipramine in doses up to 200 mg/ 
day. Three weeks later, because of lack of improvement, she 
stopped taking her medication. By the time of he- admission. 
she had lost 13 kg and had severe middle and lace insomnia, 
diurnal mood variation, social withdrawal, loss of reactivity. 
and serious suicidal thoughts. Ms. A aad »een hospitalized 
40 years earlier for a depression after the birth of her only 
child and had recovered completely. No information was 
available about her family history because she vas adopted. 

Ms. A's initial mental status examination revealed a timid 
and tearful elderly woman who had marked psychomotor 
retardation. She spoke in a low whisper-like voice, express- 
ing excessive and delusional concerns about -overty and 
lack of clothing. She was markedly depressed end ashamed 
of her condition, expressing guilt about пої be:ng able to 
socialize with her-neighbors. Her sensorium wes clear and 
her memory intact, although her attention span was some- 
what reduced. Her insight was impaired in tiat she was 
convinced lack of clothing was her only problem She had a 
score of 31 on the Hamilton Rating Scale for Depression (5) 
and 48 on the Brief Psychiatric Rating Scale (BPRS) (6). 
primarily because of depressive delusions and psychomotor 
features. 

Pertinent findings noted on Ms. A's physical examinazion 
at admission were a blood pressure of 150/35, a ~-egular pulse 
rate of 120 beat/min, and a smooth, velvety skin with no 
flushing or perspiration. She had moderate to severe muscle 
wasting, particularly around the neck area. Her thyroid 
gland was mildly enlarged and firm, with no palpable nod- 
ules. She had a fine tremor of her hands and minimal edema 
in her legs. Her deep tendon reflexes were all symmetrically 
exaggerated. She Пай no exophthalmos or ophthalmoplegia. 

Ms. A's admitting clinical diagnosis, which was supported 
by Research Diagnostic Criteria (2), was primary unipolar 
depression, endogenous subtype. After providirg informed 
consent, Ms. А, then drug-free for several weeks, was 
started on depression research protocol that included serial 
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FIGURE 1. Serial Monitoring of Thyroid Function (T4) and Related Changes in the Hamilton Rating Scale for Depression and the Brief, 
Psychiatric Rating Scale for a Patient with Depression Secondary to Thyrotoxicosis 
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Propylthiouracil, 600-800 mg/day 


i Propranolol. 40 — 60 mg/day 
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DSTs, sleep EEGs. and a complete medical evaluation 
including tests of thyroid function. Our initial plan was to 
treat Ms. A with tricyclic antidepressants or ECT following 
the diagnostic and research evaluation. Several days after 


admission, however. markedly abnormal laboratory results: 


were noted. Her T; uptake was 136% (normal. 86'7—114%) 
and her Ty was 28.1 Lg/dl (normal. 5-12 weg/dl). Нег TSH 
was less tham 1.5 U/ml (less than the assay could detect). 
Radioactive iodine up:ake after 2 hours and 4 hours was 
elevated. consistent with hyperthyroidism. A thyroid scan 
showed a slightly enlarged gland with no focal hot or cold 
areas. Her skull X-ray. EEG. and chest X-ray were normal. 
An ECG revealed only sinus tachycardia. 

When the thyroid function studies appeared. Ms. A's 
diagnosis was changed to thyrotoxicosis with secondary 
depression, the so-called "apathetic thyrotoxicosis” (7). 
Treatment was focused on the primary illness. and Ms. A 
received 600—800:mg/day of propylthiouraci! and 40-60 mg/ 
day of propranolol for several weeks. She was later given 
radioactive iodine (I) as a definitive treatment for thyro- 
toxicosis: With improvement in her thyroid status. she 
experienced slow. progressive improvement in her depres- 
sive symptoms, although no thymoleptic or neuroleptic 
drugs were used. Figure | shows serial Hamilton scale 
scores and BPRS scores along with serial monitoring of 
thyroid function (T4). Four weeks after restoration of normal 
thyroid function. Ms. A's sleep and appetite were markedly 
improved, her delusions were resolved. and her suicidal 
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FIGURE 2. Plasma Cortisol Concentrations Before and After Dexa- 
methasone Administration in a Patient with Depression Secondary to 
Thyrotoxicosis* 
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preoccupations had given way to interest in knitting and 
social activities. She remained euthymic throughout the 
remainder of her hospitalization despite transient changes in 
her thyroid l'unction in conjunction with '*'I treatment. She 


N Psychiatry 139:10, October 1982 


e TABLE 1. Sleep Measures? in a Patient with Depression Secondary to 
Thyrotoxicosis 





REM 





Sleep Delta 
Week of Efficiency Latency REM. Sleep 
Hospitalization (96) (min) Density (min) 
Week I 65 40 2.06 15 
Week 7 75 76 1.61 2.5 
Week 18 80 106 0.97 18- 





Each value represents the mean of two val.ies obtained on two consecutive 
nights. | 


continues to be in affective remission 13 months after her 
discharge from the hospital. 

Weekly DSTs performed duriag Ms. A's stay in the 
hospital were all normal (3). In contrast, as shown in figure 
2, her initial 11:00 p.m. predexamethasone plasma cortisol 
concentration was markedly elevated (17.87 wg/dl) (8). With 
improvement in her clinical cond:tion, her evening plasma 
cortisol concentration gradually decreased and eventually 
normalized. 

Sleep EEGs were recorded for two consecutive nights on 
three different occasions (table 1). The sleep records were 
scored according to the criteria of Rechtschaffen and Kales 
(9) and of Kupfer and associates (4). Based on normative 
data obtained by Duncan and associates (10), her sleep EEG 
at admission showed low sleep efficiency of 65% (normal, 
87.796*:1.196), short REM latency of 40 min (normal, 
71.2+4.9 min), high REM density of 2.06 (normal, 
1.8+0.10), and low delta sleep of 15 min (normal, 23.5+3.7 
min). These values, with the possible exception of delta 
sleep, reverted toward normal as Ms. A improved. 


DISCUSSION 


Because of the association of her depression with 
thyrotoxicosis, a phvsical illness often accompanied 
by psychological symptoms, Ms: А provides a good 
example of secondary depression (2). Although most 
research in biological markers has focused on primary" 
depressive illness, little is known. about the psycho- 
biology of secondary depression, partly because it is a 
very heterogeneous category (11). The concept of a 
secondary depression—in particular depression sec- 
ondary to physical illness—is nevertheless of consid- 
erable practical value, since it alerts the clinician to a 
myriad or physical conditions that can present with a 
depressive syndrome (12) and directs his or her atten- 
tion to the treatment of the primary condition, which 
in certain cases, as our case illustrates, may be all that 
is needed to improve the secondary depression. For 
biological markers to have widespread application in 
depressed patients, their utilitv and validity in patients 
with secondary depression must be determined. 

The admission DST results in the case of Ms. A are 
intriguing in view of her delusional depressive symp- 
toms and her markedly elevated nocturnal predexa- 
methasone plasma cortisol concentration, both of 
which are usually associated in melancholic patients 
with a high incidence of abnormal DSTs (8). However, 
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the nocturnal hypersecretion of cortiscl is less specific 
for the diagnosis of melancholia than the CST (3) and 
in our patient may have been related to the thyrotoxic 
state (13). Thus, the results of the DST in --is patient 
confirm the findings of Carroll and associates (3) that 
the DST is highly specific for the diagnosis of melan- 
cholia and accordingly did not ideatify this thyrotoxic 
patient. Although a normal DST does not necessarily 
exclude the diagnosis of melancholia and can never 
replace careful physical and laboratory screening, in 
Ms. A'scase it could have supported clinical concerns 
about the possibility of an alternate diagnosis. Further- 
more, her normal DST results suggest that the limbic- 
adrenocortical dysfunction characteristic of melancho- 
lia (14) might not be present, possibly implicating a 
different pathophysiological mechanism for her de- 
pression. | 

On the basis of her admission sleep. EZG, Ms. А 
would have been best diagnosed as suffering from 
primary depression, probably of the psychotic type 
(4). Sleep EEG changes reportedly associated with 
“medical depressives,"' notably the longer REM laten- 
су and lower REM density (15), were no: present in 
this patient. Furthermore, the gradual reversal of the 
sleep efficiency, REM latency, and REM density 
abnormalities with clinical improvement suggests that 
these measures were most closely associated with the 
depressive state and effectively monitored recovery 
from depression. As for delta sleep, it is usually high in 
hyperthyroidism (16) and low in primary depression 
(4). Thus, the low baseline delta sleep valus obtained 
in our patient seems to be more indicative of her 
clinical state of depression than of the associated 
thyroid condition. Delta sleep, however, may also 
decrease with age (17) and thus show little zhange with 
clinical improvement. 

The question of whether biological ma-kers of de- 
pression have applicability in secondary depression 
obviously cannot be answered from a single case 
evaluation. Serial monitoring in which patients with 
secondary depression serve as their own controls is, 
however, a powerful research strategy. On the basis of 
her sleep EEG records and baseline eve-:ng plasma 
cortisol concentration, this thyrotoxic patient with a 
secondary depression would have been erroneously 
diagnosed as suffering from primary depression. The 
DST did not support this conclusion. Although the 
thyrotoxic state may have confounded the results. the 
DST was more accurate than the other two tests in its 
specificity for the diagnosis of primary endogenous 
depression. Further studies of larger samples are now 
needed to assess the value.of differert biological 
markers in patients with secondary depression. 
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Three of 22 subjects in a study of neuroendocrine 
correlates of clinical change made serious suicide 
attempts, 2 of which were lethal. The suicidal 
subjects had significantly higher 24-hour urinary 
cortisol levels and significantly lower 24-hour urinary 
norepinephrine-to-epinephrine ratios than the 
nonsuicidal patients had. Although the cortisol 
finding confirms earlier reports, the norepinephrine- — 
to-epinephrine ratio finding is new. The results | 
support fhe concept that the clinical utility of 
neuroendocrine measures is enhanced by using a 
muitihormonal profile. (Am J Psychiatry 139:1323— 
1325, 1982) . 


D 


uicide is a multidetermined act. Attempts to pre- 
dict suicidal behavior or assess suicidal risk have 
generally “been based on analysis of demographic, 
historical, and mental status factors (1). Since Durk- * 
heim's classic work (2), thousands of detailed studies 
have explicated these variables. Despite the increased 
knowledge of risk factors, however, suicide remains a` 
major public health hazard and is a leading cause of 
death during the productive vears in industrialized 
nations (3). Therefore, new methods of identifying 
possible suicide victims are needed by the clinician. It 
is surprising that, until relatively recently, little work 
has been done to explore possible biological risk 
factors for suicide. Two notable exceptions are the 
work by Bunney and coworkers (4, 5) in.the field of 
neuroendacrinology and the work by Asberg and 
coworkers (6, 7) in the field of biogenic amines. 
Bunney and Fawcett (4) reported the first potential 
biological risk factor for suicide in 1965 when they 
described 3 patients in a population of 36 depressed 
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male and female inpatients. All 3 patiekts showed 
markedly higher mean 24-hour 17-hydroxyGorticoster- 
oid levels than the other patients in the study, and all 3 
eventually committed suicide. In a later study, they 
reported on 6 additional patients with suicidal behav- 
ior who also showed elevated mean 24-hgur 17-hy- 
droxycorticosteroid excretion (5). They postulated 
that this high excretion was a reflection cf general 
psychic distress. Subsequently, retrospective (8) and 
prospective (9) cortisol studies, post mortem studies of 
successful suicides (10), and psychological stedies of 
patients with Cushing's disease (11) have suggested a 
positive correlation between high cortisol levels and 
high suicide risk. А question has been raised, howev- 
er, concerning the longitudinal course of certicoster- 
oid fluctuations, since some patients have committed 
suicide with low cortisol levels measured irimediately 
before the event (12). 

The relationship between depression, saicidal be- 
havior, and biogenic amines has also been investigat- 
ed. Asberg and associates (6, 7) have presented com- 
pelling evidence of a correlation between low levels of 
the, serotonin metabolite 5-hydroxyindoleacetic acid ' 
(5-HIAA) in CSF and suicide risk in subjects with an 
endogenous depression. Interestingly. they reported 
an inverse correlation between CSF 5-HIAA and CSF 
cortisol levels in depresséd subjects, although this 
could be accounted for by a mutual dependence on 
body height. Despite this, they noted that a relation- 
ship may exist between serotonergic functions and 
cortisol levels. 

The rationale for including the norepinephrine-to- 
epinephrine ratio in our assessment was the hypothe- 
sis formulated many years ago by Funkenstein and 
associates (13) that a high ratio may be related to a 
characteristic tendency to direct anger outward and a 
low ratio related to directing anger inwarc. This hy- 
pothesis has received little attention for many years, 
but a recent study with prison inmates (14) reported а 
positive and enduring correlation between a high nor- 
epinephrine-to-epinephrine ratio and assaultiveness. 

In spite of a growing body of literature. these 
findings as yet lack the specificity necessarv for major 
clinical usage. Over the past year, 3 patients involved 
in a research protocol that measured neuroendocrine 
correlates of clinical change made serious suicide 
attempts. Two of these subjects died after jumping 
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TABLE 1. Statisticat Analysis of 24-Hour Urinary Norephinephrine-to-Epinephrine Ratios and Cortisol Levels of Suicidal and Nonsuictdal Р 

















Patients 
Suicidal Patients (N=3) Nonsuicidal Patients (N= 19) Student’s 
Determination Mean ^ SE Mean SE two-tailed t p 
; Norepinephrine-to-epinephrine ratios 
Mean ^ 1.23 0.68 3.12 0.79 3.89 .0009 
T High PLA 1.60 0.95 4.02 1.32 3.01 .007 
“Ком : 1.03 0.61 2.34 0.77 2.78 .01 
cai a (g/day)? : ` ў 
Меап 98.0 33.1 51.1 26.4 2.71 .01 
High . y 215.7 150.2 89.7 63.9 2.63 01 
Low 38.0 16.8 26.2 15.4 1.2 23 





«Values are based оп 3-8 samples (mean, 6.0) from suicidal patients and 2-10 samples (mean, 4.6) from nonsuicidal patients. 
*Values are baséd on 7-17 samples (mean, 10.0) from suicidal patients and 2-18 samples (mean, 6.7) from nonsuicidal patients. 


| 
from tall buildings fone 2 weeks after discharge and 
one after eloping from the ward). The third subject 
slashed both wrists and immersed himself in a bathtub 


on the маі; fortunately, he recovered. This unusually © 


high number of suicides from this unit was attributed 
in large part to a tremendous staff turnover after years 
of relative stability. Our clinical concern also height- 
ened our interest in analyzing our hormonal data. This 
paper represents an analysis of data from that study in 


our effort to elucidate a broader neuroendocrine pro- 


file as a possible гіѕх factor of suicide. 


METHOD 


Twenty-two male patients admitted on a voluntary basis to a VA 
medical center participated in the study after giving informed 
consent. The mean (+SD) age of the patients was 32 + 13 years. The 
patients were schizoph-enic (М№= 11), manic-depressive (N=2), 
schizoaffective (N=7), or unipolar depressed (N=2), as defined by 


Research Diagnostic Criteria (15). Patients with drug or alcohol - 


abuse or organic brain syndrome were excluded from the study. 
Subjects were medicated according to clinical indications with 
neuroleptics (N=21), antidepressants (N=3), and/or lithium carbon- 
ate (N=3). s 

We did 24-hour urinarv determinations of endocrine functioning, 
which were repeated at least every 2 weeks (more often if a change 
in clinical state was observed). The sampling was done for 4-20 
weeks until the subject was discharged. Sampling was not done on 
days of unusual physical exertion, e.g., ward outings. 

Free cortisol was determined on 24-hour urine collections by 
using a solid-phase radictmmunoassay kit (Gammacoat '**I Cortisol 
Radioimmunoassay Kit, Clinical Assays, Inc., Cambridge, Mass.). 
Norepinephrine and epinephrine were determined by using a ra- 
dioenzymatic assay method (CAT-A-KIT, The Upjohn Co., Kala- 
mazoo, Mich.). 


RESULTS 


Of the suicidal petients 2 were schizoaffective, de- 
pressed, and | was manic-depressive, mixed. The 
Temaining 19 patients made no suicide attempts or 
gestures. Table | shows the statistical analysis for both 
neuroendocrine measurements of the suicidal and non- 
suicidal subjects. Tne high and low values represent 
the mean of the single highest and single lowest value 
for each subject for each group; the mean value is the 


FIGURE 1. Mean 24-Hour Urinary Determinations of Endocrine 
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mean of all the samples for each group. The mean 
high, mean low, and mean norepinephrine-to-epineph- 
rine ratios are all significantly lower and the mean high 
and mean cortisol levels are both significantly higher 
in the suicidal patients. This pattern occurred during 
the time when the subjects were in the hospital, i.e., 
not immediately before the suicide attempt. The time 
between the last sample and the suicide attempt 
ranged from 1 to 3 weeks. Figure | shows the mean 24- 
hour urinary norepinephrine-to-epinephrine ratio and 
mean 24-hour urinary cortisol value for each patient. 
The 3 suicidal patients cluster by themselves in the 
region of low norepinephrine- to-epinephrine ratios and 
high cortisol levels. 


DISCUSSION 


The occurrence of extremely high cortisol levels in 
the patients who subsequently committed suicide 
agrees with the reports of Bunney and associates (4, 
5). Furthermore, it extends the finding to patients not 
suffering from a pure depressive illness. A close longi- 
tudinal inspection of cortisol levels in our patients 
indicates that there may be considerable fluctuation in 
levels at different clinical states. Although the mean 
high, mean low, or mean values (except for mean low 
cortisol) could be used for the discrimination in these 
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patiénts, further studies are needed to consider the 
longitudinal course of cortisol and norepinephrine-to- 
epinephrine ratio change. The presence, at least epi- 
sodically, of urinary free cortisol levels above 100 џе/ 
day appears to reflect a capacity for experiencing 
levels of extremely intense inner distress or psychic 
pain, which may or may not be clinically evident. 
The cortisol finding alone may not be highly specific 
for suicidal patients; however, the major implication of 
our study is that the predictive or discriminating 
potential of óne hormonal measure may be enhanced 
by combination with a second hormonal measure. In 
contrast to cortisol levels, the norepinephrine-to-epi- 
nephrine ratio showed very little fluctuation over time 
in the suicidal patients in this study. Although these 
preliminary results would appear to lend support to the 
Funkenstein hypothesis, much additional work is re- 
quired to establish the precise psychological correlates 
of this hormonal parameter. Plasma norepinephrine 
has been primarily studied as a biochemical index of 
overall sympathetic nervous system activity in depres- 
sive illness (16, 17); this work is largely an outgrowth 
of the catecholamine hypothesis (18) and, to our 


_ knowledge, is the first report of a correlation between. 


norepinephrine and epinephrine and suicide, although 
Brown and associates reported a correlation between 
CSF MHPG and suicide (19). 

The detection and prevention of suicide are con- 
cerns of all mental health workers. Although our 
findings lack immediate clinical validity, we hope that 
further data collection and refinement will lead to 
clinically applicable results. 
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Clinical Significance of the Interaction Between Lithium and a * 


Neuromuscular Blocker 


BY BARRY A. MARTIN, M.D., AND PATRICIA M. KRAMER, M.SC. 


Reports of delayed recovery from anesthesia by 
patients concurrently receiving lithium carbonate 
and a neuromuscular blocker have been followed by 
a recommendation to avoid such a combination and, 
hence, concurrent treatment with lithium and 
electroconvulsive therapy (ECT). The authors review 
the literature and their clinical experience with such 
a drug combination at one psychiatric hospital. They 
conclude that the clinical and experimental findings 
to date are insufficient to warrant proscribing the 
combination of lithium and ECT on the basis of 
possible potentiation of neuromuscular blockade by 
lithium. (Am J Psychiatry 139:1326—1328, 1982) 


tis now standard anesthetic practice to administer a 

neuromuscular blocking agent during electrocon- 
vulsive therapy (ECT) to prevent musculoskeletal 
injury (1). A delay in recovery from anesthesia in 
patients who were also taking lithium carbonate has 
been described in three single case reports in the 
anesthesiology literature (2-4). More recent reports 
(5-7) have drawn on these observations and concluded 
that the potentiation of neuromuscular blockers by 
lithium is of sufficient clinical significance to warrant a 
recommendation to avoid the combination if possible 
and, hence, to avoid concurrent treatment with lithium 
and ECT. Unfortunately, some patients who relapse 
while maintained on lithium may require ECT as 
adjunctive or emergency treatment. In these in- 
stances, avoidance of a potential drug interaction may 
unduly delay appropriate management. Therefore, we 
considered it necessary to examine the clinical signifi- 
cance of this potential drug interaction during the 
administration of ECT. We review the literature and 
the clinical experience with this combination in a 
series of patients at one hospital. 
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LITERATURE REVIEW 


Borden and associates (2) reported the case of a 58- 
year-old woman anesthetized for thoracotomy with 
300 mg of sodium thiamylal, 80 mg of succinylcholine, 
and, after 80% recovery of adductor pollicis twitch 
response, 4 mg of pancuronium bromide. Her twitch 
recovery was only 80% 3 hours later (normal recovery 
is 90% within 1 hour). Her serum lithium concentra- 
tion was 0.9 mEg/liter. The twitch response recovered 
fully after the patient was given atropine and neostig- 
mine methyl sulfate. This report did not indicate that 
the delayed twitch recovery was of any significance to 
the clinical status of the patient. 

Jephcott and Kerry (3) reported the case of a 64- 
year-old woman whose spontaneous respiration re- 
turned as expected but who could not be roused for 
over 2 hours after ECT. The anesthesia had been 
induced with 60 mg of sodium methohexitone followed 
by 30 mg of suxamethonium bromide. Her serum 
lithium concentration was 3.4 mEg/liter. A course of 
ECT was uneventful after restoration of nontoxic 
lithium concentration. In the presence of severe lithi- 
um toxicity, it would appear that potentiation cf 
neuromuscular blockade was not the principal cause cf 
delayed recovery in this case. 

Hill and associates (4) reported the case of a 38- 
year-old woman who weighed 320 pounds, was in 
active labor at 38 weeks géstation, and in whom 
anesthesia for cesarean section was induced with 350 
mg of thiopental, 0.5 mg of pancuronium bromide, and 
150 mg i.v. of succinylcholine followed by a succinyl- 
choline drip (approximately 320 mg total over 120 
min). She remained apneic for 4 hours, with peripheral 
nerve stimulation showing signs of possible, but not 
definite, phase 2 block. Her serum lithium concentra- 
tion was 1.2 mEg/liter. Serial blood gas measurements 
were not reported, so the possible contribution of 
overventilation to the prolonged apnea could not be 
determined. 

The case reports were followed by a few experi- 
ments on animals. Hill and associates (4) reported the 
potentiation by lithium carbonate of neuromuscular 
blockade induced by succinylcholine in dogs. Six dogs 
were anesthetized; three served as controls and three 
received three doses of succinylcholine (0.03, 0.1, and 
0.3 mg/kg i.v.). Muscle twitch height was recorded 
after each dose and returned to control level, followed 
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» by *à 30-min interval before the next dose. The next 
day the three animals were infused with lithium car- 
bonate. (1 mg/kg per minute) for 60 min, and their 
serum lithium concentrations reached 3. 10+0. 11 mEq/ 
liter. Their serum lithium declined to 1.63+0.06 mEq/ 


liter at 1 and 2 hours after lithium infusion. Immediate- . 


ly after, lithium infusion, succinylcholine was given 
intravenously i in the same three doses. Compared with 
the prelithium infusion times, return of twitch height 
depression to 5096 of the control level was delayed by 
a range of 2.7 to 18.5 min and to 100% of the control 
level by a range of 3.3 to more than 93 min iri one 
animal. Although the authors state that the plasma 
lithium levels obtained in the dogs were comparable 
with those in patients on oral therapy, the experimen- 
tal protocol began at serum concentrations well into 
the toxic range. The methodology of this study was 
repeated to demonstrate that lithium also prolonged 
the duration of blockade produced by decamethonium 
and pancuronium but not that produced by d-tubocu- 
rarine or eallamine (8, 9). Basuray and Harris (10) also 
reported the prolongation of blockade induced by d- 
tubocurarine after lithium infusion in cats; however, 
the serum lithium levels in their study were 5. К 04 
mEgliter. 

Thus, lithium has been reported to potentiate both 
the depolarizing (i,e., succinylcholine) and nondepo- 
larizing i.e., pancuronium) classes of neuromuscular 
blockers. In order to acquire data on the frequency 
and clinical significance of this drug interaction in a 
large series of electroconvulsive treatments, we re- 
viewed the clinical experience over 5!/» years at one 
psychiatric hospital. 


METHOD. 


The records of all patients who received ECT and lithium concur- 
rently at the Clarke Institute of Psychiatry between January 1974 
and June 1979 (N17) were reviewed. Data summarized from the 
medical records of these patients included demograpaic informa- 
tion, diagnosis, anesthetic, neuromuscular blocker and lithium 
doses, serum lithium levels, number of electroconvulsive treat- 
ments, electric stimulus parameters, and treatment complications. 

ECT was administered initizlly with a Bexco model B machine 
(sine wave stimulus averaged 200 volts with a duration of 0.25-1.20 
sec) and later with a МЕСТА model C machine (constant 800 mA 
pulsatilé square wave stimulus with a frequency of 50 to 70 Hz, 
pulse width of 0.75 to 1.5 msec, and duration of 1.0—2.0 sec). АП 
patients were anesthetized with sodium thiopental and succinylcho- 
line was the muscle relaxant. 


RESULTS 


During the period reviewed, 766 patients were treat- 
ed with ECT and 17 (2:226) were taking lithium at the 
same time. Those 17 patients received from one to 
seven electroconvulsive treatments while taking lithi- 
um (total of 78 treatments for the group). The mean 
ages were 20 years (range, 21—41 years) for the 6 men 
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TABLE 1. Summary of Treatment Data for 17 Patients Receiving ECT 
and Lithium at the Same Time 








Lithium Serum 
Number Dose Lithium 
of Succinylcholine Range Number cf Range 
Patients? Dose (mg)* (mg/day) Treatment  (mEg/liter) 
4 30 900-1500 16 0.30-1.4z 
9 40 300—3000 15 0.50-:.30 
12 50 300-2100 26 0.12-1.23 
7 60 300-2100 7 0.60-1.10 
1 70 ' 1800 1 1.30. 
3 80 300-2100 3 0.63-0.95 
3 100 1200-2100 5 0.94—1.05 
2 110 900-1200 2 0.60—0.95 
1 150 1200 1 0.98 
1 160 1800 1 0.91 
1 200 _1800 1 0.98 





*The total number of patients is more than 17 because octients received 
varying dosage combinations during the cours2 of treatment. 
*Dosage range, 0.47-2.01 mg/kg of body weigh-. 


and 43 years (range, 22—70 years) for the 11 women. 
The primary diagnosis for all patients wzs affective 
disorder; only 1 patient. was о as schizoaffec- 
tive. : 
. Table 1 presents the doses of succinylcholine used 
and the range of daily doses of lithium car»onate that 
the patients were receiving on the day of the anesthet- 
ic. A succinylcholine dose ranging between 30 and 60 
nig was used in 82% of the treatments; these doses 
were typical of those uséd for this procedure in all 
patients treated at this hospital. The lithium dose 
ranged between 900 and 1800 mg/day at the time of 56 
(72%) of the treatments. A mean of -hree serum 
lithium levels was recorded for each райе 1: during the 
course of ECT. All samples were taker during or 
within 1 day. of starting or comoleting the course of 
treatment except for 1 patient who started lithium just 
before the final treatment. The serum мит level 
ranged between 0.6 and 1.20 mEq/liter in 68% of the 
samples taken. There were no instances of “oxic serum 
lithium levels. 

No observations of unusually prolonged recovery 
from the anesthetic or muscle relaxant hai been noted 
on any treatment record. 


DISCUSSION 


Although the potentiation of netromuscular 
blockers by lithium has been demonstrated experimen- 
tally in animals, the clinical significance 5f this phe- 
nomenon for patients anesthetized for ECT is ques- 
tionablé. The case reports of untoward sequelae to 
date have been atypical, clinically insignificant, or 
unrelated to drug interaction. The serum lithium levels 
in the animal studies are not comparable to those 
found in patients coming for ECT, who Fzd fasted for 
approximately 8 hours. 

Our series, although small, contained ro instances 
of significantly delayed recovery from anesthesia, 
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despite the high doses of succinylcholine used during 
some procedures. Larger numbers of patients would 
be required to determine the actual frequency of 
prolonged neuromuscular blockade that might be at- 
tributable to lithium potentiation. Nevertheless, the 
clinical and experimental findings to date are insuffi- 
cient to warrant proscribing the combination of lithium 
and ECT on the basis of possible neuromuscular 
blockade potentiation. Certainly, serum lithium mea- 
surement should precede a course of ECT and be 
repeated as clinically indicated to avoid toxic concen- 
trations. The principal determinant for the use of this 
or any other combination of treatments should be 
whether the combination offers sufficient advantage 
over the agents used singly. 
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' Interaction Between Antidepressants and Perphenazine in 


Psychiatric Inpatients 


BY MARKKU LINNOILA, M.D., PH.D., LINDA GEORGE, PH.D., AND SALLY GUTHRIE, PHARM.D. 


In a study of 99 patients receiving amitriptyline or 
nortriptyline alone and 60 patients receiving one of 
these antidepressanis in combination with 
perphenazine, the patients receiving the combination 
medication had up to 70% higher antidepressant 
plasma levels than patients receiving the 
antidepressant alone. The groups did not differ 
significantly in sex, age, smoking behavior, or 
antidepressant dose level. Due to the possibility of 
side effects from such combination medication, the 
authors recommend that depressed patients not 
responding to the tertiary amine tricyclic 
antidepressants receive a trial of high doses of the 
drugs before antidepressant-neuroleptic 
combinations are administered. (Am J Psychiatry 
139: 1329-1331, 1982) 


or patients suffering from a primary major affec- 
tive disorder, therapeutic plasma levels for imip- 
ramine and nortriptyline have been well defined (1-7). 

Several neuroleptics have been reported to inhibit 
the metabolism of imipramine (1) and amitriptyline (8). 
Perphenazine is probably the neuroleptic most com- 
monly used in combination with tricyclic antidepres- 
sants, since it is a component of a fixed-dose combina- 
tion preparation with amitriptyline. 

Perphenazine (9, 10) has been reported to inhibit the 
biotransformation of imipramine and nortriptyline in 
man. However, this finding was disputed in an experi- 
ment in which the dose of perphenazine (4 mg t.i.d.) 
was similar to that often used in combination with 
antidepressants (11) and the clearances of nortriptyline 
and its major metabolites were directly measured. 
Because of the popularity of the combination of per- 
phenazine and amitriptyline, it is important to solve 
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this controversy by expanding the data b-se concern- 
ing pharmacokinetic perphenazine-antidepressant in- 
teractions. 

The present report concerns a study of interactions 
between perphenazine and the antidepressants ami- 
triptyline and nortriptyline in psychiatric inpatients. 


METHOD 


The 159 patients had a primary diagnosis of depre: sive disorder as 
defined by DSM-II. They were treated as inpetien's in the depart- 
ment of psychiatry at Duke University Medical Certer during the 
years 1976 to 1980. The mean age of tke patients «as 42.3 years: 
69% of them were women. Forty-six percent were · mokers. The 99 
patients in the control group received amitriptyline zr rortriptyline 
alone, and the 60 patients in the experimental group received one of 
the antidepressants in combination with perphemazine. Patients 
receiving drugs other than benzodiazerines, chloral hydrate. and 
antipyretic analgesics were excluded. 

To qualify for the study, a patient had to have received the same 
dose of an antidepressant alone or in combination wath a stable dose 
of perphenazine for a minimum of 10 days. The an depressant and 
perphenazine doses were not fixed, and patents receiving their 
medication either as a single daily dose ог in divid2d doses were 
included in the study. Venous blood sar ples were drawn inte clean 
glassware 10 hours after the previous dose of tric7zlic antidepres- 
sant. Plasma amitriptyline and/or nortrip:yline levels we-e measured 
using a standard gas chromatographic p-ocecure (12). 

The purpose of the analysis was to determine whether blood 
levels of combined amitriptyline and nortriptvline zr nortriptyline 
alone differed significantly depending ən whethe- a patient was 
concurrently receiving perphenazine. In order to me «e this compari- 
son, it was necessary to verify that extraneous varzbles, i.e., sex, 
age, smoking behavior, and antidepressant dose level, did not 
account for differences in plasma levels between #аг experimental 
and control groups. 

Because the sample size was relatively small. an analysis of 
covariance was not possible. Instead, correlations were calculated 
to determine whether group membership was signi" cantly ccrrelat- 
ed with any of the extraneous variables. In these cc-relations group 
membership was coded as a dichotomous "dum" variable in 
which ''0'* represented control group membership anc ‘‘I"’ repre- 
sented experimental group membership. The zorreiations between 
sex and group membership, and smoking behevior and group 
membership, were calculated using the phi co2ffictent, as is appro- 
priate for correlations between dichotomous variatks. The remain- 
ing correlations were calculated using point-biseriz: coefficients. as 
is appropriate when a dichotomous va-iable ‘i.e., group member- 
ship) is correlated with interval or ratio measures &.2., age, antide- 
pressant dose) (13). 

Finally, Pearson's correlation coefficients werz ccmputed be- 
tween the dose of perphenazine and the antidepressant dose and 
plasma levels. | 
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RESULTS 


Of the 60 patients in the experimental group, 41 
(68%) were women. The mean age of the group was 
42.7+7.6 years. Twenty-five subjects (4196). were 
smokers, The mean doses of amitriptyline and nortrip- 
tvline were 157+33 mg and 7621 mg, respectively. 

Of the 99 patients in the control group, 69 (70%) 
were women. The mean age of the group was 42.0+9.2 
years. Forty-nine (49%) were smokers. The mean 
doses of amitriptyline and nortriptyline were 15938 
mg and 7620 mg, respectively. 

The correlations between group membership and 
the extraneous variables of sex, age, smoking behav- 
icr, and antidepressant dose level ranged in value from 
—.19 to .17, and none attained statistical significance. 
This finding indicates that none of the potentially 
confounding variables differed significantly between 
the experimental and control groups. Thése results 
justified a comparison of antidepressant plasma levels 
across the experimental and control groups without 
additional statistical controls. 

Separate analyses were performed for amitriptyline 
and nortriptyline. The number of subjects in the ex- 
perimental and control groups differed somewhat de- 
pending on the antidepressant under examination. For 
amitriptyline, the experimental group's (N=27) mean 
plasma combined amicriptyline and nortriptyline level 
was 120.7 ng/ml, and the control group’s (N=39) mean 
was 74.1 ng/ml. These means differed significantly 
from each other (F=7.60, p= .008). The same pattern. 
al:hough less dramatic, was true for nortriptyline. The 
experimental group's (N33) mean plasma nortripty- 
line level was 62.4 ng/ml, and the control group's 
(N60) mean was 45.6 ng/ml. The difference between 
these means маѕ statistically significant (F=3.56, 
p«.05). These results support the hypothesis that 
plasma levels of amitriptyline and nortriptyline will be 
significantly higher among persons receiving. perphe- 
nazine in addition to the antidepressant. The amitrip- 
ty.ine/nortriptyline plasma level ratio in the experi- 
mental and control groups wás 1.63 and 1.13; re- 
spectively. This difference was not RAN signifi- 
cant. 

The mean (X SD) p2rphenazine dose was 9.8+3.2 
mg/day. The correlation coefficients between individ- 
ual perphenazine dose levels and amitriptyline and 
nortriptyline dose levels were .22 (p<.05) and .23 
(p<.05), respectively; and those between perphena- 


zine dose levels and amitriptyline and nortriptyline : 


plasma levels were .24 (р=.0001) and .27 (р=.01), 
respectively. These results suggest that the'antidepres- 
sant plasma levels at a given antidepressant dose level 
were primarily related :o the presence or absence, and 
not to the dose level (within the present range), of 
perphenazine. The interaction of smoking and taking 
perphenazine did not significantly affect plasma anti- 
depressant levels. The inhibition ‘of antidepressant 
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metabolism produced by perphenazine overrode any 
induction produced by smoking. 


DISCUSSION 


The main finding of the present study was that the 
patients receiving amitriptyline or nortriptyline in 
combination with perphenazine had up to 7096 higher 
antidepressant plasma levels than patients receiving 
the antidepressants alone. 

Our findings agree with the reports of Gram and 
Fredrickson-Overo (9, 10) and contradict the findings 
of Kragh-Sorensen and associates (11). Therefore, a 
majority of the published data supports the notion that 
the combined administration of even low doses of 
perphenazine with the tricyclic antidepressants leads 
to a large increment of antidepressant plasma levels. 
In the case of the tertiary amines amitriptyline (14) and 
imipramine (1—3), an increment in the plasma level can 
lead to a favorable therapeutic outcome. However. 
administering the combination of an antidepressant 
and perphenazine exposes patients to a risk of side 
effects produced by the neuroleptic that can be occa- 
sionally devastating (tardive dyskinesia). On the basis 
of the existing data, we recommend that depressed 
patients not responding to the tertiary amine tricyclic 
antidepressants (patients suffering from delusions may 
be an exception) (15, 16) receive a trial of high doses of 
the drugs before antidepressant- -neuroleptic combina- 
tions are.administered. 

Another comment is warranted concerning the abso- 
lute levels of combined amitriptyline and nortriptyline 
encountered in the present study. In the control group 
they were significantly lower than those previously 
reported by two groups of investigators who studied 
patients receiving comparable dose levels of amitrip- 
tyline (17-19). This result may be due to the fact that 
the department of psychiatry at Duke is a tertiary-care 
facility and most of the patients have previously been 
nonresponders, possibly for pharmacokinetic reasons. 
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Consumer Evaluation of a Community Mental Health Service, 


I: Care Delivery Patterns 


BY LAURENCE S. LOREFICE, M.D., M.P.H., JONATHAN F. BORUS, M.D., AND CAROLYN KEEFZ, M.S.W. 


There is a need for improved evaluation of 
community mental health services. The authors 
present a multidimensional consumer evaluation of 
the delivery system aspects of services provided at a 
community-run heaith center. The findings 
demonstrate that consumer evaluations can provide 
meaningful data to administrators concerning the 
ongoing delivery of care and can help them plan 
patterns of practice for the future. (Am J Psychiatry 
139:1331-1334, 1982) | 


here is both pressing scientific need ard growing 
governmental demand for improved evaluation of 
community mental health services if public support for 
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them is to continue (1). It seems apparent that the 
satisfaction of patients who receive treatment in com- 
munity-based settings should be an inportant aspect 
of service evaluation (2, 3); however. consumer evalu- 
ations of services performed to date have -eported that 
65% to 100% of the patients surveyed vere satisfied 
with their mental health services. The high levels of 
reported patient satisfaction have led to questioning of 
the value of consumer evaluations that have focused 
mainly on very general questions—e.g , "Are you 
satisfied with these services?" ''Would you recom- 
mend them to others?" For such evaluations to be- 
come more useful for planning program policies and 
services, there is need for a multidimensional exami- 
nation of patient satisfaction, with specifiz exploration 
of the patient's views of the clinical and administrative 
aspects of his or her care. 

This paper reports such a multidimensi»nal consum- 
er evaluation of services. In this repor we will de- 
scribe the study and the consumers’ evaluations of the 
deliverv system aspects of their care; in another 
report, we will look at the patients’ evaluations of 
various aspects of the clinical services they received 
(1982 paper submitted for publication). 

This study was performed in the mental health and 
social services division of a free-standing. community- 
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run health center that provides mental health services 
as part of primary health care to an Italian-American, 
inner-city neighborhood. 


METHOD 


All patients registered with the division for the 2-year period (July 
1976-June 1978) before the beginning of the study composed the 
study sample (N=371). One hundred ten of these patients were still 
in treatment at the divisicn (active patients) and 261 were no longer 
in treatment (inactive patients) when the study began in July 1978. 

We used a patient questionnaire that we developed specifically for 
this study. To avoid revealing potentially stigmatizing identification 
of inactive patients to relatives not aware of their past treatment, the 
health center instructed us to first telephone each inactive patient to 
explain the purpose of the questionnaire and gain their permission 
before mailing the questionnaire to their home. АП inactive patients 
were telephoned at least once; an average of 4 day and evening calls 
were made to those who never were successfully contacted. Inac- 
tive patients who agreed to complete the questionnaire but did not 
return it were followed up by both phone calls and letters to 
encourage their participation. Italian-speaking patients and English- 
speaking patients with poor reading abilities were assisted in com- 
pleting the questionnaire by bilingual staff who had no relation to 
their clinical care. 

We developed a second questionnaire for clinicians to ascertain 
the diagnosis of both their active and inactive patients, their 
assessment of the helpfulness of treatment to each patient, and the 
stage of treatment at which each inactive patient stopped coming for 
treatment. 


RESULTS 
Characteristics of Active and Inactive Patients 


Eighty-one (73.6%) of the 110 active patients com- 
pleted the questionnaire. Of the 29 active patients who 
did not respond, 2 were never contacted due to the 
infrequent nature of their appointments, 4 agreed to 
complete the questionnaire but did not return it despite 
several reminders, 9 refused to complete the question- 
naire (these were primarily Italian-speaking patients 
who did not want to discuss the questionnaire with an 
interpreter), and the final 14 were unable to complete 
the questionnaire because, according to their clini- 
cian's assessment, it v/ould be too stressful in view of 
their current emotional impairment. 

Although only 85 of :he 261 inactive patients (32.6%) 
completed the questionnaire, most (N=106) of the 176 
inactive patients who did not respond could never be 
contacted by telephone to request their participation in 
the study. Approximztely half of this nonreachable 
group had disconnected phones, unlisted numbers, or 
no telephone service at all; the other half never 
answered the phone. Therefore, of the 155 inactive 
patients who were reached to request their participa- 
tion, 85 (54.8%) did respond with a completed ques- 
tionnaire, 26 (16.8%) agreed to complete the question- 
naire but did not returz it in spite of reminders, and 44 
(28.4%) refused to complete it. 

Respondents and nonrespondents were compared 
by age, sex, language, diagnosis, treatment outcome, 
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and the stage of treatment when inactive patients * 
stopped coming (the latter three assessments were 
made by their therapists) to see if respondents were 
representative of the entire sample. Because the two 
groups may differ and because the method of data 
collection differed for the active and inactive patient 
groups, comparisons were done separately for active 
and inactive patients. 

Active repondents did not differ significantly from 
active nonrespondents on the variables of age, sex, 
language, diagnosis, or treatment outcome (chi-square 
analysis). | 

The inactive respondents did not differ significantly 
from the inactive nonrespondents in terms of age, 
diagnosis, or treatment outcome. However, the inac- 
tive respondents did contain significantly more women 
(х2=6.43, df=1, p=.011), more patients who remained 
through later stages of treatment (y^—10.11, df=3, 
p=.018), and fewer patients who spoke Italian only 
(х2=6.47, df=1, p=.009) than the inactive nonrespon- 
dent subsample. This underrepresentation of'inactive 
men, those who spoke only Italian, and those who left 
treatment early is a major limitation of our study, 
particularly because those inactive patients who left 
treatment early seem more likely to have been dissatis- 
fied with the care they received than those who left at 
a later stage of treatment. 


Delivery System Evaluation 


Active and inactive respondents were examined 
separately and in combination to assess their views of, 
and satisfaction with, the delivery system aspects of 
their care, as displayed in table 1. Like its predeces- 
sors in other settings, this study shows a high level of 
genera] satisfaction with the care received. However, 
the more specific findings concerning satisfaction with 
the care delivery practices provide relevant data for 
program administrators planning future services. We 
will review these findings and illustrate some of the 
planning options they suggest. 

Question 1 shows that only 5.496 of the patients 
were referred for mental health care by private, non- 
health-center physicians. Since 4095—5096 of the com- 
munity receive their general health care from such 
local physicians and few can afford private mental 
health care, this finding suggests a need for the mental 
health and social services division to reach out to local 
physicians to educate them about the services avail- 
able and to make them feel more comfortable in 
referring patients to the division. Because part of the 
local physician's resistance to referring a patient for 
mental health care might be his or her fear of losing 
patients to the medical providers in the health center, 
such outreach would have to assure the return of the 
patient for medical care to the referring private physi- 
cian (4). 

Questions 2 and 3 demonstrate that 37.9% of the 
patients would not have sought mental health care if 
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* TABLE 1. Evaluation of Delivery System Aspects of Community Mental Health Care of Active and Inactive Patients? 

















Active Inactive Comparison of 
АП Patients Patients Patients Active and Inactive 
(N=166) (N=81) (N=85) Fatients^ 
Questionnaire Item N % N % N % ж? р 
I. Why patient sought саге at the mental health and social 
services division (respondents were instructed to 
choose as many as applied) 
Recommended by family or friend 47 28.3 25 30.9 22 259 0.397 .535 
Recommended by private doctor 9 5.4 5 6.2 4 4.7 7.003 .950 
Recommended by community mental health center staff 38 22.9 13 16.0 25 29.4 3.463 .063° 
Сопуепіепсе 82 49.4 33 40.7 49 57.6 4.063 .043¢ 
Cost 29 17.5 9 Ii 20 23.5 3.66 .055< 
Reputation in community 29 17.5 14 17.3 15 17.6 2.017 .898 
Other . 20 12.0 11 13.6 9 10.6 0.119 .730 
2. Patient would have gone elsewhere for саге if there had 
been no mental health services at the health center 100 — 62.1 55 71.4 45 33.6 4.751 .029ч 
3. Patient did not seek mental health care before because 
money was а factor 51 33.3 21 30.0 30 36.1 0.395 .528 
4. Patient continued in treatment with the same worker 
‚ whom he or she saw on the intake visit 123 76.4 57 734 66 79.5 0.602 .438 
5. If patient did not continue with the same worker whom 
he or she saw on the intake visit, patient would have 
preferged to have continued with that worker 31 62.0 18 75.0 13 62€ 1.456 .228 
6. Appointments were held during “he best time of day for 
patient 148 92.5 74 97.4 74 88.1 3.659 .054« 
7. Patient had to wait too long for the first appointment 9 5.6 4 5.3 5 6.0 0.024 .877 
8. Patient's appointments were often cancelled by worker 10 6.3 8 10.3 2 2.5 2.873 090" 
9. Patient liked the fact that health and mental health 
services are offered and lozated in the same building 138 90.8 66 95.7 72 86.7 2.5€2 .107 
10. Treatment helped the patient feel 2.055 358 
Much better 71 45.2 36 48.0 35 427 
A little better 65 41.4 32 427 33 40.2 
No change or worse 21 13.4 7 9.3 14 17.: 
I1. If person came for help for his or her child, child's 
problem became 1.426 .491 
Much better 15 441 7 412 8 471 
A little better 13 382 8 470 5 29.4 
М№о сһапре ог могѕе E 6 17.7 2 11.8 4 233 
12. Patient would seek treatment at the mental health and 
social services division in the future 135 85.4 70 946 65 77.4 8.047 0054 
13. Patient would refer a relative, friend, or neighbor to the 
__ division 139 89.7 68 91.9 71 87.7 0,352 547 








*The percents in questions 2-13 are based on numbers less than the Ns of 166. 81. and 85 »ecause not all patients responded to each que3z оп. 
béf=1, except for questions 10 and 11, where the inactive anc active patients were compared across all three variables (df=2). 


‘Inactive patients were significantly more likely to answer yes to this question. 
"Inactive patients were significantly less likely to answer yes to this question. 


such services had not been provided at the health 
center and that a third of the patients had held off going 
for treatment at an earlier pcint because they thought 
they could not afford care. These are important data 
for health center administrators to examine as they 
contemplate charging a fee for mental health services 
(no fee was being charged at the time of the study). In 
addition, the data can support future applications for 
government or foundation funding because they con- 
firm that the mental health and social services division 
was providing care to a population who ordinarily 
would not receive it without the health center’s pro- 
gram. 

That only 5.6% of the patients felt they had to wait 
too long for their first appointment (question 7) sup- 
ports the division's policy of having an intake clinician 
available to meet the patient when he or she first 
appears. Questions 4 and 5 demonstrate that the 


division's care delivery plan of having patients contin- 
ue into treatment with the same clin.cian whom they 
saw on their first visit is implemented in 76.4% of 
cases and is the model preferred bv patients: 6296 of 
those patients who did not continue wit- their intake 
worker would have preferred tc have dare so (5). 
Although the administrators had expected that more 


- evening hours would be needed, the vast majority of 


patients (92.596) were satisfied with the time of their 
therapeutic sessions (question 6). Those respondents 
who felt that their appointments were not at the best 
time of day were evenly divided in their preference for 
more morning, afternoon, or evening times. In terms 
of future planning, however, the admin:strators must 
consider the possibility that those patients who require 
evening hours or are dissatisfied with current practices 
may never have sought help at the center or may be 
overrepresented in the nonrespondent g-oup. In addi- 
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tion, they should also be concerned with the finding of 
question 8 that a small but important percentage of 
active patients (10.326) felt that there were too fre- 
quent cancellations of therapy sessions by their clini- 
cians. 

As seen in question 9, most patients (90.8%) liked 
the fact that their mental health services were provid- 
ed in the same setting as their general health care. This 
finding supports our previously proposed hypothesis 
that a coordinated health-mental health delivery sys- 
tem at the primary care level is preferred by patients 
(6). Those inactive patients who did not like the fact 
that the health and mental health providers were in the 
same building were significantly more likely to report 
being worried about confidentiality (ҳ2=6.941, df=1, 
p.008) and about what others would say if they knew 
they were coming for mental health services 
(222.987, df=1, p=.085). Hence, for a minority of 
patients, the convenience of coordinated care may be 
outweighed by their concerns about privacy. 

Questions 10—13 show that the vast majority of 
patients felt that their own (86.695) or their child's 
(82.3%) treatment was helpful, that most (85.4%) 
would seek mental health care at the health center in 
the future, and that 89.726 would refer a friend, 
relative, or neighbor to the division. Although there 
were no significant differences in the responses of 
active and inactive patients concerning the helpfulness 
of treatment or their comfort in referring others for 
care, inactive patients were significantly less likely 
than active patients to say they would return for 
treatment in the future. Inactive patients also reported 
they were less likely than active patients to have 
sought mental health services elsewhere if none were 
available at the health center and more likely to have 
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L] 
been referred to the division by other health center 
staff. These data suggest that the inactive patients may 
have sought help from the health center for a com- 
plaint that they considered to have a physical etiology 
and were therefore less motivated originally to seek 
mental health care. Such data suggest that future 
training of the health center's medical staff may be 
needed to help them effectively educate such patients 
about mental health services to increase the probabili- 
ty that those referred for such care are motivated to 
use И. 


CONCLUSIONS 


Although this study has its limitations, it demon- 
strates that consumer evaluations can provide mean- 
ingful data to administrators concerning the ongoing 
delivery of care and help them plan patterns of prac- 
tice for the future. 
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' Mad or Bad? Some Clinical Considerations in the Misdiagnosis 
of Schizophrenia as Antisocial Personality Disorder 


BY SHELDON TRAVIN, M.D., AND BARRY PROTTER, PH.D. 





Same clinicians tend to misdiagnose schizophrenia 
when there is accompanying antisocial behavior, 
thus depriving the patient of appropriate treatment. 
Four factors appear to contribute to this 
misdiagnosis, the most important of which is the 
nature of the interaction between examiner and 
examinee. The authors present a case illustration 
and discuss the implications for treatment. (Am J 
Psychiatry 139:1335—1338, 1982) 





patient's manifest antisocial behavior can.cause 

the examining clinician to fail to diagnose more 
severe underlying psychopathology such as schizo- 
phrenia. It is our impression, based on clinizal experi- 
ences and colleagues’ reports, that this type of misdi- 
agnosis occurs more frequently than is generally ac- 
knowledged. A variety of factors contribute to the 
clinician’s being misled, but a crucial and often under- 
emphasized one is the nature of the interaction be- 
tween examiner and examinee. The diagnostic catego- 
ry of antisocial personality is considered by many 
investigators to be composed of heterogeneous sub- 
groups (1); this paper focuses on the manipulative, 
aggressive, and hostile types often seen in court clinics 
or correctional settings. 
` The correct identification of the more malignant 
component of the presentation (schizophrenic disorder 
vs. antisocial personality) is not only important for 
clinical precision but has relevance in the climate of 
present mental health trends. Rapid deinstitu- 
tionalization has, in effect, caused the criminal justice 
system to take on some of the burdens and responsibil- 
ities formerly assigned to the state mental hospital 
system. Although questions of methodology have been 
raised (2, 3), different authors (4-8) have suggested 
that there are higher rates of arrest for criminal behav- 
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ior among the discharged mentally ill than in the 
general population. Steadman and assoc ztes (9. 10) 
and Rabkin (3) attributed this to whet seems to be an 
increase in the number of people in mental hospitals 
who have a criminal arrest history. Сопу >гѕеју, there 
is growing recognition of the large numbe- of mentally 
ill inmates in our prison system (11—13). One can infer 
that these mentally ill offenders are shunied back and 
forth between the criminal justice and mental health 
systems. What emerges in the interface of the two 
systems is an underlying confusion as to whether the 
person is sick or criminal (mad or bad): s the person 
antisocial or schizophrenic? The clinician may react at 
times as if the two conditions are mutually exclusive. 

There is a dearth of literature on tne possible 
connection or interrelatedness between antisocial per- 
sonality and schizophrenia. Milburn and Goff (14), in 
an expansion of Hoch and Polatin's concept (15) of the 
pseudoneurotic schizophrenic, introduced the term 
"pseudoneurotic schizophrenia." They 3escribed pa- 
tients whose marked anxiety is expressed in antisocial 
behavior that can mask underlying schizephrenic dis- 
organization. Chrzanowski (16) described the treat- 
ment of ambulatory schizophrenic patients who mani- 
fest a variety of antisocial attitudes as a defensive 
adaptation to their more severe pathology. Particular- 
ly, he stressed these sociopathic traits as a ‘potent 
insulating buffer" against close, intimate relationships. . 
Geller (17) described a group of patients "who shift the 
focus of their activity from the marapulation. and 
distortion of internal reality to the idicsyncratic ma- 
nipulation of their external environments."' He offered 
the example of a patient who decompensates to get 
into the hospital and improves on the day that his 
welfare check is to arrive. According to Geller, the 
patient has the capacity to ‘bend the course of his 
psychosis to his will, forcing it to serve his practical 
needs.” 


CLINICAL DIAGNOSTIC ISSUES 


Two general psychiatric trends, as well as two more 
specific factors related to the unique interrelationships 
of schizophrenia and antisocial fezturez, contribu:e to 
the incorrect assessment of some patients. 
` І. For many years American psyckiatry was pro- 
foundly influenced by Bleuler's conceptualization that 
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Schizophrenia is fundamentally a disturbance in think- 
ing (18). Eventually some investigators questioned the 
pathognomonic specificity of making: a diagnosis of 
schizophrenia only on the basis of the patient's loose 
associations (19). DSM-III, legitimizing what was al- 
ready believed by many clinicians, offers multiple 
criteria for the diagnosis of schizophrenia without the 
formerly ‘‘assumed”’ criterion of a discernible thinking 
disorder (providing, of course, that the other basic 
criteria are met). Hence there should now be fewer 
instances of misdiagnosing this entity and a greater 
likelihood of detecting the schizophrenic pathology in 
a mixed presentation. 

2. Counteracting this trend, however, is the current 
. overemphasis on diagnoses other than schizophrenia. 
It is commonly known that clinicians are influenced by 
prevailing psychiatric trends in the ways they per- 
ceive, categorize, and diagnose psychopathology. Al- 
though these trends often reflect progressive clinical 
and theoretical refinements, they also soon become 
overused. Psychiatric trends in diagnosis become pop- 
ularized and serve as new perceptual sets that can 
lessen the clinician's alertness to alternative possibili- 
ties. In recent years the pendulum appears to have 
swung away from the former ‘‘wastebasket’’ diagnosis 
of schizophrenia in the often overzealous climate of 
focusing on such entities as bipolar disorder and 
borderline personality disorder. 

3. There is a predilection on the part of many 
clinicians for understanding psychopathology within 
the framework of recognizable syndromes. The pre- 
dominant features or symptoms tend to be subsumed 
under one diagnostic entity, which then makes a 
lasting unitary impression. This emphasis on clinical 
"purity" appears especially in instances in which the 
individual is perceived as schizophrenic but also clear- 
ly exhibits antisocial characteristics. What is potential- 
ly confusing for the clinician is the fact that antisocial 
behavior, which can be purposeful and goal oriented, 
can be an adaptation by the schizophrenic person (who 
is generally considered to be too disorganized) as a 
way of dealing with his or her external circumstances. 
In inner city areas (e.g., in the street culture and in 
hotels where people rent single rooms to live in) 
antisocial behavior can be seen as almost syntonic 
with the environment. Indeed, schizophrenia and anti- 
social behavior can coexist. | 

4. The antisocial aspect of the patient often evokes a 
dramatic ‘‘response set’ in the clinician, who reacts 
not only to the subject but to the context (i.e., circum- 
stances, location, referral source, etc.) of the examina- 
tion. Closely allied with this notion is the contempo- 
rary '"'totalistic"" view of countertransference, as dis- 
tinguished from the "classical (20). Classical 
countertransference has been understood as the un- 
conscious reaction of the therapist (presumably de- 
rived from the therapist's neurotic conflicts) to the 
patient's transference. Totalistic countertransference 
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is defined as “the total emotional reaction of the 
psychoanalyst to the patient in the treatment situa- 
tion" (not necessarily based on the therapist's own 
conflicts). Kernberg states that, "given reasonably 
well-adjusted therapists, all hypothetically dealing 
with the same severely regressed anc disorganized 
patient, their countertransference reactions will be 
somewhat similar, reflecting the patient's problems 
much more than any specific problem of the analyst's 
past” (20, p. 43). Hence, countertransference can be 
used as an important diagnostic tool. 

The countertransference concept, or course, has 
been historically developed in the long-term psycho- 
analytic treatment context. The clinician's total set of 
responses as evoked in the initial interview, where 
diagnostic considerations are paramount, has been 
less considered. Presumably, initial reactions to the 
patient are not as likely to be contaminated as reac- 
tions in an intense treatment situation in which the 
therapist is more personally invested. MacKinnon and 
Michels (21), in their well-known book on thé psychi- 
atric interview, discuss some common countertrans- 
ference reactions evoked by patients of different diag- 
nostic classifications, including the antisocial person- 
ality. 

Antisocial characteristics, particularly those of ex- 
ploitiveness and manipulativeness, can elicit angry 
feelings and retaliation in the interviewer. When the 
subject attempts to control the interview in a purpose- 
fully underhanded and deceitful manner (referred to in 
the street vernacular as "getting over"), there is a 
fundamental undercutting of the authentic role of the 
examiner. When the clinician senses this, he or she is 
likely to have a reciprocal response and to dismiss the 
legitimacy of the examinee's psychopathologic com- 
plaints. This process can have an emotional accompa- 
niment of anger and withdrawal, the outcome of which 
is all too often the clinician's overlooking or minimiz- 
ing of psychotic features and the bestowal of the 
antisocial label. Conversely, the clinician may seize on 
the antisocial aspect of the presenting pathology as the 
more attractive or redeeming feature. This kind of 
reaction more closely approximates the classical coun- 
tertransference phenomenon. The examiner is more 
willing to engage the antisocial than the chaotic side of 
the patient's personality. In both of these cases, 
therefore, the true configuration of the pathology is 
distorted. | 

In addition to the clinician's individual response, the 
setting in which the interview takes place is of extreme 
importance. Essentially, a kind of institutional distor- 
tion can be operative. In certain contexts such as a 
court psychiatric clinic or a prison, in which the 
contact between client and therapist is initiated by the 
client's unlawful behavior, there is a tendency to see 
the pathology in antisocial terms. This operates as a 
perceptual set that can constrict the clinician's overall 
view of the patient. Hence, there may be a tias related 
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to the setting even before the patient is formally 
examined. 


Case Illustration 


Mr. A, а 32-year-olé single. unemployed man. resided 
with his brother. He had previous: у been addicted to heroin 
but was now receiving a daily maintenance dose of metha- 
done at a treatment center. He also admitted tc episodic 
alcohol abuse. He had been referred to the court psychiatric 
clinic by his probation officer for a treatment evaluation. His 
original charge was assault. but more recently he had been 
arrested for impersonating an employee of the hospital to 
which he had been referred for outpatient psychiatric treat- 
ment. During the initial interview. he expressed fears of his 
neighbors. whom he accused of watching, following. and 
spreading false rumors about him to set him up for a robbery. 
He stated zhat these fears had begun more than a year earlier 
and that he had been briefly treated with various psychotro- 
pic medications at two separate hospitals without any im- 
provemen:. He was alert, with orientation and memory 
intact. and coherent, without any disturbance in thought 
process ор evidence of hallucinatory experiences. There 
were no intrusive emotional fears other than those just 
mentionec. Cognitive functioning and intelligence were nor- 
mal. 

What impressed the interviewer and everybodv else who 
had contact with Mr. A was his extreme manipu:ativeness. 
deviousness, cunning, and outright lying—all in a peculiar 
and not unappealing manner. As he continued to attend the 
clinic, he began to be seen as a kind of antisocial ""charac- 
ter.’ and less attention was paid to his seemingly outlandish 
complaints about his neighbors. He himself began to speak 
less of these earlier fears. Eventually, however. Mr. A's way 
of relating became increasingly abrasive. What had been 
benignly :olerable before began to wear thin. He managed to 
orchestra:e his contact with the clinic staff members in such 
a way that most of them changed from acceptance to outright 
hostility toward him. 

About 9 months after treatment began, coinciding with his 
recent cessation of methadone use and abandonment by his 
brother. Mr. A suffered an episode of acute psychosis. He 
began їс hallucinate actively, and his fears enlarged to 
paranoid delusions about most people and specifically about 
CIA and FBI agents. When he was admitted to the inpatient 
psychiatric service, the staff there were reluctant to see this 
court cliric-referred patient as truly psychotic rather than as 
a person with a manipulative antisocial personality using 
"symptoms" to obtain a place to stay. The staff at the court 
clinic had to convince Mr. A's doctor on the inpatient 
service of the validity of his need for psychotropic medica- 
tion. which he ultimately received and which resulted in an 
ameliorazion of his symptoms. . 


What prevented experienced clinicians from diag- 
nosing this patient earlier as a paranoid schizophrenic? 
In the first place, he was referred by his probation 
officer with a history of unlawful behavior and drug 
addiction. Second, his antisocial behavior was corrob- 
orated by his presentation at the clinic. In the absence 
of evidence of a formal thought disorder, his paranoid 
fear of his neighbors was viewed as having some basis 
in reality, although dramatized and exaggerated for 
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manipulative reasons (i.e., getting attentior . obtaining 
extra carfare money). His accumulation of an antiso- 
cial veneer increasingly alienated the staff and preclud- 
ed closer scrutiny of his intrinsic pathology. Third, 
clinicians may tend to diagnose patients as antisocial 
for defensive and protective reasons. To acknowledge 
and engage underlying pathology that is deeply disor- 
ganized and confusing can arouse significant feelings 
of anxiety and helplessness in the therapist. To defend 
against this. he or she may minimize and overlook the 
more severe underlying pathology. The antisocial fea- 
ture beccmes, in effect, the more "attractive" aspect 
of the individual. In some instances the clinician may 
even vicariously identify with this behavior. There can 
then ensue a kind of collusion between c.inician and 
patient to the detriment of meaningful treatment. 

It is important also to realize that even if the correct 
diagnosis is made, treatment of these patizats is diff- 
cult. Many of them clearly lack motivaticn. and they 
are usually reluctant to take psychotropic medication. 
which they fear could stigmatize :hem as mental 
patients. Even if they are willing to zake medication. 
they frecuently lack treatable target svmptoms. 


CONCLUSIONS 


In recent years mental health professionals. and 
particularly those associated with the criminal justice 
system, have been in increased contact wizh a group of 
patients who are both seriously mental y disturbed 
and, at times, compelled to marginally adapt to their 
environment by sociopathic means. These patients’ 
sociopathic behavior. which mav be somewhat adap- 
tive to their "street" environment, may be maladapt- 
ive in terms of being correctly diagnosed and treated. 
The clinician may have difficulty seeing the antisocial 
feature as an adaptive mechanism thzt is only a 
component of the schizophrenic pathology (as one 
might. for example, be able to see conversion symp- 
toms in a schizophrenic patient). Thus, pet:ents whose 
antisocial aspect masks core schizophrzaic compo- 
nents may lose out in two senses. Thev can be too 
disorganized to effectively negotiate the world in even 
an antisocial manner and too antisocial tc consistently 
connect with the mental health system. 
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"Training Supervision as a Separate Faculty Role 


BY JONATHAN F. BORUS, M.D., AND JAMES E. GROVES, M.D. 


Training supervision is a longitudinal, nonclinicallv 
focused personal relationship between a faculty 
member and a resident for exploring the latter's 
professional development. In the authors’ program 
the training supervisor meets with the supervisee 
monthly over the 3-year residency. The training 
supervisor's role is that of a nonevaluative senior 
colleague who orients and advises the resident and 
systematically reviews training progress and 
problems: The authors discuss the evolution of the 
training supervision concept, explore potential role 
conflicts for the training supervisor, who may serve 
other functions in the residency of the supervisee, 
and present positive and negative resident and 
faculty evaluations of their program. (Am J 
Psychiatry 139:1339-1342, 1982) 


pecialty training in psychiatry necessitates several 
different faculty roles to provide residents with 
didactic and supervisory experiences relevant to the 
breadth of academic and clinical learning. Most con- 
tacts between faculty and resident focus on a specific, 
time-limited clinical task, e.g., 6-week seminar, 6- 
month chnical service rotation, year-long individual 
psychotherapy supervision. Hence, some programs 
have felt it important to establish nonclinically focused 
relationships between faculty members and trainees 
that explore the trainees’ professional development 
over the entire residency. 
Although such longitudinal relationships, which we 
call “training supervision," have been attempted at 
other institutions, the psychiatric education literature 
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does not describe their impact on the developing 
psychiatrist. In this report we will discuss the evolu- 
tion of our training supervision program, i:s conflicts 
and problems. and resident and faculty evaluations of 
its usefulness. 


TRAINING SUPERVISION CONCEPT 


The training supervision program at the Massachu- 
setts General Hospital, which has a -elattvely large. 
three-year academic psychiatric residency t12 trainees 
each at the second, third, and fourth postgraduate- 
year leve:s), was sparked by a workshop 2: the 1977 
annual meeting of the Association for Academic Psy- 
chiatry. Several residency training directcrs felt that 
administrative and teaching duties left ther little time 
to meet individually with each trainee ол a regular 
basis except to give routine feedback about evalua- 
tions or to address significant problerrs of z particular 
resident. Two training directors described programs in 
which longitudinal personalized contact wi:h residents 
was provided by other designated facultv members. 
One of us (J.F.B.), who is the residency training 
director at Massachusetts General Hospital, decided 
to initiate a similar program in July 1977 for our 
incoming first-year resident class. 

A description of the training supervision concept 
was circulated among the faculty in April 1977. From 
the many who volunteered for the position. 12 faculty 
members were chosen on the basis of their «xnowledge 
of the department and reputation for good rapport with 
residents. Since these faculty were also tzachers and 
therapy supervisors, training supervision was de- 
signed to require only | hour of their time per week. 
Training supervisors were asked to meet with each of 
their supervisees 1 hour per month aad to meet 
monthly as a group with the training director. They 
were assigned to the incoming residents by the direc- 
tor primarily on the basis of hypothesized personal 
compatibility, with only secondary regard for metch- 
ing according to career orientation. Beginning with a 
single first-year resident in 1977, the trairing supervi- 
sors have added a new first-year resident supervisee 
each summer. In the 1980-1981 academic year, each 
training supervisor was working with a first-, second-, 
and third-year resident supervisee. 
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TRAINING SUPERVISOR ROLE 


Initially the training supervisor was loosely defined 
as a senior colleague who would offer the resident 
close individual and longitudinal contact for dealing 
with the issues of becoming a psychiatrist. The role 
was designed as a nonevaluative one in which the 
supervisor would not be called on to rate the training 
progress or learning deficiencies of the resident. This 
was done to assure the resident that the training 
supervisor would act primarily as his or her advocate 
and would be someone with whom concerns about 
professional development or complaints about training 
could be freely shared. 

Additional functions were soon added to this role. 
Training supervisors have undertaken the task of 
synthesizing and presenting to their supervisees at 
least twice a year the multiple faculty evaluations of 
resident performance. The training supervisor and 
supervisee share the responsibility for reviewing train- 
ing goals to assess the resident's progress in attaining 
the skill, attitude, and knowledge objectives of each 
training year. The training supervisor also has respon- 
sibility for monitoring the resident's overall clinical 
caseload to see that it includes the diversity of patients 
appropriate to required clinical learning each year. 

The training supervisor's global function is to be 
aware of the effects of the training experience on the 
resident's personal life and professional growth. Train- 
ing supervisors have acted as major sources of non- 
judgmental support. as sounding boards for the resi- 
dent's perceptions of difficulties, and, on resident 
request, as advocate and interpreter of the resident's 
position to the training director. Since the training 
supervisor does not participate in decisions concern- 
ing a trainee's continued progress in the residency and 
does not formally evaluate skills and deficiencies (as 
Co all other supervisors, service chiefs, seminar lead- 
ers, and the training director), residents experiencing 
difficulties have felt comfortable confiding in them 
about such programs. 

Our experience with this role has shown that train- 
ing supervisors are called on to perform different 
functions in each year of training; these functions 
relate to the differen: stages of a resident's develop- 
ment. In the first year of residency the training super- 
visor is primarily a senior colleague who can acquaint 
the new resident with the department, the city, and 
psychiatry as a field. The residents turn to their 
training supervisor fcr information ranging from how 
to find a reasonably priced apartment to how to choose 
a psychoanalyst. Training supervisors also help their 
supervisees understand the normative stresses of be- 
coming a psychiatric resident and some of the idiosyn- 
cracies of the particular faculty and clinical units to 
which they are assigned (1—3). The supervision format 
is most often an informal one, at times over lunch, in 
which the resident is assured a knowledgeable ‘‘ear’’ 
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as he or she settles into the residency. * 

During the second year of residency the su»ervi- 
sion's focus is on helping the resident get the most 
from the department's diversity. Training supervisors 
are typically asked for advice on the “best” therapy 
supervisors, the ‘‘best’’ rotations, and ways to cesign 
the elective senior residency year. The midresidency 
year has the fewest professional transition issues and 
its major task is learning psychotherapy's multiple 
applications in the office, hospital, and community. 
This often stimulates the residents to discuss interest- 
ing clinical cases and the process of therapy with their 
training supervisor. 

Training supervision in the third residency year 


deals mainly with issues of career choice and the : 


transition to practice (4). Senior residents use their 
training supervisors as sounding boards to help them 
define areas of professional interest and investigate 
alternative practice opportunities. 


TRAINING SUPERVISOR GROUP 


The training supervisors meet regularly as a group’ 


with the training director to discuss problems in train- 
ing supervision and clarify how this evolving role 
differs from traditional 'faculty roles. Some tra ning 
supervisors were initially skeptical about the utilizy of 
the new role and a few have found its looseness and 
lack of a clinical teaching task persistently uncomfort- 
able, especially when their supervisees do not present 
developmental ''crises" to work on. The group has 
worked to define the role's boundaries. the stage- 
related developmental issues of residents, and the 
stressful aspects of our training program. In 198C the 
supervisors, more comfortable with their role, reduced 
the frequency of group meetings from every month to 
every 3 months. 

A troublesome issue discussed by the group zon- 
cerned the multiple roles a training supervisor may 
have in the training life of an individual resident. The 
training supervisors all have other roles in the derart- 
ment and at some point may also be their training 
supervisee's psychotherapy supervisor, seminar 
teacher, or clinical service chief. As the assigne- of 
both psychotherapy and training supervisors for the 
first-year residents, the training director can avoid 
overlap of these functions for that year. However, 
because second- and third-year residents choose taeir 
own psychotherapy supervisors it becomes the resi- 
dent's responsibility to discuss the possible confound- 
ing of roles with the training supervisor if he or she 
also wishes the latter to be his or her psychotherapy 
supervisor. The current training supervisors include 
several core seminar teachers and the directors of the 
consultation-liaison, inpatient, psychopharmacolcgy, 
and outpatient services, through which residents rou- 
tinely rotate. When such dual functioning is unavoid- 
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able, training supervisors are urged to discuss with 
their supervisees the need to reconcile differing as- 
pects of their relationship. 

A thornier problem has been assuring that the 
training supervisors do not act or become perceived as 
"double agents” by their supervisees. The supervisor 
group agreed that discussion about an individual resi- 
dent's progress, complaints, or problems must be held 
in confidence. To keep their role as free as possible 
from conflict of interest, training supervisors encour- 
age their residents to discuss such issues with the 
training director directly but wiil not themselves bring 
these to the latter's attention. Similarly, despite the 
fact that <heir longitudinal view of their residents’ 
professional development makes training supervisors 
ideally suited to write the yearly summative letter for 
each resident's file, the training supervisors have 
declined this task to avoid compromising the confiden- 
tial, nonevaluative nature of their relationship. 


EVALUATION OF TRAINING SUPERVISION 


Anonymous questionnaires were used to obtain a 
preliminary assessment of resident and faculty percep- 
tions of the training supervision program. The resi- 
dents' evaluations strongly supported the program and 
all respondents thought that it should be continued as 
an integral part of the residency. Most (7526) were 
meeting at least once a month with their training 
supervisor and felt this was the correct frequency for 


their needs; the remainder found that due to schedul-. 


ing problems or by mutual agreement with the training 
supervisor they were meeting only once every 2 
months, with additional meetings as needed. 

Most residents found the training supervisors help- 
ful in giving feedback about their professional progress 
(83%), acquainting them with the department (75%), 
providing perspective on becoming a psychiatrist 
(83%), helping them deal with problems that arise in 
the residency (7596), and even understanding how to 
handle specific clinical issues (67%). Most frequently 
commented on were the training supervisors' helpful- 
ness as 1) providers of advice, support, and perspec- 
tive; 2) the resident's personal ally in the department 
who could be questioned and complained to; and 3) a 
senior colleague interested in them both personally 
and professionally. Residents whose supervisors left 
the program all requested replacements, an additional 
demonstration of their positive evaluation of the train- 
ing supervisor role. 

Negative comments came from 2 residents, who felt 
that their training supervisors provided friendship but 
not enough guidance and teaching; they wished the 
time had been used to learn more about their supervi- 
sor's area of professional expertise. Two others sug- 
gested that residents be allowed to change training 
supervisors after the first year to choose someone 
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.Specifically matched to their career interest ia psychia- 


try. Although the residents were quite satisfied with 
their training supervisors, two-thirds reported finding 
additional faculty members with whom thev also dis- 
cussed professional development issues. These other 
faculty usually had specific knowledge of a particular 
issue or psychiatric subspecialty in which the resident 
was interested. One resident complained that, al- 
though helpful and supportive, his training supervigór 
lacked ‘‘clout’’ in administrative issues. 

These criticisms demonstrate the boundaries of the 
training supervisor role. Its definition as nonevaluative . 
and nonadministrative limits any ''clout" it might 
have, and its developmental focus on p-oviding a 
longitudinal collegial relationship inhibits use of train- 
ing supervision for formal content learning 

At the beginning of its fourth year, 4 of tne original 
12 training supervisors were no longer part of the 
program because of geographic relocation (М=3) or 
ennui with the role (N=1). Their 4 replacements and 
the 8 remaining original training supervisors were 
asked to describe the major satisfactions and frustra- 
tions of the role and how being a training supervisor fit 
into their own adult development. All 12 supervisors 
reported that the major satisfaction was the cpportuni- 
ty to have extended personal relationships with bright 
young psychiatrists. Most found it satisfying to be able 
to provide helpful guidance to these ycunger col- 
leagues within a format that allows discussion of 
problems. questions, crises, and cases. Tkere were а 
few continuing frustrations with the rale. One respon- 
dent mentioned the difficulty in balancing kis adminis- 
trator апа training supervisor role for residznts spend- 
ing a year on his clinical service. Two others reported 
that on occasion they wondered if talented residents, 
who would do well professionally with er without 
training supervision, were talking to them out of 
obligation rather than perceived usefulness. 

The training supervisors commented oz how the 
new role interacted with their own development. 
Younger supervisors (ages 33-40), most of whom 
graduated from our residency, fel: that the experience 
helped them review their own development during 
training as they again went through the residency 
years with their supervisees. Several said the role 
evoked a growing sense of their generative capacities 
and responsibility to facilitate the development of the 
psychiatrists following them. Older train:rg supervi- 
sors (40-65 years old) uniformly compared the role 
with parenting experiences with their growing or 
grown-up children. They said the role helped them 
keep in touch through the residents with the many 
changes in psychiatric training and gave them the 
opportunity to share what they had learned from long 
experience with interested younger collezgues. 

The training supervision program has also been 
exceedingly helpful from the training director's per- 
spective. The program has distributed some of the load 
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of his job by cutting down the tremendous amount of 
time he previously spent seeing 36 residents for rou- 
tine matters. By assuring that each resident has an 
ongoing personal relationship with a knowledgeable 
faculty member, the program has increased the train- 
ing director's availability to deal with individual resi- 
dents on a variety of developmental, program, prob- 
lem, and at times even pleasant issues. 


COMMENT 


Our growing experience with training supervision 
suggests it is highly valued by both residents and 
faculty. Advisor and tutor roles in college and profes- 
sional school are somewhat similar, but they lack the 
immediacy of training supervision's focus on issues 
actuallv related to practicing one's chosen profession 
(5). Trainees often also look to psychotherapy supervi- 
sors as mentors for their career development (6. 7): 
however, the supervision literature generally discour- 
ages discussion of such issues as resistance to thc 
primary task of understanding the therapist-patient 
interaction (8). Although most residents form other 


9— 


Am J Psychiatry 139:10, October 92 


collegial relationships with faculty, we have found it 
important to define this separate faculty role to ensure 
a focus on each resident’s personal and professional 
growth throughout his or her residency. Such training 
supervision can be a useful—and at times critical— 
part of the psychiatric training process. 
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This section contains 1) new research findings, 2) data from pilot studies. 3) worthwhile replication studies, and 
4) case reports describing new syndromes or therapeutic interventions. Essays, program descrip'ions, and 


literature reviews cannot be printed in this section. 
Contributors’; 


BY DAVID A. BRIZER. M.D.. AND DONNA W. MANNING, M.D. 


The authors report that anticholinergic poisoning may be 


increasing in frequency and preseat two such cases. They 
recommend the use of the physostigmine test and special 
laboratory sequests for toxicologic screens as aids to the 
diagnosis. (Am J Psychiatry 139:1543—1344. 1982) 


In recent months the popular press (1) has reported 
the increasing frequency of ‘temporary psychosis” 
induced in unwitting victims by their intake of anticho- 
linergic medications (such as are contained in eye-drop 
preparations containing either, atropine or scopol- 
amine) or beverages. The typical presentation of such 
cases is as follows: a businessman, during a.short visit 
to New York City, is invited for a drink by a ‘‘friendly 
stranger." Some hours later the businessman comes to 
psychiatric attention in an emergency room setting: he 
appears disheveled and agitated, is disoriented, and 
has hallucinations and a retrograde amnesia obscuring 
the events of the previous hours. In additiori to these 
patients' frankly delirious clinical presentations and 
curiously acute onset of symptoms, they seem to have 
a number of other features in common: they have no 
history of alcoholism, substance abuse, or psychiatric 
illness, and their ' "temporary psychosis" invariably 
clears within the ensuing 24—48° hours. . Furthermore, 
results from sérum and urine drug screens zre often 
negative. A number of such cases have come to the 
attention of the psychiatric and neurologic house staff 
of our hospital, as well as to the attention of clinicians 
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Delirium Induced by Poisoning with Anticholinergic Agents 


at other facilities (2). In this brief repert. wz address 
ourselves to the puzzling clinical presentation of these 
patients and also attempt to solve the riddle of the 
seemingly negative toxicologic drug screen. | 


Case Reparts 


Case 1. Mr. A, a 42-year-old stockbroker from out of town 
visiting New York City for a business convention. was 
brought to our emergency room from his hotel because of 
several hours of confusion and *'irrational, bizarre behav- 
or."' Hotel attendants reported that Mr. A's hotel room was 
in a disheveled state, with condoms. upturned: drinking 
glasses. and clothes strewn about the floor. Mr. A's wallet 
was on him, but it contained no money. 

' In the emergency room Mr. A was noted to be delirious, 
with incoherent speech, hallucinations. and disorientation as 
to name, place. and date. His pulse was 120 bzat/min. his 
oral temperature was 37.9°C, his blood pressure was 150/90 
mm Hg. and his respirations were 18 breath/min. A physical 
examination was notable only for bilaterally dilated pupils 
(to 6 mm), which were reactive. Findings from a neurologic 
examination were within normal limits. and a mental status 
examination was remarkable for disorientation. incoherent 


. and pressured speech. visual hallucinations, poor recent 


memory, and a retrograde amnesia for the events immediate- 
ly preceding his visit 10 the emergency room. Laboratory 
data (including CBC, coagulation times, serum caemistries. 
urinalysis, blood gases, ECG, and lumbar, puncture) were 
within normal limits. Mr. A's serum alcohol level was 0 
(nondetectable). Because of the suspicion of anticholinergic- 
induced delirium, 1:mg i.v. of physostigmine was adminis- 
tered, which resulted’ in a rapid but temporary clearing of 
Mr. A's confused, disoriented senscrium. After 24 hours 
these signs'and symptoms had-completely resolved, and Mr. 
A was discharged to his home, with 2 provisional diagnosis 
of scopolamine poisoning. His serum n and urine drug screens 
were negative: 


Case 2. Mr. B, a 58-year-old British attorney. was admit- 
ted to the neurology service after being found in his hotel 
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room in a delirious state. He had no previous medical or 
psychiatric history. In the emergency room Mr. B was found 
to be oriented only to his name. with fluctuating ability to 
name the date and place. He was delusional (Mr. B thought 
that the nurses had stolen his money), and his speech was 
marked by loosening of associations that alternated with 
incoherence. He expressed little knowledge or concern 
regarding his condition. but he did complain of dry mouth 
and dry eyes. Mr. B's pulse was 110 beat/min, his blood 
pressure was 140/100 mm Hg. his oral temperature was 37°С. 
and his respirations were 16 breath/min. A physical examina- 
tion was notable only for warm, flushed skin. Laboratory 
data, including serum and urine drug screens. were negative. 
Mr. B réquired sedation (within 12 hours he received a total 
dose of 7 mg i.m. of haloperidol) because it was felt that he 
was potentially harmful to himself and others. During the 
initial hours: of Mr. B's admission to the neurology service. 
while he remained combative and agitated. he repeatedly 
attempted 10 Леауе the hospital. An EEG was notable for 
mild background disorganization, suggestive of bilateral 
cerebral dysfunction. The following day Mr. B's abnormal 
vital signs and psyctiatric signs had cleared completely. and 
he was discharged by his private physician with the provi- 
sion that there would be follow-up visits. The discharge 
diagnosis was probable scopolamine intoxication. 


Discussion 


The clinical presentation of these two patients is 
entirely consistent with poisoning by.belladonna alka- 
loids. The signs that these patients typically present 
with include dry raouth; blurry vision; hot, dry, and 
flushed skin: hyperpyrexia; and tachycardia (3). The 
patientis usually restless. excited, and confused, and 
his gait and speech may be disturbed. Disturbance of 
memory and sensorium is common, as are hallucina- 
tions, especially of the visual type (4). 

The belladonna alkaloids are absorbed quickly from 
the gastrointestinal tract; atropine disappears rapidly 
from the blood and is distributed throughout the entire 
body, most of it being excreted in the urine within the 
first 12 hours (5). Both atropine and scopolamine are 
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widely available in eye-drop preparations, in over-the-* 
counter sleep medication, and in antispasmodics and 
nonprescription asthma remedies, which may also 
include stramonium or belladonna. 

‘It would appear that the negative toxicologic 
screens could be accounted for on the basis of the 
rapid tissue absorption of these compouncs; this 
would suggest that serum and urine drug screens be 
obtained immediately upon suspicion of antcholin- 
ergic poisoning. Ап additional point is that the serum 
and urine toxicologic screens (which assay for barbitu- 
rates, benzodiazepines, methaqualone, glutethimide, 
cocaine, opiates, and amphetamine) do not rcutinely 
assay for the presence of either atropine or scopol- 
amine. The laboratories that provide these services 
can check.for the presence of these substances, but 
only upon specific request of the treating physician. In 
the diagnosis of suspected anticholinergic poisoning, 
we have found the physostigmine challenge to be of 
great use (6). A further point to note in treating such 
cases is that for patients requiring treatmenf for agita- 
tion and combativeness, minor tranquilizers (such as 
diazepam or chlordiazepoxide) may be the agents of 
choice, because neuroleptic medications may exacer- 
bate the preexisting deliria by virtue of their own 
anticholinergic effects. | 
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«Sutcessful Treatment of Obsessive-Compulsive Disorder with Loxapine 


BY NOEL RIVERS-BULKELEY, M.D., AND MARC H. HOLLENDER, M.D. 





The authors describe a 21-year-old man with severe, 
incapacitating obsessive-compulsive symptoms who was 
treated successfully with loxapine. The pátient's response to 
the drug was rapid, dramatic, and sustained. (Am J 
Psychiatry 139:1345-1346, 1982) 





In a recent article on the treatment of obsessive- 
compulsive disorder, the author (1) stated, “Ms. A 
was treated with loxapine, and during the next 3 weeks 
she improved enough to be discharged [from the 
hospital]. Tae loxapine gradually was withdrawn.” To 
our knowledge this is the only reference in the litera- 
ture to the use of loxapine in the treatment of obses- 
sive-compulsive disorder. We are reporting another 
patient treated with loxapine who met the DSM-III 
criteria for obsessive-compulsive disorder. 


Case Report 


Mr. А, a 21-year-old college student, was admitted to the 
psychiatric service after ingesting a nonlethal overdose of 
propoxyphene compound. This act was brought on, he 
reported, by exhaustion resulting from his efforts to cope 
with “poison” in the environment. 

Three years previously, when Mr. А was an engineering 
student at a large university, he began to feel that his 
roommates were trying to poison him. He described the 
poison as an invisible, undetectable substance transmitted 
by contact and causing ‘‘silent harm” to him. His thoughts 
about the pcison became progressively more frequent until 
they occupied most of his waking hours. To protect himself 
he developed rituals, such as repetitively washing his hands 
and cleaning his clothing and contact surfaces with various 
solutions. Аз his need to avoid the area in which there were 
"contaminated" objects expanded, the ‘‘safe’’ places he 
could visit contracted. At this time he developed magical 
beliefs, such as the fourth object in.a series being immune to 
the poisons. Although he realized that his ideas were sense- 
less, he cou:d not desist from acting on them. 

When the obsessive thoughts and compulsive acts began 
to interfere markedly with Mr. A's studies, he transferred to 
a small college near his parents' home. Initially he was able 
to function well, even though he continued to have some 
obsessive thoughts, but he soon began to believe that the 
poison had caught up with him, and the compulsions re- 
turned. When he concluded that the poison had spread to his 
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schoolbooks and notes, he could no longer use them, and as 
a result his grades plummeted. At this time his avoidance 
and cleaning behavior became so all-consuming that his 
parents sought psychiatric help for him. | 

For about 2 months Mr. A was treated as an zutpatient 
with perphenazine, and some of his symptoms diminished. 
When he developed side effects, he stopped taking the 
medication and the obsessions and compulsions returned in 
their former intensity. It was then that Mr. A decided that a 
drug overdose would be the easiest and most painless way to 
end his distress. 

During the hospitalization that followed the c-ug over- 
dose, Mr. A was first treated with imipramine. When on the 
third hospital day he became agitated ánd felt overwhelmed 
by the poisons and his efforts to cope with them, loxapine 
was added (10 mg b.i.d.). The imipramine was stcpped, and 
the loxapine was gradually increased to [00 mg h.s. After 2 
days of treatment at 100 mg/day, Mr. A reported that his 
symptoms had abated; when he returned home 3 weeks 
later, he was free of obsessive thoughts, avcidant behavior, 
and compulsive acts. At no time had he appeared to suffer 
from a depressive disorder. 


Discussion 


The low prevalence of obsessive-compulsive disor- 
der (estimated to be .05% in the general population) 
(2), the paucity of reported cases or clinical studies, 
and the possibility of spontaneous remissions all make 
it difficult to evaluate the efficacy of any therapeutic 
modality. Some success has been reported with sever- 
al approaches, but overall the results have been less 
than favorable (2-4). Of the newer psychopharma- 
cological agents, clomipramine, not yet released at this 
writing in the United States, seems to be the most 
promising (5). Limited success has beer. reported with 
other tricyclic antidepressants, monoamine oxidase 
inhibitors, and anxiolytics (2, 3, 6, 7). The results with 
neuroleptics have generally been disappointing (2). 

Our patient, who falls at the more severe 2nd of the 
spectrum for obsessive-compulsive disorder, was ini- 
tially treated with imipramine, which had been select- 
ed because of its similarity to clom:pramine. Unfortu- 


. nately, Mr. A's discomfort and the danger of self-harm 


became so great before a therapeutic ‘evel was 
reached that a neuroleptic was substituted. (It should 
be recalled that he had shown a partial response to 
perphenazine previously.) Loxapine was chosen on 
theoretical grounds as a safe neurcleptic w:th proven 
efficacy and perhaps some specificity for paranoid 
symptoms. ; 

Mr. A was treated with increasing doses cf loxapine 
up to a maximum of [00 mg/day h.s., with no signifi- 
cant side effects. Complete remission of his symp- 
toms, including obsessive thoughts and compulsive 
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actións, occurred. Four months after Mr. A's dis- 
charge, while continuing to take loxapine, he was able 
to return to college and was doing well according to 
reports. In view cf the. severity of Mr. A's impairment 
before his treatinent; this response was dramatic. 

The question might be raised: Did Mr. A respond 
favorably to a neuroleptic because his illness was 
paranoid schizophrenia. and not obsessive-compulsive 
disorder?-Clearly there was an admixture of symptoms 
characteristic of both illnesses. When obsessions and/ 
or compulsions play a small part or occur transiently in 
an illness that is clearly schizophrenic, the diagnosis ts 
schizophrenia. Conversely, when obsessions and/or 
compulsions clearly predominate in a disorder. with 
paranoid delusions, the diagnosis is obsessive- compul- 
sive disorder. This approach is consistent with that 
taken in DSM-III. Therefore, it is appropriate to 
regard Mr. A’s illness as obsessive-compulsive disor- 
der. However, it may be that the schizophrenic fea- 
tures were partly, or even substantially, responsible 
for his favorable response to loxapine. 

A relative deficit of serotonin in the brain has been 
postulated as central to the causation of the obsessive- 
compulsive ‘disorcer, but the noradrenergic and dopa- 
minergic systems may also be involved (2, 8). Loxa- 
pine’s primary activity is probably related to the 
blockage of striatal dopamine receptors, but it is 
rapidly and extensively metabolized to forms that may 
exert other intrinsic activity (9). 


Lithium in Aggressive Behavior 


BY HAROLD B. SCHIFF. M.D., THOMAS D. SABIN. 
AND VERNON MARK, M.D. 


M.D.. 


A patient with intractable aggression was treated with 
lithium carbonate. On the basis of the authors! study and 
their review of the literature, they conclude that lithium may 
exacerbate the interictal aggression sometimes noted in 
patients with temporal lobe spike activity. (Am J Psychiatry 
139: 1346-1348, 1982) 
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Mr. A's response to loxapine was rapid, drarhatic, , 
and sustained. Although this single clinical experience 
is encouraging, generalizations obviously will have to 
await the use of this medication with similar patients 
and with those’ who have been followed for a longer 
period. This report is presented to call attention to yet 
another therapeutic agent that may be of value in 
coping with a profoundly incapacitating disorcer. 
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N GELLER. M.D.. LEO ALEXANDER, M.D., 


The usefulness of lithium carbonate in the treatment 
of aggression remains unclear. In a patient with intrac- 
table aggressive behavior, an analysis of the symptom- 
atology led to a diagnosis of complex partial se-zures. 
Aggression, as an interictal phenomenon, is well rec- 
ognized in complex partial seizures (1, 2); it occurs 
most frequently as part of a personality change charac- 
terized by hypergraphia. hyperreligiosity, and hypo- 
sexuality (3). 


Case Report 


Mr. A, a 22-year-old man, was admitted for manazement 
of episodic violent behavior. At age 15 he sustained a severe 
head injury in a motor vehicle accident and was comatose for 
10 days. Before the accident Mr. A had been a well- -acjusted, 
above-average student in the lOth grade. Following his 
discharge from the hospital. Mr. A developed extreme 
religiosity. He began to write extensive poetry and became 
preoccupied with sexual fantasy although he remained sexu- 


^ 
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ally fiypoactive. He suffered frequent episodes of violent 
behavior. On one occasion Mr. A destroyed a telephone 
booth after a disagreeable phone call. During another epi- 
sode he angrily stripped down a moped because “the stupid 
chain came off.’’ These episodes would last 5-10 min. Mr. A 
would then complain of exhaustion or fall asleep. There was, 
however, no suggestion of aura, automatism, or convulsive 
activity. | 

Over a 5-уеаг period Mr. A was treated with multiple 
antipsychotic and antidepressant medications. Electrocon- 
vulsive treatment, propranolol, medroxyprogesterone, and 
various combinations of anticonvulsants had failed to con- 
trol his aggression. Mr. А`$ past history did not account for 
his behavior change. Findings from general physical and 
neurological examinations were normal. While taking a 
mental status examination. Mr. A exaibited a 5-10-sec delay 
in responding to the examiner's questions despite the fact 
that his attention was normal. He showed difficulty in 
changing sets with motor sequencing tests. Mr. A's recent 
memory was poor, but his immediate recall and remote 
memory were normal. Mr. A's answers on proverb testing 
were concrete, and his calculations were slowed. He ap- 
peared apathetic, with immature humor and childish impul- 
sivity. A computerized tomography scan showed dilatation 
of the temporal horns of the lateral ventricles. After Mr. A 
had been deprived of sleep, a surface EEG was done with 
nasopharyngeal leads, which showec bilateral slowing in the 
frontal and temporal regions. Because of the intractable and 
serious nature of his complaint, the characteristic features of 
the personality changes, and the suspicious EEG, after 
consultation with senior neurologists we obtained informed 
consent from Mr. A and his family for the placement of 
depth electrodes into both amygdalae. 

Daily depth and surface EEG recordings were made. Mr. 
A was maintzined on phenytoin and carbamazepine at blood 
levels of 1.7 mg/100 ml and 5.6 ml/dl, respectively. In the 
right anterior amygdala there was a discrete focus of 2 Hz 
sharp activity, as well as occasional runs of positive spikes 
while Mr. А was awake. Similar activity occurred in the left 
anterior amygdala. The ratio of the right to left spike activity 
was 8:1. Analysis of this activity over a 7-day period is 
summarized in table 1. 

Having coafirmed the presence of a right temporal lobe 
spike focus, we decided to treat Mr. A with lithium, as 
suggested in the literature (4, 5). Lithium carbonate. 600 mg 
tid., was started and reduced 3 davs later to 600 mg b.i.d. 
Blood levels were drawn on the third, fifth, and eighth days. 
12 hours after the previous dose. Мт. A's electrolytes were 
monitored, and his diet was kept corstant. His behavior and 
mental status were assessed daily bv the nursing staff and a 
team of neurologists. On the day after we instituted lithium 
treatment, EEG tracings showed diffuse slowing and in- 
creased amplitude of spike and sharp waves originating from 
the right and left foci. Quantitative analysis showed a 
significant increase in the spike and polyspike activity limit- 
ed to the treatment course (see table 1). Over the treatment 
course Mr. A exhibited a progressive loss of impulse control. 
He became more agitated and belligerent and would snap at 
the staff with minimal provocation. On day 4, after an 
unsuccessful attempt at an arithmetic problem, Mr. A 
stormed into the bathroom, ripped down the shower curtain, 
and began pcunding on the wall. On day 6 he refused to take 
his medicaticn and stripped the linen from his bed. He began 
a string of verbal abuse and then forcefully dislodged and 
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TABLE 1. Depth Electrode Recordings of a Male Patiant Treated with 
Lithium 








Frequency 
... (spike/min) 
Awake Stage 2 
Time : State Sleep Backgrounc Activity _ 
Before and after 
lithium trial 3 14 6-8 Hz. well organized 
Lithium trial 8 25 4-5 Hz. high emplitude 


x ст шт _ paroxysneal sierp waves 
“Mean of 60-sec spike counts at beginning. middle, and ead of each tracing 
over a 7-day period. 





threw a large wooden wardrobe into the hall. Because of Mr. 
A's clinical behavior and the deteriorating EEG finz.ngs, the 
lithium was discontinued on day 7. The folicwing day the 
EEG tracings had returned to their prelithium status and Mr. 
A's behavior had improved. Further aggressive outbursts 
were infrequent and took the form of mild verbal abase. Mr. 
A's electrolyte values did not significantly fluz uate :hrough- 
out the trial of lithium (Na+, 145 mEg/liter: K+, 4.6 mEq/ 
liter: Cl, 108 mEq/liter: НСО}, 24.8 mEa/liter: Са+ —. .6 mg/ 
dl; glucose, 80 mg/dl; BUN, 14 mg/dl). Lithium blood levels 
taken 12 hours after the previous dose on days 2 and 5 of 
treatment were both .6 mEq/liter. ` 


Discussion 


Lithium is well established as a treatment of manic- 
depressive psychosis and is effective in the manage- 
ment of aggression associated with 115 3.sorder. 
There are, however, conflicting reports as to the 
usefulness of lithium in the treatment cf aggression 
associated with disturbed or retarded chi dren. person- 
ality disorders, and other psychoses; the effects on the 
interictal aggressive behavior associated with complex 
partial seizures have not been extensive y studied (6). 

Although Mr. A did not have clinical seizures, the 
characteristic personality change (3) led to confirma- 
tion of a spike focus as the etiology of his aggression. 
Serving as his own control, Mr. A showed marked 
deterioration of both behavior and EEG during treat- 
ment with lithium. Moral and ethical considerations 
precluded serial trials of lithium. Althouza an idiosyn- 
cratic reaction cannot be excluded, we believe this to 
be an unlikely possibility. Moreover, a survey of the 
literature does seem to indicate a causal relationship 
between lithium treatment and aggressive behavior in 
the face of seizures. In a double-blind study от. normal 
subjects, EEGs showed a progressive deterioration 
with increasing doses of lithium (7). A study on 
patients with abnormal EEGs showed a marked deteri- 
oration of the EEGs while the patients were receiving 
lithium (8). 

Interictal aggression in a patient with complex par- 
tial seizures may result from a disturbance in the 
neural pathways within the limbic system. Lithium is 
thought to inhibit stimulus-induced catecholamine re- 
lease and also to facilitate the reuptake of ncradrena- 
line and, probably, serotonin (9). This inhib.t.on may 
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well exacerbate the kindling of a seizure focus, and by 
increasing seizure activity lithium may influence ag- 
gressive behavior. Our study supports the suggestion 
(10) that lithium carbonate may worsen the interictal 
aggression noted in patients with temporal lobe spike 
activity. The use of lithium in the management of 
aggression of various etiologies needs further evalua- 
tion. 
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Behcet's Disease as Psychiatric Disorder: A Case Report 


BY SOO BORSON, M.D. 


The author describes a man in whom a progressive psychiat- 
ric syndrome was.the predominant manifestation of Beheet' s 
disease. Incorrect labelling of his illness as functional тау 
have contributed to the evolution of a permanently disabling 
dementia from a potentially treatable brain disease. (Am J 
Psychiatry 139:1348-1349, 1982) 


Behget's disease is a multisystem panvasculitis of 
unknown etiology (1) originally described as a syn- 
drome of oral ulcers, genital ulcers, and iritis. Involve- 
ment of the gastrointestinal tract, joints, large blood 
vessels, and CNS may occur (2, 3) and can occasional- 
ly dominate the clinical picture. Diagnosis is based on 
the characteristic clinical findings and chronic relaps- 
ing course. No laboratory test is diagnostic (2). 

Neurologic involvement occurs in about 20% of the 
cases (2, 4), usually as a transient but sometimes fatal 
episode of acute illness; any level of the CNS may be 
affected (4, 5). Dementia has been reported occasion- 
ally (5). Although psychiatric symptoms occur as 
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incidental findings in about one-half of the patients 
with neurologic disease (4—6), psychiatric presenta- 
tions have not been described. 

A patient is described here in whom a progressive 
psychiatric syndrome was the predominant manifesta- 
tion of Behcet's disease throughout his clinical course. 
Each phase in the evolution of his illness so resembled 
a classic functional syndrome that psychosocial deteri- 
oration was far advanced before the underlying brain 
disease was recognized and its relation to systemic 
Behget's disease was understood. 


Case Report 


Mr. A, a 35-year-old man, visited a psychiatrist with 
complaints of insomnia, depression, and trouble concentrat- 
ing. Eight months earlier he had been diagnosed as having 
Behget's disease on the basis of a 10-year history of recur- - 
rent oral and genital ulcers, recent onset of joint effusions, 
and cutaneous vasculitis confirmed by biopsy. Despite his 
illness, Mr. A's social and occupational function had been 
good. A mental status examination indicated blunted affect, 
somatic preoccupation, and suicidal ruminations. The psy- 
chiatrist diagnosed a situational depression and treated him 
with supportive psychotherapy. Over the next 4 years Mr. 
A's mucocutaneous Behcet lesions waxed and waned; he 
lost his job, and his wife divorced him. 

After the dissolution of a brief second marriage, Mr. A, 
unable to hold a job, moved to a single-room-occupancy 
hotel. A new psychiatrist, evaluating him for public assist- 
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„апсё, diagnosed Mr. А as having an inadequate personality 
with anxiety and prescribed diazepam. 

Soon after Mr. А began taking diazepam, he was admitted 
to a psychiatric teaching ward for treatment of ‘‘neurotic 
depression" with insomnia, anxiety, depressed mood, and 
loss of sexual potency. He was now 39 years old. His 
appearance was disheveled, his affect was blunted, and his 
speech was rambling and sometimes irrelevant. His gait was 
slow, stiff, and narrow based. Mr. A's reflexes were hyper- 
active and a Babinski sign was present unilaterally. The 
diazepam was withheld, and Mr. A’s mood, grooming, and 
sociability improved. His memory, however, was unreliable, 
he wandered off the ward, and an odd, evasive vagueness 
persisted. Mr. A was discharged, and no follow-up was 
planned; his discharge diagnoses were reactive depression 
and Behcet’s disease, ''inactive."' 

Five months later Mr. A, in a dilapidated state, visited a 
mental health center complaining of loneliness and insomnia. 
His abnormal gait and rigid posture were striking, and 
scrotal ulcers were present. His dull affect and slowed 
mentation were attributed to the diazepam, which he had 
resumed taking after his last discharge. Although he often 
appeared fer appointments on the wrong day, he formed an 
enduring attachment to his therapist. He eventually discon- 
tinued the diazepam. Three months later formal psychologi- 
cal testing showed an IQ of 97 (Wide Range Achievement 
Test), significant memory impairment (Wechsler Memory 
Scale), hand-eye dyscoordination, and patchy cognitive 
losses with confusional periods of unpredictable length. 
Over tne next year he was jailed several times for shoplift- 
ing, always when he lost track of his welfare check. Occult 
alcoholism was considered but not found. 

When Mr. A was 40 years old, 5 years after the diagnosis 
of Behget’s disease, he experienced an illness resembling a 
major depressive episode (by DSM-IIi criteria) that respond- 
ed promptly to tricyclic antidepressants. Within weeks he 
developed acute meningoencephalitis and new oral and 
genital ulcers. А lumbar puncture revealed elevated CSF 
protein levels and pleocytosis, findings typical of acute CNS 
Behget's disease. The following tests were normal: blood 
and urine toxin screens, blood and CSF cultures, routine 
serum chemistries, CBC, and serum vitamin Bj, level; 
fluorescent treponemal antibody (FTA) titers in serum and 
CSF were negative. Although Mr. A's acute illness im- 
proved, signs of diffuse brain disease (cognitive impairment, 
mood lability, jaw jerk, snout and suck reflexes) and long 
tract involvement (hyperactive reflexes, ankle clonus, and 
upgoing toes) persisted. A computerized tomographic (CT) 
scan showed symmetrical ventricular enlargement and corti- 
cal atrophy. Nine months after the acute neurologic episode, 
Mr. A's mental status remained abnormal and consistent 
with severe dementia. He was placed in sheltered care. 

At age 42 (7 years after the original diagnosis of Behget's 
disease and 17 years after onset of symptoms) Mr. A 
developed an acute paranoid psychosis with delirium. A 
physical examination revealed new mucocutaneous ulcers, 
dysarthria, dysmetria, and abnormal primitive reflexes. А 
lumbar puncture again showed a modest pleocytosis and a 
slightly elevated protein level. Mr. A's psychotic symptoms 
improved while he was taking 2 mg/day of haloperidol, but 
severe impairment of his higher order cognitive processes 
(abstract thinking, logical reasoning, and problem-solving 
ability) remained. These findings, in conjunction with the CT 
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scan and his progressive downhill course, were censidered 
indicative of irreversible dementia. 


Discussion 


No longer only a rheumatologist's curiosity, Beh- 
cet's disease appears to be increasing in frequency іп 
the United States and elsewhere (4). It may, like other 
neurologic diseases affecting brain tissue diffusely (7— 
9), produce psychiatric syndromes suggestive of func- 
tional characterologic, affective, and psychoti& disor- 
ders. However, because early treatment of Behget's 
disease (with anti-inflammatory agents such as predni- 
sone) may forestall its progression (€), prompt, асси-` 
rate diagnosis is important. The patient described here 
followed the usual pattern (5, 6) of multisystem in- 
volvement: each psychiatric episode was accompanied | 
by neurologic, mucocutaneous, or laboratory findings 
of acute Behcet’s disease. 

Retrospeczive analysis of this patient’s course sug- 
gests that brain disease was present a3 early as his first 
contact with a psychiatrist. Nevertheless. th-ee psy- 
chiatrists and two neurologists at different medical 
centers over a 7-year period failed tc suspect an 
organic origin for his psychiatric symptoms and to 
recognize that diffuse brain dysfunction can be a 
manifestation of Behget's disease. Several points de- 
serve emphzsis by way of explanation. First, face-to- 
face psychiatric interviews may fail to detect ccgnitive 
losses typical of early dementia; insufficient ettention 
was paid to the pattern of psychosocial dete“ioration 
over time, an important clue to the presence of de- 
menting illness. Second, dementias are not co-ined to 
late life and must be considered in the differential 
diagnosis of obscure or progressive syndromes in 
younger adults. Finally, abnormal physical o7 labora- 
tory findings in a patient with a "psychiatric" disorder 
should prompt an effort to integrate biological and 
psychological data into.a single d:agnosis, a point 
strongly supported in the recent literature (10). 


REFERENCES 


1. James DG: Behget's syndrome (edtl). N Engl J Med 301:431- 
432, 1979 
. Chajek T, Fainaru M: Behget's disease: report of 41 czses and à 
review of literature. Medicine 54:179-19€, 1975 

3. O'Duffy JD: Diagnosis of Behget’s disease, in Behget’s Disease: 
Proceedings of an International Symposium. Editec by Dilgen 
N, Копіс̧е M, Ovul C. Amsterdam, Excerpta Medica, 1979 

4. Shimizu T: Clinicopathologic studies on 3ehget's dEease. Ibid 

5. Wadia N. Williams E: Behget's syndrome with neurologic 
complications. Brain 80:59-71, 1957 

6. O'Duffy JD, Goodstein NP: Neurologic involvemeat in sevea 
patients with Behcet's disease. Am J Med 61:170-17&, 1976 

7. Caine ED, Hunt RD, Weingartner H, et al: Huntington’s 
dementia: clinical and neuropsychological features. Arch Gen 
Psychiatry 35:377-384, 1978 

8. Nott PN, Fleminger JJ: Presenile dementia: the difficulties of 
early diagnosis. Acta Psychiatr Scand 51:210-217, E975 

9. Liston EH: Diagnostic delay in presenile demen ia. J Clin 
Psychiatry 39:599-603, 1978 : 

10. Hall R, Beresford T. Gardner E, et al: The medical care of psy- 
chiatric patients. Hosp Community Psychiatry 33:2£-34. 1982 


t2 


1350 CLINICAL AND RESEARCH REPORTS 


Sialorrhea as a Side Effect of Lithium: A Case Report 


BY SUSAN R. DONALDSON, M.D. 





А 37-year-old male patient developed sialorrhea while being 
treated with lithium carbonate. The sialorrhea was associat- 
ed with salivary gland enlargement and was reversed by 
discontinuation of lithium. Concomitant treatment with pro- 
pantheline bromide provided symptomatic relief. (Am J 
Psychiatry 139:1350-1351, 1982) 





Lithium has а number of commonly reported side 
effects. This report describes tonic hypersalivation, or 
sialorrhea, as an unusual side effect of lithium treat- 
ment. Possible mechanisms are discussed, and an 
effective remedy is reported. 


Cuse Report 


Mr. A was a 37-year-old man with a history of mania and 
episodic alcohol abuse. His previous manic episodes had 
been brief and had been treated with phenothiazines, which 
he discontinued after leaving the hospital. Between manic 
episodes Mr. A functioned at a hypomanic level that allowed 
him to work successfully. if erratically, at a high-pressure 
job. His only outpatient medication was 10-20 mg/day of 
propranolol, which he took as needed for what appeared to 
be a marked physiologic tremor. 

A year after I started treating Mr. A, he had a manic 
episode that required hospitalization and endangered his job. 
At this time he agreed to start treatment with lithium 
carbonate. At his next outpatient visit, 10 days after starting 
lithium, Mr. A reported painless swelling of the submaxillary 
glands and increased salivation. His serum lithtum level was 
.85 mEq/liter. He denied having other adverse effects, 
except for a tremor and generalized itching without rash. Mr. 
А also denied having problems with his teeth or dentures or 
using other medications. Ап examination revealed that he 
had enlarged (2 cm), nontender submaxillary salivary glands. 


Mr. A's complaint and findings on physical examination: 


were unchanged over the next 8 weeks. Although he report- 
ed that his salivation was increased at all times. even during 
sleep, he observed that talking or drinking coffee worsened 
the problem acutelv. He was observed to swallow frequently 
while talking. Mr. A said that the hypersalivation caused him 
considerable embarrassment at work and that he was consid- 
ering stopping the ithium because of it. 

After many delays, Mr. А was persuaded to attend the 
otolaryngology clinic for an evaluation of the hypersaliva- 
tion. А physical examination there revealed only hypertro- 
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phy of the submaxillary glands. Results from a CBC and 
thyroid studies were within normal limits; the sedimentation 
rate and a chest X-ray were also normal. Mr. A's serum 
lithium level had climbed to 1.15 mEq/liter, and a toxoplas- 
mosis titer was ‘‘moderately positive." No oropharyngeal 
lesions were found. The consultant's impression was that 
Mr. A had benign salivary gland hypertrophy, probably 
related to the lithium therapy. 

Following this evaluation, Mr. A's lithium was discontin- 
ued for | week to observe the effect on his salivary glands. 
During this week Mr. A became hypomanic and refused to 
restart the lithium. During the next month he reported a 
gradual decrease in salivation, and the salivary gland hyper- 
trophy diminished. By the end of the month Mr. A reported 
that his salivation had returned to normal. 

At this point Mr. A was arrested for being disozderly. and 
he was subsequently persuaded to resume taking lithium. 
After 1 week Mr. A again reported hypersalivation. His 
serum lithium was .65 mEg/liter. He was started on pro- 
pantheline bromide, a peripheral anticholinergic agent. and 
the following week Mr. A reported receiving satisfactory 
relief from the hypersalivation on a dose of 15 mg b.i.d. He 
has continued taking lithium and propantheline bromide for 4 
months without having further difficulty: his salivary glands 
remain enlarged. 


Discussion 


Shopsin and associates (1) studied eight patients 
whose saliva volume was measured during lithium 
therapy. In seven patients salivation increased, al- 
though the magnitude of the change was not reported. 
The increased salivation correlated with lithium levels. 
Schubert (2) reported on four depressed patients 
whose initial saliva volumes were below a reference 
normal. During the initial 2-3 weeks of lithium treat- 
ment, their saliva volumes rose into the normal range, 
but after this period they returned to prelithium levels. 

The mechanism of this response is unclear. Saliva- 
tion is under the control of the autonomic nervous 
system and increases with either sympathetic or para- 
sympathetic stimulation. Prolonged sympathetic stim- 
ulation, however, eventually results in decreased flow 
because of vasoconstriction. Salivation can also be 
increased at two other sites: 1) by local mechanical or 
chemical stimulation (as with taste or chewing) or 2) 
centrally, by drugs (such as apomorphine or picrotox- 
in) that stimulate the chemoreceptor emetic zone (3). 
There is, in addition, some evidence suggesting that 
aldosterone increases saliva volume (2). 

Lithium is not known to have clinical effects on the 
peripheral autonomic nervous system, although it may 
well affect catecholamine metabolism in the CNS (4). 
Although this patient did demonstrate mild sympathet- 
ic arousal on two occasions (increased tremor and mild 
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e tachycardia), this arousal did not appear to be tempo- 
rally related either to lithium treatment or to hypersali- 
vation. A physical examination revealed no source of 
persisterit localized irritation, such as a tumor or 
dental disease: Stimulation of the central chemorecep- 
tor emetic zone seems unlikely because after initial 
dosage adjustments the patient never complained of 
nausea, even at nearly toxic levels. Fhus, autonomic 
changes, local mechanical irritation, and central stimu- 
lation do not appear likely as mechanisms. 

A remaining possibility would be a localized diemi 
cal irritation response to lithium ion secreted in the 
saliva. In many patients, lithium produces an unpleas- 
ant metallic taste. However, this patient never men- 
tioned such a taste. In addition, the hypersalivation 
persisted for several weeks following discontinuation 
of the lithium, when the saliva level of lithium would 
presumably have dropped. Another possibility is a 
direct effect of lithium on the tissue of the salivary 
glands. This would explain both the relatively rapid 
appearanoe of glandular swelling and the hyperrespon- 
siveness of reflex salivation to both local stimulation 
(talKing) and sympathetic stimulation (coffee.) A third 
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possibility, suggested by both Schubert and Shopsin 
and associates, involves the adrenal cortex. Lizhium is 
reported to produce transient increases in urinary 
aldosterone (2). Increased aldosterone may in turn 
increase salivation, as mentioned earlier in this report, 
although the mechanism is unclear. 

The control of hypersalivation by a peripheral anti- 
cholinergic egent was.of clinical importance :o this 
patient, as it enabled him to continue teking lithium 
therapy. However, it provides no additicnal informa- 
tion as to the etiology of the response. 
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A Case Report of Irritable Bowel Syndrome Treated with Doxepin 


BY NANETTE GARTRELL, M.D., AND DIANE MOSBACHER, PH.D. 


The authors describe а nondepressed patient with a 10-year 
history of irritable bowel syndronie who became clinically 
asymptomatic while taking 150 mgiday of doxepin. The 
potential therapeutic efficacy of doxepin in the treatment of 
irritable bowel syndrome is discussed. (Am J Psychiatry 
139:1351-1353, 1982) 


The difficulties that. physicians encounter in the 
management of irritable bowel syndrome are among 
the most frustrating in clinical medicine. Irritable 
bowel syndrome is a common disorder that accounts 
for more then. half of all referrals to gastroenterolo- 
gists. It is a chronic, relapsing condition, manifested 
clinically by symptoms of abdominal pain with alter- 
nating diarrhea and constipation. Women in this coun- 
try are afflicted with this disorder at least twice as 
often as men are, and it is especially common in young 
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adults. Бааны Еау, Ер in colonic 
motility have been shown to be associated with the 
syndrome (1). The etiology of the syndrome is un- 
known, but both hereditary arid psychologica factors 
are thought to contribute to its onset. Although a 
variety of therapeutic interventions have beer. tried, 
there is currently no specific treatment modality that 
has been shown to reduce morbidity cr alter the 
clinical course of this. syndrome to any substantial 
extent (2). In this report we describe a woman with no 
symptoms of depression but with a 10-year history of 
irritable bowel syndrome who ‘became clinically 
asymptomatic during a 6-month trial of doxepin and 
who continued to be asymptomatic for 6 mon: hs after 
stopping this medication. 


Case Report 


_'М5. A was a 28-year-old married woman with a 10-year 
history of irritable bowel syndrome. At age 18 she had had 
an abrupt onset of crampy abdominal pain that was followed 
by diarrhea several hours later. Within several weeks after 
this episode, a pattern of intermittent diarrhea, constipation, 
and abdominal pain Had established itself. Repeatec physical 
examinations. laboratory tests, and X-rays failed to reveal 
any organic etiology for her gastrointestinal symptcms. Both 
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her mother and her maternal grandmother had suffered from 
irritable bowel syndrome most of their adult lives, although 
Ms. A was not informed of these facts until 8 years after the 
onset of her own disease. Ms. A received a variety of 
treatments—including dietary alterations (lactose-free diets, 
frequent small meals, bran and psyllium hydrophilic mucil- 
loid supplements), medications (maximal therapeutic doses 
of laxatives, mineral oil, antispasmotics. anticholinergics, 
and benzodiazepines), and psychotherapeutic modalities (re- 
laxation exercises and intensive psychotherapy)—none of 
which led to any significant improvement in her symptom- 
atology. MS . 

At the time that Ms. A transferred her care to our clinic, 
she had just completed a 2-year course of intensive psycho- 
therapy. As she ended this therapy, she was informed that 
she was not suffering from a psychiatric illness and that she 
appeared to be coping adequately with a chronic debilitating 
disorder. Ms. A was happily married, held a prestigious 
position as a hospital administrator, and had an active social 
life with many friends. Her appetite ‘and sleep were reported- 
ly satisfactory. and she experienced no difficulties in sexual 
functioning. She described her life as "perfect in every way 
except for her chronic gastrointestinal distress. Her symp- 
toms at the time of her initial visit consisted of crampy 
abdominal pain tha: frequently woke her from sleep, inca- 
pacitating diarrhea for several hours each morning, and six 
to eight loose bowel movements each day. The diarrhea 
generally.lasted for 1-2 weeks. and it was followed by a 
similar period of constipation. 

Ms. A obtained a score of I0 оп the Beck Depression 
Inventory. indicating a relative lack of depression on this 
self-rating inventory. Although she denied feeling depressed. 
she did complain of feeling very frustrated and unhappy with 
her gastrointestinal symptoms. Ms. A was started on a 
regimen of doxepin in gradually increasing doses up to 150 
mg h.s. The episodes of diarrhea and abdominal pain began 
to diminish as the dose of doxepin reached 100 mg h.s.. and 
at 150 mg h.s. Ms. A began to have regular bowel move- 
ments. without further episodes of diarrhea, pain. or consti- 
pation. Ms. A experienced no adverse anticholinergic side 
effects from doxepin. - 

Ms. A was maintained on 150 mg h.s. of doxepin for 6 
months. At that time, Ms. A and her husband decided that 
they wanted to have a child, and because the safety of 
antidepressant drugs in pregnancy is not yet established. a 
decision was made to withdraw Ms. A from doxepin. At the 
time of this report. € months after stopping the doxepin, Ms. 
A was still symptom free and hoping to become pregnant in 
the near future. $ 


Discussion 


To our knowledge this is the first report of a 
successful treatment of irritable bowel syndrome with 
the antidepressant doxepin. It is also the longest 
reported follow-up of a case of irritable bowel syn- 
drome treated with a tricyclic antidepressant (3-5). 
Doxepin provided Ms. A with the first symptom-free 
period in the 10 vears since she developed the syn- 
drome, and she remained symptom free even after a 6- 
month period off medication. Although it would have 
been more informative to have had Ms. A serve as her 
own control during periods on and off medication, this 
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has not been possible because of her plans to 2ecome 
pregnant. i 

Until recently irritable bowel syndrome was zhought 
to be primarily a functional disorder. The high correla- 
tion between psychiatric illness and the syndrome and 
the fact that psychiatric illness often precedes 1-5 onset 
led clinicians to assume that antidepressants were 
effective in the treatment of irritable bowel syadrome 
because it was a symptom of clinical depression (4—7). 
Sullivan and associates (8) found that patients with 
irritable bowel syndrome showed an abnormally pro- 
longed postprandial increase in colonic spike and 
motor activity. When anticholinergics were given to 
these same patients, a reduction in the durat:on and 
magnitude of this abnormal colonic response oc- 
curred. One might speculate that the clinical efficacy 
of a tricyclic antidepressant, such as doxepin, in 
controlling symptoms of irritable bowel’ synd-ome is 
due as much to its anticholinergic properties as to its 
antidepressant properties, particularly in a patient 
such as Ms. A who did not demonstrate clinical 
symptoms of depression. Also, increased noradrener- 
gic activity in the bowel as a result of doxepin may 
have further enhanced the anticholinergic action of the 
drug. Preliminary results of a prospective study by 
Hall and associates (unpublished) indicate that doxe- 
pin may have specific analgesic properties when used 
in the management of chronic pain. If doxepin does, in 
fact, have an analgesic effect, this might have been an 
additional factor in controlling our patient’s symptom 
of crampy abdominal pain. 

Although others (3) have documented a positive 
treatment effect with placebo alone in patients with 
irritable bowel syndrome, Ms. A had never experi- 
enced either an immediate or long-term positive effect 
from any previously administered medication. Fur- 
thermore, she was informed at the outset that she 
should not be too optimistic about doxepin’s potential 
helpfulness to her, since to our knowledge it had not 
been used previously in the treatment of the syndrome 
and we had no data demonstrating its therapeutic 
efficacy. | 

As improved technology allows more precise mea- 
surements of colonic myoelectric activity, we will 
undoubtedly become much more knowledgeable about 
the pathophysiology and treatment of irritable bowel 
syndrome. We are hopeful that our continuing follow- 
up of Ms. A and controlled clinical studies will provide 
more information about the efficacy of antidepressants 
in the treatment of this chronic, debilitating condition. 
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Three Cases of Female Anorgasmia Associated with MAOIs 


BY LYNNA M. LESKO, M.D., PH.D., NADA L. STOTLAND, M.D., AND R. TAYLOR SEGRAVES, M.D., PH.D. 





Мопсатіпе oxidase inhibitors have been associated with 
male retarded ejaculation and impotence. The authors de- 
scribe three cases of female anorgasmia secondary to this 
class of antidepressants. To the authors’ knowledge only 
one incidental finding of this kind has been reported. (Am J 
Psychiatry 139:1353—1354, 1982) 





Monoamine oxidase inhibitors (MAOIs) have been 
used since the 1950s, but their application in the 
United States has only recently centered around the 
treatment of atypical depressions, phobic anxiety, and 
tricyclic-resistant depressions (1, 2). These drugs have 
been reported to cause impotence and retarded ejacu- 
lation in males. Simpson and associates (3) reported 
that 20 mg/day of tranylcypromine produced impo- 
tence that was reversed after the dose was reduced to 
10 mg/day. Wyatt and associates (4) observed impo- 
tence as an incidental side effect in the treatment of 
intractable narcolepsy with phenelzine at 70—90 mg/ 
day. Hollender and Ban (5) and Rapp (6) reported 
retarded ejaculation with phenelzine doses of 60—75 
mg/day. When phenelzine (75 mg/day) was used in the 
treatment of neurodermatitis, all 15 of the male pa- 
tients "became indifferent to sex and incapable of 
ejaculation” (7). 

Most studies describe drug effects on female repro- 
duction, not sexual responsiveness (8). One previous 
report by Wyatt and associates (4) noted that two out 
of four female patients reported ‘‘difficulty achieving 
orgasm" at phenelzine doses equal to and greater than 
60 mg/day. The following three cases, each brought to 
the attention of one of us (L.M.L.) by the patient, 
suggest that the prevalence of female anorgasmia may 
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be higher and perhaps often missed by the therapist. In 
the following three cases female anorgasmia з defined 
as persistent inhibition or absence of orgasm despite 
ongoing sexual activity with the same par:ner and 
following normal sexual desire and excitement phases. 


Case Reports 


Case 1. Ms. A is a 28-year-old single student who was seen 
at our psychiatric clinic for depression. Her depressive 
symptoms began at the onset of menstruation (age 12) and 
were exacerbated premenstrually each month. Seven 
months before coming to the clinic Ms. A startec taking 45 
mg/day of phenelzine. This resulted in a complete remission 
of her depressive symptomatology. At this dose, however, 
she developed mild insomnia and unprecedented anorgas- 
mia. Because of these new symptoms, the phenelzine was 
discontinued for a 2-week period. Ms. A's orgasm c function 
and depression returned. Phenelzine was resumed at a lower 
dose of 30 mg/day, and she stabilized without г return of 
orgasmic difficulties. While at the clinic she coatinued to 
take 30 mg/day. After a 2-month period she began 2xperienc- 
ing difficulty with her curriculum, although ske had no 
depressive symptoms, and increased her dose to 45 mg/day 
prophylactically for 2 weeks. This resulted in a recurrence of 
her anorgasmia. Ms. A subsequently decreased Бег dose to 
30 mg/day, and her orgasmic function returned. Throughout 
this year she maintained regular weekend sexual intercourse 
with the same partner and has functioned satisfaczorily. Ms. 
A continues on this lower dose of medication. Her weight 
was 54 kg. 


Case 2. Ms. B is a 54-year-old divorced worran; she is 
employed as a highly competent executive secretary. She 
has a 10-year history of chronic depression. Ms. E's medical 
problems include a peptic ulcer treated with occasional 
cimetidine and hypertension treated with spironolactone. 
Ms. B had fleeting suicidal ideation 5 years ago, which 
brought her to the clinic. She was treated for 1 year with 
psychothera»y and imipramine, both of which she discontin- 
ued. She had had a companion for 15 years. during which 
time she had enjoyed regularly satisfying intercourse. As 
Ms. B's depression worsened without medication, her fre- 
quency of intercourse diminished, although she reported 
normal orgasmic function. Ms. B's depressive symptoms 
worsened again 3 years later, and she was again treated with 
psychotherapy; this time phenelzine was instituted, and she 


1354 CLINICAL AND RESEARCH REPORTS 


was maintained on 45 mg/day. Ms. B responded emotionally 
with a clearing of her depression, but the dose was decreased 
to 30 mg/day after 2 months of frequent and persistent 
“dizzy spells" anc one episode of syncope. While on 
phenelzine, she noted a marked improvement in her life 
style, outlook, and relationships, but she quite timidly 
reported anorgasmia even though she was adequately excit- 
ed. The phenelzine dose was subsequently reduced to 15 mg/ 
day, and she regained periodic orgasmic function within 1 
month. After Ms. B had received phenelzine maintenance 
for | year, she and her therapist (L.M.L.) decided to begin a 
drug-free period. Ms. B regained full orgasmic function 
within a few months; however, she progressively became 
more depressed, altnough she remained in psychotherapy. 
Before phenelzine could be reinstituted, she was hospital- 
ized for a transient ischemic attack. Ms. B's weight fluctuat- 
ed from 61 to 54 kg while she was taking phenelzine. 


Case 3. Ms. C, a 22-year-old single woman with a 2-year 
history of depression, was hospitalized 1% years ago for a 
psychotic depression and treated with isocarboxazid (20 mg/ 
day) and trifluoperazine. In 6 months she was rehospitalized 
and imipramine was instituted. The imipramine was soon 
changed to 30 mg/dzy of isocarboxazid, since Ms. C found 
the anticholinergic eifects of imipramine difficult to manage. 
Two months after discharge, she transferred to our psychiat- 
ric clinic and continued taking the MAOI. Her depression 
resolved, and she maintained a steady work record as a 
computer technician for a large department store. Ms. C had 
resumed dating after her discharge, and she noticed a new 
and marked difficulty achieving orgasm despite a sufficient 
level of sexual excitement. With embarrassment she men- 
tioned this symptorr, and the isocarboxazid dose was de- 
creased to 20 mg/day. After a 3-week period, she still 
experienced anorgasmia. Since her depression had not reap- 
peared, her dose was decreased to 10 mg/day, and after 1 
month her orgasmic function returned. Ms. C has remained 
on this maintenance dose successfully for several months. 
Her weight was 68 kg. 


Discussion 


In 1978 Robinson and associates (1) suggested that a 
safe effective dose of phenelzine is 1 mg/kg body 
weight per day. This dose may need to be clinically 
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varied to minimize side effects while promoting thera- 
peutic effects. Two of our patients, Mses. A and B, 
demonstrated a dramatic correlation of anorgasmia 
with therapeutic levels of phenelzine. Orgasmic func- 
tion returned to normal on .6 mg/kg body weight per 
day of phenelzine for Ms. A and on approximately .3 
mg/kg body weight per day for Ms. B, which is far 
below the dose recommended by Robinson and asso- 
ciates. The neurophysiology of the female sexual 
response has not been well investigated. Consequent- 
ly, speculation about the nervous innervation of fe- 


. male sexual function has only been inferrec from 


embryonic development of respective female and male 
structures. We present this new and curious, but 
unexplainable, side effect. 

To our knowledge only one previous paper (4) has 
documented female anorgasmia secondary to MAOIs. 
It is unclear whether the infrequent reports of drug 
side effects on female sexual function represent a low 
incidence or low reporting of these phenomena to male 
physicians. All of these patients initiated the discus- 
sions of their sexual dysfunction with their emale 
physician. We hope that more ыны inquire 
about this side effect. 
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Fiectroconvulsive Treatment of Psychotic Self-Injurious Behavior in a Patient with 


Severe Mental Retardation 


BY WILLIAM J. BATES, MD., AND DONALD J. SMELTZER, М.А. 





This report describes a severely retarded adult patient whose 
self-injurious behavior became acutely life threatening. 
Electroconvulsive therapy (ECT) was prohibited by law, but 
it was administered after the law was judged unconstitution- 
al. The patieat's response to ECT was excellent, and there 
were no adverse consequences. (Am J Psychiatry 139:1355— 
1356, 1982) 





Persistent self-injurious behavior is a difficult prob- 
lem encountered in the psychiatric care of mentally 
retarded patients. Although many treatment modal- 
ities are available and potentially helpful, no single 
approach is clearly superior or inherently without risk 
(1, 2). Farther, it is often extremely difficult to deter- 
mine a psychiatric diagnosis or even to identify target 
symptoms (e.g., hallucinations or panic attacks) that 
might guide treatment selection. 

An American Psychiatric Association task force (3) 
concluded that electroconvulsive therapy (ECT) is an 
effective treatment for ‘‘severe psychoses character- 
ized by behavior which is a threat to the safety and 
well-being of the patient ... and which cannot be 
controlled эу drugs and other means...." Some 
syndromes of self-injurious behavior in mentally re- 
tarded patients are undoubtedly in this category. How- 
ever, the use of convulsive therapy for psychiatric 
illness in mentally retarded patients has seldom been 
reported; the only well-known example is Bender's 
study of schizophrenic children (4, 5). 

In addition to the dearth of reported experience, 
another barrier discouraging the use of ECT in this 
patient group is legislation (in some states) that denies 
access to the treatment by persons unable to give 
informed consent (6). In the following case ECT was 
permitted only after an unduly restrictive law was 
declared unconstitutional. 


Case Report 


Mr. A, a 25-year-old man, appeared to meet DSM-III 
criteria for severe mental retardation (measured IQ ranged 
from 21 to 25 over a 13-year period) and pervasive develop- 
mental disorder. His maternal grandmother had been hospi- 
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talized for more than 20 years with a diagnosis <f manic- 
depressive illness. 

At age 9 Mr. A was admitted to a state ins-itutior because 
of persistent and intense head banging, which aad first 
appeared 7 years earlier. Following his admission, Mr. A had 
episodes of self-injurious behavior accompanied bv nsomnia 
and weight loss that recurred every few years; he re sponded 
poorly to intensive programs of behavior modificztion and 
pharmacotherapy. At age 21 his self-injurious behavior be- 
came acutely life threatening. 

Generally Mr. A clung to a protective helmet, bu. periodi- 
cally he wouid fling it aside without visible provocamon, rush 
to a wall, and bang his head in a staccato frenzy. Sc metimes 
he suffered bleeding wounds before he could be restrained, 
and twice he knocked himself unconscious. Curing one 
behavioral extinction program, the psychologist counted 
more than 300 head blows in 5 minutes. 

Mr. A's self-injurious behavior progressed relen- essly for 
6 months. A variety of psychotherapeutic medications were 
tried as systematically as possible under the circu rastances. 
Haloperidol at doses up to 100 mg/day caused prolonged 
sleep but no other benefit. Fluphenazine enanthate, several 
other antipsychotics, barbiturates and other sedatives, lithi- 
um carbonate, and a 2-week period off all medicawon were 
all equally ineffective. 

Mr. A now slept less than 3 hours per night and was 
extremely hyperactive. His self-injurious behavia- was in- 
cessant while he was awake. If held by the sta£, Mr. A 
butted them with his head; if not held he flung Fimself at 
walls and floors. If restrained in bed he beat tis knees 
together, causing bleeding abrasions. When padiing was 
placed between his knees, he lacerated himself with his 
fingernails. When mittens were placed on his hands, he bit 
his lips. 

Mr. A's gait became wide based and staggerirg. He lost 
fine motor control in his hands, developed a Batiaski sign, 
and displayed other changes suggesting upper moter neuron 
damage. A reverse swallow caused him to eject Dod from 
his mouth rather than to swallow it. His weight cecreased 
from 54 kg to 36 kg. His pulse was genezally above 120 best/ 
min, but his blood pressure never exceeded 100/% mm Hg. 
His pupils were either dilated or rapidly fluctuating in 
diameter, but his pupillary reflexes remained normal. A 
computerized tomography scan and an EEG skowed no 
abnormalities, and the results of endocrine, ca-diologic, 
metabolic, and other diagnostic examinations werz all nega- 
tive. 

Three consulting physicians (a neurologist, an ‘internist, 
and a psychiatrist) agreed that Mr. A's vegetative 2 »normali- 
ties and his unrelenting self-injurious behavior suggested the 
presence of profound psychosis. Since all other treatments 
had been tried and found ineffective, ECT was recommend- 
ed as the only remaining hope for saving his lif2 Mr. A’s 
family was willing to give consent, but Ohio lew forbade 
ECT without informed consent by the parient. Even in 
emergencies, the law specifically prohibited consent by 
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family, guardian, or court on behalf of an incompetent 
patient. 

Judicial intervention was requested, but the Ohio Legal 
Rights Service performed its statutory duty by arguing that 
the court had no jurisdiction. The judge overruled this 
motion and ordered a hearing, at which the Legal Rights 
Service argued against ECT. The judge authorized ECT after 
declaring the state law unconstitutional ‘‘insofar as it 
abridges the right tc life of a patient . . . who is unable to 
give his knowing consent by attempting to prevent a lifesav- 
ing treatment from being performed'' (7). 

Bilateral ECT wes administered to Mr. A three times 
weekly with general anesthesia and muscle relaxation. After 
2 weeks of treatments, Mr. A's affect became pleasant and 
responsive, and his self-injurious behavior diminished mark- 
edly. His pulse decreased to 80 beat/min, his pupils normal- 
ized, his coordination was restored, and his eating was no 
longer impaired. Mr. A's condition was so greatly improved 
that he was able to leave the unit for activities such as meals 
in restaurants. ECT was discontinued after 12 treatments 
because it appeared that maximal benefit had been obtained. 
Mr. À no longer waated his helmet, was entirely free from 
restraint, received no medication, and displayed no signs of 
self-injurious behavior for 4 months. 

Mr. A then experienced a gradual regression, with occa- 
sional self-injurious behavior, insomnia, increased pulse, 
and dilated pupils. Unlike the previous experience, fluphen- 
azine enanthate was now moderately effective, but some 
self-injurious behavior still occurred. Lithium carbonate was 
then added, and Mr. A's behavioral improvement was 
excellent at serum levels between 1.0 and 1.4 mEg/liter. Mr. 
A has now been maintained on these medications for nearly 
3 years with very few attempts at self-injury, but he relapses 
rapidly when the dose of either drug is reduced. 


Discussion 


Vexing legal and ethical controversies surround the 
use of ECT, especially regarding patients unable to 
give informed consent. Several solutions have been 
proposed for these dilemmas. For example, Salzman 
(8) recommended that a court-appointed guardian 
should make the treatment decision on behalf of an 
incompetent patient, while Culver and associates (9) 
suggested that the patient's next-of-kin should have 


Am J Psychiatry 139:10, October 1982 
i 


this authority. The Ohio statute in force at the time of 
Mr. A's illness imposed the most draconian solution 
by specifically excluding all mechanisms for obtaining 
the necessary consent by proxy. 

For this patient ECT was unquestionably life saving 
and had no adverse consequences. In fact, following 
ECT Mr. А appeared far more comfortable and far less 
restricted than he had been for several years. Had it 
not been absolutely prohibited, Mr. A probably would 
have received this treatment much earlier in the zourse 
of his illness—reducing not only his own suffering but 
also the anguish of his family and caretakers. 

Mentally retarded persons are vulnerable to all 
forms of psychiatric disorder and require the same 
access as other citizens to effective treatments. This 
principle was upheld by a timely judicial intervention 
on behalf of Mr. A. This case demonstrates that 
psychiatrists can effectively challenge laws that dis- 
criminate against their patients. 
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A'Case of Intermittent Delirious Mania 
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BY MARVIN 3. SWARTZ, M.D., GARY M. HENSCHEN, M.D., JESSE О. CAVENAR, JR., M.D., 


AND ELLIOTT B. HAMMETT, M.D. 





The authors present a case of intermittent delirious mania in 
a hypomanic man. Studies revealed no other cause for the 
delirium, and it remitted with lithium carbonate therapy. 
(Am J Psychiatry 139:1357-1358, 1982) 


Bell (1) in 1849 described delirium during manic 
illnesses, and Kraepelin (2) in 1921 noted that delirium 
could be a finding in the natural course of mania. 
Kraines (3) in 1934 described acute delirious mania as 
a syndrome with sudden onset, hyperactivity, excite- 
ment, sleeplessness, and distorted ideas without evi- 
dence of an organic process. In a 1973 contribution, 
Carlson and Goodwin (4) noted 6 patients in a series of 
20 who became disoriented to time and place while 
severely manic. More recent contributions, such as 
that by Bond (5), emphasized the need for the patient 
to meet the clinical criteria for both delirium and mania 
before the diagnosis of delirious mania is made. 

The purpose of this report is twofold: first, to 
present a case of delirium occurring in an intermittent 
fashion during hypomania, and second, to remind the 
clinician that delirium can develop without a known 
organic cause in such patients. 


Case Report 


Mr. À was a 47-year-old man who was brought by his wife 
to a psychiatric clinic for admission. His wife noted that 6 
months previously Mr. A had suddenly become hyperactive 
and loquacious after a depression of several months. Follow- 
ing this change, he slept little, drove his car most of the night 
without any discernible goal, and spent money well beyond 
his means. On admission Mr. A denied much of the wife's 
history except to say that he had ‘‘been in the dumps"' and 
had ‘worked out his problems” a few months before his 
admission. He did admit to taking up to 15 mg/day of 
diazepam for his ‘‘nerves.’’ He also took 50 mg q.i.d. of oral 
hydrochlorothiazide and 20 mg q.i.d. of oral propranolol for 
hypertension. А mental status examination showed that Mr. 
A was loquacious and euphoric with mildly pressured speech 
but without apparent evidence of a thought disorder or 
cognitive deficit. Except for a mild hypertensive retinopa- 
thy, results from his physical examination were normal. 
Findings from laboratory studies, including an EEG, were 
also normal. 

Mr. A was tentatively diagnosed as having a bipolar 
disorder, manic phase, and he was placed on a tapering 
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course of diazepam although his antihvpertensive medica- 
tion was continued. Approximately 1 week after Mr. A's 
admission, near the end of his diazepam regimen end white 
he was still hypomanic, he suddenly complained that his 
"hypertension was up” and began to repeatedly say, ‘Give 
me 2 minutes.” He lay down on the floor and rhy:hmically 
extended two fingers. When taken to his room, Mr. А 
became confused and resistive; he continued to extend the 
two fingers and was unable to respond to any questions. 
Because of concern about Mr. A experiencing a diazepam 
withdrawal syndrome, he was given 5 mg i.m. of diazepam. 
He gradually returned to his premorbid hyporranic state 
within 2 hours, with a clear sensorium and partiz! recollec- 
tion of the preceding events. He refused any more diazepam 
and continued in a hypomanic state. Results from a neuro- 
logic examination. repeat blood chemistries. and CBC were 
unchanged. 

Several days later, after a 600-mg dose of lithium carbon- 
ate for a 24-hour lithium determination, Mr. А became mute 
and lay on his back flapping his arms. He nodded in answer 
to questions, without stopping his activity. He was clearly 
disoriented and was thought to have an acute organic brain 
syndrome. Two to 3 hours later he again became hypomanic 
without evidence of an organic brain syndrome. Some days 
later, after Mr. A had not taken any medicatiors except 
antihypertensives for a period of time, he began taking 300 
mg q.i.d. of oral lithium carbonate. A day later he was found 
on his bed, drenched in sweat, tapping his head end waving 
his arms. H2 was afebrile, and findings from a neurologic 
examination showed that he was unchanged except for some 
paratonic rigidity and stiffness; he also showec marked 
confusion on a mental status examination. His serum lithium 
level. was .74 mEqg/liter. His CBC and blood chemistries 
were again unchanged. Mr. A again gradually resumed his 
predelirious state. He could describe no prodromata. During 
a fourth episode of confusion while Mr. A was stil! not taking 
lithium, he had urinary incontinence. During the fifth epi- 
sode, an EEG and a computerized tomography scan of the 
head were normal. Mr. A was felt to have acute delirious 
mania with an intermittent course; he was eventually begun 
on 300 mg t.i.d. of oral lithium carbonate and was maintained 
at a lithium level of .8-1.0 mEg/liter. He became euthymic 
and had no recurrence of the delirious state. 


Discussion 


This case illustrates an unusual form of delirious 
mania in that the patient's delirium was intermittent 
and set against a. background of hypomaniz. Manic 
delirium appeared on some occasions in a number of 
minutes, although in no instance did it resolve in less 
than an hour. It was suggested by one observer that 
this was acute delirious mania in a patient with rapidly 
alternating mania and hypomania; however, there 
were no episodes of rapid escalation of hyperactivity 
without delirium. 
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Bond. (5) described three cases in which delirium 
appeared as a single peak in a given manic episode. 
Our review of the literature revealed no cases with an 
intermittent delirious course. Bond postulated that 
delirious mania went unrecognized because 1) signs 
and symptoms of delirium are traditionally seen as an 
organic brain syndrome, and 2) mania is thought to 
have more graduzl onset and remission, even with 
pharmacotherapy. 

Another reason delirious mania is unrecognized is 
that early neuroleptic and lithium therapy leads ob- 
servers to attribute disorientation and confusion to 
drug effects. In our patient the diagnosis of ‘‘paradoxi- 
cal" lithium neurotoxicity was entertained but dis- 
carded when Mr. A later tolerated a therapeutic lithi- 
um level. 

Considering the burgeoning literature on neurotox- 
icity in the face of therapeutic lithium levels (6), 
neuroleptic-lithium combination neurotoxicity (7), and 
neuroleptic malignant syndrome (8), many cases of 
delirious mania (particularly an intermittent form) may 
be attributed to drug toxicity. In Strayhorn and Nash's 
review (9) of 32 cases of lithium neurotoxicity, in 
approximately one-half of the patients, the diagnosis 
of delirious mania could not be excluded by the data 
available. 


Sleep REM Latency in Hyperkinetic Boys 


BY AMAN U. KHAN, M.D. 


This study compared the sleep-cycle characteristics of 16 
hyperkinetic boys wità those of 12 normal boys. The results 
indicated no differences between the two groups, with one 
exception: a subset of the hyperkinetic children had marked- 
ly short REM latencies. (Am J Psychiatry 139:1358—1360, 
1982) 





It has been proposed that some forms of hyperactiv- 
ity in young children, some impulse-ridden adolescent 
mood changes, and some manic-depressive illness in 
adults may be variations of the same disease caused by 
an underlying, genetically determined chemical imbal- 
ance (1). Sleep studies of depressed adults have shown 
that the existence o? depression can be identified from 
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. 
Recognition of delirious mania, even in ап in ermit- 
tent form, is critical once an organic etiology has been 
excluded. Withholding effective treatment and incor- 
rect attribution of untoward effects to drugs can only 
demoralize a patient and family already grealy ex- 
tended. 
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the analysis of EEGs taken while the subject is sleep- 
ing (sleep EEG). The sleep EEG in depressed pstients 
frequently shows delayed light sleep, frequent stage 
changes, frequent awakenings, shortened REM laten- 
cy, increased REM density, and increased delta wave 
sleep. Many of these findings vary from patient to 
patient and are not consistently found in all depressed 
patients. The shortened REM latency (period be ween 
the onset of sleep and the first appearance of REM 
sleep), however, has been a consistent finding in 
depressed adults (2), as well as in some depressed 
children (3). 

Normal variations in REM latency occur as a func- 
tion of time of day and the age of a person. For 
example, naps occurring in the morning show de- 
creased REM latencies relative to afternoon naps. 
Similarly, REM latencies are prolonged in ch ldren 
and gradually decrease with advancing age (4). Pro- 
longed REM latencies have been observed following 
administration of REM-suppressing pharmacological 
agents such as amphetamines (5), with sleep stage 4 
deprivation, and with exercise before sleep. In addi- 


Ат J Psychiatry 129:10, October 1982 


tión to their occurrence in depression, reduced REM 
latencies have also been reported in narcolepsy and 
obsessive-compulsive disorder (6) and in subjects re- 
covering from REM deprivation. 

This study presents the findings of sleep EEG, 
especially with regard to REM latency, in a group of 
hyperkinetic boys. 


Method 


Sixteen hyperkinetic boys between the ages of 6 and 12 years 
(mean age, 8.6 years) were selected for this study. The diagnosis of 
hyperkinetic child syndrome was made after a comprehensive 
pediatric, psychiatric, neurologic, psychological, and educational 
evaluation. AL these »oys were of average intelligence and without 
gross neurologic deficits. They had manifested the classic symptoms 
of the syndrome—hyperactivity, distractibility, short attention 
span, and emotional lability—for several years. These symptoms 
were not regarded as "depressive equivalents" because they had 
been present since infancy or early childhood. None of the children 
was considered to be clinicaily depressed. They all had responded 
well to treatment with methylphenidate or dextroamphetamine. 
They were taken off the medication for at least 2 weeks before the 
sleep EEG study. 

Because of the large variations in the normal data derived from 
different sleep laboratories, a control group of 12 normal boys was 
studied in a similar manner. These boys. between the ages of 6 and 
12 years (mezn age, 8.07 years), were paid volunteers who were 
selected on the basis of their age and their willingness to participate 
in the study. These children were known to me and were not 
hyperactive or depressed. 

Sleep EEG recordings were obtained with 13 Grass E-I silver 
electrodes applied to zhe subject's head according to the Internation- 
al Ten-Twentv System on F,, Fə, F;, Fy, P, Р», Ts, Те: Os, O4. Fp 
OzPz, and ground. Two additional electrodes (RE and LE) were 
each applied 1 cm below the outer canthus of each eye to record eye 
movements. Four EEG recordings from F,-F;, P,-Ts, Pr-Te, Oa- 
OzPz and two eye movement tracings from LE-F, and RE-F, were 
obtained on Beckman's 8-channel electroencephalograph, calibrat- 
ed at 50 pV/S mm for EEG recordings and 50 mV/7 mm for eye 
movement trazings, with a time constant of .3. The children went to 
bed in our laboratory at their usual time between 8:00 and 10:00 p.m. 
and were awakened at 7:00 a.m. They were instructed not to take 
any daytime naps and to avoid all medications, including cold 
remedies, during the period of the study. All the sleep records were 
scored for various stages of sleep according to criteria set by 
Williams and associates (7). In order to allow time for the subjects to 
adapt to sleeping in the laboratory, 1 have presented data only from 
the third night. 


Results 


The third-night sleep recordings of the hyperkinetic 
and control groups were compared with regard to 
various characteristics of sleep. Table 1 indicates that 
no significant differences were found between the two 
groups for varicus characteristics of sleep, with the 
exception of REM latency, waich was significantly 
shorter in zhe hyperkinetic group. 


Discussion 


Previous studies examining REM latency in hyper- 
kinetic children have reported variable findings. For 
example, Small and associates (8) found no difference 
between the control and hyperkinetic groups, while 
Busby and associates (9) reported prolonged REM 
latencies in the hyperkinetic children. In the present 
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TABLE 1. Sleep Characteristics of 16 Hyperkinetiz and 12 Contrcl 
Boys 





Hyperkinetic 








Group Con rol Group 
Measure Mean SD Mean SD 
Total sleep time (min) 49] 73 449 64 
Sleep latency (min) 54 42 38 27 
Total поп-КЕМ sleep 
time (min) 360 44 348 42 
Total number of stage 
changes 30.4 6 27.5 6 
Stage 1 sleep (96) 3.6 3.3 2 2.5 
Stage 2 sleep (76) 51.4 10.3 50 6.6 
Stage 3 sleep (%) 10.6 6.9 10.5 4.8 
Stage 4 sleep (26) 14.6 3.6 15.5 4.4 
REM sleep (%) 26 6.7 22 4.2 
REM latency (min}* 93 43 155 33 





aSignificant difference between hyperkinetic and control subjects, p<.0002 


study, REM latencies were significantly shorter in the 
hyperkinetic children. These contradictory findings 
may be explained on the basis of differences in the 
samples of each study. The hyperkine-ic children in 
this study were known to be a ћһеїегор>пео 25 group, 
which had been divided into several subgroups on the 
basis of structural abnormalities of the train, presence 
of family history of the disorder, level of CNS arousal, 
pupillographic response, and the concentration of uri- 
nary catecholamine metabolites (10). A de:ailed ex- 
amination of the REM latency data indicated that this 
experimental group of hyperkinetic children may easi- 
ly be divided into two subgroups—one subgroup of 9 
children with REM latency below 90 min (mean, 64 
min) and the remaining 7 children with REM latency 
greater than 100 min (mean, 136 min). 

These data suggest that there may be a subgroup of 
hyperkinetic children whose REM leétency pattern 
resembles that of depressed adults and that these 
children may have an underlving biochemical imbal- 
ance similar to the one proposed to be present in 
affective disorders. 
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BY GRAHAM MELLSOP, M.D., FRANK VARGHESE, M.B., STEPHEN JOSHUA, M.B., AND ANTHONY HICKS. M.A. 





The reliability of the diagnoses of axis H of DSM-III was 
examined by measuring the levels of agreement among three 
psychiatrists who independently examined the same patients 
in everyday clinical settings. The kappa coefficient levels 
were lower than those reported from the field trials. (Am J 
Psychiatry 139:1360—1361, 1982) 





The problem of the reliability of psychiatric diagno- 
sis has been extensively reviewed (1, 2). Among the 
solutions advocated to achieve reliability is standard- 
ization of diagnostic criteria and information gathering 
(3). In no area is this problem more acute than in the 
field of personality disorder (4, 5). Both the Feighner 
criteria (6) for the diagnosis of antisocial personality 
disorder and the Research Diagnostic Criteria (7) for 
cyclothymic, labile, antisocial, and schizotypal per- 
sonality disorder pointed the way to achieving better 
reliability by employing specific inclusion and exclu- 
sion criteria for diagnoses. 

These two developments were incorporated in the 
personality disorder section (axis П) of DSM-III. 
Preliminary field trials for axis II showed that the 
levels of agreement between pairs of raters varied for 
the separate categories but were represented by an 
overall kappa coefficient (к) of .54 (8). 

In the present study the reliability of the diagnoses 
in axis II categories was examined by comparing the 
blind ratings and diagnoses of three psychiatrists using 
the DSM-III criteria in everyday clinical settings. 


Method 


Three psychiatrists from different Melbourne psychiatric hospi- 
tals each admitted 25 patients into our study on a "'catch-as-catch- 
can” basis as was done in the DSM-III field trials. The patients were 
required to be between 18 and 40 years old. Those diagnosed as 
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suffering from schizophrenia, organic brain disorders (DSM-III 
criteria), or mental deficiency were excluded from the study. 
Patients were not excluded if they presented a difficult diagnostic 
problem or had no diagnosis on axis II. 

The admitting psychiatrist was allowed to take as much time as 
necessary to ensure that the selection criteria were met and to make 
diagnoses on axes I and II if possible. The second aad third 
psychiatrists interviewed the patients on consecutiveedays and 
concentrated only on information they regarded as relevant to axis 
JI. The order of the psychiatrists’ assessments of patients was 
randomly varied. Each psychiatrist was free to use any interview 
technique he pleased in order to make the studv as close to ordinary 
clinical practice as possible. They were required, however. to be 
familiar with DSM-III, to mark a schedule containing the axis II 
criteria, and to make their diagnoses on this basis only. 


Results 


Over a period of 9 months 74 patients were admitted 
into the study. (For various reasons 9 of the patients 
were able to be seen by only 2 of the psychiatrists.) Of 
these patients, 24 received a personality disorder label 
from only one subcategory, 40 received more than one 
subcategory label, and 10 were diagnosed as having no 
personality disorder. The kappa coefficients can be 
seen in table 1. 

The agreement among the assessors (к= .41) for the 
presence or absence of a personality disorder was less 
than that in the DSM-III field trials (k=.54). When the 
assessors were examined in pairs, the kappa coeffi- 
cient reached as high as .58. For the broad category of 
personality disorder the results for all possible combi- 
nations of assessors were compared with each other 
and with the results obtained in the DSM-III field 
trials. No significant differences were found. When the 
kappa coefficients for the specific personality disorder 
types were calculated for the 3 assessors in pairs, they 
ranged from .02 to .66. Less-than-chance agreements 
occurred only for the categories of atypical, mixed, 
other, and schizoid. 

The presence or absence of a personality disorder 
was diagnosed more reliably than the DSM-III specific 
subcategories, except for antisocial (x—.49), These 
differences were not statistically significant. 

Rater bias was evident in a number of areas, with 
some DSM-III categories favored by individual asses- 
sors. One assessor diagnosed 4996 of all atypical, 
mixed, and other personality disorders, the second 
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TABLE 1. Kappa Coefficients of Agreement Among 3 Psychiatrists 
Diagnosing 77 Fatients for Personality Disorder Categories 








Number of Times Kappa 

Category Diagnosis Made Coefficient 
Antisocial 15 49 
Dependent 29 40 
Paranoid : 8 d 35 
Borderline 33 .29 
Histrionic 35 23 
Avoidant 34 23 
Сотрш уе 5 20 
Schizotypal 30 19 
Schizoid 3 .01 
Passive-aggressive 1 

Narcissistic 0 

Atypicel/mixed/other 33 —.05 





assessor diagnosed 5996 of all borderline disorders. 
and the third assessor diagnosed 5096 of all antisocial 
personality disorders. 

А sex difference in the diagnoses was present. The 
male patients received 67% of all diagnoses of antiso- 
cial persdnality disorder while the female patients 
received 73% and 8896, respectively, of all diagnoses 
of histrionic and dependent personality disorders. Two 
assessors in particular favored antisocial personality 
disorders for men while the other assessor showed a 
marked preference for giving borderline and depen- 
dent diagnoses to women. 


Discussion 


The kappa level for the overall category of personal- 
ity disorder was lower than that obtained in the DSM- 
ПІ field trials. The difference is most likely accounted 
for by variations in the design of these two studies: 
most notably, we used 3 psychiatrists for our study 
while in the DSM-III field trials they used many 
groups of 2 psychiatrists, each receiving a few sub- 
jects, and they had a broader data base available. The 
wide range of experience and training of our 3 asses- 
sors may be a contributing factor. 

This study confirms the finding of the DSM-III field 
trials that there was relatively poor agreement for the 
diagnoses cf specific personality disorder categories 


7 and that best agreement was obtained for antisocial 


personality disorder (k=.49). This result was most 
likely because the criteria were more objective for this 
category, requiring information that could easily be 
checked by independent sources. The criteria do not 
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require subjective judgments by the assessors so that 


‚ Criteria and information variance is much less. Even 


with such criteria, however, rater bias was not elimi- 
nated entirely. The poor agreement for the categories 
of atypical, mixed, and other demonstrates that the 
provision of specific criteria is essential if agreement 
among assessors 15 required. 

The preference of individual psychiatrists for partic- 
ular diagnoses has been previously reported (4). The 
reasons for this may be related to varying interview 
procedures (so that information is variable? or to 
diagnostic sets in the assessors. А standardized inter- 
view schedule, as suggested by Kendall (9), could 
eliminate this variation to some extent but wculd not 
carry over into ordinary clinical use. 

The sex difference observed in this study лаз been 
noted in other studies (4, 10). Whether it is a rater sex 
bias or a reflection of the actual distribution of person- 
ality disorders in the sample used is an open question. 

Axis П of DSM-III represents a significant step 
forward in increasing the reliability of the diazaosis of 
personality disorder in everyday clinical practice. The 
particular subcategories and the criteria for their diag- 
noses need further development. 
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The Psychoanalytic Vision: А Controversial Reappraisal of the 
Freudian Revolution, by Reuben Fine. New York, Free 
Press, 1981, 563 pp., $19.95. 


Reuben Fine is a senior nonmedical psychoanalyst of 
considerable repute. This volume is his ninth book, and he 
has published more than 100 articles. His book on chess (1) 
is purported by the cognoscenti to be a classic, and it is 
surely a mark of distinctive industry that the work under 
review was published only two years after another major 
book (2). However, I wish that Dr. Fine had been less 
hurried, for there is a wide discrepancy between this book's 
promise and its delivery. А footnote on page 3 raises 
questions and concerns that pervade the book: "The term 
‘hysteria’ derives from the Greek word for uterus. Until 
Freud came along, it was widely and erroneously believed 
that the emotional and bodily manifestations described by 
the diagnosis of hysteria were literally due to some defect in 
the woman's womb. This has been shown to be a complete 
myth.’’ We wrestle with several issues. The first is that two 
centuries before Freud ''the definite inclusion of hysteria 
...among the afflictions of the mind was the contribution of 
Thomas Sydenham” (3, p. 142). Throughout the book the 
true accomplishments of Freud are demeaned by false 
claims. Also, this footnote reveals that the author expects 
the reader of this long and difficult book to be unfamiliar with 
even an elementary history of psychiatry. Thus, I was led 
early in my reading to question the intended audience and 
purpose of this volume. 

The expressed purpose of the book is “to spell out the 
revolutionary implications of psychoanalysis for man's wel- 
fare" (p. xi). Let us follow how Fine proceeds to his task. 
According to the author, man's central search is for happi- 
ness, and it is the promise of psychoanalysis to give it to him. 
Psychoanalysis shows more fully than any other field of 
study what man is, and only psychoanalysis has an effective 
technique for moving man from what he is to what he can 
become. Orientation for change is provided by the compass 
of Fine's ‘‘analytic ideal” (p. 33), a considerable extension 
of Freud's goals of love and work. But the controversial 
reappraisal of the Freudian revolution turns out to be 
glorification of psychoanalysis by false claims and by dero- 
gation of every other clinical, intellectual, and spiritual 
activity of man. з 

The author argues the dangerous inaccuracy of ехрегі- 
mental psychology and organic psychiatry. He charges that 
psychiatrists have always mishandled schizophrenic pa- 
tients, and that the search for biochemical factors in mental 
illness is ‘‘foolish’’ (p. 135). Neurophysiology, information- 
processing theory, and psychoanalytic metapsychology are 
discussed and dismissed, as are history, sociology, and 
anthropology. None of these fields has contributed substan- 
tively to man's welfare. “Religion is shockingly destructive” 


(p. 261), and "past philosophies no longer have anything of 
significance to offer” (p. 272). The nonpsychoanalytic psy- 
chotherapies do not “pay any real attention to the patient" 
(p. 381) and **make vague claims about results, often sup- 


ported by a variety of ‘confirmatory’ studies" (р. 382). 


Psychoanalysis is presumed to be above this criticism be- 
cause, according to the author, *'it has paid due attention to 
the measurement problem ... from the very beginning. 
while other approaches have not” (p. 176). He goes so far in 
this unfortunate direction as to bully the reader with the 
assertion that to raise the question of the scientific basis of 
psychoanalysis is ‘‘an expression of a group fanzasy”’ (p. 
170). 


studies cited by Fine, nor any of the hundreds not cited, 
conclusively supports his claim that long-term studies ‘‘re- 
store intensive long-term psychotherapy to its rightful place 
(in treating schizophrenic patients)" (р. 150). As a matter of 
fact, decades of psychotherapy research were thoroughly 
inconclusive before the work of Smith, Glass, and Miller (4) 
(reviewed in the October 1981 issue of the Journa!), which 
showed that indeed psychotherapy is beneficial, but no 
approach can yet claim scientific evidence of superiority 
over any of the others. 

Next the author turns from the enterprise of condemnation 
to the task of illuminating the psychoanalytic vision by 
abandoning the concept of psychopathology. “If all of 
mankind is sick, then psychoanalysis represents a vision of a 
healthier society, a utopia” (p. 338). The patient is everyone/ 
anyone; illness is distance from the analytic ideal; treatment 
is psychoanalysis; and cure is movement toward happiness. 
Fine expresses certainty that social reform will accrue 
secondarily to individual treatment. It will come as no 
surprise to the informed reader that when Fine presents his 
own clinical data the revolutionary potential of psychoanal- 
ysis pales toward the ordinary. His nine cases include 
neither victims of poverty, nor criminals, nor psychotics, 
nor revolutionaries. Regarding statistics claimed for psycho- 
analytic results, none are offered. The single follow-up is 
from one patient who ‘‘occasionally ... sends a card 
indicating that her life is completely gratifying” (p. 466). The 
psychoanalytic vision of a society without divorce, predicted 
on page 231, fares poorly among this group of analysands. 
Fine expands from his clinical data casually to reform social 
custom with the incisive razor of the analytic ideal; from an 
existing, ill-defined ‘‘hate culture” to a futuristic, ill-defined 
“love culture” (p. 224). There is a problem with marriage 
because it seems often not to work, but, ‘If the analytic 
ideal is the guideline, then the emphasis would not be on 
monogamy as such, but on an intense happy relationship, 
sexual and tender, between two mature adults... . Once 
men and women are more liberated sexually than they are 
even now ... extramarital sexual encounters need do no 
harm” (p. 493). (Please note this book was not written by a 
Californian.) 


But questions of evidence go begging. None ofethe three 


e 
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Clues to the underlying purpose of this book are provided 
by the increased density of unaddressed contradictions. 
Without revision of his prediction of the revolutionizing 
effects of psychoanalysis. Fine charges the mismanagement 
of the psychoanalytic vision to those to whom it has been 
entrusted. Psychoanalyzed psychoanalysts are not exempt 
from the corrupting influences of power. nor does the 
analyst's love for psychoanalysis enable him or her to 
support the psychoanalytic vision. Fine charges that psycho- 
analytic societies are kept small ‘‘as a way of controlling 
obstreperous deviants" (p. 326). Unlikely bedfellows Kern- 
berg, Lacan, Kohut, Marmor. and Langsley are named as 
representatives of a charismatic elite who serve nefarious, 
politically motivated goals. Arguments within psychoana- 
lytic societies about who may do training analyses and how 
they should be judged has ‘ей to interminable disputes" (p. 
317). Where, one wonders, are the measurement tools so 
proudly hailed on page 176? The qualities of training analysis 
are ‘‘so hard to gauge that by itself it is insufficient to 
guarantee the competence of any therapist’? (р. 317). In 
psychoanalytic societies ‘‘the ideal has already been sacri- 
ficed" (p. 312). ' | 

What, then, is the purpose of this book, and for whom is it 
intended? It fails stunningly to spell out the revolutionary 
implications of psychoanalysis, rather, arguing to deprive us 
of history, philosophy, religion, and, by the same logic if the 
author were irclined to extend the range of his gunfire, art 
and literature as well. His ''vision" resembles a spiritual 
wasteland labeled ‘‘love, sex, and happiness for all." The 
footnote on page 3. and countless similar acts of condescen- 
sion, would offend the informed reader as effectively as 


other sections of the book would intimidate the uninformed. | 


A substantive clue| to the riddle of this book is to be found on 
the book jacket. Reuben Fine ‘‘organized the American 
Psychological Association’s Division of Psychotherapy and 
its Division of Psychoanalysis, where he now serves as 
President." That fact might account for why, without any 
discussion of his own evidence that the quest for power and 
money regularly overwhelms the happiness and love-induc- 
ing effects of psychoanalysis, Fine offers this solution to the 
problems posed: ‘‘The elimination of psychoanalytic society 
control could vastly enlarge the availability of psychoana- 
lytic teachers and thus prove a boon to the furtherance of the 
psychoanalytic vision” (p. 322). He calls for a total reform of 
training by dismantling the present system and creating a 
university-based psychoanalytic training program with de- 
gree-granting powers. The solution to the riddle submitted 
by me is tha: this book is the most circuitous and un- 
Freudian argument ever advanced in favor of training non- 
medical professionals in psychoanalysis. 

The debate over lay analysis has raged in this country 
from the earliest years of its psychoanalytic organization. 
Every consideration favoring the open training of lay ana- 
lysts, including Freud's clear and unwavering recommenda- 
tions in the matter, has been overridden. The issue is no 
longer in the hands of theoreticians, i? ever it was. Winds of 
political change are fast at hand, and for better or worse the 
medical hegemony in mental health (and perhaps in the 
entire health care delivery svstem) is under intense fire. 
Radical changes are under way. In this context the errors of 
scholarship of The Psychoanalytic Vision and the repetition 
of tragically misleading claims for the therapeutic effective- 
ness of psychoanalysis are, sadly, irrelevant. Reuben Fine, 
the chess master, will be quoted. 
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Financing Psychotherapy: Costs, Effects, and Public Policy, 
by Thomas С. McGuire. Cambridge. Mass., Ballinger Pub- 
lishing Co. (Harper & Row), 1981, 234 pp., $27.50 


Every psychiatrist who depends on income from patients 
in psychotherepy should read this book. It is г basic text on 
the economics of psychiatric services as well as a primer on 
the specific problem of insurance coverage. It helps explain 
the current economic disadvantages psychiatrists experience 
(1) and the reluctance of the insurance industry 13 cover 
treatments for mental disorders (2). In his excellent summa- 
ry on the financing of psychiatric care. Dr. McGuire enumer- 
ates trends in costs and services in the context of the 
expanding supply of practitioners. His data on the mental 
health professions and organized care services help lace the 
specific issue of medical insurance for psychotherapy in 
some overall perspective. 

Much of the purpose of this book is to clarify the zzgument 
for compulsory national health insurance coverage of psy- 
chiatric care, especially psychotherapy. Netional Health 
Insurance is an issue whose time has come anc passed. Dr. 
McGuire's discussion, however, is quite relevant today to 
the analysis of cost-containment approaches such és benefit 
cutbacks, especially cutbacks in psychiatric benefits in pri- 
vate health insurance plans and the rise of ‘pro-competi- 
tive" approaches. Dr. McGuire succinctly aad clearly de- 
fines the efficiency problems in the market for insurance 
coverage and distinguishes this from efficiency prcklems in 
the market for psychotherapy. 

The efficiency problems of the market for insurance are 
twofold: ''adverse selection’ and * moral hazerd.’’ Here Dr. 
McGuire defines and articulates the basic concerns of the 
insurance industry in its position for exclusion of ar special 
limits on psychiatric care. The current crisis of massive 
cutbacks in both inpatient and outpatien: psychiatric bene- 
fits in the Blue Cross and Blue Shield plan for federal 
employees in 1982 is largely due to the phenomenon of 
adverse selection, in which a disproportionate number of 
high utilizers of care (not only utilizers of mental health 
services) accumulated over time in one plan, making it very 
difficult for this plan to compete with other plans within the 
Federal Employees Health Benefits Program. Reduction in 
benefits was the *'Blues' "' solution to costs aad the adverse 
selection it experienced. Dr. McGuire’s insigh:s are helpful 
in understanding why such market ‘‘failures’’ occur, and he 
is persuasive in making a case for compulsory coverage of 
psychotherapy in all insurance plans. 

His discussion of moral hazard is also quite clear. This ts 
defined as the tendency of insured persons to use services 
they might not ordinarily use if they had to pay for care 
purely out of pocket. For necessary care such moral hazard 
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is not necessarily bad. but it does drive up the demand for 
and costs of medical care. How much moral hazard there is 
for psychotherapy insurance is the essence of his empirical 
study. 

In his section or. efficiency problems in the market for 
psychotherapy, McGuire provides the basis for arguments 
for expanding insurance coverage. These are 1) consumer 
ignorance of the effectiveness of psychotherapy and 2) 
“offset effects” in health and social costs of effective psy- 
chotherapy. As psychiatrists begin to approach the big 
buyers of insurance to convince them of the desirability of 
psychiatric coverage, this section of the book is extremely 
valuable as a framework for the ‘‘sales pitch." 

The empirical study of demand relies on data from the 
Joint Information Service survey reported in Psvchiatrists 
and Their Patients (3). Dr. McGuire concludes that demand 
for psychotherapy is much more responsive to the availabil- 
ity of insurance coverage than is the demand for general 
health services and therefore the moral hazard issue is more 
troubling. He states, ‘‘Policy toward financing psychothera- 
py must give serious attention to controls on moral hazard." 
The Joint Information Service study of 440 psychiatrists and 
their last 10 patients in a most recent typical week of practice 
oversamples for long-term, more intensive users of care. Dr. 
McGuire corrects this bias and still reaches these disturbing 
conclusions. 

The catastrophic nature of mental illness and the econom- 
ic implications of insurance coverage for psychoanalysis. 
with its high costs due to time intensity. make it difficult to 
argue for unlimitec benefits for psychotherapy. One key 
problem is that a small number of users accumulate high 
costs. This problem is the classic one of "'rationing" care if 
services are to go tc the most needy within a limited budget. 
I disagree with McGuire's "solution," however, which is to 
place a cap on psvchiatric coverage. Catastrophic care as 
well as psychoanalvtic treatment are thereby eliminated as 
legitimate areas for insurance coverage. This implies from a 
public policy perspective that long-term care for serious 
mental illness should be relegated to an underfinanced and 
stigmatized system of public care and that psychoanalysis 
should be available to only the very rich. McGuire acknowl- 
edges the need for a ''mixed system'' of services and 
treatments but states that because of efficiency problems in 
the market due to the moral hazard issue a strict annual 
dollar limit must be placed on care per person. He suggests a 
$1,000 annual limit, with low copayments at the initiation of 
treatment and a phase-in of higher copayments—a benefit 
package similar to the one currently used by the United Auto 
Workers. McGuire seems to think that it is "reckless"" to 
rely on peer review as a possible rationing mechanism for 
third-party payments for psychiatric care. The recent experi- 
ence of the APA peer review project with the CHAMPUS 
program and, now. an expanding array of commercial and 
other insurance carriers may suggest otherwise: that is, it is 
possible not only :o review appropriateness but also to 
contain costs. À system of peer review in the context of 
some overall budget limits, although complex and possibly 
controversial, has never been adequately tried as a possible 
solution to the issue of rationing care and containing costs. 

In spite of my diszgreement with this public policy recom- 
mendation, McGuire's book contains much wisdom and 
insight and also some strategic ‘‘pearls’’ in the development 
of arguments for broad coverage. For example, in his review 
of the evidence on the distributional effects of insurance 
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coverage he concludes that lower-income individuals Use 
psychotherapy when insurance coverage is provided and 
that there is little evidence that insurance for psychotherapy 
is a subsidy of the rich by the poor. 

McGuire’s book summarizes the key issues, develops 
important arguments, and contains an interesting empirical 
study of demand for psychiatric care. As we struggle in the 
consulting room with a patient who wants and needs psycho- 
therapy but is unable to afford it, this book provides impor- 
tant perspectives. As we work in the larger community to 
convince big buyers of insurance and the insurance carriers 
themselves of the value of our treatments. it is hard-nosed 
and convincing. Economists like McGuire should be encour- 
aged to pursue such issues from their perspective so that we 
as a profession may benefit from their clarity and insight. 
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The Chronic Mentally Iil: Treatment, Programs, Systems, 
edited by John A. Talbott, M.D. New York, Human Sciences 
Press, 1981, 365 pp., $32.95. 


Throughout history. the person who is chronically sick or 
disabled has been treated differently from the one who 
recovers quickly from illness. As Sigerist (1) has taught us, 
in primitive tribes, in ancient Semitic civilization, in classical 
Greek society, human illness (however understood in con- 
cepts of causes and effects) was regarded in terms of socially 
deviant behavior, particularly in economic terms, and thus 
the sick and disabled could expect consideration from socie- 
ty only as long as their conditions were capable of improve- 
ment. That many of these attitudes persisted long after the 
introduction of Christianity and into the modern world is 
attested to by current attitudes toward the physically dis- 
abled and deformed and, more strikingly, toward the epilep- 
tic, the mentally defective, and especially those who are 
chronically mentally ill. 

Aside from the central and critical problem in the field of 
mental health—the need to pursue new knowledge that one 
day may lead to understanding of the basic causes of 
madness—chronic mental illness urgently deserves serious 
attention and study from all sectors of our profession. 

In The Chronic Mentally Ill, Talbott provides a brief 
historical review of the care of the psychotic person. He 
does not mention the National Mental Health Act passed by 
the 79th Congress in 1946, which not only made possible the 
establishment in 1955 of the Joint Commission on Mental 
Iliness and Health but also is generally believed to be 
responsible for the greatest change in our profession, name- 
ly, the increase in our numbers. 
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he fact that those chosen to contribute to this volume are 
not only psychiatrists but psychologists, social workers, 
nurses, pharmacists, and administrators attests to the need 
for a pluralistic professional approach to the problems of the 
chronically mentally ill patient and his or her family. 

With the exception of those psychiatrists who care for 
chronically ill patients in long-term chronic hospitals, psy- 
chiatrists have had little experience, or for that matter 
interest, in the reparative aspects of clinical care. Like the 
medical profession in general, their primary concerns have 
been those of diagnosis and treatment. The reparative and 
social control aspects of the care of psychotic patients have 
been seriously neglected. When one considers that factors of 
food, shelter, income, and work are intricately woven into 
the treatment program of the chronic psychotic patient, it is 
not unlikely that psychiatrists, like most physicians, are 
poorly prepared to undertake these responsibilities. The 
number of psychiatrists caring for the chronically sick, 
including those in the intramural setting, admittedly never 
great, appears to be diminishing. Manv are being supplanted 
by other professional groups. | 

In this book three questions are posed regarding the 
successful éreatment of the chronically mentally ill patient: 
1) What treatment is effective for this patient? 2) What 
programs, using what treatment elements, are effective for 
this patient? and 3) What systems, incorporating what pro- 
gram elements, are effective in treating this patient? 

The book has been organized into three divisions. Part 1 
presents the ingredients essential to successful treatment of 
the chronically mentally ill patient. Parts 2 and 3 present 
several models of successfui programs that deal with these 
patients. Part 4 presents three examples of state and county 
attempts to formulate a systems approach to their care and 
treatment. 

Each of the book's divisions is summarized succinctly. 
Each summarizer emphasizes certain points, such as Ar- 
nold's insistence that the ultimate goal is the development of 
social competence, Bachrach's emphasis on linking with 
other community resources, and Kraft's caution that sys- 
tems of care should avoid stereotypes and meet the varied 
needs of the patients. 

Although the following matters are referred to from time 
to time, one wishes that greater attention had been paid to 
them. For example, the reader would benefit from reading 
Wing's studies on the probable determinants of chronicity 
(2). One also misses the trenchant observations of one of the 
contributors, H. Richard Lamb, who. in an earlier publica- 
tion (3), drew she attention of the profession to the roots of 
neglect of the long-term mentally ill and to the special 
problems of those who care for the chronic patient and his 
family. One does not find sufficient information about the 
role of the fam:ly in the treatment of the patient. Vaughn and 
Leff (4) have drawn attention to the role of family attitudes in 
the patterns о relapse and treatment of schizophrenic pa- 
tients. 

Those of us who have worked with chronic patients and 
their families cver the years realize how much one can learn 
from the family about the strengths and weaknesses of the 
patient. Often it is information we had not obtained else- 
where, and we can learn directly from the families the nature 
of the help they seek. Agnes Hatfield (5) has been particular- 
ly helpful in this regard. 

One hopes that Talbott’s book will not only inform readers 
about past and present overtures in the treatment of the 
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chronically mentally ill but perhaps also help to initiate those 
changes in our undergraduate medical education taat are 
necessary if all of our physicians are to become better 
informed about the nature of chronic illness and ta» prob- 
lems of continuing care and dependency. Perhaos these 
efforts could also lead to increasing attention to the special 
problems of chronic illness and dependency in the z-aduate 
career education of our psychiatrists, psychologists. social 
workers, and nurses, currently minimized and often totally 
neglected. 
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Afro-American Families: Assessment, Treatment, and Re- 
search Issues, edited by Barbara Ann Bass, Gail E. Wyatt, 
and Gloria J. Powell. New York, Grune & Strattor, 1982, 
364 pp., $19.50. 


The essential fact about this book is that it adcresses a 
topic of immeasurable importance to the fabric of American 
society, producing a spirited and useful volume. The book is 
organized intc four sections and 19 chapters that cover a 
wide spectrum of topics ranging from historical reviews on 
Afro-American family life to issues of bilingualism and 
interracial dating. The chapters vary considerably in quality, 
and there is a fair amount of redundancy. Several chapters 
are quite robust; I would make three of these required 
reading for psychiatric residents: Myers’ on the history of 
research on the black family, Powell's extending be: previ- 
ous reports on the impact of school desegregatioa on the 
self-esteem of black children, and a short but »robing 
chapter by King on the rationale for doing research cn black 
families. 

The book is the outcome of a seminar, designed by the 
editors, that was given over a period of several years at the 
Neuropsychiacric Institute of the University of California, 
Los Angeles. Although the contributions are varied in na- 
ture, an inspirational tone gives the book cohesiveress. The 
most important theme connecting parts of the text is that 
Afro-American families are more heterogeneous in struc- 
ture, function, and stability than common opinion a lows. 

One of the more novel renditions is a chapcer devoted to 
an exchange between the late Raiph Greenson and Ellis 
Toney, a black psychoanalyst who had been analyzed by 
Greenson beginning in the 1940s. Toney and Greenson 
appeared together at a seminar and provided a candid 
interchange ол the relationship of analyst ала aralysand. 
The session was videotaped, and this chapter is a transcript 
of the taped interview. 
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Those chapters presenting quantitative data generally 
treat them rather superficially; thus they assume the risk of 
overinterpretation. An asset is that the strictly narrative 
chapters seldom ga beyond a factual basis for the presenta- 
tion of material, end when they do they evidence sound 
judgment. : 

Because this book was born of a unique teaching experi- 
ence it should be read and absorbed by training directors of 
any hospital, clinic, or mental health center serving a black 
population. But why restrict it at all? The book represents a 
major contribution to cultural psychiatry and continues the 
tradition established by Milton Greenblatt more than a 
decade ago in the Seminars in Psychiatry series. Admittedly, 
a measure of cons:derable pride overtook me as I finished 
this volume, not solely because 1 am a black psychiatrist and 
the subject is "under my skin," but because it makes а 
definitive statement. It may well be that its greatest impact 
will be on those mental health professionals who, for what- 
ever reason, do not think—or are not forced to think—of 
Afro-American life very much at all. 


FELTON EanLs, M.D. 
St. Louis, Mo. 


PSYCHOANALYSIS 


The Narcissistic and Borderline Disorders: An Integrated 
Developmental Approach, by James F. Masterson, M.D. 
New York, Brunner/Mazel, 1981, 240 pp., $20.00. 


In this, his newest book, Masterson inveighs against the 
"endless confusion ' that has arisen from viewing borderline 
and narcissistic disorders as one. He holds Kohut responsi- 


ble for much of the confusion but takes issue with other | 


investigators as we.l: Kernberg, Gunderson, Fairbairn, and 
Melanie Klein. There is confusion in the literature on these 
topics, but it is not as Masterson depicts it. Kohut, for 
example, did not see these disorders as one but as represent- 
ing less (narcissistic) and more (borderline) extreme manifes- 
tations of self-pathology: the former still amenable to analyt- 
ically oriented psychotherapy, the latter, not. Kohut’s sys- 
tem is internally consistent and not in itself confusing. 

Some have quarreled with Kohut’s views on the grounds 
that he uses ‘‘narcissistic disorder" and "borderline" as 
diagnostic labels but defines them according to response toa 
particular type of treatment rather than on the basis of 
criteria evaluated during the initial interview. Kernberg 
employs the same terms but in ways that differ from Kohut’s 
usage: he uses ‘‘borderline’’ as a level of function and 
“narcissistic disorder” as a type of personality disturbance 
that may (or may net) coexist with borderline function, as he 
defines it. As it happens, many of the patients with narcissis- 
tic disorder а la Kchut function at the borderline level a la 
Kernberg. As Jong as one understands the criteria used by 
the various authors, there need be no confusion. 

It appears that Masterson has set up a straw man in his 
criticism of the aforementioned systems. What he offers in 
their place is a theoretical model based almost exclusively on 
hypothetical developmental differences between narcissistic 
and borderline concitions—conditions which Masterson de- 
fines in a way that is simplistic, arbitrary, and (because they 
do not seem at all so neatly separable) truly confusing. One 
will look in vain either for objectifiable diagnostic criteria 
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(such as Kernberg and Gunderson offer) or for convincing 
evidence from the early years of his ‘narcissistic’ and 
“borderline” patients. Masterson’s assertion that the great 
majority of mothers of borderline patients were taemselves 
borderline is not consistent with data gathered by other 
investigators (including myself). 

Somewhere in any book on narcissistic and borderline 
disorders there should be the admission that there can exist 
no '"'correct'' definition of either, in the sense that we can 
correctly define tuberculosis or other conditions capable of 
satisfying Koch's postulates. All one can hope for with 
“narcissistic disorder” or '*borderline"' are definitions that 
are objectifiable (and therefore capable of breaking out of a 
solipsistic prison), comprehensible to most clinicians, useful 
(because of generating good predictions of treetment re- 
sponse, outcome, etc.), and at least potentially verifiable by 
means of some external measures (e.g., family history 
pattern, biological markers). Masterson’s definitions satisfy 
these standards less well than other systems already in 
common use. Along similar lines, Masterson argues that 
certain interventions answer to, and are the appropriate 
remedy for, narcissistic versus borderline disorders—name- 
ly, mirroring and confrontation, respectively. Atgain, such 
distinctions seem arbitrary when measured against the com- 
plexities of actual patients. 

Masterson's approach is handicapped further by a narrow- 
ness of theoretical framework. Biologic, biometric, and 
genetic (pertaining to heredity) factors are scarcely men- 
tioned. In the absence of statistically analyzable data, com- 
parison of one's own experience with the author's is hin- 
dered. Indeed, narcissistic and borderline disorders consti- 
tute a territory where, in general, there have thus far been 
little agreement and fewer data. It is not a time for dogma but 
for dialogue. The ecumenical spirit that alone can foster this 
dialogue is not to be found in this book. 


MICHAEL Н. Stone, M.D. 
Farmington, Conn. 


Solace: The Missing Dimension in Psychiatry, by Paul C. 
Horton. Chicago, University of Chicago Press, 1981, 176 
pp., $15.00. 


Paul Horton has been a Winnicott watcher and advocate 
for a number of years now. Therefore, a book exoplicating 
Horton's concept of transitional relatedness shculd be a 
welcome addition to the Winnicott literature. Although parts 
of Solace: The Missing Dimension in Psychiatry are illumi- 
nating and well researched, the volume seems a loosely 
edited vehicle for a quiet diatribe against the psychiatric- 
psychoanalytic establishment. Horton specifically refers to 
"the Ecclesiastic existentialism and positivism that make it 
difficult to find a forum to discuss many aspects of ordinary 
human relatedness, let alone discuss solacing other-worldly 
relationships” (p. 132). 

The author has taken one facet of the function of the 
transitional object, that of comfort, or, as he prefers, ‘‘so- 
lace," from the complex, oscillating developmental process 
out of which things and fantasies in the form of transitional 
objects and phenomena precipitate. Horton speculates wide- 
ly at times, even suspecting that evocative maternal images 
may be present at one or two months of age. He stresses 
fusion of self-and-object representations, what he calls the 
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and oceanic, even 
mystical, experiences—he almost equates Emerson’s tran- 
scendentalism with Winnicott’s intermediate area. At the 
same time, Horton underplays the paradoxical simultaneity 
of union and separateness and the essential concept of a free- 
flowing state between primary and secondary process, be- 
tween reality and fantasy. Just because the poles in these 
various ‘‘dichotomies’’ are paradoxically united, the transi- 
tional object can act as a mother’s and child’s helper, to 
assist the child’s adjustment to the pitfalls and vicissitudes of 
the separation-individuation process. Horton, however, 
seems to be preoccupied with lost derivatives of early 
symbiotic fantasies and his own humane desire to help 
assuage the unconsolability he encounters in his patients; 
but the implication that before Winnicott (or Horton) this 
was not the concern of countless numbers of psychiatrists, 
psychoanalysts, and mental health workers is difficult for me 
to accept. 

Horton declares intellectual war with the ''logical positiv- 
ism of August Comte [didn’t the ‘‘logical’’ part come later?] 
and... Freud's reaffirmation of it in the opening paragraph 
of his ‘Project for a Scientific Psychology’ "' (p. 72). All this 
Horton sees as "killing the human spirit." It is as if ego 
psychology, object relations theory, and developmental psy- 
chology and developmental psychoanalysis had never been 
heard from, aside from being taught in American residency 
programs and, yes, even in analytic institutes during the past 
decade or two. 

Horton’s use of Winnicott is reminiscent of recent Jungian 
analysts who are claiming that Jung said much of what 
Winnicott said, but did so 70 years ago. They also see a 
chance to reaffirm the intermediate, spiritual world and find 
an affinity with Winnicott’s bridging symbolic systems. But 
Donald Winnicott was a scientific observer to the end: 
mysticism and the human spirit intrigued him as phenomena 
to be understcod and placed in a scientific framework. 

On the positive side, Solace does stress the importance of 
the concept of life-long development, of healthy illusion, and 
of the therapist as transitional object. However, the book 
does not extend Winnicott’s difficult and complex legacy of 
observations and ideas. Regrettably, Solace. instead, tends 
to confuse the issues more than it clarifies them. 


SIMON A. GROLNICK, M.D. 
Manhasset, М.Ү. 


Psychoanalytic Psychotherapy: Theory, Technique, Thera- 
peutic Relationship and Treatability, by Thomas J. Paolino, 
Jr., M.D. New York, Brunner/Mazel, 1981, 238 pp., $25.00. 


Manv contemporary practitioners of psychoanalytic psy- 
chotherapy cite the works of Langs (1), Greenson (2), or 
Chessick (3) as their basic reference source. Still others feel 
that Glover (4) and Menninger and Holzman (5) have afford- 
ed them the grounding with which to do psychoanalytic 
psychotherapy. What then is to be expected in Paclino’s 
book, which claims to ‘ри into words what many psycho- 
analytic therapists have been doing for years, often take for 
granted and often refer to as self-explanatory" (p. 3)? Does 
his book indeed address the needs of the practitioner as well 
as the beginnirg student? Is it of value to the clinician as well 
as the nonclinician, as claimed? 

The reader of psychoanalytic psychotherapy textbooks 
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will find Paolino's text heavily engaged in a discourse on 
theory, the therapeutic relationship, and factors in treatabili- 
ty. However, compared with the works cf Langs cr Green- 
son, this book shows a relative scarcity of clnical material 
and a decided deficiency in the description anc disc.ission of 
technique. But it is rich in relevant bibliographical refer- 
ences that succinctly tie together the analytc works on 
which it bases detailed discussions of theory and tae thera- 
peutic relationship. 

The book is well organized into five chapters, anc its tg 
of contents reads like a subject index typically fou 
back of most texts. Some readers may apprez:atdif. the tight 
organization and find the abundant subtitle headings of great 
assistance within each chapter. Yet the authortseems to 
promise more under the comprehensive title {һап can be 
reasonably delivered within the limited number off pages of 
written text. An understanding of and working with dreams 


-in psychoanalytic psychotherapy are totally dismissed, and 


only a brief paragraph in the discussion of treatability is 
devoted to the role of somatic illness. The subject of 
negative transference is not to be found in the /table of 
contents or in the index. Accordingly, it is nct disdussed in 
any detail in the book. 

In contrast to the fact that these and other topics are 
noticeably absent in the book, there are some relatively new 
and lesser known entities which occupy a great deal of 
attention. There is a lively discussion of the narcissistic 
alliance and secondary trust, concepts which the author 
attributes to one of his supervising analysts, Robert Mehl- 
man, and which the author considers to be essential in the 
development of the therapeutic alliance and transference 
neurosis. Their interrelationships occupy a substantial por- 
tion of chapter 4, which is devoted to the components of the 
therapeutic relationship. 

Of special value in this book is chapter 2, which Paolino 
devotes to a discussion of the similarities aad differences 
between psychoanalysis and psychoanalytic psychotherapy, 


' a not uncommon pastime among analysts. Paolino's exposi- 


tion on the arbitrary division of these elements into the 
schools of the ‘‘sharp difference perspective" and the 
"blurred difference perspective" is particularly e3joyable, 
although I fee! it occupies a bit too much space (35 pages) in 
a text that professes in its title to cover a w.de 2amut of 
topics. I would have much preferred to see the space 
devoted to an elaboration on technique and the introduction 
of more case material, points with which many readers 
would readily agree. 

I find the book to be a well-written and scholarly work, 
although the title belies the balance given to eazh of the areas 
subsumed under psychoanalytic psychotherapy. Readers 
will appreciate a tying in of past and more recent ps ychoana- 
lytic references regarding theory, the therapeutic relation- 
ship, and treatability. Despite its scholarliness, it acks the 
sense of clinical depth and experience one gets from reading 
Greenson or Langs. However, its treatmen: of iheory is 
more academic and provides greater depth than thzt offered 
by Chessick, and it covers a wider range of situations than 
found in the text by Blanck and Blanck (6). In brief, its 
discussion of theory is well done, it is snort on technique, 
and it tends to promise more than it delivers. It is worthwhile 
reading, but the reader should be warned in advance that it is 
not quite in the same class in its discussion of -heory as the 
works of Greenson and Glover and does not offer the clinical 
perspective found in the writings of Langs or Menn:nger and 
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Holzman. It does address some of the needs of both the 
practitioner and beginning student and has value for both the 
clinician and nonclinician, but it requires some analytic 
sophistication or background on the part of the reader to 
appreciate its message. 
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CLINICAL TREATMENT 


Current Psychiatric Therapies, Vol. 20, edited by Jules H. 
Masserman, M.D. New York, Grune & Stratton, 1981, 401 
pp., $54.50. 


Reviewing a review is, I suppose, one of the most difficult 
tasks imposed on a book reviewer. Must one really read all 
those chapters, some extremely well done but others far too 
superficial or dull? Must one be critical of friends and 
colleagues, or can a quick pat on the back and a transfer to 
more pressing affairs be rationalized? But no, there is always 
that obligation to let the potential reader know what he or 
she is in for—gooc. bad, or indifferent. 

Current Psychiatric Therapies is all of the above—good, 
bad, and indifferen:. "Fifty outstanding authorities in vari- 
ous fields of psychiatric therapy,” writes the editor. Jules 
Masserman, "were invited to write updated surveys of their 
respective subspecialties to mark the twentieth issue of these 
annuals.” What results is a mélange—most of the 50 authors 
followed instructions, but some wrote chapters that are 
neither current, nor surveys, nor have much to do with 
therapy. 

Nevertheless, this is an interesting book. First of all, it is 
surprisingly easy to read—a couple of evenings will do it. 
Second, a good many of the chapters are thought provoking, 
informative, and useful. Third, the volume provides an 
excellent first place to turn when one wants to learn about a 
therapy outside one's sphere of special knowledge (although 
some authors provide reference lists that are skimpy or 
idiosyncratic, others—especially those dealing with biologi- 
cal topics—do a more scholarly job). 

Dr. Masserman’s introduction, The Comparative Scien- 
tific Status of Psychiatry," is an exegesis many of whose 
concepts are certainly open to debate. But the maestro 
comes through with a masterly survey of the behavior 
therapies (300 references!) that alone is worth the price of 
the book. Donald Langsley's "'Presidential Chapter" on 
crisis intervention brings lucidity to this popular but rather 
poorly defined activity. Authors of subsequent sections deal 


Am J Psychiatry 139:10, October! 1982 


with child, adolescent, family, and sexual problems. individ- 
ual and group therapies, somatic treatments and psycho- 
pharmacology, forensic considerations, and developments in 
institutional and community services. 

Obviously, covering such a range in 416 pages means that 
some topics get just a touch here, a smidgen there. Some are 
dealt with in a parochial manner. Some are theoretical and 
have relatively little to do with therapy, in the sense of data- 
based treatment with demonstrated clinical effec-iveness. 
The section titled Transcultural, for example, consists of one 
suggested program for treating Hispanic war veterans and a 
brief review of psychiatric services in Egypt. That's it. 

But more of the chapters are stimulating and helpful than 
not, and some are outstanding. Different readers will have 
different interests and values, and clearly it will serve no 
purpose to list all those 1 found especially good tor bad). 
Several that made a lasting impression, however, were Paul 
Fink summarizing sex therapy as an integrated modality, 
Jurgen Ruesch explaining how to communicate witk nonver- 
bal patients, Seymour Halleck considering the eth:cal impli- 
cations of therapy with sociopaths, Ervin Thompson and 
Keith Brodie discussing the psychodynamics of drug thera- 
py, Lester Grinspoon taking a hard but sympathetiz look at 
LSD and other psychedelics once popular in treatment, 
Mark Gold and colleagues giving the evidence to support the 
use of clonidine in opiate withdrawal, John Davis ard Daniel 
Freedman clarifying the status of the newer antidep-essants, 
Stephen Fleck and David Johnson stressing the need for 
comprehensive treatment in schizophrenia, Robe:t Heath 
and his coworkers indicating the promise (апа the problems) 
of cerebellar stimulation in treating intractable behavior 
disorders. and, finally, John Talbott, Allan Biegel. and 
Herbert Pardes putting all this in a context relevaat to the 
chronically mentally ill, the community, and health care in 
general. 

Masserman ends with a chapter called “Or Shell We АП 
Commit Suicide?" that provides a terminal commentary on 
the prevention of ultimate nuclear cataclysm. At first this 
inclusion seemed completely gratuitous, but of course he is 
right—unless such an end is somehow avoided. there will be 
no one left to read about current psychiairic therapies, much 
less to use them. 


JAMES M.A. Weiss. M.D. 
Columbia, Mo. 


Medical Choices, Medical Chances: How Patients, Families, 
and Physicians Can Cope with Uncertainty, by Harold Bursz- 
tajn, M.D., Richard І. Feinbloom, M.D., Robert M. Hamm, 
Ph.D., and Archie Brodsky. New York, Merloyd Lawrence 
(Delacorte Press/Seymour Lawrence), 1981, 448 pp.. $14.95. 


This intriguing book should become known to anyone who 
enjoys grappling with philosophical issues in medicine by 
means of concrete clinical examples rather than solely in 
abstraction. The primary issues the authors address are the 
ways physicians and patients think about the world. and the 
ways both deal with uncertainty and risk. These are topics in 
epistemology, the philosophy of science, and eth:cs which 
are of interest to both clinicians and philosophers. 

Physicians and patients have often viewed uncertzinty as а 
temporary evil, eventually to be eliminated by the progress 
of science. This book's thesis is that uncertainty is unavoid- 
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able in all of clinical medicine, and that physicians and 
patients alike have failed to acknowledge and come to grips 
with uncertainty in clinging to a mechanistic way of thinking 
about the world that is scientifically outmoded. 

The authors refer to ways of thinking and the assumptions 
that underlie them as paradigms. What the authors call the 
"mechanistic paradigm’’ assumes deterministic cause-and- 
effect relationships, the possibility of conclusive experi- 
ments that could prove these relationships, and the separa- 
tion of subject and object, observer and observed. Most of 
modern science no longer views reality in this mechanistic 
way. Instead, the "'probabilistic paradigm’’ assumes that 
there are multiple interacting causal influences which may 
change over time by chance, that there is no experiment or 
series of experiments that can definitively prove any theory, 
and that the act of observation affects what is observed. 

The authors illustrate the differing conseauences of these 
ways of thinking for clinical medicine by following a fictional 
protagonist physician, Dr. S., through his interacticns with 
patients at various stages of his training and practice. In the 
context of case vignettes and the corflicts felt by Dr. S., they 
present various strategies for decision making and decision 
sharing. Fhe assessment of probabilities and the weighing of 
values can allow the clinician and patient together to engage 
in principled or scientific gambling ' to deal with uncertain- 
ty and risk, to make the difficult znd imperfect treatment 
decisions that are necessary in the real world. The use of 
case vignettes to illustrate these problems is the principal 
strength of the book. I also found the discussion of the 
philosophy of science and epistemology as they apply to 
medicine quite thought provoking, even when I disagreed. 

The greatest weakness of the book is the dilution of the 
intriguing overall argument and the case examples by an 
exaggerated emphasis on a few treatment situations that 
appear to be especially valued by tke authors, such as birth 
and death in the home, and by an ad hominem extension of 
the argument to other woes of society. However, in the end I 
could forgive even these proselytizing chapters because of 
their illustrations of the clinical dilemmas faced bv physi- 
cians and patients. 

I believe this book could be helpful to any clinician who 
struggles with difficult treatment decisions. Psychiatrists 
may especially empathize with the agonies of the ‘ictional 
physician in dealing with the ambiguities of clinical reality, 
and learn possible ways to help patients and other physicians 
who consult them to deal with uncertainty. 


DANIEL J. Anzia, M.D. 
Park Ridge, Ш. 


The Treatment of Emotional Disorders, by Seymour L. Hal- 
leck, M.D. New York, Jason Aronson, 1978, 515 pp., $30.00. 


'This book is aimed at practitioners and educators. It is writ- 
ten to be understandable to nurses, social workers, psycholo- 
gists, residents in training, and advanced medical students. 

The aim, simply stated, is to argue for and exemplify the 
application of a multidimensional model for diagnosing and 
treating patients with psychiatric disorders. The frst 168 
pages describe, clarify, and provide references in support of 
the approach. Most importantly, case vignettes are provided 
throughout to make concrete and clear how the model can be 
used. The latter six chapters focus on each of the four 
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elements of the models as they operate in the clinic to guide 
diagnostic and therapeutic decisions (biologic treatment, 
behavioral therapy, individual therapy, group therapy, and 
environmental changes, including family therapy. 

The integrative model includes biologic-genetiz, learning 
and new information, and environmental factors, all of 
which are to be diagnosed and all of which form the basis for 
treatment selection. The model notes that curre1t biologic 
state and genetics influence what can be learned and the 
environmental responses to the behavior displaved; that 
learning and new information, as well as env.ronmental 
events, affect biology; and that environmental factors modi- 
fy what can be learned. 

How the clinician might decide what treatments are need- 
ed for which patients at what times is the focus of the latter 


. Six chapters. Again, case examples are provided. 


The book is well written, easy to read, and ratter clearly 
explicates the theme and its application. It also cits many of 
the key studies that support the points made. I Белеуе it is 
very suitable for residents in their second and third postgrad- 
uate years, who are confronted with and have to digest 
multiple theoretical perspectives and forms of treatment 
with little theoretical structure by which to sort and organize 
the perspectives. Advanced medical students and psychiat- 
ric nurses, as well as psychologists and social werkers who 
are practicing in a medical environment, will find some relief 
from either monolithic or vague didactic thinking with this 
volume. I have ‘‘consumer-tested’’ the book w th several 
residents in their third postgraduate year; they found this 
clinically based and illustrated integrative model of substan- 
tial help in treatment planning and interviewing. 

Some faults are inherent in attempting such a synthesis. 
Literature that does not support selected notions is neglect- 
ed (e.g., some patients respond to medications only, and 
little is added by psychotherapeutic methods). Does one 
apply as many treatments as possible all at once, or should a 
sequence be planned? Does the clinician shift from one 
treatment to another when one doesn't work, and, if so, 
when? The biologic approaches to alcoholism, sociopathy, 
and drug dependency are neglected. The issue of role 
definitions on a collaborative multidisciplinary team are 
touched on but not fully explored. The chapter on biologic 
treatments will be seen as rather simplist:c by medically 
trained psychiatrists. When the patient is not responding to 
this multidimensional treatment package, how does the 
clinician decide which element to change? 

In summary, this book is an excellent volume to help 
young trainees organize their thinking and to understand at a 
preliminary level how to integrate biologic and learning 
perspectives in diagnosis and treatment. It would be of 
substantial service, as well, to practicing clini.ans who 
desire to try out a more integrative approach to -reatment. 


A. JOHN RusH, M.D. 
Dallas, Tex. 


Paradoxical Psychotherapy: Theory and Practice w:th Individ- 
uals, Couples, and Families, by Gerald R. Weeks, гп.Р., and 
Luciano L'Abate, Ph.D. New York, Brunner/Muzel, 1982, 
259 pp., $20.00. 


According to its dust jacket this book demystifies the 
"magic" of paradoxical psychotherapy, so extolle= because 


ы 
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of “rapid results” with otherwise resistant individuals and 
families. ' 

A terse but erucite introductory section reviews the 
history and rationale of “а dialectical theory” undergirding 
the paradoxical psvchotherapeutic process. Then follows a 
delineation of the role of symptoms (and their positive and 
negative ‘‘bipolarity’’: ‘‘not-a, but also non-not-a") in a 
dialectic formulation of psychopathology and resistance to 
change. Dynamic evclution of the latter has earlier been 
suggested as phasic: 1) self-action, 2) interaction, and 3) 
transaction. Karpman's ‘‘family triangle" roles of 1) rescu- 
er, 2) persecutor, and 3) victim are usefully explicated in the 
present context with a discussion of the ‘‘paradox of the 
power of powerlessress." 

To the authors' credit is included a caveat, excluding from 
paradoxical psychotherapy those contraindicated clients 1) 
"uninvolved" in therapy, 2) sociopathic (likely to pervert 
assigned tasks to their own needs), 3) paranoid (may sense 
the ‘‘deceit’’ involved in paradoxical techniques), 4) destruc- 
tive in behavior (‘‘a therapist would not prescribe suicidal 
behavior"), as well as those situations and families in states 
of crisis, instability, acute decompensation, or chaos. 

Therapeutic task assignment requires a clear rationale to 
differentiate whethe- resistance is to be strengthened (‘‘I 
don't think you will be able to... ”') or to assure that the 
task is to be achieved (‘‘You are the doctor’’ compliance). 
Specific techniques include reframing, relabeling, restrain- 
ing, and time-prescription of symptoms. Useful formulation 
of the ‘‘negative consequences of change" from one’s symp- 
toms is also illustrated: 

Negative Consequences of Giving Up Depression 

1. Community—.. . . if he were to give up his depres- 
sion he would be able to make friends; making friends is 
stressful and often leads to conflict and rejection. 

2. Parents— . . . mother, 80 plus, had been depressed 
since her 20s. . . . If he gave up his depression, he might 
be seen by his mother as disloyal. How could he be 
happier than she? : 

3. Marriage— . . . wife was. . . overpowering, asser- 
tive. . . in charge... . If he gave up his depression, he 
would want to be more assertive and take more respon- 
sibility .. . surely lead to fights and deprive [her] of 
things to do. What would she do with herself? 

: 4. Self— . . . depression had forced him to be depen- 
dent on others. ... If he gave up his depression he 
would become independent. He would have to discover 
who he was at a late age. 

5. Children— . . . two grown children . . rarely saw. 

. He felt guilty ‹ over his lack of support of his children 
and was overindulgent in providing financial support. 

. If he gave up his depression he would be able to get 
closer to his children . . . would have to get to know 
them all over . . . would also feel more assertive and 
might start saying 20 to their requests for money, which 

' could cause conflicts. 


Other techniques include the prescribing or predicting of a 
relapse and the use o? paradoxical letters (some in sequence) 
to clients in the interest of insight, motivating challenge, and 
intervention for change. | 

In sum, this book is appropriate reading for the jaded 
therapist with too many resistant clients and families. It 
offers refreshing originality, careful logic, and the psycholo- 
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gist’s perspective of ''clients" and nonpsychiatrist refet- 
ences from the psychologist’s world of purer psychotherapy 
than we can boast from our arena of somatic concerns 
compounded by organicity and chemotherapy. 


CLYDE STANFIELD, M.D. 
Denver, Colo. 


CLINICAL EVALUATION 





Psychiatric Interviewing: A Primer, by Robert L. Leon. New 
York, Elsevier/North Holland, 1981, 173 pp., $16.95. 


When I was given this book to review, I looked forward to 
the opportunity with great anticipation. I regret to say that I 
was disappointed. 

Psychiatric Interviewing is designed to provide a ^how-to- 
do-it" book for the medical student starting to learn how to — 
conduct a psychiatric examination. On reading the kook, my 
first question was, Did this book accomplish its purpose? 
and the answer was a qualified yes. Comparisons with A 
Primer for Psychotherapists, by Kenneth Mark Colby, 
M.D., published in 195! (1) are inevitable; regrettably, the 
1981 volume falls far short, in my opinion, of the 1951 primer 
in lucidity and presentation. 

The present book is small and convenient but overpriced, 
even in this era of overpricing and runaway inflaton. The 
author proceeds in an orderly, logical fashion for -he most 
part, with chapters titled ‘‘The Doctor-Patient Relation- 
ship," ‘‘Starting a Relationship," ''The Body of tne Inter- 
view," “A Description of the Patient’s Current Mental 
Status," ‘Closing the Interview," “Ном to Handle Some 
Special Problems,” ‘‘Some Common Pitfalls,” ‘‘Interview- 
ing Significant Others and the Family," and “Тһє Family 
Physician and the Psychiatric Interview." 

Dr. Leon makes some important observations, which I 
believe can be carefully heeded. For example, on page 104 
he states that in dealing with a suicidal patient, ‘N> matter 
how preliminary or tentative, all suicidal thoughts s1ould be 
taken seriously and actively evaluated.” He is at h5 best in 
the chapter titled *'Some Common Pitfalls," but this chapter 
could have been enlarged and developed because it repre- 
sents one of the most challenging areas in interviewing. 
Learning how to be aware of and deal with these traps is 
vital. 

There are other good points, particularly on page 77, 
where the author underlines the statement, ‘‘Substantiate 
inferences with specific observation,” and again on page 93: 
“Ignoring anxiety is a common fault among physicians, and 
may serve to increase the level of feelings in both doctor and 
patient.” 

A major criticism is the author’s lack of consistency. He 
plans the book as a primer for psychiatric interviewing by 
the medical student but deviates from his goal by dilating the 
material with medical and pediatric interviews. He a so often 
uses "doctor" interchangeably with ‘‘medical student.” I 
believe this would only serve to confuse the medical student, 
who is intent on developing skills in psychiatric interview- 
ing, presumably having already developed skills in pediatric 
and general medical history taking. 

Because psychiatry is continually being extended from 
what was once the domain of the privileged few, the segment 

n "Interviewing Across Cultural and Language Differ- 
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egces" by Cervando Martinez, M.D., is a necessary inclu- 
sion, but it could have been expanded into greater detail with 
more specific anecdotal illustrations. 

Guest author James M. Turnbull in his chapter, “The 
Family Physician and the Psychiatric Interview,” suggests a 
highly unrealistic and catastrophic idea: “А simple exercise 
will help the family physician develop good listening skills. 
Spend two days in your office asking no questions of any 
patient." Having been a family physician (formerly called 
“general practitioner") for almost 20 years, I recognize how 
utterlv impossible this exercise would be. It could only lead 
a medical student and/or family physician into an anxiety- 
laden labyrin:h from which extrication would be most diffi- 
cult. 

In summary, Psychiatric Interviewing: A Primer provides 
the medical student with an outline and useful references and 
presents some sound material, particularly in dealing with 
special problems, but, overall, it lacks consistency. The 
medical student can do much better in learning psychiatric 
interviewing trom the old 4 Primer for Psychotherapists by 
Dr. Colby. 


REFERENCE 


I. Colby KM: A Primer for Psychotherapists. New York, Ronald 
Press Co, :951 


HOoWARD A. WINKLER, M.D. 
Tucson, Ariz. 


The Neuropsychiatric Mental Status Examination, by Michael 
Alan Taylor. Jamaica, N.Y., SP Medical & Scientific Books, 
1981, 508 pp., $14.95 (paper). 


This 15 an excellent book that actually requires work on 
the part of the reader. The book is a programmed text 
covering in some detail the mental status examination and its 
terminology, and a second part applying these terms and 
observations to the various criteria of DSM-III. The book 
requires a great deal of work and concentration; one simply 
does not read through and underline. Although the answers 
are on the accompanying page it requires some concentra- 
tion апа thinking through of the material to answer the 
questions posed by blanks in the text. Thus the book teaches 
in an engaging way by involving the reader in the process of 
learning. It is much more fun than reading most standard 
texts on the mental status examination, which usually re- 
mind me of reading the dictionary. 

The book also has another important message: the empha- 
sis on phencmenological principles that stress the impor- 
tance of close observation of the patient. In this effort the 
author is highly successful, and one does feel after reading 
this book that, yes, psychiatry is a medical speciaity, be- 
cause it is a very medical tradition that the author outlines. 

The information presented is exhaustive and complete, 
and as one reads it one is convinced that this is not material a 
psychiatrist should learn but material he or she must learn. 
Even just іс standardizing our terminology the book is 
worthwhile. For example, the simple definitions of mood 
and affect always present vexing problems because of our 
lack of precision in their use. 

The book is also of interest in that it covers the older 
literature of descriptive European psychiatry that has not 
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been covered well in the American literature. One must 
remember that Dr. Taylor almost single-Fandedly introduced 
Schneiderian first-rank symptoms into the American litera- 
ture many years ago. He now brings us terms that probably 
few psychiatrists trained in this country in the last 20 years 
know, e.g., Veraguth's folds and Schnauzkrampf 

The author makes a basic theoretical leap taat some may 
find offensive. He Jumps together symptoms seen im ‘‘neurc- 
logic patients” and ‘‘psychiatric patients” as the seme; e.g., 
he treats aphasia and thought disorder or memcry distur- 
bances all as the same mechanisms. The similarit between 
these states is more interesting than the differemce and it 
remains to us to prove that there are different mechanisms; 
until then it is probably more useful to consider them as 
similar. 

In essence the book is difficult, excellent, and extremely 
worthwhile reading for psychiatrists and particularly fer 
trainees. The basic message is that of a good c inician who is 
extremely in:erested in observation and details. The major 
message of the book can be summarized in the following 
quote from page 274: 


The key to clinical diagnosis is the process of chang- 
ing probabilities. Each bit of historical and mental status 
information continually and gradually alters the proba- 
bility of the patient having particular conditions. Each 
datum decreases the likelihood of some cisorders and 
increases the likelihood of others. At the enc of the 
process, the most likely diagnosis is selectec. Since 
there are no pathognomonic signs in psvchiairy, nor 
conclusive laboratory tests for mental illness, the proc- 
ess of data collection: objective observation, precise 
terminology, content separated from form, tecomes 
extremely important. 


This concept is coupled with a rather pugnacious stance on 
the part of the author, as manifested in the fclloving quote 
on page 273: 


The DSM-III term '*organic mental disorder” will not 
be used in this text as it implies the existence of 
“inorganic” or metaphysical brain syndromes, a notion 
which is contrary to basic biology and zke gz2nerally 
accepted idea that the brain is the organ of behavior and 
that all behavior—pathological, deviant and n2zmal— 
reflects brain function. 


The spirit of these two quotes pervades the book and 
makes for lively and instructive reading. It is no: the book 
one goes to for psychologic understanding, but it does have 
its place in contemporary psychiatry. I shall certainly recom- 
mend it to all of our residents, and I hope that it will become 
a standard text for psychiatric residents. 


Gary J. TUCKER, M.D. 
Hanover, N.H. 
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A Trazodone Overdose 


Sir: The cardiotoxicity of tricyclic antidepressants in overdoses is 
widely known. To a lesser degree, similar effects are altributable to 
toxicity with the only available tetracyclic antidepressant. maproti- 
line (1). Recently, a triazolopyridine derivative antidepressant has 
been intreduced. This chemically distinct drug, trazodone, is cited 
as significantly less cardiotoxic, although hypotension has been 
reported (2, 3). We report here a case of trazodone overdose. 


Ms. A, a 65-year-old woman, was admitted to the Louisville 
General Hospital intensive care unit just after an overdose with 
trazodone. oxazepam, and possibly other medicines. The quantities 
were not known. On admission, she was somnolent although 
arousable. At that time, an electrocardiogram revealed a PR interval 
of .24 sec at a heart rate of 72 beat/min. Ms. A was briefly entubated, 
but her respirations continued spentaneously. Full alertness re- 
turned at day 3. She spent 4 days in the intensive care unit before 
being considered medically stable. All vital signs. including blood 
pressure, remained normal. No antidepressant drugs were detected 
in her blood. 

Other physiologic measures were unremarkable. Subsequent 
ECGs demonstrated no cardiac conduction prolongations: her PR 
intervals were approximately .16 sec. Recovery was uneventful. 
Her records indicated that previous ECGs had been normal, with a 
PR interval of .16 sec, but that another transient episcde of 1° A-V 
block had followed a tricyclic antidepressant overdose with nortrip- 
tyline. 


Because the degree of overdose was not established, this report 
does not clarify the safety of trazodone for the heart. Cardiac 
conduction time prolongation without clinical ramificat.ons and with 
no other cardiovascular toxicity was observed in one patient with a 
trazodone overdose. Heart block can occur with the tse of tricylic 
and tetracyclic antidepressants; similar findings might also be ob- 
served in trazodone-toxic individuals. 
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Haloperidol and Phobias | 

у 
Sin: The case reports presented by Edwir. J. Mikkelsen. M.D.. 
and associates in "School Avoidance and Sccial Fhəbia Triggered 
by Haloperidol in Patients with Tourette's Disorder" (December 
1981 issue) are dramatic evidence of charges in the irternal milieu of 
patients treated with this neuroleptic. A brief report of a similar 
case. in which I drew the same conclusions. also provides a possidle 

mechanism for the development of such phobias. 


Ms. A, a 37-year-old woman, requested a ccnsultation after 
moving from another area because she still felt har dicapped in her 
functionirg after a major depressive episode 5 years previouslv. Her 
chief complaint was of generalized anxie:y and a driving phob.a that 
had severely limited her life. She exper:enced severe anxietv with 
sweating, dry mouth, and tremor in any slightly stressful driv:ng 
situation. She had gradually come to avoid these situations bv a 
variety of restrictions and maneuvers. For example, she woulc often 
drive a number of miles out of her way to avoid a left turn across 
traffic. Her psychotic depressive episode 5 years previously had 
lasted a number of months but ended rapidly after she began 
treatment with 2 mg/day of haloperidol. This dose was maintained 
constantlv until I saw her. She had never been hospitalized. 

In retrospect, Ms. A described feeling slowed in лег thinking end 
coordination while taking the medication. She also was unable to 
concentrate on such previously enjoyed activities as readirg end 
painting. Two months after starting to take haloperidzl she was in an 
automobile accident in which her car was struck by another vehicle 
skidding сп ice. Shortly thereafter. she noted that for “he first time in 
her life she no longer trusted herself to judge distenze and coordi- 
nate her driving accurately enough to make left turrs across lanes 
with oncoming traffic. Thereafter, her driving pLobia developed 
rapidly. 

When I first saw her, Ms. A appeared somewhat slow-moving end 
depressed. Her affective tone was muted and her life seemed 
dominated by restrictions and fears. Her self-esteem and confidence 
were at a low ebb. In the course of her treatment, | recommended 
that she taper and stop the haloperidol. Within the next few weeks, 
her facial expression became more mobile, her mcvements were 
more animated, and she gradually began to describe à sharpening of 
her feelings. She also noted a return of лег prior adility to concen- 
trate, an interest in pleasurable activitiss, and improved physical 
reaction time and coordination. Gradually she has “elt able to drive 
in previously stressful situations. and she no longer has severe 
anxiety attacks. It has required months for her to have self- 
confidence in a variety of situations where she had impaired 
functioning. 


It seems likely that this phobia developed because the patient 
reacted appropriately to the drug-induced chaages in perception and 
coordination. Having experienced severe anxiety in a genuinely 
dangerous situation, she then avoided situations likely to provoke 
the same anxiety. It does not seem necessary to invoke a direct 
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central chemical mechanism for this chain of events. Interestingly. 
although this patient had по previous history of severe anxiety or 
phobia, her mother had a Efelong history of marked anxiety and а 
possible agoraphobia. 1 think that this case, like those of Mikkelsen 
and associates, points oul an underrated hazard in the use of 
neuroleptics. : 


JOSEPHINE H. BRisTOL, M.D. 
Danbury, Conn. 


. Impotence Associated with Pimozide 


Sin: Ejaculatory difficulties associated with the use of phenothi- 
azines have been well documented. They have been reported to 
occur frequently with the use of thioridazine (1, 2). However, 
complete impotence is nof common with phenothiazines. In fact, 
chlorpromazine has even been reported to produce priapism (3). 
Pimozide is a neuroleptic belonging to the diphenylbutylpiperidine 


group. Biochemically, it is the most selective dopamine antagonist : 


and is also least sedating. Thus, it is particularly useful for mainte- 
nance therapy. In one of otr patients resistant to other.neuroleptics, 
pimozide produced remission of psychopathology but induced side 
effects including ejaculatory difficulties and impotence. 


Mr. A was a 37-year-old physically healthy man who complained 
that the Mafia was after him, someone was interfering with his radio 
and record player, and he was hearing voices. He also felt that every 
black man on the street was sending sexual signals to him. He had 
become sick 10 years previously while studying for his Ph.D. 
degree. He had taken a number of psychotropic medications. Some 
of his symptoms were improved with 60 mg/day of trifluoperazine, 
but he felt lethargic and sleepy and could not work. 

Six months before we first saw Mr. A, he had been given 
pimozide, 16 mg/day. The results of a physical examination and 
routine laboratory tests w2re normal. Over the next 2 months he 
improved to the extent that he could go to work regularly and for the 
first time started accepting that he was mentally ill. However, about 
2 months later he could not have an erection at all and this side effect 
persisted for over a month. Two months afterward he stopped taking 
the medication completely and the side effect disappeared 2 weeks 
later. However, he became quite delusional. 

Although he was delusional and somewhat excitable, had grandi- 
ose ideas, and did not feel that he was sick, 2 months after he had 
stopped taking the medication Mr. A agreed to take pimozide again. 
The initial dose was 4 mg/day, which was increased by 4 mg each 
month. At a dose of 12 mg/day, he was considerably improved. His 
hallucinations had disappeared, but he was still delusional and he 
could not ejaculate. By the time Mr. A was taking !6 mg/day his 
psychopathology had improved further but his impotence appeared 
again. He could not have erections at all. Mr. A continued to take 
the medication in spite of this side effect because he could function 
much better, and he hoped that the side effect would dissipate. 


That Mr. A’s impotence was a side effect of pimozide was 
confirmed by the fact tha- it occurred twice while he was taking 
pimozide and disappeared when the medication was discontinued. 
Mr. А had not received any other drugs, including antiparkinsonian 
preparations or hypnotics, or consumed alcohol. 

Because pimozide is primarily used for chronic ambulatory 
schizophrenic patients, this side effect may distress patients and 
affect drug compliance. Tzking a sexual history before initiation of 
pimozide therapy and during every visit will assist in the early 
detection of this side effect. Depending on the severity of psycho- 
pathology, therapeutic response, and the distress caused by the side 
effect, the drug may be continued in the same dose or reduced dose 
or discontinued. Even discussion with patients and their awareness 
that the drug-induced impotence is reversible is often comforting. 
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Response of Phobic Disorders with Obsessive Symptoms to МАО. 
Inhibitors t 


Sin; In the September 1981 issue, Michael A. Jenike, M.D., 
reported two cases of "Rapid Response of Severe Obsessive- 
Compulsive Disorder to Tranylcypromine,'' and Roberta S. Isberg, 
M.D., reported a similar case in “А Comparison of Phenelzine and 
Imipramine in an Obsessive-Compulsive Patient." We would like to 
report a 50-year-old man with severe phobic disorder who met the 
Research Diagnostic Criteria (1) for this illness and who also 
responded well and rapidly to MAO inhibitor treatment. 


Mr. A had no family history of psychiatric disorder and no history 
of medical illness. His phobic disorder began when he was:26, with 
severe anxiety, agoraphobia, and claustrophobia. His illness had a. 
fluctuating course. He was treated with anxiolytics. Except for the 
last 3 years he had worked as a foreman but because of his ''traffic" 
phobias he had to be accompanied constantly. During the last 3. 
years his illness had progressed, and for the last 2 years he had 
required continuous hospitalization in a psychiatric ward. He had 
extremely severe anxiety, was afraid that he would kill somebody, 
and did not dare either to go out alone or to remain alone, indoors. 
He was not interested in his family, job, or the hospital community. 
Mr. A was treated with high doses of drugs (anxiolytics, phenothi- 
azines, tricyclic antidepressants), psychotherapy, and ECT, which 
were ineffective. : 

At the. time of his admission to our unit, Mr. A's platelet MAO 
activity (tyramine substrate) was extremely high (18.8 nmol/mg of 
protein per hour) compared with the mean level o? 31 male controls 
(10.8+3.8). We began treatment with the MAO inhibitor nialamide 
(EGYT Pharmacochemical Works, Budapest, Hungary) in a dose of 
75 mg/day, which was increased to 150 mg/day on day 7. Mr. A 
showed a dramatic improvement beginning on day 8. His anxiety 
decreased and he could take walks alone around the hospital. He 
continued to improve and after day 20 was practically symptom free, 
His platelet MAO activity on day 14 showed a marked decrease (9.2 
nmol/mg protein per hour; about 5096 inhibition). Mr. А was 
discharged from the hospital on day 22. At the 2-month follow-up he 
was symptom free. 


These observations suggest that MAO inhibitors may be effective 
not only for the obsessive-compulsive disorders but also for phobic 
disorders associated with obsessive symptoms. Our findings also 
suggest that the measurement of basal (pretreatment) platelet MAO 
activity may predict the therapeutic usefulness of MAO inhibitors in 
these types of psychiatric illness. 
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Propranolol, Psychoneuroendocrine Changes, and Depression 


Sir: In “Propranolol and Depression’? (January 1982 issue), 
William M. Petrie, M.D., and associates reported the appearance of 
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ff clinical depressive episode in 3 patients on long-term propranolol 
therapy for cardiac disease. We would like to report a case of the 
reappearance of a major depression in a patient responsive to a 
combination of a tricyclic antidepressant and lithium who was 
treated with propranolol for lithium-induced tremors. The patient 
had been taking this B blocker for less than 2 weeks. The depression 
was associated with endocrine changes that are frequently noted 
with a clinical depressive episode. 


Ms. A, a 67-year-old woman, was hospitalized for a recurrent 
depressive illness that was associated with a suicide attempt preced- 
ing hospitalization. On admission she was clinically depressed, with 
neurovegetative changes and a Zung scale score of 63. Her plasma 
cortisol level after 1 mg of dexamethasone at 11:00 p.m. was 7 peg/dl 
at 4:00 p.m. the next day. Ms. A was treated with nortriptyline for 3 
weeks (plasma level, 145 g/liter), with minimal improvement in her 
symptoms. Because she had a history of nonresponse to tricyclic 
antidepressants lithium carbonate was prescribed, with rapid ame- 
lioration cf symptoms in a week's time. The Zung scale score 
dropped to 33 and her ccrtisol levels after 1 mg of dexamethasone 
were 4 g/dl at 4:00 p.m. anc 3 ре/ at 11:00 p.m. Discharge plans 
were initiated, but Ms. A began developing significant hand tremors 
at therapeutic lithium levels (.8 mEg/liter). Propranolol treatment 
was begun, and the dose was gradually increased to 80 mg/day over 
a week without any significant decrease in the tremors. Shortly 
thereafter, depressive symptoms associated with suicidal thoughts 
reemerged. Ms. A's Zung szale score had increased to 56 and a 
repeat DST revealed a cortisol level of 6 g/dl at 4:00 p.m. and 11:00 
p.m. We thus were able to confirm a recurrence of her depression 
clinically and by psychoendocrine measures. 


To our knowledge, there has been no case in the literature of 
depression with endocrine changes that can be attributed to pro- 
pranolol. In the article by Dr. Petrie and associates. depression 
developed during protracted treatment with propranolol but was not 
confirmed by psychoendocrine assessment. The topic of 3 blockers 
inducing clinical depression needs further investigation. which could 
also help in the understanding of the effects of this drug on the 
limbic-hypothalamic system. 

The exact effects of 8 blockers (if any) on the CNS are still largely 
unknown. However, the current literature demonstrates a wider use 
of B blockers in a variety of psychiatric syndromes (1, 2). Proprano- 
lol has also been used clinically for the treatment of lithium-induced 
tremors (2, 3). Caution therefore is necessary in using this drug for 
treatment of lithium-induced tremors in clinically responding pa- 
tients to avoid a recurrence of an affective illness. 
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Lecithin for Tardive Dyskinesia 


Sir: Animal studies indicate that dietary loading with choline 
chloride or lecithin raises the level of acetylcholine in the brain. 
Clinical end neuropharmacological considerations suggest that an 
elevation of brain acetylcholine might relieve the symptoms of 
tardive dyskinesia in psychiatric patients. This expectation has been 
supported by several pilot studies with choline chloride or lecithin 
for the treatment of neuroleptic-ind.iced tardive dyskinesia (1, 2) or 
spontaneous orofacial dyskinesia in the elderly (3); however, a 
replicaticn study of lecithin treatment for tardive dyskinesia pro- 
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duced negative results (4). Recently we hed an oppor anity to treat a 
patient for tardive dyskinesia with lecithin. Tae patient was moni- 
tored intensively and evaluated systematicelly with a standard 
psychometric instrument, the Abnorma. Involuntary Movements 
Scale (AIMS) (5). Our data. as reported below. apoear to suspert 
the use of lecithin for tardive dyskinesia. 


Ms. A was a 68-year-old woman with a 20-year history of 
schizophrenia, for which she had received long-term therapy with 
neuroleptics. She sought treatment for terdive dyskinesia and mild 
psychotic decompensation. Her medications were perphenazine. 8 
mg/day, and trihexyphenidyl. 5 mg/day. She was also taking ibupro- 
fen, 400 mg/day. for arthritis and insulin for diabetes mellitus. 

Ms. A was admitted to the hospital. Perphenaziae and trihexy- 
phenidyl were discontinued immediately. After 9 days. Ms. A was 
formally rated with the AIMS. Perioral and tongue movements were 
exceptionally prominent. Movements of the extremities were also 
present. The total baseline AIMS score was 28 (maximum posssi- 
ble=42) and the score on the perioral subscale was 9 (maximum 
possible= 16). 

Four days after the baseline AIMS rating. Ms. А began treatment 
with lecithin, 8 g t.i.d. in milk. During the next 8 davs this dose was 
raised to 16 g t.i.d. and then to 24 g t.i.d.. which was maintained for 
a week. No other psychoactive drugs were prescribed. No side 
effects were noted. We used soybean lecithin from a local pharma- 
cy; the phosphatidyl choline content is 2196-2496, according to the 
manufacturer. 

All AIMS evaluations were performed under nonzlind conditions 
by the same rater. The AIMS total score after 2 weeks of lecithin 
pharmacotherapy dropped to 9 (a 68% improvement) and the 
perioral score dropped to 3. The regression ecuation for total AIMS 
score versus dose yields a correlation coeficient of —.786. The 
psychologist’s AIMS ratings were compatible with the qualitative 
clinical impression of the attending psychiatr.st. Ms. A was judged 
to be significantly improved after 2 weeks of lecithin pharmacother- 
apy and was discharged. Althouga she was still taking lecithin, she 
was subsequently lost to follow-up. 


The lecithin dose range that we prescribed is comparable with taat 
used by other investigators. It was not possible 1o observe this 
patient under double-blind, placebo-controlled conditions: other 
investigators have conducted such stud.es, with conflicting results 
(1, 4). We were able to discontinue neuroleptic medication 2 weeks 
before starting lecithin treatment and to maintain the patient without 
neuroleptics for 2 weeks while she was taking lezithin. This was 
feasible and ethically acceptable because the patier.t’s major prob- 
lem was tardive dyskinesia. It may be tha: the withdrawal of 
neuroleptic medication produced the patient's remission of tardive 
dyskinesia symptoms; however, our da:a suggest a close temporal 
relationship and an apparant dose-effec: relationship between leci- 
thin administration and clinical improvement. Furtaer clinical trials 
with lecithin seem to be warranted. 


REFEKENCES 


1. Jackson IV, Nuttall EA. Ibe IO, ct al: Treatment of zardive dyskinesia 
with lecithin. Am J Psychiatry 136:1458-1460. 1979 

2. Zeisel SH, Gelenberg AJ, Growdon ЈН. et al: Use of znoline and lecithin 
in the treatment of tardive dyskinesia. Adv Biochem Psychopharmacol 
24:463-470, 1980 

3. Newhouse P, Bridenbaugh RH: Pharmacolog:c claracterization and 
lecithin treatment of a patient with spontaneous oral-facial dyskinesia and 
dementia. Am J Psychiatry 138:251—252, 1981 

4. Anderson GB, Reker D. Ristich M. et al: Lecithin t-eatment of tardive 
dyskinesia—a progress report, Psychopharmacol Bul 18:87-88. 1982 

5. Guy W: ECDEU Assessment Manual for Psychopharmacology. revised 
ed: DHEW Publication (ADM) 76-338. Washington. DC, Psychooharma- 
cologv Research Branch. NIMH. 1976. pp 534—537 


ROBERT WILBUR 

New York, N.Y. 

A. VICKIE KULIK, M.D. 
Тномаѕ C. EREcHT, PH.D. 
Birmingham, Ala. 


1376 LETTERS TO THE EDITOR 


Response to Gluten Versus Neuronal Damage 


Sir: In “Wheat Gluten Challenge in Schizophrenic Patients" 
(September 1981 issue) Steven G. Potkin, M.D., and associates 
reported no effect on 8 ‘‘well-stabilized’’ chronic schizophrenic 
patients challenged with wheat gluten for 5-8 weeks and a "'gluten- 
free powder” for 8-12 weeks while on a cereal- and milk-free diet. 
They suggested the noneffect may have been due to overly brief 
challenge periods and/or the type of patients selected for study. 

І agree but emphasize che latter. Chronic patients whose symp- 
toms have plateaued are not suitable for a brief test of many 
etiologic hypotheses. For example, because of brain damage a brief 
trial to determine the effect of a low phenylalanine diet on IQ levels 
cf 6-year-old phenylketonuric patients would not support the etio- 
logic role of phenylalanine. Similarly, many studies, both before and 
after introduction of neuraleptics, reported brain atrophy and loss of 


neurons in chronic schizophrenic patients. Indeed, St. Elizabeths’ 


Hospital investigators, in an important ongoing series of studies, 

demonstrated by CT scan that 66% of chronic schizophrenic pa- 

‚ tients had evidence of brain atrophy (1). Since a partial genetic 
relationship between schizophrenia and celiac disease is suspected 
(2), what happens to neurons of patients with celiac disease? As in 
schizophrenic patients, the occurrence of neurologic symptoms is 
considerably increased. At autopsy 6 of 9 neurologically impaired 
sibjects with celiac disease had ‘‘atrophy and focal loss of neurons 
safficiently marked in scme cases for the cortical atrophy to be 
noted macroscopically” (3). Disorganization of motor axon termi- 
nals also occurs in celiac i3) and schizophrenic (4) patients. 

Can gluten fragments go from gut to brain and affect neuronal 
function? ] have reviewed (2) evidence that gluten fragments (some 
immunoreactive) enter the brain—at least in small amounts in rats— 
and the adverse effect of gluten on behavior of rats, celiac patients, 
aad schizophrenic patients, as well as the neuroactivity of gluten 
and casein polypeptides. I speculate that even before CT scan 
evidence of brain atropbv can be detected gene-dose-dependent 

' defective gut and other barriers of schizophrenic patients. permit 
exposure of brain cells to neuroactive/neurotoxic gluten fragments. 
These might bind to system-specific neurons, causing disturbed 
neurotransmission and, in time, death of some and reversible injury 
о? others. 

The noneffect of gluten or its absence in the well-stabilized, 
‘persistently chronic schizophrenic patients studied by Dr. Potkin 
and associates contrasts with the accelerated improvement of re- 
cently relapsed schizophrenic patients on a cereal- and milk-free diet 
(2) and the worsening of Singh and Kay's chronic patients (5) while 
receiving gluten and their improvement with neuroleptics and a 
cereal- and milk-free diet jast before challenge. Perhaps this nonef- 
fect was due to many years of gluten-dose-dependent death and 
slowly reversible injury of so many gluten-sensitive neurons that too 
few remained capable of response to gluten or of rapid recovery in 
its absence. Furthermore, some 'symptoms (e.g., impaired cogni- 
tion) may depend on the quantity of nonfunctioning neurons in 
specific systems. 

Thus, I recommend thet tests of the possible etiological role of 
glutens be done on large numbers (to avoid type II error) of recently 
relapséd schizophrenic pat'ents—as early in the relapse and course 
of the disease as possible. 
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Effect of Age on DST Results © o 


Sır: In their article Does the Dexamethasone Suppression Test 
Distinguish Dementia from Depression?" (February 1982 issue), 
James E. Spar, M.D., and Robert Gerner, M.D., questioned the 
specificity of the dexamethasone suppression test (DST) for diag- 
nosing depression in an elderly population. If their work is replicat- 
ed it would raise serious doubt about the usefulness of the DST in 
differentiating pseudodementia from true dementia in this group of 
patients. 

It is interesting that, according to my analysis of the data in their 
table 1, the 9 nonsuppressors among their 17 demented. nonde- 
pressed patients were significantly older than the 8 suppressors 
(mean ages of 76.1 and 67.1 years, respectively; t=3.13, р<.01). 
This pattern of age difference between dexamethasone nonsuppres- 
sors and suppressors has been reported (1) in a group of patients 
with severe major depression during depression but not upon 
recovery. No such effect of age on the DSTs of healthy individuals 
was found in a separate study (2). To my knowledge, there have 
been no.reports (other than the study by Drs. Spar and Gerner) of 
differential effects of age on the plasma cortisol levels of demented 
patients. 

This differential age pattern suggests that the 9 nonsuppressors 
may have had significant depressive disease in addition to dementia, 
although, as the authors point out, a clinical diagnosis of depression 
would have been difficult, if not impossible, to make. If this dual 
diagnosis is so, the hope for specificity of the DST in depression 
would be maintained. Clearly, additional clinical studies of the DST 
in geriatric populations are needed. 
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Sir: In “Does the Dexamethasone Suppression Test Distirguish 
Dementia from Depression?” Drs. Spar and Gerner reported that 9 
of 17 elderly patients with dementia who were free of major 
depression showed lack of normal suppression after administration 


of 1 mg of dexamethasone. The authors concluded that the DST may . 


not be useful in differentiating depression from dementia in the 
elderly, their implication being that dementia in the elderly is 
associated with resistance to or escape from dexamethasone sup- 
pression. | 

Their observations, however, speak more powerfully to another 
point. Although among their elderly patients with dementia the 
nonsuppressors and suppressors do not differ with respect to degree 
of dementia or depression, they do differ quite clearly with respect 
to age. The mean age of the nonsuppressors (those with ccrtisol 
levels 5 ug/dl or higher) is 76.1 years, whereas those who suppressed 
normally have a mean age of 67.1 (t=3.12, p<.01). Eight of the 9 
nonsuppressors were older than the median age of 73, whereas with 
one exception the suppressors were 73 or younger (p<.005, Fisher 
exact test). 

Pituitary-adrenal studies (1—3) in both rats and humans have 
shown that young and elderly adults do not consistently differ in 
either baseline cortisol levels or the adrenocortical response to 
ACTH. However, in elderly rats the pituitary-adrenal system's 
sensitivity to inhibition by glucocorticoids is clearly decreased (4). 
Although a recent study (5) showed no mean difference in DST 
response between young and elderly healthy humans, the ‘‘elderly’’ 
subjects were 65 to 87 years old (mean age, 75.3) and the one subject 
who failed to suppress normally was the oldest. 

The rat studies, along with this analysis of Spar and Gerner's data, 
suggest that being over 75 or so is in itself likely to be associated 


with a change in response to dexamethasone. This physiclogic . 


change may need to be considered in determining a suitable protocol 
for the DST and interpreting its results in the elderly. 

The association of both aging and depression with the same shift 
in pituitary-adrenal regulation suggests, as do similarities between 


ч 
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the néurochemical changes hypothesized to occur in depression and 
those well documented in aging. that some of the depression-like 
accompaniments of aging may rot be entirely or even predominantly 
accounted for by situational factors but may be an expectable 
concomitant of age-related changes in brain functioning. Perhaps 
these changes are reversible. in part. with pharmacologic treatment. 
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һә 


WALTER А. Brown. M.D. 
Providence, Rd. 


Ф 
Drs. Spar and Сегпег Reply 


Sin: Dr. Nelson and Dr. Brown have made an excellent point 
regarding the age difference between our demented suppressors and 
nonsuppressors. We tested their hypothesis on a large sample of 52 
demented patients (by t test) and found that the 26 nonsuppressors 
averaged 77.96 years of age. whereas the suppressors (ccrtisol level 
of 5.0 g/dl or higher) averaged 71.76, a difference significant at 
p<.04. However, the correlation coefficient between age and corti- 
sol level was only .22 (.10>p>.05), suggesting that across the entire 
distribution of cortisol levels age alone accounted for very little of 
the observed variation. We are currently testing several other 
hypotheses in this area. 


JAMES E. SPAR. M.D. 
ROBERT GERNER. M.D. 
Los Angeles, Calif. 


Stability of Serum Lithium Levels 


Sır: The findings of Steven Lippmann. M.D., and associates. 
reported in their article "Plasma Lithium Stability and a Compari- 
son of Flame Photometry and Atomic Absorption Spectropho- 
tometry Analysis" (October 1981 issue). are very significant in 
developing countries, such as India. for two main reasons. Dr. 
Lippmann and associates demonstrated reliable accuracy in plasma 
lithium analysis by both flame photometry and atomic absorption 
spectrophotometry, and. hence, in centers where atomic absorption 
spectrophotometry is not available flame photometry can be effec- 
tively used. Second. since the date of lithium analysis of plasma is 
not a critical factor, delayed analysis of samples received by mail 
will be relizble for monitoring lithium prophylaxis. 

We carried out a similar study (1). Facilities for serum lithium 
estimation are available in only a few centers in India. We regularly 
receive serum samples for lithium analysis by mail. To determine 
whether results of such samples are reliable, we collected serum 
samples from 30 patients receiving lithium at 9:00 a.m. before the 
patients had eaten and randomly divided the samples into two 
groups. Group A consisted cf serum samples that were stored at 
4°C; the samples in group B were stored at room temperature in 
tightly covered vials. Serum lithium levels were determined by 
flame photometry (2). Estimations were dcne on days 1, 3, 5. 7, and 
8 to determine whether storing serum samples over a period of time 
changes the lithium values. Thus, five sets of mean values were 
obtained for each group. and in each group the mean value on day 1 
did not differ significantly from the mean values on any of the 
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subsequent days. This experiment shows that {зе serum samples 
containing lithium are stable for at least 8 days ¿fer collection even 
if stored at room temperature. 
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Borderline Children and Chromosome Disorder? 


Sir: In "Borderline Syndromes in Childhood: Criteria for Diagno- 
sis" (May 1982 issue). Jules К. Bemporad. M.D.. end associates 
presented a list of symptoms and diagnoszic criteria for borderline 
children based on their experience with 24 letency-age children. 
Recently 1 evaluated a latency-age boy who hed attention deficit 
disorder with hyperactivity and many features of a borderline 
syndrome, including fluctuation of functioning. problems differenti- 
ating fantasy from reality. poor social funztionirg. lack of control. 
poor concentration, uneven development, a relative failure to learn 
from experience, and an inconsistent ability to adapt to new 
situations. His karyotype was that of Klinefelter's syndrome 
(47.ХХҮ). Since sex chromosome aberrations are not rare їп 
psychiatric populations, it would be interesting to know if any cf 
these 24 borderline children also had a chromcs me disorder. 


CLARENCE E. MCDaNAL. JR.. M.D. 
Bermingham, Ala. 


Dr. Bemporad Replies 


Sin: Nore of the children described in our report demonstrated 
any clinical evidence of a chromosomal anomaly, so we did not 
perform chromosomal analyses. We would welcome г detailed clinic 
report of the child mentioned by Dr. McDznal and we will be alert to 
the coexistence of these two syndromes in the future. 


JULES К. BEMPZRAD. M.D. 
Beston, Mars. 


Limbitrol as a New Street Drug 


Sin: Psychiatrists working in emergency rooms zre often con- 
fronted with, and must detect. new patterns of drug abuse. Over 4 
months we saw at least six patients who were actively abusing 
Limbitrol. a preparation containing a long-acting benzodiazepine. 
chlordiazepoxide, and a tricyclic antidepressant am triptyline. One 
patient accually described an illicit marketplace for this drug: 
another came to the emergency room with the specific chief 
complaint of “I want some Limbitrol,"" whick he had clearly been 
abusing. Other cases were detected by the use o? urine drug screens 
(positive for amitriptyline and benzodiazepine derivatives), after 
which the patients admitted to Limbitrol abuse. Опе patient had a 
frank anticholinergic delirium that responded within 25 min to 
physostigmine, 2 mg i.m. 

Limbitral was first introduced to treat depressed patients who had 
a high component of anxiety (1). Reports have followed of specific 
adverse responses to Limbitrol (2). Because Limbitrol cortains 
amitriptyline it would be fair to assume that central anticholinergic 
syndromes may occur after misuse of this drug (3). It is also possible 
that some of these signs may be masked by the seda:ing properties 
of the chlordiazepoxide component of Limbitrcl. 
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The benzodiazepines have a history of popularity with drug 
abusers. We do not know at present whether we have a small series 
of a most unusual pattérn of drug abuse or are seeing the initiation of 
a new drug of abuse, We also do not know what percentage of 
Limbitrol abusers is seeking both the chlordiazepoxide and the 
amitriptyline components and what percentage is seeking the chlor- 
diazepoxide component only and inadvertently abusing a tricyclic 
antidepressant. If the outcome is prolonged tricyclic drug abuse, one 
might hypothesize possi»le serious medical sequelae because these 
drugs are not without known complications even at normally 
prescribed doses over a limited time (4). 

Recently it has been determined from animal studies (5) that 
amitriptyline increases the permeability of the blood-brain barrier. 
What long-term effect the abuse of such a substance will have 
remains to be seen. One can speculate that abuse of this drug may 
predispose its users to development of higher CNS levels of various 
other drugs that they may be concomitantly abusing. Therefore, 
Limbitrol abuse might be a more serious situation than pure 
benzodiazepine abuse. ; 

We now consider Limbitrol abuse as a possible differential 
diagnosis for 1) acute central anticholinergic syndromes in adoles- 
cents and individuals in -heir 20s and 30s, 2) “огвапіс impairment" 
or confusional states in patients known to abuse drugs, and 3) 
cardiac irregularities in patients who have taken an overdose. 

We would appreciate hearing from other clinicians who have 
noted this phenomenon because we are trying to determine whether 
Limbitrol abuse is an exctic drug abuse pattern or a developing, new 
pattern. If it is the latter, psychiatrists working in emergency 
settings will have to become familiar with Limbitrol as a new source 
of poisoning and psychiztric symptoms. 
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8700 West Wisconsin Ave. 
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Orgasm in Eroticized Children 


Sir: In "Children Eroticized by Incest" (April 1982 issue), 
Alayne Yates, M.D., stated that these children “аге easily aroused, 
highly motivated, and readily orgasmic.” 1 am concerned by her 
conviction that these children are orgasmic. Has she or others 
conducted studies to measure the orgasmic capacity of young 
children? Would any of us countenance the exploitative nature of 
such an unethical study їп young children? 

If Dr. Yates has concluded that these children are orgasmic from 
anecdotal evidence, the implications are also disturbing. Children 
and adults experience the world differently and have different means 
for the verbal expression of their experiences. To construe a child's 
words to mean that he or she has orgasms is to invest that child with 
qualities of adult sexuzlity. From there it is a small step to 
attributing to young children adult motivations and adult responsi- 
bility for their sexual bekavior. 
` The author's main point is well taken. Clinicians and foster 
families should be aware that children who are victims of incest may 
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have highly eroticized behavior and that this behavior represent#to 
them the means of achieving closeness, approval, and security. 
However, Dr. Yates should not then, apparently without evidence, 
conclude that this behavior is sexual in the same way that adults are 
sexual, by assuming that these children are orgasmic. 


KATHRYN TRACY 
Syracuse, N.Y. 


Dr. Yates Replies 


Sir: The physiological response of orgasm in infants and young ° 
children has well been established (1, 2). The subjective experience 
of pleasure during orgasm is fairly constant from infancy to adult- 
hood (3). In addition, the occurrence of masturbation, commonly to 
orgasm, is clearly associated with adequate rather than deficient _ 
parenting (1, 2). Ms. Tracy's concerns are not unusual; they reflect 
the cultural bias that erotic experiences and interests are potentially 
harmful for '*healthy"' children. 

Orgasmic competence is but one component of erotic compe- 
tence. An erotically competent individual would have easy access to 
his or her inner state of arousal and/or the orgastic resporse. The 
choice of access is self-determined and considerate of personal and 
social responsibility. The mode is adaptive rather than constrictive, 
so that the eroticism can remain a major and continuing source of 
gratification. Erotic competence constitutes a personal achievement 
through increasing ego mastery over the external and internal 
environment. I have examined many orgasmic infants and children 
but never one who had achieved erotic competence. 

Erotic competence, I believe, is a separate developmental line 
distinct from psychosexual maturity. The ideal, if not expectable, 
progression commences with undifferentiated, highly pleasurable 
sensations in infancy, succeeded by differentiation of the sensate 
foci, mastery of a variety of self-elicited sensations, intentional 
orgasm, exhibitionism, erotic interest in the parents, sex play with 
peers, and an integration of eroticism within the self-concept. A 
modicum of positively perceived, age-appropriate sexual experi- 
ences is necessary if the learning process is to proceed. Eroticized 
children have learned too quickly and too well. However, consider- 
ing the extraordinary incidence of adult sexual dysfunctions in this 
culture, one could expect the average child to be educationally 
handicapped. 
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ALAYNE YATES, M.D. 
Tucson, Ariz. 


International View of CMHCs 


818: As a practitioner for some years in the field of community 
mental health I would like to congratulate Cornelia Morrison 
Donovan, M.D., on the liveliness of her article "Problems of 
Psychiatric Practice in Community Mental Heakh Centers" (April 
1982 issue), through which one can experience the frustrations 
inherent in community mental health center (CMHC) work. I share 
her guarded optimism about CMHCs’ future because I also believe 
(from knowledge) that CMHCs are effective in spite of their much 
publicized shortcomings. In one regard, however, I disagree with 
Dr. Donovan: her wish to call on academia for advice with the 
manifold problems she faces. Departments of psychiatry often lack 
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tHe needed information and. more often. are even less able to meet 
the challenges of community psychiatry outside of their own, 
usually more limited setting. 

I have tried to export the American ideas on community mental 
health to Europe and have been able to realize many of the needed 
changes for community care of formerly permanently hospitalized 
patients (dehospitalization) and the provision of crisis intervention 
and ambulatory care. The bureaucratic hazards and the risks for 
malpractice suits are definitely less here in Switzerland. although 
the pressure from patients is the same. 

An idea that has proved its worth both in the United States and 
here in Eurcpe is that of sharing responsibility for patient care with 
nonmedical colleagues. 1 am not sure whether Dr. Donovan has 
made the best use of the potential of her associates. I found it 
possible to rely on the resourcefulness of nonmedical coworkers and 
community helpers, which is present even here. where ronmedical 
professionals are a good deal less well trained than in zhe United 
States, and much more so while I was working in CMHCs in the 
United States. 

It seems to me that psychiatric work in CMHCs has come of age 
and could constitute a major subspecialty in psychiatry. Unfortu- 
nately, those who practice it rarely also teach it. and the teaching 
facilities are usually conspicuously short in knowledge about com- 
munity mental health. 


ЈАСОВ Curist. M.D. 
Liestal, Switzerland 


Sleep Clinic Treatment of Insomnia 


Sir: In “Effectiveness of a Sleep Disorders Center: A 9-Month 
Follow-Up” (May 1982 issue), Peter J. Hauri, Ph.D., anc associates 
stated that то their knowledge theirs was the only factual evidence 
currently available concerning the utility of sleep disorders centers. 
However, in a study of patients with insomnia who were treated 
with drugs. Billiard (1) found that 58 of :he 70 patien:s gained a 
certain or great improvement. Of 100 consecutive sleep clinic 
patients with severe chronic insomnia. we found (2) that 64 gained 
total or nea- total relief. Of 36 unimproved patients, 17 attended the 
clinic only once. These observations conform with the conclusion of 
Dr. Hauri and associates that sleep с:іпісѕ are useful to those with 
severe insomnia. 
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QUENTIN К. REGESTEIN. M.D. 
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The Psychiatric Autopsy 


Sir: In "Differences Between Forensic and General Psychiatry” 
(March 1982 issue), Jonas R. Rappeport, M.D., compared quite 
correctly the work of a psychiatrist in evaluating the testamentary 
capacity of a deceased person with the work of a psycaohistorian. 
However, I would like to comment cn one of his conclusions. 

Dr. Rappeport stated that in determining testamentary capacity 
"the opinion is not based on a personal examination and would be 
more accurate if the deceased person had been examined before 
death.” Historians have known for more than 2,000 years, since the 
time of Herodotus, that an accurate evaluation of a famous (or 
infamous) personality is almost impossib!e during his lifetime and 
must awai: the judgment of history. Similarly, modern medicine 
recognizes its debt to pathological anatomy as revealed in autopsies, 
without which scientific medicine would be nonexistent. A strong 
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point can be made that the analysis of a deceased person (psychiat- 
ric autopsy) (1—3) avoids the pitfalls of the bias frequently encoun- 
tered in the transference relationship during the patient's lifetime. 
the subjective interpretation of the spoken word. and many innuen- 
does and intangibles and that it usually results іг unznimity of the 
psychiatric experts in court, in contrast to the “‘dattle of experts” 
regarding the living examinee. Despite its shar:comings (lack of 
interaction), the psychiatric autopsy surpasses zny other method of 
psychiatry in objectivity. 
"What is hidden in life, often in death is revealed." 
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Otte L. BENDREIM. М.р. 
Phoenix, Ariz. 


Dr. Rappeport Replies 


Sir: 1 apologize to Dr. Bendheim for omit-ing mention of the 
psychiatric autopsy as a tool that might be used in forensic psychia- 
try. He is correct in pointing out the necessity cf obtaining informa- 
tion from scurces other than the direct interview of the patient. This 
is the majo- point in my article—that is. that a thorough forensic 
evaluation, unlike a general psychiatric evalLation Zor treatment 
purposes, requires the use of tangential and proximate witnesses 
and sources of information in addition to "hose which would 
ordinarily be used. If an individual is deceasec, we should use the 
psychiatric autopsy. as described in Dr. Bendheim's excellent 
article ‘‘The Psychiatric Autopsy: Its Legal Application." 

In his article, Dr. Bendheim presented a case in which a man's 
two wills were competing for acceptance. If at the time of signing the 
second will this man had been examined and the proximate witness- 
es interviewed, the facts would have clearly shewn that he was not a 
competent :estator at that time. Because no examinztion was done 
before his death Dr. Bendheim needed to relv on a psychiatric 
autopsy, which included the features of a :horcugh forensic psvchi- 
atric evaluation except for the individual inte-view. I continue to 
believe that the individual interview. when possible is important 
and, in fact, is the basic tool of the psychiatris!, desoite opportuni- 
ties for transference and countertransference. whica also exist in 
other human interactions, such as psychiatric autopsies. 

Dr. Bendheim also seems to believe that a psychiatric autopsy 
results in unanimity of the psychiatric experts. Although this may 
have been so in the cases he reported, I question whether psychohis- 
tory itself necessarily lends to unanimity of opiniones. 


JONAS К. RAPPEPORT. M.D. 
Beauüinore. Md. 


Out-of-Body Experiences and Migraine 


Sir: After reading ‘Тһе Out-of-Body Experience: A Phenomeno- 
logical Typology Based on Questionnaire Responses’? (April 1982 
issue) by Stuart W. Twemlow, M.D., and associates. I would like to 
suggest one additional question that migh: be esxed of patients who 
report out-of-body experiences—are they migraineurs? Not all. if 
any, out-of-body experiences are migrainous гигає. on the other 
hand, they share with some of the rare manifestations of migraine 
the double consciousness (divorce of homuncalar fram body image 
perceptions) that Hughlings Jackson called ' mental diplopia.” The 
out-of-body experiences described by Dr Twemlow and associates 
are unlike migrainous states in that they ccntain no element of 
confusion. There is clearly a range of phenomena in v/hich the body 
image is divorced from the sense of homuncular position, ranging 
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from astral projection (the “I” appears to be outside the body limits) 
to autoscopic hallucinat.on (the body image is doubled and appears 
externally projected). Clear-cut differentiation of these unusual 
states, and identificatior of any conditions that predispose to them, 
could throw important light on the "'filter" by which the web of 
conventional perception is maintained. Did Dr. Twemlow and 
associates collect or elicit any cases of typical out-of-body experi- 
ence that were succeeded by unilateral headache? 


ALEX CoMroRT, M.D. 
Santa Barbara, Calif. 


Drs. Twemlow and Gabbard Reply 


Sır: Dr. Comfort raises an important issue. Our study did not 
spécifically inquire about headache, although only 6% of the sub- 
jects were in severe pain at the time of the experience and 70% 
described themselves as calm and relaxed. Migraine and a variety of 
“psychosomatic” or ‘‘scmatopsychic’’ conditions such as temporal 
lobe epilepsy no doubt are important in the differential diagnosis of 
the out-of-body experierce, although they likely account for only a 
small proportion of the total number of experiences. In another 
publication (1, available on written request), we presented a set of 
tentative diagnostic criteria to aid differentiation of the out-of-body 
experience from the following experiences. 


1. Depersonalization. Split observing and experiencing self, 
dreamlike, unpleasant, stress induced, sense of strangeness, 
panic-striken affect, more common in females, no sense of being 
out-of-body. 

2. Autoscopy. Mind remains ‘‘in body," autophany, double is 
imitative, face and shoulders only, body often transparent, fre- 
quently accompanyinz sadness. 

3. Schizophrenia. Loss of reality testing and body boundaries, 
body distortions of shape, size and position, location of body 
uncertain, personality regression, identity unstable, sense of 
“going crazy." 


Our questionnaire anc methods are currently being revised for 
phase two of this investigation. We would like to hear from 
colleagues who have suggestions about additional areas (such as Dr. 
Comfort's idea) or havé a personal or collaborative goal in mind. 
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The Concentration Model of Hypnosis 


Sır: In their article *'Hypnotizability and Psychopathology” 
(April 1982 issue), David Spiegel, M.D., and associates found 
hypnotizability to be inversely related to psychopathology. They 
concluded that ‘‘these data provide corroboration of the concentra- 
tion model of hypnosis." inasmuch as psychopathology would 


interfere with the essenze of the trance experience, disciplined . 


attention. 1 would modify their theoretical formulation and would 
add one book to their review of the literature. 

The trouble with the unimodal ‘‘concentration model of hypno- 
sis" is that there are ir. fact two distinct modes of attention (1). 
Therefore, it i$ perfectly conceivable that a person could have 
psychopathology which severely impaired one mode of concentra- 
tion while largely sparing the other mode of concentration. If the 
latter were the mode of attention involved in hypnosis, the individ- 
ual could be both very disturbed and highly hypnotizable. 

As to the literature, if clinical work is relevant, there is Biddle's 


Am J Psychiatry 139:10, October'1982 


Hypnosis in the Psychoses (2). The case history in chapter #0 
describes a young woman who was ''overactive, hallucinated, 
confused, denudative, smeared feces, and crawled about on her 
hands and knees” (p. 117). Unlike the hysterical psychotic patient, 
who shows ''rapid recompensation’’ (3), Biddle's chronic patient 
had remained quite disturbed **over a period of five years. Hypnosis 
was considered as a last resort. [Sedation and ECT had been tried. 
This was before the era of neuroleptics or lithium.] Her overactivity 
and distractibility seemed to indicate that she would not be hypno- 
tizable." However, she turned out to be, although not on the first 
attempt, a very highly hypnotizable subject. . 

The authors’ unimodal ‘‘concentration model of hypnosis” nicely 
accounts for hypnotizable normal subjects and unhypnotizable ill 
subjects. А bimodal concept of attention would also allow for ill 
hypnotizable subjects.and normal unhypnotizable subjects. This is 
one virtue of the ‘‘two attentions” theory of hypnosis (4). 
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KENNETH ALAN NAKDIMEN, M.D. 
New York, N.Y. 


Dr. Spiegel and Associates Reply 


SiR: We thank Dr. Nakdimen for his thoughtful comments. In the 
broad sense, our study provides evidence that the capacity to 
experience hypnosis is associated with a relative absence of severe 
psychopathology. This is not to say that there are not indeed many 
normal individuals who are not hypnotizable. We think of the 
absence of serious psychopathology as a necessary but not sufficient 
condition for hypnotic responsivity. Dr. Nakdimen's suggestion that 
only one of several modes of attention may be impaired by psycho- 
pathology, thereby allowing for the possibility of high hypnotiza- 
bility among people who are extremely impaired, is intriguing. 
Indeed, several of our schizophrenic patients were rated as highly 
hypnotizable, although the vast majority were not. Drawing on the 
work of Shakow (1), we conceptualized the concentration deficit in 
schizophrenia as rather pervasive and involving the organization of 
all perceptions and thoughts. It is the very capacity to organize and 
integrate different modes of attention that seems to be impaired. The 
disciplined and reversible changes elicited in a hypnotic induction 
seem to require just this quality of control over attention that is 
missing in schizophrenia. Nonetheless, the existence of discrepant 
cases in our own study and Dr. Nakdimen's theoretical observations 
merit further investigation. 
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Transmissibility of Alzheimer’s Disease 


Sig: jn "An Overview of Current Concepts of Alzheimer’s 
Disease" (February 1982 issue) Michael K. Schneck, M.D., and 
associates presented a review of the literature on clinical and 
pathological features of Alzheimer's disease and their etiological 
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implications. Among possible modes of transmission of Alzheimer's 
disease they presented both viral and genetic hypotheses. Unfortu- 
nately, the available direct evidence for and against the transmissi- 
bility of Alzheimer's disease was not presented, although we 
recently extended our studies on this issue (1). 

Between 1968 and 1979 nonhuman primates were inoculated 
intracerebrally with brain tissue from 52 patients with confirmed 
Alzheimer's disease. Animals inoculated with brain tissue from two 
patients with familial Alzheimer's disease developed a spongiform 
encephalopathy that was indistinguisbable from Creutzfeldt-Jakob 
disease. However, all other cases of Alzheimer's disease failed to 
produce similar changes, and the initial transmission of spongiform 
encephalopathy with brain tissue from the two familial cases of 
Alzheimer's disease has not yet been reproduced. 

In addition, a biological distinction between sporadic and familial 
Alzheimer's disease was demonstrated by an in vitro cell fusion 
test (2). A majority (59%) of patients with familial Alzheimer's 
disease induced cell fusion at a level similar to that seen in 
Creutzfeldt-Jakob disease, whereas patients with the more common 


sporadic form of Alzheimer's disease induced cell fusion at a level . 


statistically zomparable to that of normal controls. 

Concernirg genetic hypotheses, possible associations between 
Alzheimer's disease and the histocompatibility antigens B15, Cw3, 
and B7 have been proposed. The fact that close linkage between 
HLA and a gene for Alzheimer's disease could be excluded in a 
family with 37 affected individuals by formal linkage analysis 
provides additional evidence for a difference between familial and 
sporadic Alzheimer’s disease (3). 

Although several studies have suggested that chromosomal abnor- 
malities might be associated with Alzheimer’s disease, a recent 
cytogenetic study (4) of 7 patients with familial and 5 patients with 
sporadic Alzheimer’s disease and 34 unaffected relatives, spouses, 
and normal controls showed no increase in aneuploidy or aberra- 
tions in the patients with Alzheimer’s disease, their relatives, or 
normal controls. 

Further research on the relationship between Alzheimer's disease 
and Creutzfeldt-Jakob disease, the biological distinction between 
sporadic and familial Alzheimer's disease, and the chromosomal 
localization of the autosomal dominant trait observed in some 
families (3) .s strongly indicated. 
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Jaap GoupsmiT, M.D. 
Amsterdam, The Netherlands 


More on Residents’ Organic-Dynamic Orientation 


Str: ""The Organic-Dynamic Continuum in Psychiatry: Trends in 
Attitudes Among Third-Year Residents” by William Coryell, M.D. 
(January 1932 issue) requires comments on two points. 

First, in referring to the work by Dr. Greden and me (1), Dr. 
Coryell stated that his results, ‘which differed considerably from 
those of an earlier, geographically limited survey [1], illustrated the 
importance of broad-based sampling." Although we respect Dr. 
Coryell's attempt to use broad-base sampling to increase the validity 
of his research data, the use of a mailed questionnaire reduces its 
significance considerably. Nevertheless, I want to point out that our 
results from the Washington, D.C./Baltimore area are in some ways 
not dissimilar from those he and his coworkers obtained. For 
example, tke percent of psychiatric residents who rated themselves 
‘‘dynamic/analytically’’ oriented in our sample of 86 residents was 
62%. This does not appear to differ greatly from the 5795, 61%, and 
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66% who favored psychoanalytic psychotherapy in Dr. Coryell's 
three surveys; however, | must add a worc of caution about 
extending these comparisons too far. because the questions asked of 
the residents by both teams were actually different. Drs. Coryell anc 
Wetzel (2) asked residents to select a ‘‘ncnbio_ogica: (попогвапіс) 
therapy” from a number of choices, i.e., psychoanalytic psycho- 
therapy, behavior therapy, client-centered psvchotberapy, direct 
analysis, and ‘‘other.’’ Dr. Greden and I, on the other Land, insisted 
on a choice of main therapeutic orientation to psychiatry, :.е., 
dynamic/analytic, eclectic, organic, behavioral, community, or 
"other." The attempts by Dr. Coryell to test ou- conclusions 
certainly add to our understanding of how residents think but fall 
short of a true comparison of findings with our study. 

Second, Dr. Coryell further stated that in our survey (1) "'resi- 
dents were almost exclusively dynamic in orien:ation and manifest- 
ed mostly unfavorable attitudes toward the medica: model." Al- 
though one might conclude at first glance that the Washington, D.C./ 
Baltimore area residents overwhelmingly favored the psychothera- 
pies over the biological therapies, this was not the complete picture. 
As we reported in a second article (3), it was evicent that our 
residents truly appreciated the prac:ical worth of the organic thera- 
pies. For example, when asked to rate treatments that were valuable 
for patients with schizophrenia, 97% and 9595 of our sampled 
residents rated major tranquilizers and hospitalization, respectively, 
as the two treatments of choice among all the b:ological and 
psychotherapeutic modalities available for selection. Even in the 
treatment of depressive neurosis (obviously not a major affective 
disorder), 75% of the residents in our sample considered tricyclic 
antidepressants valuable, compared with analy-ically oriented psy- 
chotherapy, supportive psychotherapy, and сг.ѕіѕ incervention, all 
of which were rated valuable by 8576 of the residents. 

Our study reflects that, in spite of what residents sev when asked 
to choose theoretical orientations, their practical patient manage- 
ment shows that they have considerable respect for the organic 
therapies regardless of what therapeutic orientation they claim to 
espouse. 
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JORGE 1. CASARIEGO, M.D. 
Miami, Fla. 


Dr. Coryell Replies 


Sir: I see two points in Dr. Casariego’s letter: 1) my surveys are 
not really comparable with the survey of Drs. Greden and Casariego 
and 2) the respective findings are not really different. Dr. Casariego 
illustrates the disharmony between these points in his second 
paragraph when he compares findings from the surveys and then 
illustrates why the comparison is not valid. 

The first report by Drs. Greden and Casariego prompted Dr. 
Wetzel and me to undertake our survey. We did not a:tempt detailed 
replication, however. We anticipated an unsatisfactory response 
rate to a 21-page survey such as the one used by Drs. Greder. and 
Casariego and instead used a very short questionraire. Thus we 
cannot compare responses to individual questions across these 
surveys, but instead we are limitec to comparing the conclusions. 

Dr. Casariego's letter shows how subjective such conclusions can 
be. In neither of their two papers did Drs. Casariego and Greden 
reach a conclusion similar to that in Dr. Casar ego's letter, that the 
survey residents "truly appreciated the practical worth of the 
organic therapies." Rather, they concluded that these residents 
“collectively showed a consistent tendency to subtly devalue most 
somatic therapies regardless of level of training aad of clinical 
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condition tested" and that ''it appeared illusory to consider the 
products of these programs as being truly eclectic. Most were 
clearly psychotherapeucic at the time of the survey." 

І view my surveys as complementary to the survey by Drs. 
Casariego and Greden. The former were broad based but brief, 
whereas the latter was intensive, geographically limited, and, unfor- 
tunately, difficult to repeat. Future repetitions of the nationwide 
survey will permit a more long-range view of trends and attitudes 
while avoiding the problems in comparing surveys mentioned by Dr. 
Casariego. Y 


WiLLIAM CORYELL, M.D. 
Iowa City, Iowa 


Am J Psychiatry 139:10, October*1982 


Correction Ы 


In “Тһе Coexistence of Parkinsonism-Like Symptoms and Tar- 
dive Dyskinesia’’ by Mary Ann Richardson, M.A., and Thomas J. 
Craig, M.D., M.P.H., in the March 1982 issue, the first two 
sentences of the second paragraph of the Results section on page 342 
should read, ‘‘Of the 132 patients, 38 (28.8%) had tardive dyskinesia 
only, 25 (18.9%) had parkinsonism-like symptoms only, 23 (17.4%) 
had both disorders, and 46 (34.896) had symptoms of neither. Of the 
86 patients (65.2% of 132) exhibiting drug-induced neurological 
symptoms, 38 (44.2%) had tardive dyskinesia, 25 (29.1%) had 
parkinsonism-like symptoms, and 23 (26.7%) demonstrated symp- 
toms of both disorders. 
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The following are edited versions of the reports by the APA Secretary, Treasurer, Medical Director, Speaker, Speaker-Elect, 
Committee on Constitution and By-Laws, Committee on Elections, Committee on Membership, and Committee of Tellers 
and by the American Board of Psychiatry and Neurology to the annual business meeting in Toronto. May 17, 1982. 


Report of the Secretary: 


Summary of Meetings of the Board of Trustees, May 1981-May 1982 


Ir ts My perScnal and Constitutional privilege as Secretary to report 
to the membership the actions taken by the Board over the past 
year. The report is arranged in alphabetical order according to 
topics; the items presented here do not include many matters that 
have been referred to appropriate components for further study and 
recommendation. As prescribed by our Constitution, especially 
important issues will be clarified at our annual meeting and a full 
report published in the American Journal of Psychiatry. 


The major recruitment drive is proceeding well in collaboration : 


with the district branches, residency training directors, and others. 
Efforts are also being made to recruit medical students intc psychia- 
try. An amendment to establish a member class of Medical/Osteo- 
pathic Student Membership will be on the ballot in the 1983 election. 
The report of the Committee on Membership contains more details 
about these activities. The Board is extremely gratified by the 
response of the membership in paying the assessment for the new 
building and in contributing to the voluntary fund drive. 

The Board continued to press, in a variety of ways, fcr nondis- 
crimination in insurance benefits for mental illness. The APA 
Division of Government Relations and the Joint Commission on 
Government Relations worked with key legislators and staff in the 
national arena and held the first state legislative institute to assist 
district branches in responding to local management of programs 
that have been federally funded. A remarkable amount of ‘‘damage 
control” of proposed cuts in research and training was effected by 
the active involvement of APA's President, Dr. Daniel X. Freed- 
man, and other members who lobbied actively and testified before a 
number of committees of the House and Senate. Because proposed 
cuts in the Blue Cross/Blue Shield insurance program for federal 
employees would set an example for other third-party payers, APA 
is involved with other organizations in a series of legal battles to 
protect patients and their families. The Board has established the 
Psychiatric Benefits Marketing Project, a program that will work in 
concert with and assist the district branches to improve psychiatric 
benefits in insurance plans. 

As a result of heavy pressure from APA and other mental health 
groups, Congress, and families of patients, the Defense Department 
dropped its proposal to eliminate providing care in residential 
treatment centers as a CHAMPUS benefit. 

The Joint Commission on Public Affairs and the new Director of 
the APA Division of Public Affairs, John Blamphin, increased 
contacts with the media and other organizations, as well as with 
district branches. APA Report, the biweekly newsletter from the 
office of the Medical Director produced in the Division of Public 
Affairs, was :nitiated in June. Originally sent to about 800 members 
in key leadership positions, this publication may become available 
on à subscription basis. The Joint Commission on Public Affairs and 
Division of Public Affairs staff work closely with the Joint Commis- 


sion on Government Relations and APA's Division of Government 
Relations. 

Construction of the new APA headquarters building rroceeded on 
(or ahead of) schedule, with anticipated occupaticn in Cctober 1982, 
The Board leased space on an additional floor cf the zuilding at а 
preferred rate; this space can be rented at a small profit or 
accommodate to expansion. It might, for example, be ‘ented to the 
two new satellite organizations: American Psychiatric Press, Inc., 
which was established in May 1981, and the Corporation for the 
Advancement of Psychiatry, which has now established a Political 
Action Committee and has started to raise funds. To keep up with 
available or developing technology, a conference room in the new 
building will be constructed to accommodate telecommunication 
systems. 

The Board continued to review the Association's budget in great 
detail and approved an operating budget of $11,699.550. with income 
and expenses established alike, and with a dies increasz (5%) that is 
the smallest in APA's history and significantly below current and 
projected inflation rates. The Report of the Treasurer p~ovides more 
detail about the sound fiscal status of the Association, which enables 
APA to move ahead vigorously in its work for the membership. 

With the hiring of a director of the new APA Office of Benefits, 
there will be in-depth review of APA's insurance plans. An actuarial 
study of the malpractice program was initiated; data collected will 
enable the Association to take a firm negotating stance with 
brokers. A number of improvements in the present plen were made 
and the premium increase was held to a minimum. There was a slight 
increase in the premiums for the major medical plan :9 accommo- 
date to inflation and increased participation, as well as improve- 
ments in coverage. This office is exploring other ways to serve the 
members; an Avis rental discount card was sent to all members this 
year. 

The Board also entered into a contract with the law "irm of Onek, 
Klein and Farr to provide a prepaid legal service, ard over 1,000 
members have subscribed, An advisory committee wes established 
to review the plan annually and to serve as a ccnduit to the 
membership for suggestions or complaints. 

Over the past 2 years, the Board has scheduled no meetings of its 
Executive Committee, thus all area trustees are in attendance at its 
meetings. Improved use of time and function has made .t possible to 
continue to combine the late winter/early spring meetings of the 
Board into one meeting, with a resulting saving in transportation and 
related costs. There is an excellent working relationship between the 
Board and {ле Assembly. The Speaker is a voting member of the 
Board and tke Speaker-Elect attends its meetings; the ?resident and 
other officers attend the meetings of the Assembly, and the area 
trustees are an important contact with the area ceuncils. А petition 
to transfer the policy-making power from the Board to һе Assembly 
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was to be on the 1982 ballot but was withdrawn because many of the 
petitioners recognized that the present governance system is work- 
ing well. 

Every member of APA is privileged to attend any session of 
components of the: Association, except for meetings of the Ethics 
Committee or when a component is in executive session. Your 
strong support is appreciated; your recommendations for consider- 
ation by the Board or other components are most welcome. 

I have enjoyed serving as your Secretary this year and look 
forward to working with you in the coming year. 

The Board took the following actions. 


E 


Annual Meeting 


1. Referred a resolution against nuclear war, passed by the 
members attending the 1981 annual forum, together with a resolu- 
tion from the Assembly, to the Council on International Affairs for 
implementation insofar as possible within APA policies. 

2. Voted neither to sponsor nor cosponsor the symposium on 
“Medical Consequences of Nuclear Weapons and Nuclear War" 
(Sept. '81), and endorsed a session developed by the Scientific 
Program Committee, ‘‘The Threat of Nuclear War: Medical and 
Psychological Dimensions,” for presentation in open session to the 
public at the 1982 annual meeting (Dec. '81). 

3. Authorized establishing a program event at annual meetings 
that would be open to tbe public, beginning in 1982; the goal is to 
provide a public service and enhance the image of psychiatry (Dec. 
'81). 

4. Authorized a moratorium on the policy to prohibit speakers in 
the technical/commercial exhibit area for the 1982 annual meeting 
(Sept. '81). 

5. Increased the total amount in the budget for special lectures 
honorarja to $5,000. 

6. Authorized $10,009 to support the video program at the 1982 
annual meeting, with the understanding that the program will be 
further evaluated (Dec. '81). 

7. Authorized selling print-outs of the registration list, subject to 
the same policies used for sale of membership labels; questions or 
problems to be referred to the Committee on Advertising (Dec. '81). 

8. Approved a registration fee schedule, to be implemented at the 
1982 annual meeting, that gives an advantage to those who register 
in advance (June '81). 

9. Established liaison between the Scientific Program Committee 
and the Committee on Grants and Awards because of concern about 
the proliferation of lectureships at the annual meetings. 

10. Authorized staff to exercise APA's option for May l- 17, 
1986, with the Convention Center and appropriate hotels in Wash- 
ington, D.C. Agreed to delay setting dates for an annual meeting in 
Boston because of construction delays there (June '81). 

11. Agreed to accept an invitation from the Mexican Psychiatric 
Society tc hold joint scientific sessions in Mexico in 1985; autho- 
rized the Council on International Affairs to explore with the African 
Psychiatric Association the possibility of organizing a joint meeting 
following zhe 1986 APA annual meeting in Washington, D.C. (Dec. 
81). 


Awards 


1. Approved the selection of Dr. Lester E. Shapiro to receive the 
Distinguished Service Award in 1982 (Dec. '81). 

2. Authorized receiving outside funding to support the Hospital & 
Community Psychiatry Achievement Awards, which are presented 
at the annual Institutes on Hospital & Community Psychiatry (May 
'81). 

3. The following new awards were established by the Board: a) 
the Oskar Pfister Award, to honor an outstanding contributor in the 
fields of psychiatry and religion and to be cosponsored by the 
Association of Mental Health Clergy and the APA Committee on 
Psychiatry and Religion, with representatives from the Association 
of Mental Health Clergy to select recipients (June '81); b) the 
Administrative Psychiatry Award, recipients of which will be select- 
ed by the Committee on Administrative Psychiatry; the first award 
is to be given in 1983 (Dec. '81); and c) the Robert L. Robinson 
Award for excellence in radio and television, with recipients to be 
selected bv the Joint Commission on Public Affairs (Dec. '81). 

4. Approved the following changes in policy for existing awards: 
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а) the Guttmacher Award will be given annually and be cosponsofed 
by the American Academy of Psychiatry and Law (June '81); b) the 
Founders Award need not be given every year; there is an option for 
the recipient either to present a lecture at the annual meeting or to 
prepare an article for publication, effective with the 1983 annual 
meeting (Dec. '81); c) the stipend of the Robert Morse Award is 
increased to $1,000 and the nomination procedures now include 
recommendations from representatives of the print media; the Joint 
Commission on Public Affairs continues to select the recipients 
(Dec. '81); d) the honorarium for the Vestermark Award is increased 
to $1,000 and will continue as long as the National Institute of 
Mental Health provides one-half of the funding (Dec. '81); е) there 
can be only one winner (or team) selected to receive an award; the 
Committee on Grants and Awards is to be consulted if there is a tie 
vote (Dec. '81); f) if a lecture at the annual meeting is part of the 
requirement to receive an award, the deadline for notification is 
October 15 (because of the need to have lead time for printing in the 
program) (Dec. '81). 


BudgetlFiscal 


1. Authorized continuing use of a line of credit (up to $1 million) 
to meet possible short-term cash flow needs (Sept. '81). 

2. Disbursed $16,000 from the Board's contingency fund to 
support the cost of a legislative survey. 

3. Increased the registration fee for the Hospital & Community 
Psychiatry Institute to $160, with the understanding that there would 
be a differential for subscribers to the H&CP Service dhd that this 
differential would be paid by the Service (Dec. '81). 

4. Approved funding to cover the travel expenses of the three 
immediate past Speakers of the Assembly to two of their own area 
council meetings each year (June '81). 

5. Approved a fiscal 1982 operating budget of $11,699,550, with 
income and expenses established alike, and a dues increase of 5% 
(Dec. '81). 


Central Office 


1. Authorized posting collateral and execution of necessary docu- 
ments so that APA could post $1 million in interest-bearing liquid 
notes as collateral against the construction loan for the new building 
(May '81); authorized a change in the configuration of the APA 
property at 14th and K Streets, N.W., Washington, D C., to 
improve this property (May '81); authorized rental, preparation, and 


` leasing of approximately 5,000 additional square feet on an acdition- 


al floor of the new building so that it could be constructed within the 
APA element in the building (June '81); and authorized modifying a 
conference room in the new building to accommodate to special 
needs of a telecommunications system (Dec. '81). 

2. Authorized construction of office space in the present APA 
headquarters to avoid renting additional space elsewhere (Mzy '81). 

3. Approved several amendments to the APA staff pension plan 
(May, June, and Sept. '81); authorized $2,800 from contirgency/ 
emergency fund for an initial study of the staff pension plan (May 
'81). 

4. Authorized staff to negotiate and sign a contract for distribu- 
tion and warehousing of publications with Biospherics, Inc., to 
effect more efficient processing of orders (June '81). 

5. Continued to endorse the establishment of an office of research 
as soon as possible (Dec. '81). 

6. Approved terminating contracts with existing insurance com- 
panies to cover major medical service for staff and to move to self- 
funding (premium payments to be deposited in a trust so that APA 
will accrue interest) and contracting with Comprehensive Benefits 
Services Corporation to administer the program. 


Components 


1. Continued the following ad hoc committees: Interprofessional 
Services, Chronic Mental Patient, Assessment Waivers, JCAH 
Standards for Hospital-Based or Hospital-Related Psychiatric Serv- 
ices, Psychiatrist Leadership in Public Mental Health Programs, and 
Council and Component Structure and Their Relationship to the 
Board and the Assembly; established the Personnel Committee, to 
report directly to the Board; and terminated the Ad Hoc Committee 
to Consult with the Medical Director on Personnel Policies (June 
'80). 
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* 2. Transferred several components that reported direztly to the 
Board: the Personnel Committee and the Loss Control Committee 
will now report to tbe Council on Internal Organization; the Re- 
source Development Committee will report to the Budget Commit- 
tee; the Ad Hoc Committee on Interprofessional Services will report 
to the new Council on Standards of Practice and Funding Mecha- 
nisms; the Falk Fellowship Committee, the Mead Johnson Selection 
Board, and :he Selection/Advisory Committee for the APA/NIMH 
Minority Fe:lowship Program will report to the Council on Medical 
Education and Career Development; changed the Ad Hoc Commit- 
tee on the Chronic Mental Patient to a committee within the Council 
on Standards of Practice and Funding Mechanisms (Dec. '81). 

3. Made a number of changes in status or title of existing 
components: а) the name of the Committee of Spanish-Speaking 
Psychiatrists was changed to Committee of Hispanic Psychiatrists 
(Tune '81); э) the Task Force on Self-Study Materials became a 
committee (Dec. '81); c) the name of the Committee on Certification 
in Administrative Psychiatry was changed to Committee on Admin- 
istrative Psychiatry, the charge was expanded, and the committee 
was authorized to redefine the content areas of the examination for 
certification in administrative psychiatry (Dec. '81); d) the charge to 
the Committee on Psychiatry and Primary Care Education was 
expanded to include monitoring the development of the fields of 
behavioral science/medicine/pediatrics, with regard to academic, 
clinical, or research operations that may be related to or affect 
psychiatry (Dec. '81); e) a new Committee on Spouse Activities 
replaced the former Task Force on Auxiliaries (Dec. 81); f) the 
function of the APA Retirement Plan Committee was expanded and 
its name changed to Committee on Special Benefit Programs (Dec. 
'81); g) the Board approved ir. principle enlarging the scope of the 
Consultation Services Board (Sept. '81); and h) the Task Force on 
Information Systems replaced the former Task Force on Computer 
Priorities (Dec. '81). 

4. Was notified by the Reference Committee that the Task Force 
on Sex Education and Sex Therapy and the Task Force сп DSM-III 
Educational Materials were terminated with thanks (Dec. '81). 

5. Established a Committee on Pharmaceutical Company and 
Other Exhibitor Activities at the Annual Meetings (Dec. '81). 

6. Established a Commi:tee on Private Practice in the Council on 
Psychiatric Services (Dec. '81), which was recommended in the 
report of the Assembly Task Force on Private Practice; approved 
publication of that report (June '81). 

7. Established a new Council on Standards of Practice and 
Funding Mechanisms to begin in May 1982 (Dec. '81). The new 
council will administer some related components formerly housed in 
the Council on Psychiatric Services. 

8. Approved in principle items recommended by the Committee 
on the Biographical Directory and Data Collection for distribution to 
members in the spring of 1982 (Dec. '81). 

9. Approved the policy that a component will meet only on call of 
the component and council chairperson after careful consideration 
of the need to meet; if it is anticipated that a meeting would last less 
than 1 day, try to conduct the business of the component by 
telephone conference call and correspondence (June '81). 

10. Approved a revised schedule of meetings, so that the Refer- 
ence Committee will meet before the meetings of the Assembly and 
the Board (Sept. '81); the Assemblv also approved the revised 
schedule in October 1981. 

11. Approved a resolution (developed by the Committee on State 
Hospitals and the Ad Hoc Committee on the Chronic Mental 
Patient) on the needs of the chronically mentally ill and the role of 
the state hospital in the face of cutbacks in funding psychiatric 
services (Sept. '81). 

12. Approved the report of the Task Force on Psychosocial 
Impacts of Nuclear Advances for publication as an APA task force 
report (Dec. '81). 

13. Authorized the Committee of Asian-American Psychiatrists 
to seek outside funding, in collaboration with the Medical Director, 
for a reception at the 1982 annual meeting and the development of a 
newsletter and a directory (Dec. '81). 

14. Approved the report of the Task Force on Community Mental 
Health Programs for publization (Dec. '81). 

15. Extended the life of the Commission on Psychiatric Therapies 
through December 1982 to complete its review of therapies in 
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process and approved publication of its “Repor: on Methodological 
and Efficacy Issues in Research on PsychotLerapy" (Dec. '81). 
Established a Task Force on Treatments of Psychiatric Disorders 
within the Council on Research and authorized it tc seek outside 
funding to Cevelop a psychiatric treatments manual (Sept. '81). 

I6. Elected Drs. David Starrett and Donald Langsley to the 
Executive Committee and approved continuing tbe practice of 
scheduling only meetings of the full Board (waere {пе seven area 
trustees are present) (May '81); asked the Committee on Constitu- 
tion and By-Laws to prepare amendments that woulc eliminate the 
Executive Committee of the Board (June '81). 

17. Approved a position statement for the 1981 'White House 
Conference on Aging as developed by the task force ia the Council 
on Aging (June '81). 

18. Approved the report of the Task Force on Clinical Assess- 
ment in Child Custody for publication (Dec. '81). 

19. After study by and recommendations from tre Assembly, 
approved publication of ‘‘Guidelines for the Psychiatric Hospitaliza- 
tion of Minors’’ together with annotations that identify areas on 
which consensus cannot be reached; indicated that APA prefers the 
age of 16 to give consent for hospitalization (Dac. '81). 

20. Endorsed the action of the Reference Committee to invite the 
chairpersons of the Joint Commissions on Pub.ic Affairs and Gov- 
ernment Relations to attend and participate fully in meetings of the 
Reference Committee (Dec. '81). 

21. Was informed that APA is cooperating with the National 
Institute of Mental Health and the World Health Organization to 
develop a work that would link DSM-III and ICD-C-CM and that 
they had developed a book of case vignettes (June '€1), which will 
be marketed with a self-study package (Dec. ’€1). 

22. After review by an ad hoc committee of the Board that 
included representation from the Assembly, authorized publication 
of the document now titled ‘‘Psychiatric Subspecialty Points of 
View on Treatment Planning” (previously ‘‘Project Flower’’). 

23. Voted to continue to endorse AFA’s partic:pation in the 
National In-Training Examination for Psychiatric Residents (June 
'81); endorsed the participation of the Committee of Residents in 
preparing the examination to ensure balance of content, validity, 
and participant satisfaction (Dec. '81). 

24. Strongly opposed the establishment of a second-year residen- 
cy matching program and voted to convey this tc the National 
Residency Matching Program and its parent bodies (Council of 
Medical Specialty Societies, Association of American Medical Col- 
leges, American Hospital Association, and American Medical Asso- 
ciation) (June '81). 

25. Approved contracting with the National Bozrd of Medical 
Examiners as the vendor to develop and produce the fifth edition of 
the Psychiatric Knowledge and Skills Self-Assessnent Program 
(PKSAP) and authorized the Medical Director to sign a contract on 
behalf of APA (Sept. '81); authorized the steering committee for the 
Psychiatric Residency-In-Training Examination to use selected 
questions from previous editions of PKSAP and icems from. the 
fourth edition after the fifth edition has beer published, without 
charge (Dec. '81). 

26. Withdrew APA support from developmeat of a curriculum on 
the New Psychology of Women and Men; released all contributions 
to the authors with the proviso that there be no menzion of APA in 
any published material (Dec. '81). 

27. Voted to continue to encourage nondiscriminatory coverage 
of psychiatric treatment for medical students and residents; autho- 
rized the Office of Education to contact residency training programs 
and departments of psychiatry to encourage develcpment of such 
services where they do not exist; and authorized col.aboration with 
the American Medical Student Association to corduct a survey 
of U.S. medical schools on the availability of such services (Dec. 
81). 

28. Authorized contacting the parent organization: of the Liaison 
Committee on Medical Education (Americal Medical Association 
and Association of American Medical Colleges) to recommend that 
all medical students participate in an ambulatory care clerkship 
rotation of sufficient length to obtain a rezlistic view of the practice 
of medicine and continuity of care (Dec. '81). 

29. Endorsed a survey of departments of psychiatry to determine 
the impact of potential cessation of National Instizute of Mental 
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Health support for training on department teaching, research, and 
service activities (Dec. °31). 

30. Endorsed the development of a resident network to consist of 
Corresponding Members of the Committee of Residents; the goal is 


' to facilitate the interchange of information pertinent to residents, 


including dissemination of the residents' newsletter and responses 
to a survey contained therein, and to.collaborate with the district 
branches (Dec. '81). 

31. Authorized the Осе of Education to initiate a telephone 
service to provide residents and program directors with information 
and referrals to appropriate sources of information concerning the 


: availability of positions :n programs, if funding cuts necessitate 


closing (Dec. '81). 

32. Approved policy changes in the procedures for publication of 
reports and in the staff section of the Operations Manual for the new 
Division of Publications and Marketing (Dec. '81). 

33. On recommendation of the Joint Commission on Public 
Affairs, authorized APA -o become a member of the Council for 
Understanding Mental IlIness and a one-time contribution of $1,000, 
with the understanding that John Blamphin, director of APA's 
Division of Public Affairs, would officially represent the Association 
on the Council (June '81). 

34. Encouraged further development of a television entertain- 
ment series featuring a psychiatrist and directed the Joint Commis- 
sion on Public Affairs to select several psychiatrists to serve as 
advisors; authorized the producer, if one is found, to market the 
series as "produced in ccoperation with the American Psychiatric 
Association," with the understanding that such notation might not 
be used when the programs are telecast (Dec. '81). 

35. Authorized the President and the Medical Director to seek 
outside funds to support a new elective fellowship in government 
affairs (May '81). 

36. Authorized the Joint Commission on Government Relations 
to form a Competition/Leg:slation Work Group to develop a strategy 
of action related to marketing psychiatric benefits in insurance 
programs and provided uz to $4,500 from the Board's contingency 
fund to support the work oz the consultants to the work group for the 
rest of 1981 (Sept. '81) (the work group met in October 1981 and 
reported to the Assembly); voted to establish a Project on Marketing 
Psychiatric Benefits for 2 years (providing $134,000 in the 1982 
budget to support this program to assist the district branches) and 


asked that the initial report of the work group be sent immediately to : 


the Assemoly and the district branches because some branches are 
embarking on individual programs (Dec. '81). 

This activity responds, in part, to several recommendations from 
the Assembly: a) an area II action paper, ‘‘Insurance Coverage of 
Mental Health Services," b) an area IV action paper, "Clearing 
House for Comparing Psychiatric Benefits in Insurance Plans,” and 
с) an area VII action paper, ‘‘Discrimination in Psychiatric Service 
Benefits in Third-Party Coverage” (the Board reaffirmed its stance 
in support for nondiscrimination of insurance benefits for.mental 
illness). 

37, As recommended by the Commission on Judicial Action, the 
Board approved a resolution calling for continuation of the Federal 
Legal Services Corporation and federal funding to support its work 
(June '81). 

38. Ratified an emergency action taken to autborize filing a suit 
(in collaboration with .the Washington Psychiatric Society, the 
Washington Psychiatric Institute, and the National Association of 
Private Psychiatric Hospr-als) in the U.S. District Court of the 
District of Columbia on Nov. 19, 1981 (Dec. '81). The suit was filed 
against the Office of Personnel Management and sought to bar it 
from entering into an 1982 contract with Blue Cross/Blue Shield 
which would limit outpatient psychiatric care to 50 visits a year and 
inpatient care to 60 days a year. 

39. On recommendation of the Commission on Judicial Action, 
authorized filing amicus curiae briefs on behalf of the APA in Rogers 
v. Okin and Scott v. Plante, two cases before the United States 
Supreme Court (May '81). and U.S. v. Byers, in the United States 
Court of Appeals for the District of Columbia, which will include a 
discussion of the insanity defense and the role of the psychiatrist in 
the interview process (the Erief will be based on an elaboration of its 
earlier brief in Smith v. Ex:elle) (Sept. '81). 


Am J Psychiatry 139:10, October 1982 


In December 1981, the Board was informed that Mills v. Roger$ 
and Youngberg v. Romeo would be heard by the U.S. Supreme 
Court in mid-January 1982. APA has filed amicus briefs in these 
cases, which concern important issues: the right to refuse treatment, 
the right to treatment, and the right to the least restrictive setting. 

40. Voted to endorse the Assembly resolution on abortion and 
family planning (June '81); this resolution, in essence, reaffirms the 
1979 АРА position on abortion. 

41. Referred an area I action paper, ‘‘Underfunding Psychiatric 
Care of the Medically Indigent in Violation of Existent State 
Statutes," to the Commission on Judicial Action, asking the com- 
mission to consult the appropriate area councils and district 
branches and to consider legal and other avenues of action against 
one or more states and territories with defined statutory responsibil- 
ity for psychiatric health care delivery to the medically irdigent 
when that responsibility is not being met; the cost of this action will 
depend on the choice of class action suits (Dec. '81). 

42. Referred an area V and minority representatives action paper 
to the Joint Commission on Government Relations, asking the joint 
commission to recommend to the federal government that special 
funds for medical and related psychiatric treatment of refugees be 
sent to all affected states, with the understanding that these funds 
should be in addition to block grant funds and funds for migrants 
(Dec. '81). | 

43. Approved two new guidelines for psychiatrists who appear on 
radio and television (March '82). 

44. Approved the appointment of Dr. Jonathan Borus, ‘Dr. Loren’ 
Roth, and Dr. Charles Wells to the editorial board of the American 
Journal of Psychiatry (March '82). 

45. Approved the appointment of Dr. Gail Barton and Dr. James 
Barter to the editorial board of Hospital & Community Psychiatry 
(March '82). 

46. Reaffirmed APA's position for a medical staff without any 
alternative provided for a medical/professional staff in the Consoli- 
dated Standards of the Joint Commission on Accreditaton of 
Hospitals (March '82). 

47. Reaffirmed APA's position in support of the principle of 
"deemed status’’ for Joint Commission on Accreditation of Hospi- 
tals accredited institutions in federal regulations pertaining to the 
reimbursement of hospitals and long-term-care institutions (March 
'82. c 

48. Approved APA sponsorship of professional liability blanket 
insurance coverage for district branch officers and committee mem- 
bers, as requested by the Assembly; approved spending $9,375 from 
the Board's contingency fund to cover the 1982 premiums, with the 
understanding that the Assembly will make recommendations re- 
garding how the program should be funded in subsequent years 
(March '82). 

49. Approved a proposal to develop the second module of tke fifth 
edition of the Psychiatric Knowledge and Skills Self-Assessment 
Program for $179,785 (March '82). 

50. Established an ad hoc committee to recommend a slate of 
possible nominees for recommendation for the position of director 
of the American Board of Psychiatry and Neurology to be consid- 
ered by the APA Board (March '82). 

51. Reaffirmed the policy that tapes produced at APA scientific 
meetings remain the property of APA (March '82). . 

52. Authorized negotiations with OCHAMPUS to determine the 
feasibility of expanding the administrative services of the APA Peer 
Review Office to other mental health professionals (March '82). 

53. Endorsed continuation of guaranteed student loans for medi- 
cal students and asked the Joint Commission on Government 
Relations to work in support of this continuation. 

54. Increased the level of funding to the Council on Aging (March 
'82). 


Elections 


1. Established an ad hoc committee to prepare the Board's 
response to proposed amendments to the Constitution and By-Laws 
for the 1982 ballot; the amendments had been requested in a petition 
and were essentially what was on the ballot in 1979—to transfer the 
policy-making power to the Assembly from the Board (May '81). 
After being informed that the petitioners had -withdrawn these 
amendments and that they would not appear on the 1982 ballot, 


te 
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ifked that the 1982 ballot note the withdrawal of these amendments 
and suggested that Psychiatric News publish information about the 
fact that they had been withdrawn (Dec. '81). 

2. Was notified that a referendum on Joint Commission on 
Accreditation of Hospitals issues had been received and would 
appear on tke 1982 ballot; approved a statement to accompany the 
referendum on the ballot in opposition to the referendum, stating 
that its passage would endanger successful negotiations in process 
(Dec. '81). 

3. On reccmmendation of the Assembly, directed the Secretary to 
present all of the amendments on the 1981 ballot to the membership 
at the 1981 annual business meeting so that they could appear on the 
1982 ballot (May '81); approved resubmitting these amendments for 
the 1982 election (June '81); and voted to endorse these amend- 
ments, directed that the 1982 ballot indicate the Board's endorse- 
ment, and asked that district branches encourage their voting 
members to vote in the 1982 electicn because the amendments 
would have passed in the 1981 election if the required 4096 of the 
voting membership had voted (Dec. '&1). 

4. Elected Dr. John Houck to serve as area I trustee until May 
1982, to replace Dr. Lee Macht, who died suddenly from complica- 
tions arising from a viral infection on April 26 (May '81). 

5. Authorized staff to process the 1982 ballots on the APA 
computer system (June ’81). 

6. Authorized identifying election ballots by district branch for the 
1982 election (Sept. '81) and approved an Assembly recommenda- 
tion that the return envelopes be coded so that returns from a branch 
could be counted but that how members voted on car:didates or 
amendments to the Constitution and By-Laws would not be tallied 
(Dec. '81). 

7. Approved in principle changes in the Operations Manual to 
provide expanded and continuing election coverage in Psychiatric 
News instead of having coverage in only two identified election 
issues (Sept. '81); endorsed communication between the chairper- 
son of the Committee on Elections and district branch newsletter 
editors to encourage news coverage and to clarify election coverage 
under the election guidelines (Dec. '81). 

8. Voted to continue to postpone a formal survey of the member- 
ship (or sample thereof), after learning that only a few responses to a 
request for comments on the election guidelines had been received 
and with the understanding that the chairperson of the Committee 
on Elections will again ask for comments from the branches in a 
letter to the Editor of Psychiatric Neves (Dec. '81). 

9. Establ:shed preferential voting as a permanent mechanism 
when more than two candidates are running for an office (Sept. '81). 

10. In Keeping with the goal of increasing voter knowledge and 
interest, drcpped the time restriction on discussion of referenda and 
amendments (deleted the December 1 restriction) (Dec. '81). 

11. Approved the policy that ballots are to be approved by the 
Medical Director (rather than the President) and the chairperson of 
the Committee of Tellers (Dec. '81). 

12. Approved a policy that members of the Committee on 
Elections w:ll resign from the committee if they wish to run for office 
or to support candidates for election (Dec. '81). 

13. Authorized officers of the Board and Assembly to use APA 
letterhead while commenting on referenda or proposed amendments 
but continued to disallow use of letterhead in campaigning for 
candidates (Dec. '81). 

14. Apprcved the policy that ‘‘after nominees are identified by the 
Nominating Committee and approved by the Board, potential peti- 
tion candidates may use reasonable communication to secure signa- 
tures" (Dec. '81). 

15. Approved the policy that ‘‘no campaigning for election will be 
allowed other than through mechanisms specified in Section C and 
B4 of the election guidelines"; this does not apply to district 
branches, area councils, or other APA components on proposed 
referenda oz amendments (Dec. '81). 

16. Approved the policy that “APA headquarters will not sell 
membership lists or mailing labels to any APA member or group of 
members, cr to any organization for purposes related to elections; 
Area Councils, District Branches, and other APA components are to 
follow the same policy” (Dec. '81). 

17. Took a series of actions in concert with the Assembly (June, 
Sept., and Dec. 1981) that led to preparation of amendments to be 
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voted on by the membership in the 1983 election. These amend- 
ments will be presented to the membership at the 1982 annual 
business meeting and further publicized and will provide for an 
increase in zhe number of signatures required to initiate a referen- 
dum to 500; 4096 of APA's voting members must vote and the 
majority must include at least one-third of the voting members of the 
Association. If a referendum is to overtura an action of the Board 
and Assembly, the Board can reinstate its posi-ion by a two-thirds 
positive vote of the voting members of the Board and a two-thirds 
positive vote of the Assembly Executive Committee. Reinstatement 
of the Board's position could not take place until the second 
regularly scheduled meeting of the Board (and not less than 1 month) 
following the meeting of the Board at which the -esults of the 
election were certified. If a referendum is not to overturn an action 
of the Board and Assembly, the Bcard is to act with all deliberate 
Speed to take a position on it. 

The Board noted that it had zuthorized resubriission of ап 
amendment to provide for recall of an elected official on the 1982 
ballot; this amendment did not pass in the 1980 electicn because the 
required 40€6 of the voting membership did not vote on it. 

18. Approved the slate of candidates for the 1982 election (Sept. 
81). Nomirated by the Nominating Committee: President-Elect— 
Drs. Robert Campbell, John McGrath, and George Tarjan; Vice- 
President—Drs. Paul Fink, Robert Pasnau, and Charles Wilkinson; 
Trustee-at-Large—Drs. Naomi Goldstein, John Ordway, Jane Pres- 
ton, and Miltiades Zaphiropoulos. Nominatec by zreas for area 
trustee: area I[—Drs. Lawrence Hartmann and Johr Houck; area 
IV—Drs. Dean Collins and Leigh Roberts; area VII—Drs. Hugo 
Van Dooren and Bernice Elkins. 

19. Approved the recommendation of the Nominating Committee 
that Dr. Lester Shapiro receive the APA Distinguished Service 
Award at tke 1982 annual meeting (Dec. ’81). 


Ethics 


1. Approved an annotation to section 6 of the Principles of 
Medical Ethics with Annotations Especialiy Apoiicatle to Psychia- 
try, as approved by the Assembly: “Ап ethical psychiatrist may 
refuse to provide psychiatric treatment to a person, who in the 
psychiatrist’s opinion, cannot be diagnosed as having a mental 
illness amenable to psychiatric treatment" (Dec. '81`. 

2. Made no change in section 2, annotation 3, of the Principles; 
the choice is to be made by a district branch as to whether or not to 
report a case to the Board of Lincensure (Sept. '81). 

3. Approved the principle that “cases in which the complaint is 
withdrawn not be routinely reported to the Board of Licensure, but 
rather should be pursued within APA's own procedures; the deci- 
sion to report should be decided on the merits of the case” (Sept. 
"'81). 

4. Accep:ed in principle that summaries of cases (with identities 
disguised) with a guilty verdict will be published in Ps»chiatric News 
(Sept. '81). 

5. Approved the policy that suspended members will lose the 
privileges cited in chapter 8, sections 2, 3, and 5 of zhe By-Laws; 
other benefits are to be retained. (Suspended members will be 
expected tc pay full dues but will lose their right to vote, nominate 
candidates, propose referenda and amendments, serve on a compo- 
nent, or hold elected office. They would not be deprived of 
participating in the APA malpractice insurance program.) This 
policy was also approved by the Assembiy in October 1981 (Sept. 
and Dec. '&1). 

6. Approved procedures to be employed at member appeals at the 
annual meeting: the President will provide instructiors on the issues 
to members that will serve as a brief introduction to the case; 12 
minutes each will be allotted to representatives of APA and the 
accused member, and there will then be rebuttal periods of 8 
minutes (Sept. °81). 

7. Revised the Operations Manual to show tha: a member is 
permitted to resign at any time; if an ethical compleint is pending, 
the member's record will reflect this and the member will be advised 
that the complaint must be resolved before readmission to member- 
ship (Marca '82). 

8. Established a subcommittee of the Ethics Committee to devel- 
op educational programs related to medical ethics (March '82). 
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International Activities 


1. Referred cases to the World Psychiatric Association for consid- 
eration by its Committee on Abuse (Sept. '81, Dec. '81, March '82). 

2. Approved cosponsoring a tribute to Andrei Sakharov on May 
19, 1981, at the Kennedy Center in Washington, D.C. (May '81). 

3. Voted to express AFA's concern about the lack of activity on 
cases of alleged abuse in the Soviet Union to the World Psychiatric 
Association (June '81) ard authorized holding a press conference 
during the World Psychiatric Association/APA Regional Sympo- 
sium in New York City, Cict. 30-Nov. 3, 1981, to be coordinated by 
the APA Division of Public Affairs in collaboration with the APA 
Council on International Affairs. 

4. Awarded Correspor.ding Membership to Dr. Anatoly Koragin 
of the U.S.S.R. (with the understanding that after additional data are 
received, he could be considered for Corresponding Fellow) (June 
81). 

5. Authorized the Counzil on International Affairs to seek outside 
funding, in collaboration with the Medical Director, to support an 
initial meeting of a working group concerned with psychiatric 
problems of Americans in foreign countries (June '81). 

6. Authorized the Medical Director to send a letter to appropriate 
Argentinian officials to express concern about the alleged disappear- 
ance of a number of mental health professionals (June '81). 

7. Authorized APA's becoming involved in planning for the 1983 
World Congress of the World Federation for Mental Health; the 
APA President will appoint an official program liaison for this 
meeting who will also serve as a member of the World Federation 
for Mental Health program committee at no cost to APA (Sept. '81). 

8. Voted to notify the American Medical Association of APA's 
concern about the possible admission of the South African Medical 
Association to membershi» in the World Medical Association (Sept. 
*81), 

9, Authorized sending a letter from the APA President to Senator 
Edward Kennedy and Dr. Armand Hammer, asking for their assist- 
ance in securing the release of Dr. Semyon Gluzman from internal 
exile in Siberia in May 1932 (Dec. '81). 


Liaison 


1. Continued to support APA membership in the Alliance for 
Continuing Medical Education; funding of about $200 annually is a 
line item in the budget foz the Council on Medical Education and 
Career Development (June '81). 

2. As recommended by the Council on Aging, approved APA's 
becoming a member of tke National Voluntary Organizations for 
Independent Living for the Aging, at no cost to APA at this time 
(Dec. '81). 

3. On recommendation of the Council on Research, approved 
APA's becoming a contributing member of the National Society for 
Medical Research in the amount of $600 (this sum is commensurate 
with contributions from medical schools) (Dec. '81). 

4. An American Medical Association task force report, ‘‘Future 
Directions in Medical Ecucation," has proposed adoption of a 
transitional year (postgraduate year 1) in all fields except internal 
medicine, pediatrics, surgery, and family practice. The APA Coun- 
cil on Medical Education and Career Development is concerned that 
under the circumstances of the process psychiatry may not be 
included as a required rotation, resulting in some disincentives for 
people potentially interested in psychiatry, as well as omission of 
psychiatric experience for primary care physicians. The Board 
voted to collaborate with the American Association of Directors of 
Psychiatric Residency Training to conduct an impact study on the 
effect of the transitional year before taking a position on the AMA 
proposal (Dec. '81). 

5. Voted that potential APA nominees for American Board of 
Psychiatry and Neurology (ABPN) directorships be requested to 
state their willingness to consider and convey APA policies and 
positions as related to ABPN business (June '81). 

6. Voted to again request ABPN to consider offering the written 
examination (part I) on an optional basis during postgraduate year 4 
and to consider an evaluation of candidates’ and program directors’ 
satisfaction with this option after 2 years (June '81); voted to contact 
the American Association of Directors of Psychiatric Residency 
Training Programs to get support for the APA position (Dec. '81). 
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7. Voted to request ABPN to reconsider limiting the number of 
associate examiners to the geographic location of the examination, 
with only one from outside the area, as a cost-containment measure; 
recommended increasing the number to three or four for each team 
to enhance the continuity, comparability, and quality of the exami- 
nation (Dec. 81). 

8. As recommended by the Council on Children, Adolescents, and 
Their Families, voted to refer the names of Drs. Herbert Sacks and 
Lenore Terr to ABPN’s Committee on Certification in Child Psychi- 
atry for consideration for appointment to the ABPN committee 
(Dec. '81). 

9. Voted to recommend Dr. Carolyn Robinowitz for nomination 
for President of the Council of Medical Specialty Societies end to 
take appropriate actions to support this nomination (May '81). Dr 
Robinowitz was elected to this position later in the year. 

10. Endorsed the Council of Medical Specialty Societies' state- 
ment on ‘‘Physician/Non-Physician Health Provider/Patient Health 
Care Relationships’’ (June '81). 

11. Voted to applaud the important efforts of the Council of 
Medical Specialty Societies in developing advertising guidelines and 
to support their adoption by the council. (APA will refer the 
guidelines to the Ethics Committee for study and possible tai.oring 
to the needs of this association) (June '81). 

12. Approved the draft "Essentials for Accreditation of Continu- 
ing Medical Education" that were developed by the Counzil of 
Medical Specialty Societies and the Accreditation Council for 
Continuing Medical Education (Sept. '81). 

13. Approved the ''Special Essentials for Residency Train.ng in 
Psychiatry," with one exception, suggesting to the Residency 
Review Committee for Psychiatry and Neurology and the Accradita- 
tion Council on Graduate Education that they delete the require- 
ment of at least 4 months' training in psychiatry in the first 
postgraduate year of a categorical psychiatry residency (Sept. '81). 

14. Approved appointment of an APA liaison representative :0 the 
American Bar Association's Commission on the Mentally Disabled 
(June '81). 

15. Reaffirmed APA’s earlier request for specialty society repre- 
sentation on the Residency Review Committee for Psychiatrv and 
Neurology and voted to communicate APA's concern about the 
mechanisms used to determine qualifications of prospective a»poin- 
tees (June '81); endorsed establishment of two separate residency 
review committees (one for psychiatry and one for neurology! and 
suggested that APA serve as one of the parent bodies for the 
residency review committee for psychiatry (Sept. '81). 

16. On recommendation of the Committee on Liaison with the 
American Hospital Association, which has been reviewing the 
standards and guidelines for emergency care that are being devel- 
oped by the National Emergency Medical Systems, voted to encour- 
age the National Emergency Medical Systems to replace ‘‘behavior- 
al emergency" with "psychiatric emergency’’ in their standards 
(June '81). 

17. Authorized the APA President to write to the Veterans 
Administration to offer APA support and involvement in minte- 
nance of psychiatric services (Dec. '81). 

18. Voted to cosponsor the following conferences: a) International 
Conference on the Human/Companion Animal Bond, with the 
University of Pennsylvania's Center for the Interaction of Animals 
and Society and the Delta Group of the Latham Foundation, 10 be 
held Oct. 5—7, 1981, in Philadelphia (May '81); b) conference on 
long-term care issues, ''Creating a Caring/Living Environment for 
the Aged,” with the Hillhaven Foundation in 1981 (May '81); and c) 
a |-day program on stress, with the American Society of Abdcminal 
Surgeons, immediately before the opening session of its ennual 
meeting on March 6, 1982. The APA Committees on Contir.uing 
Education, Psychiatry and Primary Care Education, and the Im- 
paired Physician have representatives to plan the program ‘Sept. 
81). 

19. Took the following actions related to American Psychiatric 
Press, Inc. (APPI): a) approved composition of the APPI boa-d of 
directors and its editorial board (May '81) and reaffirmed this action 
because APPI was reincorporating and filing for a more advanta- 
geous tax status (501-C-3) (Dec. '81); b) authorized the Medical 
Director to vote APA stock shares in collaboration with the Fresi- 
dent and Speaker (May '81); c) exercised the Board's right cf first 
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wefusal on the book Psychiatry 1982: The APA Annual Review and 
authorized staff to negotiate and sign a contract for publication with 
APPI (June '81); and d) recommended to APPI that a member of the 
Council оп Medical Education and Career Development or its 
Committee on Self-Study Materials be appointed as a member or 
consultant to APPI's editorial board to assist in development of self- 
study materials. 

20. Approved by-laws for the Corporation for the Advancement of 
Psychiatry (CAP) and approved further development of this organi- 
zation, which will spin off a political action committee because APA 
learned that its preferred tax status would not permit establishment 
of a political action committee (Dec. '80). In December 1981, the 
Medical Director reported that over 3,000 APA members had joined 
and paid dues to CAP; CAP has formed a political action committee 
and approved a voluntary solicitation for the CAP Political Action 
Committee. 


Membership 


1. On recommendation of the Committee on Continuing Educa- 
tion, voted to approve the policy that continuing medica! education 
(CME) continue to be mandatory and approved a two-category 
system and simplified the reporting process (May '81). Category I 
will include a broad range of programs designated as category I by 
sponsors accredited by the Accreditation Council on Continuing 
Medical Education and the American Medical Association; category 
II includes all other learning activities of members, with a total of 
150 hours ver a 3-year period, with at least 60 hours in category I. 

2. Approved establishment of a member class of Medical/Osteo- 
pathic Student Membership as part of a comprehensive plan for 
recruiting medical students into psychiatry and into APA; the 
Committee on Constitution and By-Laws will prepare appropriate 
amendments for a vote by the membership in the 1983 election (Dec. 
"81. 

3. Approved implementing an Avis discount program for car 
rental for members (June '81). 

4. Approved a I-year experiment, to be followed by an evaluation, 
to permit substitution of one subscription to Hospital & Community 
Psychiatry :n lieu of one subscription to the American Journal of 
Psychiatry Zor couples who are both members and who wish this 
option (June '81). 

5. Approved an agreement with the law firm of Onek, Klein and 
Farr to provide a prepaid legal consultation plan to individual APA 
members who wish to subscribe to it, which began to be publicized 
in January 1982, and established an advisory committee that will 
serve as a conduit to the membership, annually review the rates, and 
review members' complaints and suggestions (Sept. '81); heard the 
first report of the advisory committee and approved fiscal arrange- 
ments for the plan (Dec. '81). 

6. As pert of a major recruitment drive that was not fully 
implemented until mid-1981, extended the dues forgiveness period 
to December 1982, voted to encourage branches to reduce dues for 
Members-in-Training and to waive dues for residents in postgradu- 
ate years 1 and 2, and voted to encourage branches to specify an 
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individual to facilitate resident recruitment and wor« closely witi 
residency training programs to facilitate more active iavolvement cf 
residents in branch activities; these actions were taken in concert 
with the Assemblv and the Assembly Membership Ccmmittee (nov 
the Assembly Committee for Recruitment/Retention and Member- 
ship Affairs), which will study factors contrituting to differentizl 
recruitment success among branches (Dec. '81;. 

7. Authorized the Medical Director to execute a letter of agree- 
ment between APA and Chubb Insurance Company covering th2 
terms and conditions of the professional liability insurance plan far 
the period of May 1, 1981 to May 1, 1982 (Juae '81). Endorsed a 
study of claims against the APA program cver the past 10 years and 
development of recommendations by the APA Committee on Prc- 
fessional Liability Insurance that may assist in cost-savings negotie- 
tions in the future (Dec. '81). Authorized an overall 1596 increase ia 
the premium; the actual increase will vary from state ta state. Chub» 
has agreed to modifications that include an increase from the currert 
$250 per day/$2,500 maximum to $500 per day with пс maximum fcr 
an insured psychiatrist who loses income during a mzlpractice tria ; 
an increase for legal expense associated with professional practice 
and not otherwise covered by the policy from $25,0C0 per claim t5 
$50,000 per claim; a 50% reduction in premium for the first year cf 
practice for psychiatrists who have just completed residency——this 
credit will apply to the reduced premium available for part-time 
practice; reduction of the 50% premium rate to 33/596 for retired 
psychiatrists who wish coverage; prior acts ccverege to insured 
members who wish to join after having coverage under a claims- 
made contract (the rates are highly competitive); and for annuzl 
premiums that exceed $1,000, deferred payment on 50% of the 
premium for 4 months without charge. 

8. Because of the Committee on Member Life, Accident, and 
Health Insurance's finding that the claims ratio of the major medical 
plan has increased from 79.1% to 117.1% of premiums receivec, 
indicating a need for either a cut in services or adjustment in the 
premiums, voted to approve a rate structure :Fat includes a 40% 
medical premium increase, with the understanding that an actuarial 
study is in process; this increase will not cover the loss initially, but 
contingency funds permit maintenance of the present program (Dec. 
'81). 

9. Considered routine membership matters et each meeting in 
1981 (May, June, September, and December) and in March 1982. 
Authorized dropping from APA membership those members who 
had resigned from or been dropped by their district branches fcr 
nonpayment of dues; authorized administrative reinstatement of 
those members who paid their dues arrearages and returned to good 
standing in both the branch and the natione! APA: approved 
transfers and acceptances or denied them if necessary; accepted 
applications and resignations; granted dues waivers and assessment 
waivers when warranted or Inactive Member status; approved 
membership status changes from one category to ano-her; and acted 
on recommendations for Distinguished and Honorary Fellowship. 


HAROLD Visorskv, M.D. 
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Report of the Treasurer 


THIS REPORT is prepared from audited figures for the fiscal year that 
ended Dec. 31, 1981. Dzta presented also appear in the auditor's 
annual report. Table 1 is a statement of financial condition, and table 
2 presents functional revenues and expenses for the year. This 
report will provide the membership with the information needed to 
assess the operation and financial condition of the Association. 


Fiscal Status 


Execution of the. fiscal year 1981 budget resulted in income of 
$11,391,004 (9.7% over the budget estimate) and expenses of 
$10,763,717 (about 3.6% over the budget estimate). This resulted in 
an operating surplus of income over expenses amounting to 
$627,287. The surplus stemmed largely from: sales of DSM-III and 
related publications, wh:ch provided income of over $2,000,000. 
Other factors contributing to the surplus were sound management of 
the investment portfolio. a strong grant/contract program, which 
produced outside support for needed programs approaching 
$1,500,000; increases in rate schedules for products and services 
provided by APA to the public; and teamwork among APA policy 
makers and staff to bolster income and hold down expenses during a 
period marked by a troubled national economy. 


Member Dues 


The fiscal strength that APA currently enjoys is enabling the 
Association not only to maintain a united front to assist its members 
in fighting the complex problems facing psychiatry but, in addition, 
to do so while minimizing the financial burden of the membership to 
a significant degree. In fact, our leadership agreed that the entire 
surplus from 1981 operations should be used for stabilization of 
member dues. There was no dues increase in 1981 despite a 996 
inflation rate last year. Also, there was an increase in dues of only 
596 for 1982, even though inflation was projected to be 8.596 this 
year. The Assembly, Board, officers, and staff are working together 
to provide more and better products and services for members. At 
the same time, we are working to increase income from sources 
other than member dues. As a result, only 33% of APA's income 
stems from dues receipts. This is considerably below the portion of 
overall expenses supported by dues of other medical associations 
for which we have such information. 


Investments 


APA’s stated policy is to ‘‘employ sound investment vehicles 
affording the maximum return consonant with safety of capital, i.e., 
the type of investment a prudent individual would seek.” With this 
in mind, safety of capital has been identified as the first objective of 
the investment program. 

Total investment income for the year amounted to $313,384, 
which was 74.596 over the budget projection. This is primarily due to 
the high interest rates in 1981 on short-term investments and a good 
return on equity investments for the year (dividend income). Earn- 


ings from U.S. Treasury bills, short-term bonds, commercial paper, - 


- and short-term commercial bank certificates of deposit amounted to 
$186,865. These investments represent APA's general fund working 
capital and are.invested in accordance with the cash flow needs 
outlined in the annual cash budget. Balances ranged from a high of 
$1,500,000 in midyear to $1,000,000 at year end. 

The $1,000,000 investment balance existing on Dec. 31, 1981, 
represented a pledge of $1,000,000 of APA's liquid investments as 
security for a $945,000 mortgage on the 14th and K Street property 
in Washington, D.C., which APA assumed as part of the cost of the 
property. Keeping the mortgage in place was advantageous to APA 
because the mortgage ca-ried an interest rate of only 9.5%, while 
APA realized a significantly higher return on the funds it pledged to 
secure the note. Although this transaction tied up liquid assets, thus 
forcing APA to borrow funds to meet cash flow needs during 1981, 
the result was a net financial gain of over $16,000. 

APA holds $870,000 in notes in connection with the 1979 sale of 
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the Connecticut Avenue and Hillyer Place property in Washington, 
D.C. The interest rate attached to the notes is 996. Interest income 
on the notes for the year totalled $78,300. An additional $21,840 was 
earned on 4-year savings and loan association certificates. 

Total fund return on the equities portion of the portfolio during the 
year amounted to 0.19% as compared with —4.9% for the Standard 
and Poor *'500'' and —3.6% for the Dow-Jones Industrial Average. 
Dollar earnings amounted to $36,123 in dividend income and a 
$9,879 loss on security transactions during the year. The Investment 
Advisory Committee had anticipated a weak market potential for 
equities during 1981. Therefore, the portfolio was managed in a 
defensive posture in which stocks represented less than 1095 of the 
overall portfolio throughout the year. : 

The cumulative investment return on the overall portfolio since 
the formation of the Investment Advisory Committee (late 1975) has 
been 72%. 


Publications 


The Association maintains approximately 80 book titles ir. inven- 
tory. Total revenues for 1981, net of discounts, were $2,423,190. 
This total stems primarily from sales of DSM-IHlI-related publica- 
tions, which generated income of $2,034,582. Sales of other publica- 
tions amounted to $388,608. 

Psychiatric News generated revenues of $1,377,229, contrasted 
with expenses of $1,164,575, for a surplus of $212,654. This amount 
is $112,210 more than the budgeted surplus. The American Journal 
of Psychiatry produced $1,466,153 and incurred expenses of 
$1,371,850, for a surplus of $94,303. This surplus figure contrasts 
sharply with the projected deficit for AJP of $124,030. Therefore, 
AJP operations had a positive impact of $218,333 on the 1981 
budget. Hospital & Community Psychiatry realized revenues 
amounting to $343,328 and expenses of $541,810. The resulting 
deficit was $198,482. After adjusting for the APA overhead charge 
for the journal, the deficit for 1981 was reduced to $79,520. 


Building Project 


On March 17, 1980, a sale and purchase agreement was executed 
by APA and Ambassador Associates for the development of an 
office building at 14th and K Streets, N.W., in Washington, D.C., to 
be known as the American Psychiatric Association Building. 

At settlement, APA acquired title to the property at a cost of 
$5,187,470 (a cash payment of $1,827,497 and the assumption of 
notes payable amounting to $3,359,973). By the end of 1931, the 
balance of these notes payable had been reduced to $1,343,774. 
Sources of funds to retire these notes and to pay related debt service 
include the voluntary fund drive, unpaid building assessments, 
ground rent due from Ambassador Associates on the 14th and K 
Street site, and proceeds from the sale of APA’s existing heedquar- 
ters buildings. 

The developer has leased the land from APA for 45 years at a 
rental of approximately $500,000 per year, plus a percentage of the 
profits realized by Ambassador Associates from the leasing of space 
in the building not occupied by APA. APA will lease 50,000 square 
feet of office space from the developer, at well below the going 
market rate ($16 per square foot compared with the market rate of 
$26 per square foot), to be used as APA’s-national headquarters. In 
addition, the Association plans to secure additional space (about 
5,500 square feet) at the market rate, which can be sublet for the 
short term and used for expansion over the long term. APA will 
achieve full title to the building at the end of this 45-year lease 
period. 

By entering into this venture with Ambassador Associates, APA 
1) found it possible to levy a much lower assessment than would 
have been required in an independent APA building project, 2) will 
incur annual operating costs for its office space that are significantly 
below existing levels, and 3) will help ensure APA's long-term 
financial stability. 
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eI ABLE 1. APA's Financial Condition in Fiscal Years 1980 and 1981 








ltem ` 1980 1981 
ASSETS 
General fund . 
Cash and equivalents $ 826,627 $ 370,133 
Accounts receivable 1,262,401 1.018,298 
Government grants approved and 
in process 458,569 729,040 
Accrued interest receivable 12,354 22,102 
Inventory of publications at cost — 300,750 
Deferred charges/prepaid expenses 351,683 422,302 
Marketable securities 263,219 163,523 
Investment in American Psychiat- 
ric Press, Inc. — 1,000 
Notes receivable from АРМА" 1,757,085 1.757.085 
Less valuation reserve (1,757.085) (1,757,085) 
Due from building fund — 420,029 
Notes receivable, sale of property 870,000 870,000 
Certificate of deposit (pledged) — 1,000,000 
Furniture and equipment, Central 
Office. at nominal value 1 1 
Land and building, Central Office, 
at nominal value 1 E 
Subtotal 4,044,855 5,317,179 
Dedyct assets allocated to 
building and restricted funds (556,696) (764.371) 
Total general fund 3,488.159 4,552,808 
Building fend 
Assets allocated from general fund 52.999 — 
Accounts receivable, building site 192,730 94,109 
Deferred charges/prepaid expenses 388,858 673,514 
Land, new headquarters site 5,187,470 5,187,470 
Total building fund 5,822,057 5.955,093 
Restricted fund 
Assets allocated from general fund 503,697 764,37] 
Total restricted fund 503,697 764,371 
Total asse:s 9,813,913 11,272,272 
LIABILITIES 
General fund 
Accounts payable/accrued expenses 196,507 483,694 
Note payable — 1,000,000 
Deferred income 119,605 61.052 
Reserve for stabilization of dues 
increases 1,075,376 965,154 
Reserve for future expansion and 
development 1,682,473 1,682,473 
Reserve for publication program 100,000 — 
Reserve for improvement of psy- 
chiatric insurance benefits — 50,000 
Less valuation reserve, market- 
able securities — (3,763) 
Total 3,173,961 4,238,610 
Unrestricted surplus 
At beginning of year 314,198 314,198 
Net change during year ended — — 
Át year end 314,198 314,198 
Total general fund 3,488,159 4,552,808 
Building fund 
Due to general fund — 420,029 
Notes rayable, building project 2,356,551 1,343,774 
Assessment payments received 3,057,394 3,376,662 
Voluntery fund drive receipts, less 
expenses 94,892 216,569 
Interest earned on assessments, 
less expenses 120,490 118,084 
Revenues from building site 192,730 479,975 
Total building fund 5,822,057 5,955,093 
Restricted funds 
Principal balances 503,697 764,371 
Total restricted funds 503,697 764,371 
Total liabilities 9,813,913 11,272,272 





?American Psychiatric Museum Association, Inc. 
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TABLE 2. APA's Functional Revenues and Costs f» Fiscal Years 
1980 and 1981 








Item 168) 1981 
Revenues 
Percent from each function 
Publications 
Advertising 19.14 19.04 
Subscriptions and related fees 4.78 4.99 
Book sales 27.83 21.96 
Member services 
Dues from members 32.95 32.83 
Meetings income 9.63 7.28 
Other income related to mem- 
ber services 1.18 1:25 
Other general income (invest- 
ments, overhead on grants, etc.) 4.49 12.65 
Total revenues (dollars) $10,495,44& $11,391,003 
Costs 
Percent from each function 
Governance (Board of Trustees, 
councils, Assembly) 16.36 15.50 
Publications (APA journals and 
book 3ales) 37.56 35.54 
Public information (Public Affairs 
and Government Relations) 7.27 8,95 
Member services (Membership 
Services and educational 
programs) 29.00 29.50 
General administrative (adminis- 
trative offices and other costs) 5.81 10.41 
Total ccsts (dollars) $9,320,072 $10,763,716 


Grants and Contracts 


During the past several years, support from grants and contracts 
has increased fivefold, i.e., from about $300,000 tc approximately 
$1,500,000 per year. This is an important means of providing needed 
programs without increasing member dues. The Association is 
working vigorously to ensure that this means of outside support is 
maintained at existing levels despite severe cutbacks by many 
funding scurces. 

APA has established a Resource Development Ccmmittee, which 
is working to increase revenues from sources other than member 
dues. This group is working with policy components and staff 
throughout the organization to provide а solid financial base for our 
operations. 


Planning and Budgeting 


As the field of psychiatry and the problems it faces become more 
complex, APA must refine the armamentarium with which it attacks 
such problems. Although the planning and budgeting tools of zhe 
past helped the Association achieve the organizational stab:lity it 
enjoys today, more modern and effective techniques are needed to 
help assure a viable Association in the future. 

It was in this interest that APA established a functional budgeting 
system effective Jan. 1, 1981. Functional budgeting helps to achieve 
the objectives of an organization by assigning resources for :he 
accomplishment of those objectives and to cortrol expenses as the 
budget is executed. The process is initiated when APA policy 
makers establish objectives for the Association. Then, existing and 
proposed programs compete with each other for zvailable funds. 
The approval of programs for inclusion in the budget is based on 
priorities related to stated objectives. Functional budgeting is lead- 
ing to the development of improved fiscal policies aad is providirga 
sound basis for financial control. 

The functional budgeting system will work in tendem with the 
long-range planning activity currently being develosed. Long-range 
(strategic) planning data related to the needs of the organization will 
be used in the development of the annual budzet (tactical plan). The 
planning and budgeting efforts, which focus largely on the concepts 
of setting priorities and of alternatives, are both in the process of 
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development. As these activities mature, the ability of the Associa- 
tion to identify and achieve its goal should be continually enhanced. 


Conclusion 


It is a pleasure to present to you what I believe is a very forthright 
and positive annual report on the fiscal activities of APA during 1981 
and the financial condition of the Association at this time. You are 
welcome to review the total audited figures for income and expenses 
at APA headquarters. 


Report of the Medical Director 


DURING THE PAST YEAR. our organization has been dealing with 
extraordinary challenges to our basic goals and objectives. The new 
economic and political realities of the 1980s have posed serious 
problems to our practitioners, our researchers, our educators, and 
our administrators. Most importantly, many patients have been, or 
are about to be, denied azcess to appropriate psychíatric care. APA 
must serve as an effective force in efforts to cope with these 
problems. In accomplishing this purpose, we must be strong inter- 
nally and increasingly capable of dealing with key decision makers, 
the general public, and those who attempt to perpetuate myths and 
misperceptions about our profession. In this report, 1 have attempt- 
ed to describe areas wher2 leadership by APA has begun to make a 
difference. We need strong leaders, an increasingly unified member- 
ship, and the resources to cope on both a short- and long-term basis. 

Our President, Dr. Dan:el X. Freedman, has worked strongly and 
tirelessly to seek solutions to the problems enunciated in this report. 
He has been exceedingly sensitive to the pain experienced by our 
members and by our patients in the backwash of policy decisions 
and indecision. We need effective leadership at all levels of APA. I 
have been particularly gratified with the force and direction of 
district branch officers during my visits to many branches during this 
past year. Our district branch leadership has been vigorously 
involved in both external and internal issues. Indeed, it was grass- 
roots efforts that gave >irth to APA's increased emphasis on 
improving psychiatric beaefits. 

We have worked hard to recruit and retain members and 1 am 
delighted that we have grown by 1,000 members during 1981-1982 
and have passed the 27,000 mark. 1 am pleased also that we have 
begun to increase the number of medical students electing a career 
in psychiatry; the psychictric matching figures bottomed out in 1980 
and have increased by over one-third since that time. While I believe 
that we have healed some scars and moved toward increased unity 
and consensus in many areas, much work remains to be done. Like 
many of you, I was disappointed in not achieving a 40% vote on our 
proposals to amend the Constitution and By-Laws. Whether the 
problems relate to size and complexity, apathy, diversity, or a 
mixture of these and other factors, we must encourage active 
participation in the affairs of the Association by as many members as 
possible. 

In dealing with the assessment for the new building, I have 
communicated personally with several thousand members and I 
have learned a great deal. Sometimes the messages were harsh, but 
the concerns, the misunderstandings, and the differences of opinion 
have been heard. I am delighted that the assessment has been a 
success; we have passed the 89% level in membership response. We 
shall work very hard to approach 100%. 

I look forward to being in our new headquarters by the time the 
Assembly meets in the fall. It is (not a Taj Mahal, as some 
suspected, but) a functional working space to accomplish the 
purposes of our organization. I hope that each of you will visit your 
headquarters and that we can work together even more effectively to 
deal with each of the challenges facing us today and tomorrow. 
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I wish to express my gratitude to you for entrusting me with' the 
responsibility for APA's fiscal affairs and to the Assembly, the 
Board of Trustees, the officers, and the Investment Advisory 
Committee for their support and continued interest in the financial 
stability of the Association. Appreciation is also due to the Medical 
Director, the Deputy Director for Business Administration, the 
Comptroller, and the entire staff for their capable assistance when- 
ever needed during the year. 


GeEorGE H. Porrock, M.D. 


Speaking for the Profession 


I believe that APA has effectively represented tne membership: in 
Congress, with the executive and legislative branches of the federal 
government (with the legislative branch of government), in the 
courts, with regulatory agencies, and in various negotiations with 
unions and businesses, especially in relationship to parity of cover- 
age for psychiatric illnesses and for medical illnesses. 

The major spokesman for the Association and tbe profession has 
been President Freedman, who has spent a considerable portion of 
his presidential year dealing with various legislative matters and, in 
particular, working closely with the executive branch of gcvern- 
ment. With other leaders in APA, President Freedman has worked 
with ADAMHA leadership, especially Dr. William Mayer, anc with 
NIMH Director Dr. Herbert Pardes, seeking to produce effective 
policies, recommendations, and legislative action zhat would contin- 
ue to maintain the viability of these agencies and the federal 
government's visibility in activities related to research, training, and 
funding in mental health, alcoholism, and drug abuse prevent:on. 

The APA Division of Government Relations, in concert with the 
Joint Commission on Government Relations, provides the interface 
for APA policy with the legislative and executive branches of 
government and schedules APA testimony before appropriate Con- 
gressional committees to ensure that the interests and concerns of 
psychiatry are heard. In the report of the division (available from the 
Central Office), APA's legislative achievements in the 95th Con- 
gress are listed. These achievements are importan: to each of you in 
terms of your practice, especially those issues that relate to the 
Federal Employees Health Benefits Program, to the work done to 
ensure that block grants did not exclude vital services provided to 
the mentally ill and that outpatient psychiatric services were not 
dropped from the HMO’s basic health service requirement. These 
are but a few of the many items that have directly affected the way 
each of you practices and how services are delivered to your 
patients. 

As I indicated earlier, the district branches have taken a grass- 
roots leadership role in efforts to improve psychiatric benefits. 
Several district branches have effective programs in this area, These 
efforts played a key role in the establishment of the Psych:atric 
Benefits Project at the national level, to provide support for the 
efforts now under way in the various district branches and to help 
stimulate other district branches to establish their own programs in 
this area. At the national level, the project will develop information 
and strategies to respond to the need for adequate and responsible 
public and private third-party outpatient and inpatient insurance 
coverage for psychiatric care and treatment of mental illness. The 
project will serve as an information clearinghouse; provide technical 
assistance to the district branches; develop materials for use in 
encouraging employers to improve psychiatric insurance benefits; 
and undertake benefit package analysis, pilot studies, national 
organization contacts, and research. The day before the UAW and 
General Motors opened contract talks, representatives from. the 


ye 
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Michigan Psychiatric Socie:y and APA met with union health plan 
officials to express concern that the health plan continue io provide 
coverage of psychiatric illness. Discussions focused on concern for 
the welfare of workers in the current economic climate and included 
presentation of data on the cost-effectiveness of psychiatric care and 
its positive impact on worker productivity. 

Another example of APA Central Office coordinated eforts with 
district branches occurred with respect to the U.S. Department of 
Health and Human Services (DHHS) Division of Quality Control's 
decision to conduct a program validation review of Medicare 
psychiatric services in Connecticut. The Connecticut Psychiatric 
Society was contacted and asked if it wished to participate in a 
"program evaluation review’? of psychiatric services subject to 
Medicare reimbursement. The Health Care Financing Administra- 
tion of DHHS indicated that Indiana, Wisconsin, and Washington 
State had also been chosen to participate in the review. The district 
branch contacted APA and we indicated that the Connecticut 
Psychiatric Society should centact New York to learn from its 
experience. In addition, we were able to alert the Wisconsin, 
Indiana, and Washington State district branches about the review. 
and points of view on this topic were shared and discussed. 
Recently, staff discussed various issues related to the proposed 
review with the Connecticut Psychiatric Scciety. 

In terms of district branca effectiveness. the legislative network is 
an integral part of APA’s efforts to influence Congress on legislative 
issues of national concern. In addition, during this past year we 
attempted tc increase our activities with district branches’ concerns 
at the state level. The first biennial State Legislative Seminar was 
held in February 1982, with over 65 state legislative representatives 
present. Workshops were held on how state issues are treated in the 
various states, lobbying techniques, and other topics of interest. The 
Division of Government Relations is also attempting to develop the 
capacity to identify major state legislative activities of common 
concern апс to provide to the branches analytic state information 
and is publishing a bimonthly State Update. In the most recent issue 


а: this newsletter, the following topics were covered: block grant 


update, state confidentiality statute nct applicable to fraud subpoe- 
na, and various state briefs and state legislative initiatives to 
promote competition. 

This year, in order for psychiatry to gain an effective voice in 
setting naticnal health policy, APA authorized the establishment of 
the Corporztion for the Advancement of Psychiatry (CAP). com- 
posed of a representative of each of the seven areas of the 
Assembly, a representative from the Assembly itself (appointed by 
the Speaker), and the chairperson of the Joint Commission on 
Government Relations. Recognizing that elected officials do re- 
spond to those who contribute to their campaigns, CAP has estab- 
lished a Political Action Committee to make direct political cam- 
paign contributions. CAP now has over 5,000 dues-paying members. 

APA continues to deal with the many judicial challeages to the 
field of psvchiatry. Under the direction of the Commission on 
Judicial Action, the APA general counsel has filed two briefs in 
cases now pending in the U.S. Court of Appeals. 

U.S. v. Byers involves issues concerning the nature of psychiatric 
examinations in insanity cases. The APA brief argues that such 
examinations should be conducted in a manner that enables the 
psychiatrist to secure medical informaticn. The presence of the 
defendant's lawyer or the requirement of taping the interview should 
not be constitutionally required even though in certain circum- 
stances the examining psychiztrist might agree to such procedures. 

The second case, Harris v. Pulley (on appeal from the U.S. 
District Court for the Southern District of California, 9th Circuit 
Court of Appeals), concerns psychiatric testimony at the death 
penalty phase of proceedings. The APA brief argues that before 
examining the defendant the psychiatrist for the prosecution should 
advise the defendant of the specific purposes of the examination, 
including the fact that the psychiatrist might subsequent. y testify on 
the issue of an appropriate penalty and that it might be appropriate 
to assure that the defendant nas a lawyer to advise him before he 
submits to such an examination. 

APA is also awaiting the outcome of two major cases before the 
U.S. Supreme Court. The Rogers case (involving the right to refuse 
medication) and the Romeo case (involving the right to treatment 
and issues concerning the so-called least restrictive alternative) 
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were argued in January 1982. APA filed amicus curiae zriefs in both 
of these cases. 

APA. thrcugh its general counsel (Onek, Kle n and Farr), has 
been involved in filing severa! other amicus br.efs in major cases 
before federal courts and instituting a suit ог. Бела! of APA 
challenging the cutbacks in psychiatric benefits unde- the Federal 
Employees Health Benefits Program. 

The suit against the Federal Employees Health Benzfits Program 
is a major litigation effort. Rarely has APA sued іп its own name as 
the plaintiff. Yet the gravity of this year's cutbacks made the suit a 
necessity. In the past, at least one government-wice insurance 
program offered full inpatient and extensive outpatient coverage for 
psychiatric services. This year these benefits were cut drastically by 
the Blue Cress-Blue Shield Plan, essentially restrizting coverage for 
inpatient care to 60 days and outpatient care to 50 visits (this 
includes all physician visits). APA, in conjunctioa with the Washing- 
ton Psychiatric Society, the National Association of P-:vate Psychi- 
atric Hospitals, and the Psychiatric Institutes cf America, sued in 
federal court, alleging that the cutbacks were illzgal because they 
were effected in an arbitrary and capricicus manner and were in 
violation of a statute covering the program that recuires catastrophic 
coverage. The case is still in the courts and the олісоте uncertain. 
Nevertheless, it is important to stress that a preliminary opinion of 
the U.S. Ccurt of Appeals indicated substantial concern over the 
issues raised by APA. 


Education and Recruitment into Psychiatry 


As of March 1982, there was an increase from 1381 of over 15% ir. 
the number of students placed in psychiatry positiors through the 
National Resident Matching Program; the increase zetween 1980 
and 1982 was 35%. These may not be the final figures, but 
psychiatry now has more than 496 of the total filled PGY-1 positions. 
with a marked increase in psychiatrv positions filled. 43 I predicted 
last year, we have passed the ‘‘bottoming out'' shase and may be 
witnessing a new trend toward increased numbers of medical 
students electing a career in psychiatry. 

This increase certainly relates to the effective leadership of the 
Council on Medical Education and Career Development, under the 
chairmanship of Past President Donald G. Langsley. I3 concert with 
the Office cf Education and Deputy Medical Director Carolyn B. 
Robinowitz, M.D., the Council has worked to increase and strength- 
en educational liaison activities with other psychiatric education and 
service organizations. The Conference on Career Cho ce of Psychia- 
try, held in March 1980 in San Antonio, also appear: to have been 
effective. That conference, funded by NIMH, hslped to develop a 
new recruitment strategy. 

In additicn, the Office of Education has collaborated and worked 
closely with the Division of Government Relations to support 
ADAMHA appropriations for clinical training ard research and for 
medical student loans and has worked with the Div:sion of Publiz 
Affairs to improve medical student recruitment, pa-cicularly as it 
relates to the image of psychiatry. The latter has been most effective 
at meetings of the American Medical Student Association, where 
the APA exhibits and responds to student inquiries about psych:atry 
careers. 

Much of this work has been done with consu taticn and cooper- 
ation from the American Association of Chairmen of Departments of 
Psychiatry and the American Association of Direztors of Psychiatric 
Residency Training. We certainly are deeply concerned with the 
difficulties being faced by departments of psychiatry and residency 
training programs as they try to cope with the possible funding cuts 
being effected or proposed by the current Admiaistration. However, 
key liaison with the Division of Government Relations. the Office of 
Education, and APA leaders has resulted in testimony on 
ADAMHA appropriations as we continue tc fight for increased 
funding for research and training. 

The major Decade Conference on Psychiatrie Edrcation, under 
the joint leadership of Drs. Daniel X. Freedman end Donald С. 
Langsley, is in the planning stages. Its theme wi l be ''Psychiatry in 
the 21st Century,” and it will address psychizt-y's scientific core, 
practice patterns, quality of psychiatric education and practice, 
psychiatry in a continuum of health and illness, rzcru tment, and the 
image of psychiatry. 

The APA-NIMH Minority Fellowship Prcgram is now in its 
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seventh year and serves as a major vehicle for career development. I 
am pleased to state that the Office of Minority/National Affairs. 
under the direction of Deputy Medical Director Jeanne Spurlock. 
M.D., was successful in obtaining private foundation monies to 
partially fund this program. 

Monies have also been received to fund the Psychiatry Clerkship 
Program for Medical Students, a pilot program begun in 1981 that 
will now continue. In 1982, six medical schools will participate and 
more than 25 students are expected to enroll. This program is 
viewed as an excellent vehicle for recruiting into psychiatry and for 
providing a realistic view of what the specialty is all about. 

I am also pleased to note that continuing education of members 
remains a high priority. This year APA has served as an educational 
cosponsor for 137 programs, many in the district branches. The 
Office of Education works with district branch program committees 
and continuing education committees to determine what programs 
are most appropriate to their members. Moreover. staff from the 
Office of Education have participated in meetings of area councils 
and district branches to discuss issues involved in planning, devel- 
oping, and evaluating continuing education. As of March 1, 1982, 
91.7% of APA membe:s had reported on their continuing medical 
educaticn as required sy the APA By-Laws. It is obvious that 
outreach to the membership has been occurring. and I am increas- 
ingly confident that appropriate continuing education opportunities 
have been provided for a great many of our members. 


Providing Information on Scientific and Professional Programs 


During the past year we have stepped up our efforts to educate 
and inform the public about psychiatry and the diagnosis and 
treatment of mental illness. New initiatives were launched to 
promote media coverage of the field and to present our viewpoint in 
a more aggressive fashion. 

American Psychiatric Press, Inc., incorporated in March of 1981, 
has quickly established itself as a viable publisher with Psychiatry 
1982: The APA Annual Review. The press also reports seven books 
under contract and negotiations in progress on an additional five 
titles. These include major books targeted at the general public, such 
as Psychiatric Illness: A Guide for the Family, Madness in Govern- 
ment, Affective Disorders, Psychiatry for Medical Students, Bio- 
medical Aspects of Depression, 1001 Questions About Psychiatry, 
Psychiatry 1983: The APA Annual Review, and Don’t Panic. The 
American Psychiatric Press, Inc., is actively seeking new titles to 
publish, with an emphasis on material that will educate the Ameri- 
can public on the positive aspects of psychiatry. 

The overall publishing program of the Association has continued 
to grow, earning $2.4 milion for 1981. This has been accomplished 
through the continued sales of D$M-IH and expansion of marketing 
activities with the newly formed Division of Publications and 
Marketing. I am pleasec to report that DSM-III is having a major 
impact on the international scene. More than 10.000 copies have 
been sold overseas. Grezt Britain and Australia lead the list in terms 
of numbers sold, but Japan and Germany rank high. At least a few 
sales are reported from almost every major country in the world. At 
present, 8 translations are in progress and a volume is being 
prepared that will address international perspectives on DSM-II. lt 
is hoped that this book and several of the translations will be 
completed in time for the World Congress of Psychiatry that will be 
held in Vienna in 1983. DSM-III is or will soon be available in 
Chinese, Japanese, Dutch, Spanish, French, Italian, German, and 
Finnish. 

Psychiatric News enjoyed a year of all-time high income, contrib- 
uting significantly to the Association's sound fiscal state. In 1981 
Editor Herbert Gant contracted with a publications design firm to 
redesign the newspaper. Psychiatric News will have а “new look" 
beginning with its seccnd July 1982 issue, which will provide a 
crisper, cleaner арреагагсе and enhance the newspaper's readabili- 
ty. Psychiatric News continues to be the most widely read psychiat- 
ric publication other than the American Journal of Psychiatry. 

In terms of the paper's content, during this past year there has 
been an attempt to increase coverage of district branch, area, and 
Assembly activities. À new feature, instituted this year, is a column 
that will feature recent cases considered by the APA Ethics Com- 
mittee, provided as an educational feature on medical ethics. 

The officers and trustees recognize the importance of Psychiatric 
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News in providing information to a very wide public. In all fikaj- 
hood, during the coming year there will be efforts to find new 
mechanisms for leadership involvement in the continued improve- 
ment of Psychiatric News. 

The Division of Public Affairs, under the leadership of Mr. John 
Blamphin, has worked actively with the Joint Commission on Public 
Affairs and Dr. Shervert Frazier, its chairperson, to plan two media 
seminars for the fall of 1982: a regional seminar in conjunction with 
the H&CP Institute in Louisville and a national seminar in New 
York City, with special attention to radio and television network 
writers and producers, free-lance writers, and magazine ed.tors. 

The Division of Public Affairs has also worked to assist the district 
branches and area councils. The first project was to send to district 
branch public affairs representatives a "how-to" guide for helping 
their local media cover issues related to the Hinckley trial In the 
future, local public affairs representatives will be sent ideas for news 
releases, instructions on how to establish good media relations, 
materials for use їп developing newspaper columns, and other 
resource and project ideas. One such example occurred with the 
Neuropsychiatric Society of Virginia. I was invited to speak at a 
meeting in Richmond during April and arrangements were rrade for 
stories to appear in the Richmond Times-Dispatch, a major state 
news medium. This reflects the kind of cooperative efforts that can 
be developed between district branches and the national cffice to 
provide information about psychiatry's image in local news media. 

In the planning stage is a series of public service spots for 
television that would be produced nationally and made *vai.able to 
the branches for distribution to local stations. These spots would 
complement other activities within APA to improve the level of 
psychiatric benefits in insurance plans and the image of psychiatry, 
among other things. 

The Association's efforts in peer review over the past several 
years are now being recognized as having provided an invaluable 
foundation for the various efforts under way to promote ccverage 
for psychiatric disorders; peer review appeals to business leaders as 
a way to control costs. While a great many members expresse ^ 
anxiety when our efforts began, we now have the results of a survez- - 
which indicate that a significant majority of the sample were 
favorable toward peer review. The APA Office of Peer Review is 
gaining recognition as the leader in utilization review and quality 
assurance for mental health. In addition, under Mr. Norman Pen- 
ner's direction and with the various membership committees that 
work with this office, the CHAMPUS Project has now become fully 
operational and the Department of Defense seems satisfied and even 
proud of the results. There are no indications that CHAMPUS is 
considering any limits on the mental health benefits offered. The 
APA office has also expanded its services to commercial ins.irance 
companies and we now provide peer review for nine insirance 
companies. In our view, the Office of Peer Review has achieved 
much in the interest of good psychiatric care and financing 

Certainly, the activities of the new Office of Psychiatric Sa:vices, 
the Council on Psychiatric Services, and the newly formed Council 
on Standards of Practice and Funding Mechanisms will also improve 
our activities in a variety of settings, including insurance coverage of 
mental illness, peer review. various collaborations with purchasers 
of health insurance, adequacy of standards of practice, and models 
of quality assurance. 

Responding to the concerns about the lack of psychiatric services 
for mentally retarded individuals who are psychiatrically ill and 
preliminary meetings with Dr. Robert Cooke of the Kennedy 
Foundation, I asked Dr. Jeanne Spurlock to coordinate а s2-ies of 
meetings to discuss the matter and develop recommendations for 
increasing and improving such services. Representatives frcm the 
Kennedy Foundation, the National Association for Retarded Citi- 
zens, the American Psychological Association, and APA attended 
this initial meeting. The establishment of the magnitude and impor- 
tance of the problems was identified as a first step. The following 
tasks were assigned: 1) Dr. Philip Roos of the National Association 
for Retarded Citizens will take the lead in contacting legislative 
groups to determine common issues of interest and concern, 2) each 
representative will generate interorganizational exposure of the 
issues addressed, 3) each group will contact its respective certifica- 
tion boards to determine if the topic of psychiatric illness in the 
mentally retarded is addressed in the certification process, 4) Dr. 
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@eorge Tarjan will gather data about the inclusion of topics related 
to the issue in training programs, and 5) Dr. Robert Cooke will 
assume the leadership role in obtaining support for a state of the art 
study. As Dr. Tarjan assumes his role as President-Elect of this 
Association, I am confident that we can become more eTective in 
this area of major concern. 

АРА continues its efforts with the Joint Commission on Accredi- 
tation of Hospitals to ensure that standards for accrecitation of 
general hospitals include not only accreditation for psychiatric units 
in general hospitals but standards for accrediting psychiacric hospi- 
tals. The recent petition referendum (which appeared on the 1982 
ballot) on JCAH matters reflects the membership’s wide concern 
with this matter, and it will continue to be an area of highest priority. 

Moreover, the Association’s activities within the American Medi- 
cal Association, especially AMA's recognition of the excellent work 
of the APA Section Council on Psychiatry and its efforts to have 
psychiatry's voice in AMA heard and listened to, have contributed 
to our effor:s to move closer to medicine as we work together 
toward common goals. 

As we continue to improve relationships with the rest of medicine, 
one must recognize the importance of Dr. Donald G. Langsley's 
appointment as Executive Vice-President of the American Board of 
Medical Specialty Societies and Dr. Carolyn B. Robinowitz's elec- 
tion by her medical colleagues as President of the Council of 
Medical Specialty Societies. President Freedman's editorship of the 
Archives of General Psychiatry has also been outstanding in improv- 
ing our common goals with other medical groups. 

Others who have been promoted to positions of impcrtance are 
Dr. Alex Rodriguez as Medical Director at OCHAMPUS in Denver 
and Dr. John C. Duffy, formerly Deputy Associate Commissioner 
for Health Affairs at the Food and Drug Administration, who has 
been named Consultant to the Surgeon General of the Public Health 
Service. Dr. Duffy will work with Surgeon General C. Everett 
Koop, M.D., on a variety of health policy issues. 

These are but a few examples of psychiatry in leadership roles 
that will affect each of you. In addition, during this meeting Dr. 
Freedman will be presenting three Special Presidential Commenda- 
tions to horor three men who have made original contributions to 
psychiatry's scientific knowledge base, who have won distinction in 
fields outside of medicine, and who have provided excellent leader- 
ship that has touched all segments of our society. 

APA members have also been appointed to important positions 
within the field and to positions that influence the larger publics: 
APA President-Elect H. Keith H. Brodie has been appointed 
Chancellor 5f Duke University; in this post, he will be the second 
ranking official in the university's administration and will coordinate 
the work of the vice-presidents, be responsible for the budget. and 
supervise relationships with the university and with the community. 
Dr. Henry G. Altman has been appointed to the National Profes- 
sional Standards Review Council by Secretary of Health and Human 
Services Schweiker. This is the first time that a psychiatrist has been 
appointed to serve on this group in the 20 years of its existence. In 
addition to oversight for the PSROs, this group now has major 
responsibility for being a health planning advisory group; thus, 
psychiatry will have a voice in this planning operation, as do other 
medical grcups and medical specialties. 


Membership Outreach—Recruitment and Retention 


1981 was seen as a year in which members’ reaction to the total 
impact of the various fiscal cecisions of the last 2 years (building 
assessment, national dues increases, district branch dues increases, 
and the registration fee for the annual meeting) would be manifested. 
Through emphasis on member retention initiated last year and 
continued in 1982, membership losses were minimal and recruitment 
activities were significantly accelerated. 

1 am pleased to report that the membership now exceeds 27,000 
(27,084 as of Apri! 30, 1982). Two-thirds (N 660) of the total net 
increase oi 990 over a year ago is made up of residents (130 
Provisional Members and 530 Members-in-Training), and 6046 
(М 393) of the net increase in resident members was effected in the 
first 4 months of 1982. 

In terms of dues collections, the year ended with 93.21% of the 
members tilled having paid all or part of their 1981 dues. The 1982 
dues were billed in January 1982, and as of May 1, 1982, 6996 of the 
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members bil.ed had paid. 

Information on dues rates of the district branckes has been 
collected by staff in connection with the centralized des billing for 
the branches. There has been some discussion by the Assembly 
Committee on Recruitment/Retention and by the APA Membership 
Committee of trends in district branch dues rates. The two commit- 
tees plan to re-examine the dues structure at their next scheduled 
meeting, in October 1982. 

We have continued to work on the assessment, and to date 
89.25% of the members billed have paid all or par. During the 
annual mee-ing, staff will operate a telephone bank to call the 
approximately 1,250 members from whom we have not heard 
Representatives of the Assembly, district branch officers, anc 
others will be making telephone calls to colleagues sz that we can 
bring the collection of the assessment to closure The purpose of the 
calling will be to restate options, asking fcr comments and sugges- 
tions, so that a greater understanding of issues involved can be 
conveyed to those members who have not contac:ed ts. We believe 
that the Assembly constitutes one of the strongest links that 
members have in terms of representation to the governance of the 
Association, and we have therefore asked memters of the Assembly 
to participate in this project. 

I am particularly pleased to report to you that the APA Member- 
ship Committee received 158 nominations for Fellowship from the 
district branches. Of these, 138 were considered (20 were denied a 
waiver of the 8-year requirement or of the 2-year wai.ing perioc for 
reconsideration): of these, 98 (71%) were approved. The Committee 
on Membership has increased the percentage of thoss it approves 
for Fellowship, partly due to the better job that zhe district branches 
are now doing in terms of the nominating process In 1976, the 
percentage of approval was 69%, in 1978 it was 5396. and in 1930 it 
was 6896. 

One other significant statistic: we now have 8 district branches 
with 1,000 or more members—New York County, Southern Califor- 
nia, Pennsylvania, Northern California, Massachuset:s, the District 
of Columbia, Illinois, and Texas—for a total of 10247 members. 
38.5% of the current total membership. 

We will continue to build APA's strength by .ncreasing the 
membership. To remain vital, this organization must g-ow—it must 
grow in size by increasing its membership <o ensure it represents the 
profession, and it must grow in effectiveness by increased participa- 
tion of members. To accomplish this purpose, there needs to be 
mutual understanding and close cooperation between aad among the 
district branches, the Committee on Membership, tha leadership, 
and the staif. 


Outreach to Membership and Appropriate Berefits 


Staff has supported and met with the zrea councils. provid:ng a 
valuable two-way communication system. staff serves as resources 
to the areas in discussion of items ranging from .egislation to 
member benefits. In this context, Mrs. Jeanne Robs has served a 
very important function in communication and coordination. 

Under tke capable direction of Mr. Joe Deacon, s2veral member 
benefit chenges have occurred that warrant attenticn. The APA 
Malpractice Insurance Program, which recently passed the 9.000 
participating member mark, also received a maior face ift in the past 
year. These changes included a 5096 d scount to new members 
entering the program from residency, addition of prio--acts coverage 
at reasonable rates to permit transfer from a claims-made to an 
occurrence-type policy, deferred payment of premiums, and a 
provision that allows retired psychiatrists to pay orly one-third of 
the normal premium. Again, through extensive negotiations the 
1982-1983 rate increase was held to a 1796 average nationwide 
during a year of highly volatile premium increases in other medical 
malpractice programs. 

А new member benefit program, the Prepaid Legal Consultation 
Plan, was approved in late 1981 to permit legal advice to be made 
available to all members at a very nominal fee. Under the supervi- 
sion of the APA Advisory Committee to the Prepaid Legal Consulta- 
tion Plan and legal services provided by (ле law firm of Onek, Klein 
and Farr, the new plan has been extremely successful, with over 
1,100 members participating in the first year. This сгоргат in no 
way detrects from the work being done in individual district 
branches by their local legal counsels, but it does provide the 
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participating members with quick and easy telephone access to legal 
advice and answers tc personal questions in many legal areas 
relating to psychiatric practice. These questions range from the 
business-related areas of billing and collection. employment con- 
tracts with hospitals and clinics, taxes, and professional incorpora- 
tions to the professional] psychiatric legal issues of confidentiality 
and privilege, access to records by patients, commitment, and 
voluntary hospitalization. ''White papers" have been prepared and 
are available to participating members on the following subjects: 
model office leases, federal tax consequences of incorporating a 
psychiatric practice, and alternative ways of arranging a relationship 
with a nonmedical therapist. A quarterly newsletter will be provided 
to members who join the plan and will highlight current cases and 
legal events affecting psychiatrists. The comments from members 
about the value of these services have been particularly gratifying. 

Of direct interest to district branches is a blanket liability program 
designed to insure all district branches for $2 million liability for 
officers, committees, and employees. The no-deductible coverage 
allows protection for activities such as peer review, ethics commit- 
tees, and district branch publications. The low-cost policies will be 
paid for by APA during the initial year, and payment for subsequent 
years will be determined by the Assembly. 

In March we mailed to each member a pamphlet entitled *'Direc- 
tory of Member Benefits and Services,” for use as a reference guide 
to APA's programs for its members. There has been a positive 
response to this directory, with over 1,200 responses returned 
asking for additional information about one or more services. One 
member indicated that “this little booklet is one of the best things 
out of the APA central office in some time. Excellent." 

As always, we welccme suggestions on future improvements to 
APA's benefits and services to members. Ultimately, it is you, the 
individual member, whc will determine the usefulness of the pro- 
grams through your participation. 


International Affairs 


By arranging scientific exchanges, staff assists individuals travel- 
ing to other countries as well as international colleagues visiting the 
United States. In additicn, staff serves as the liaison between APA 
and international organizations, including the World Psychiatric 
Association, World Federation for Mental Health, and psychiatric 
associations in other countries. Staff is presently working on assist- 
ing the World Psychiatric Association in the organizational and 
logistical arrangements for the VII World Congress of Psychiatry, to 
be held in Vienna, Acstria, July 11-16, 1983, and the World 
Federation for Mental Health in their arrangements for the World 
Congress on Mental Health, to be held in Washington, D.C., July 
23-28, 1983. In addition. the World Psychiatric Association's Ethics 
Committee has designated an APA staff member to serve as the 
secretariat for that international standing committee. 

In November 1981, staff coordinated a visit of an APA delegation 
to the People’s Republic of China, at the invitation of the Chinese 
Medical Association. This delegation, led by the late Dr. Jack 
Weinberg, then chairperson of the APA Council on International 
Affairs, participated in a symposium in Soochow that was attended 
by approximately 300 Chinese colleagues. The death of Dr. Wein- 
berg is a great loss to the APA staff and we miss his outstanding 
leadership and personal friendship. We are particularly pleased that 
he had the opportunity of leading our delegation to this important 
meeting in China. On numerous occasions, staff has served as a link 
between our Chinese colleagues and American psychiatrists and is 
very active in assisting our Chinese colleagues when they visit the 
United States. 

The Alcohol, Drug Abuse, and Mental Health Administration, the 
U.S. State Department, and the U.S. Agency for International 
Development have funded a series of meetings on psychological 
impediments to peace. The first was held in Washington, D.C., 
January 1980; the second in Mont Pelerin, Switzerland, July 1981; 
and the most recent in Alexandria, Egypt, May 1—6, 1982. These 
conferences were organized by APA's Committee on Psychiatry and 
Foreign Affairs with the assistance of staff, and participants were 
Egyptian and Israeli psychiatrists, diplomats, and political scien- 
tists. Staff has maintained contact with all participants, has made 
arrangements for the logistics of these conferences, and has provid- 
ed management of U.S. government grants. 
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Ongoing exchanges take place between APA and internationgj 
governmental agencies and psychiatric associations in various coun- 
tries such as the People's Republic of China and Saudi Arabia. Staff 
is particularly active in coordinating the work of the Council on 
International Affairs and its components. 


APA Staff and Central Office Activities 


1 believe that APA is organized, both administratively and mana- 
gerially, to provide the staff support structure and necessary founda- 
tion for carrying out the programs, projects, and policies that the 
APA Board of Trustees, Assembly, and membership determine 
should constitute the Association's goals and objectives. Overall 
financial management that allows the programs to go forward, 
detailed planning activities, and services to keep the APA operation 
efficient are also staff responsibilities. In terms of funding the 
Association's activities by ensuring appropriate income from out- 
side sources, Dr. Jack White, Deputy Director for Business Admin- 
istration, has performed admirably during a period when recession 
and inflation have increased the problems for all associations. Dues 
for 1982 increased by only 5%, even though inflztion jumped to over 
9% in 1981. Our success in minimizing the dues increase was largely 
attributable to substantial income from other sources, primarily 
publications income; increased efforts by senior management staff to 
hold down operating costs; the new building prcject, which contrib- 
utes not only to our current but also to our future financial strength 
due to the rapid increase in the value of the land on which the new 
APA building stands; and lastly, our strength, which d&rives from 
each of you and from the membership as a whole. With all of APA's 
employees in one building, efficiency and effectiveness will increase 
as communication among departments becomes easier. 

I particularly want to call your attention to the report of your 
Treasurer, Dr. George Pollock. Only 3396 of APA's income stems 
from dues paid by members, considerably below the portion of 
overall expenses supported by dues of other medical associations. 


During the past several years, support from grants and contracts has . 


increased fivefold; publications income and revenue from advertise- 
ments and exhibits has also increased. The APA's Resource Devel- 
opment Committee is working to increase revenues from other 
sources, including national and international consultations. 

As І mentioned earlier, our attempts to communicate with the 
leadership in the district branches included the development of State 
Update. In addition, last year we initiated (in May during the annual 
meeting) APA Report, a biweekly newsletter from me to provide 
information quickly to the leadership in the Association and in the 
district branches. In December, we conducted an evaluation which 
indicates that APA Report is effectively filling a communication 
need within the Association. The vast majority cf readers found the 
articles clear and the information useful. Readers wanted news 
about legislation, the Board, the Assembly, and various APA 
components. Most respondents found the report an effective means 
of keeping informed and stated that it should be continued. We are 
now considering expanding the mailing list and perhaps offering the 
report to the total membership by paid subscriptions. 


Conclusion 


The success of our Association depends оп an informed and 
active membership. The more detailed reports o? staff activities are 
available from the Central Office. Criticisms and suggestions are 
always welcomed; 1 know of no other association in which individ- 
ual members can have such direct access. It is especially important 
to be sensitive to what our membership is saying at this stage of new 
pressures and stress. 

As we look ahead to next year and all the challenges we will face, 
Iam grateful for the quality of leadership in our organization. During 
the past year we have been graced by a President and a Speaker who 
have been strong, empathetic, wise, and committed to thoughtful 
action programs. 1 am in a position to know how much we owe to 
Dan Freedman and Larry Hartmann. I pledge my continued support 
to our new leadership. They will face many critical decisions in the 
months to come. I hope that we can debate the issues fully and 
intensively, but that ultimately we move toward unified, concerted, 
and positive implementation of our decisions. 


MELVIN SABSHIN, M.D. 


\Am J Psychiatry 139:10, October 1982 


=- Keport of the Speaker 


TRYING TO WRITE this report has confronted me with pride in what 
the APA is and does, and humility and frustration that we have not 
been able to do more. I would like to be cheerful and optimistic, and 
in fact I think the APA is worth cheer and optimism anc is doing 
well. But the larger world, it seems to me, is not doing particularly 
well. As an APA leader, I have had repeatedly to confront psychia- 
try's interaction with the larger world, and as a psychiatrist and a 
citizen I am troubled. 

This will not be a lecture on guns and butter, but my feelings about 
issues surrounding psychiatry and mental health have sometimes 
clouded my considerable enjoyment of my year as Speaker and my 
pride in the APA. The APA may be good, but we have not (or at 
least we certainly have not yet) fixed some of the really big problems 
that affect mental health and psychiatry. I am reminded of an old 
Peanuts cartcon, in which, as I recall, Charlie Brown and a friend 
are walking home drooping and a bit puzzled from what was 
probably a bezseball game; the caption reads, “Ноу сошс we have 
lost when we are so sincere?" 

We live in interesting times. 

If the APA seems to many of us to be a bit like a large family, it is 
a-family that is usually reasonable, civil, fairly cooperative; finan- 
cially fairly solid; well educated and able to do real work; capable of 
helpful and unhelpful emotions; capable of articulate bickering; 
often, but not wholly or always, happy; living in a fascinating but 
partly hostile and perhaps decaying neighborhood; and, of course, 
about to move into a new house. 

Our complicated organizational framework is in pretty good shape 
from the point of view of both efficiency and democracy, although 
the APA will have to work on understanding and curing our recent 


Report of the Speaker-Elect 


THIS HAS BEEN a year of radical but inevitable change in the 
American Psychiatric Association. The many changes that have 
occurred in our national body politic have influenced new perspec- 
tives, which have been in the developmental stages for several 
years. Changes in the national picture in health care demand new 
responses fram us, and new professional and personal arenas of 
conflict face all APA members. The thrust of these conflicts is 
gradually moving to our district branches, which will form the battle 
lines of tomorrow. The national organization is no less important 
and must increasingly act as a facilitator, supporter, and director for 
the district branches and areas. 

In view of this, 1 see an enhancement of the Assembly's role. 
Changes that many of us looked forward to in the past have occurred 
in an evolutonary, measured manner. We should applaud the 
excellent work of the Ad Hoc Committee to Study the Ccuncil and 
Component Structure and Their Relationship to the Board and the 
Assembly under Leigh Roberts, which has systematically studied 
our organizational structure and made recommendations that most 
members have found desirable. As a result, the Assembly's relation- 
ship to the district branches, where the bulk of the work must be 
carried on, is more vital and important than ever. 

The first biennial APA State Legislative Seminar in Palm Springs, 
Calif., pointed to the increase in the stztes' authority and responsi- 
bility for health policies. Among the many areas discussed were our 
ability to ‘‘market’’ our services in each area and branch, to build 
relationships with the legislatures, to learn lobbying strategies and 
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habit of, again and again, barely failing to have the required 4096 of 
our voting members actually VOTE on things like proposed by- 
laws. But the structure and the human beings in the APA are a 
pleasure. The Board of Trustees works лага and sensibly; the 
Assembly is an alert generator, debater, formulator, and transmitter 
of ideas and policies; the district branches are legitimately varied 
and often creative; the councils, commissions. committees, net- 
works, liaison arrangements, and publications zre formidable; che 
central office staff is smart, active, and inventive In short, the APA 
is vigorous. For details about the directions of this vigor, let me, 
rather than creating yet one more list of issues and achievements of 
the year, refer you to the most reliable and efficient summary of 
what APA has been doing, the Medical Director's report. 

My job as Speaker has been fun and has been very much helped 
by the President of the APA, Dr. Freedman, and by zentral office 
staff, including Dr. Sabshin, Dr. Work, and Mrs. Robb. I have tried 
to help the Assembly do its work, and as a member of both 
Assembly and Board I have taken part in many meetiags and have 
learned to read through even more reports and commentaries and 
drafts and letters and memos than I used to think was too much. I 
was told a few years ago that Speakers have a good chance of 
becoming well informed and a good chance of drowning. I hope I 
have not drowned, and I hope that I have been able to belp the AFA. 

I salute the Assembly, and I am looking forward to assisting in any 
way I can mv successor, a friend anc a man of uausua. courage and 
character, B:ll Sorum. 


LAWRENCE HARTMANN, M.D. 


techniques, and to protect the essential interests of our patients, for 
whom we are ombudsmen. 

Following the legislative seminar, the (Compecitior/Legislat-on 
Work Group to Market Psychiatric Benefits held a meeting of 
district branches on Feb. 27-28, 1932, in Washington, D.C., and 
presented an overview of marketing, education, and other activities 
in several district branches. A working plan was developed to 
further communication and to provide assistance, among otaer 
things, and to secure long-range planning and advisory bodies to 
assist us in our Association endeavors. 

We should keep in mind that we have been through a recent 
period of crisis. We must rebuild a working unitv within our 
profession. A negative image has been presented to the public in the 
past and this image must be changed. The essential role of the 
psychiatrist in medical problems must be made clear. We are a 
medical discipline whose practice in society has many psychosocial 
implications. We are not global nor omnipotent, but we must stop 
deprecating and underselling ourselves. 

At times, in dealing with specific issues we have displayed a 
Maginot line philosophy. On occasion, many people assume the 
attitude of ‘‘squatting in the bunkers ‘til the wave of reaction 
passes.’ I feel we must aggressively represent our patients and take 
the offensive in other important areas. А commurication from 
Gordon R. Meyerhoff, M.D., Legislative Represen:ative of the 
Nassau County District Branch, stated that, to slightlv paraphrase, 
"what we have been hoping for in the past was to put cut the fires." 
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Dr. Meyerhoff pointed ош a need to find out "how we possibly set 
the fires." We must determine, as he stated, "by our professional 
knowledge what is best for our patients and set our own reality, 
accept the leadership in our area, and aggressively push our 
product." I believe this philosophy is of primary interest to our 
membership and important in assuring all APA members that our 
association adequately represents their best interests. We need to 
stress this kind of positive thinking when important decisions are 
before us. 

Purchasers of health care, employers, unions, and patients must 
see psychiatric care as an effective, integral part of medical care. 
Our physician role must be emphasized as we seek a stronger link 
with organized medicine In this way, our role can be defined more 
clearly. We must work against the blurred definitions that we have 
had and pull our organization, which at times has been fragmented, 
more closely together. 

Division and difference must be welcomed if an organization is to 
remain viable. However. we must accept the fact that we are in a 
position of strength and, however warmly we may be locked 
together in argument among ourselves on certain issues, we must 
seek a consensus апа wozk out our many problems if we are to make 
a positive contribution to our profession and society. 

We have no fear of accountability; we must prove ourselves as 
ombudsmen for both patients and the culture. We must work to limit 
the staggering numbers cf regulations that hamper us in our profes- 
sional endeavors. The supervision of nonmedical personnel, which 
has limited our capabilities so often in the past, must be altered in a 
positive fashion by our cwn interventions. 

We must remember che rights of our patients, the rights of 
minorities, and other releted ethical questions that arise in our daily 
practice of psychiatry. As Dr. Hartmann pointed out in a recent 
publication, we are still faced by the unresolved psychiatric aspect 
of women's issues. Free choice for women is an extremely impor- 
tant issue and one on which we should take a continued strong 
position and not give in to those who project a false moral position. 
Our own morality demands that we represent our patients and leave 
choice to them. The success of our work hinges on our efforts to 
restore patients’ ability to choose for themselves, rather than be 
driven either by choices made on a neurotic plane or forced by the 
culture, We must discuss these important issues primarily from the 
point of view that will bring our psychiatric expertise to the forefront 
of the discussion. Realistic and useful contributions can be made in 
all of these areas. 

Some problems need our greatest intervention. As I indicated, we 
are looking for alliances with other parts of medicine and related 
organizations. Our leadership in the state system, community men- 
tal health centers, and other areas must be stressed. We must learn 
to more effectively deal with the federal government, legislative 
bodies, the judicial system, and lobbying groups. 

A large group of chrorically ill patients has not received proper 
care. The Ad Hoc Committee on the Chronic Mental Patient, led by 
Dr. Talbott, has pointed this out on many occasions. We have to 
work on our deliveries of service to these people, as well as to many 
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others. I can point especially to the large numbers of young patients® 
already chronically disabled, who are not receiving any attention. 

Cutbacks on research funding are an important issue. The public 
must be made to realize that the loss of funds for research in mental 
health, as well as for training programs, is a crippling blow, not just 
to psychiatry but to the whole culture. Reducing research programs 
will prevent the development of new services, drugs, and tech- 
niques, and one can only speculate where we would be today 
without the research conducted in the past. 

As Dr. Freedman pointed out in the March 10, 1982, edition of 
Medical Tribune, ‘‘Where we are [is] moving rapidly into a two class 
system, those who pay and those who can't." Dr. Freedman has 
been especially active and needs support from all of us in his efforts 
to ensure that every citizen has an opportunity to receive adequate 
health services. The recruitment of psychiatrists is now on the 
upswing and we need funds to train this needed manpower. 

Further attention should be given to the area of prevention. 
Aesculapius had two daughters, Panacea, with whom we have been 
very familiar, and Hygeia, who is of equal importance. We are not 
using our acquired knowledge sufficiently, nor are we developing 
further knowledge to the greatest benefit for all, that of prevention 
of illness. To achieve these goals, we must convince our member- 
ship of this idea before we can gain public support. If it is known that 
we, as psychiatrists, are resisting discrimination against psychiatric 
patients and the social and economic costs o mental illness in 
general, we will have better luck in convinciag the public that 
psychiatric illness is treatable. 

Problems in our membership are not over; peer review issues, 
CME issues, and others deserve attention. I see these issues as 
soluble and will not discuss them except to state that we should 
attempt to make more CME credits available for members at lower 
cost and to push for peer review to be conducted by psychiatrists 
rather than by other professions. 

Dr. Sabshin recently stated that psychiatry has a wide border and 


has broader boundaries in the United States than in other countries. > 


We must make psychiatry important and attractive to the public and 
young potential psychiatrists, not by extending our borders but by 
making ourselves, as Dr. Sabshin also stressed, ''rational, scientific, 
and responsible.” 

Working in the Assembly at this time is a privilege. The Associa- 
tion's greatest potential has been in this formidable arena; historical 
change in APA is necessary as well as inevitable and no doubt will 
have its roots in future Assembly workings. We can serve our 
membership more importantly and effectively than ever. Every 
crisis is an opportunity as well as a threat. Taking the opportunity 
for growth and clarification in seeking a new unity is necessary for 
the survival of our organization and our profession. This crisis 
should be welcomed rather than feared. In the past, our inaction has 
brought about many changes, many of which were unplanned; we 
should now begin to control our destiny, our future, and, as Dr. 
Meyerhoff said, ‘‘set our own fires.” 


WILLIAM R. Sorum, M.D. 


Report of the Committee on Membership 


THE COMMITTEE on Membership met Oct. 20-22, 1981, at APA 
headquarters; it also met jointly with the Assembly Committee on 
Recruitment/Retention and Membership Affairs on Oct. 23, 1981. 
Table 1 presents member transactions and activities of the com- 
mittee during 1981. Table 2 shows membership status in 1981 and 
1982. There was a net increase in membership during 1981 of 656 
members. This is almost 200 more than the 1980 net increase of 469 
and occurred in spite of the loss of 200 additional members through 
death, dropping action, and resignation. The increase of roughly 400 


enrollments (and reinstatements) in 1981 over 1980 reflects initial 
success of the stepped-up efforts at recruitment/retention in the 
latter half of 1981. The bulk of the increase is accounted for by 
enrollment of psychiatric residents, and there are now more resi- 
dents on the rolls than at any time in the past. Although table 1 
reflects the 299 members dropped at the December meeting of the 
Board for nonpayment of dues, 45 of that group were administrative- 
ly reinstated before Jan. 31, 1982, as authorized by the Board. 
The committee reviewed as unfinished business the question of 
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TABLE 2. APA Membership in 1981 and 1982 





+ 


Change 








medical student membership and recommended to the Board of 
Trustees the establishmen: of 


a member class of medical/osteopathic student membership in the 
APA and, further, that such member class be an enabling part ofa 
comprehensive plan for recruiting medical students into APA 
membership and the field of psychiatry, and that this plan be 
developed and coordinated with the Council on Medical Educa- 
tion and Career Development. 


A national dues rate of $20.00 per year was recommended. The 
Board of Trustees approved the recommendation and referred it to 
the Committee on Constitution and By-Laws for preparation of an 
amendment to be read at the 1982 annual meeting preparatory to 
inclusion cn the 1983 ballot. 

The Board of Trustees' action їп December 1980 approved a 
forgiveness of dues owed before 1979 for former members reinstated 





Status Number Status Jan. 1, 1982 Jan. 1, 1981 
New members 1,344 Provisional Member 55 16 +39 

Provisional Members 62 Member-in-Training 1,590 1,349 +241 

Members-in-Training 752 Associate Member 392 470 —78 

General Members 504 General Member 16,517 16,137 +380 

Associate Members 15 Fellow 3,990 4,C36 —46 

Corresponding Members 9 Life Member 734 €80 +54 

Corresponding Fellows 1 Life Fellow 1,968 1,051 +17 

Distinguished Fellows 1 Life Associate Member 19 12 *7 
Reinstatements 78 Corresponding Member 218 205 +13 

Associate Members I Corresponding Fellow 210 210 0 

General Members 75 Distinguished Fellow 30 29 +1 

Fellows 1 Honorary Feliow 35 35 б 

Life Members 1 Inactive Member 573 540 +32 
Resignations and drops 543 Inactive Fellow 139 144 -5 

Resignations from APA 152 Total 26,470 25,314 +656 

Drops for nonpayment of APA dues 299 : 2 

Drops/resignations from district branches and 

dropped from APA 92 
Deceased 21 during 1981. In view of delay in the start of the rec-uitment drive and 
Advancements and transfers . Ec the processing time required by some district brar ches, the commit- 

To Associate Member from Member-in-Training І tee recommended to the Board of Trustees that tFe Board's forgive- 

To Member-in-Training from Provisional Member 21 ness-of-dues program be continued through 1982 for fzrmer mem- 

To Member-in-Training from General Member 17 bers who initiate reinstatement before Dec. 31, 1982. The recom- 

To General Member from Associate Member 30 mendation was only for additional time and d:d not enlarge the 

To General Member from Member-in-Training 529 coverage of former members affected. The Eoard of Trustees 

To General Member from Corresponding Member 1 approved the recommendation. 

To General Member from Inactive Member 2 For a number of years, staff has collected informaz.on on dues 

To General Member-at-Large from General Member І rates of distr.ct branches. This has been done in connec:ion with 1) 

To General Member-at-Large from Associate centralized dues billing noted in the next paragraph anc 2) a concern 

Member-at-Large 3 of the Assembly Committee on Recruitment/Retention ard Member- 

„о Corresponding Member from General Member 7 ship Affairs and the APA Committee on Membership with district 

To Fellow status from General Member _ 96 branch dues generally and with Memoer-in-Training dues in particu- 

To Fellow status from Life Member (to Life lar. Particular concern was expressed during the 1981 joint meeting 

Е ellow) . 2 of the two committees about sharp increases in some branches, and 

To Life status from Fellow (to Life Fellow) 112 the two committees plan to reexamine the dues structure at their 

To Life status from General Member (to Life next meeting. 

Member) . | 82 Four district branches joined centralized billiug for 1982: Queens 

To Life status from Asscciate Member (to Life County, New York State Capital, Southern Californ:a, and San 

Associate Member) — 2 Diego, brinzing the total to 53 district brarches. In addition. 

To Life status from Life Member/Fellow (to 50- à centralized billing is now handling area П assessment. 

Year Life Member/Fellow) 24 In connection with the report of the Ad Hoc Committee on 
Waiver actions : . Р 106 Councils апі Components and Their Relationship to the Assembly 
Committee on Membership deferral/denial actions and Board, an ad hoc group of the two memmership committees 

Deferred transfer of General Member to Fellow 38 (Drs. Buchanan, Hostetter, McIntyre, and Margolis) and Dr. Gurel 

Deferred transfer of Life Member to Life Fellow 2 met at the time of the 1981 annual meeting to Ziscuss their 

Denied request for waiver of 2-year-waiting period relationship. While acknowledging that having two committees with 

for transfer from General Member to Fellow 1 the same name was confusing and would appearto be ~edundant, the 

Denied request for waiver of 8-year General group's examination of the actual work of the two committees 

Member requirement for transfer from General showed that there was very little overlap. What overlap there was 

Member to Fellow р 19 was deliberate, involving issues taken up at their half-day joint 

Denied request for dues relief Е 25 meeting, and actually facilitated coordinated dezision making bv the 


Assembly end Board. The conclusion from the joint meeting of the 
two committees was that they served sufficien:ly distiact functions 
to warrant continuation of the present structure. It is to be noted 
that the Assembly has changed the name of its Membership Com- 
mittee to Committee on Recruitment/Retention апі Membership 
Affairs. 

It was called to the attention of the Commrttee cn Membership 
that there are members of chapters who are not members of the 
district brench or of APA. The Assembly lizison member of the 
committee brought this to the attention 07 the Asseribly, since this 
requirement is part of Article П of the Procedural Code. 

The committee took the following actions related to membership 
dues and member class. 

Membership cards. As an economy measure, the committee 
considerec having the membership card mailed as part of the dues 
bill. The committee felt that the card represen:ed a receipt for dues, 
and it did not recommend that it be mailec in advance as a part of the 
dues bill. 

Membership class for retirees. In response to occasional letters 
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from members, the committee considered a special category and/or 
reduced dues for retired members. The committee reaffirmed its 
present policy of considering such requests on an individual basis 
and believes that mechanisms are in place for dues relief. The 
committee did not recommend a new membership category or 
reduced dues for retired members. ч 

Recognition of selected nonphysicians. On informal referral from 
the Council on International Affairs, the committee considered a 
recommendation that there be a new'class of membership for 
persons who would not otherwise be eligible for membership but 
whose activities are consistent with the ideals of psychiatry. The 
committee questioned the limits on eligibility for such a member 
class and whether the need might not more appropriately be 


addressed by some special honor. The committee did not.feel that - 


this was a membership matter or that it fell within the purview of the 
committee. 

Dual membershiplreduced dues for the military. In response to 
occasional inquiries, district branches were asked to give input on 
the possible exception from the dual membership requirement and/ 
or dues reduction for members of the military. The responses 
received did not support these possibilities. It was the consensus of 
the committee that the problems expressed by members of the 
military were not unique to that group and were in many respects 
similar to those of members in geographically remote areas. The 
committee affirmed the present policy, emphasizing that there are 
mechanisms already in płace to handle individual problems. It is 
likely, -for example, that military personnel overseas will be, and 
are, accorded special status regarding reduction or waiver of dues. 

In joint session with the Assembly Committee on Recruitment/ 
: Retention and Membership Affairs, comment from district branches 
regarding proposed revisions in the membership application was 
reviewed. Staff was given guidelines for a further revision, which 
will be developed in conjunction with the Biographical Directory 
questionnaire. It will then be circulated by mail to the two commit- 
tees before printing. 

The Committee on Menibership recommended, and the Board of 
Trustees subsequently approved, the following actions related to 
membership/fellowship. | 

АРА dues drops. In compliance with Chapter XI, paragraph 4, of 
the Operations Manual of the Board of Trustees, the committee 
reviewed the list of members whose dues were in arrears for 1980 
and recommended 


that members whose dues are in arrears for 1980 be dropped from 
membership in the American Psychiatric Association and, fur- 
ther, that administrative reinstatement be authorized for those 
who return to good standing by January 31, 1982, and are also in 
good standing in their district branches. 


Nomination for Distirguished Fellow. In accordance with the 
- Operations Manual, the committee acts on nominations by a voting 
member of the Association for Honorary Fellow and Distinguished 
Fellow and forwards its recommendation to the Board of Trustees. 
A letter nominating Dr. Alec Coppen for Distinguished Fellow was 
received from'an APA Fellow, and two additional letters were 
received in support of the nomination. Following careful review of 
the qualifications of the nominee, the committee recommended the 
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approval of Dr. Coppen for distinguished fellowship in АРА. ™ 
Nominations for Fellowship. The committee reviewed 158 nomi- 


` nations for Fellowship, 20 of which were not considered because a 


waiver of eligibility requirements wás not approved. Of the remain- 
ing 138, 98 nominations (7196) were approved, 1 of which required 
approval of a waiver of the 2-year waiting period and 2 of which 
required approval of a waiver of the 8-year General Member 
requirement. The committee also recommended that 38 nominations 
for advancement from General Member to Fellow be deferred, 2 


nominations for advancement from Life Member to Life Fellow be ' 


approved, 2 nominations for advancement from Life Member to Life 
Fellow be deferred, 1 request for waiver of the 2-year waiting period 
be denied, and 19 requests for waiver of the 8-year General Member 
requirement be denied. 

Applications for initial membership. The committee reviewed 10 
applications for new membership and recommended 8 applications 
for Corresponding Member be accepted, 1 application for Corre- 
sponding Fellow be accepted, and 1 application for Corresponding 
Fellow be accepted as Corresponding Member. 

Requests for advancement. The committee reviewed 4 requests 
for advancement and recommended 3 requests for advancement 
from Associate Member-at-Large to General Member-at-Large be 
accepted and | request for advancement from Corresponding Mem- 
ber to Corresponding Fellow be accepted. 


Requests for dues relief. The committee reviewed requests for 


dues relief and recommended 22 requests for dues religf te disap- 
proved, 77 requests for waiver of dues be approved, 20 requests for 
waiver of dues and transfer to Inactive status be apprcved, 28 
requests for transfer to Inactive status be approved, 4 reductions of 
dues to $35 (Member-in-Training rate) be approved, 1 reduction of 
dues by 5096 be approved, 10 requests for transfer to Temporary 
Inactive status be approved, and 4 requests for waiver of dues and 
transfer to Temporary Inactive status be approved. 

As part of the committee's ongoing effort to evolve closer working | 
relationships with the district branches, the committee plans tw 
innovations in the process of reviewing nominations for Fellowship: 


sending congratulatory letters to the nominees before the commit-| 


tee's review, thus indicating to the member that being nominated is 
in itself an honor, and sending individualized letters to ncminees 
recommended for deferral and indicating to them the reasons for the 
recommendation. : 

The committee has explored the possibility of an appeal mecha- 
nism for members who feel their nomination for Fellowship is being 
blocked or overlooked at the district branch level. In the joint 
meeting with the Assembly committee, it was concludec that 
existing procedures are probably adequate to deal with exceptional 
circumstances and that no special mechanism is necessary. 

The committee commends Dr. Gurel and the staff of the Office of 
Member Services and Manpower for the initiatives they have taken, 
for their role. in the retention of members, and especially for the 


excellent preparation of a complex agenda. The committee took ` 


special note of the retirement of Ms. Ina Spaner and expressed to 
her its appreciation for her almost 10 years of thoughtful and 
devoted service. 


. PHILIP Manoouis, М.Р. 


~ Report of the Committee on Elections 


5 
А 
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THE COMMITTEE ON ELECTIONS met on July 12, 1981, in Little 
Rock, Ark. It considered 1) a referral from the December 1980 
Board of Trustees meeting for a survey to be conducted after the 
1981 election to assess membership sentiment about the election 
guidelines, 2) a referral from the May 1981 Board of Trustees 
meeting for review of the election guicelines and consideration of 
whether the guidelines had an adverse effect on voter turnout, 3) a 
referral from the recent Officers' Meeting requesting evaluation of 
the feasibilitv of identifying ballot returns by district branch, 4) a 
referral from the Officers’ Meeting requesting consideration of 
relaxed guidelines for noncandidate campaigning, and 51 referrals 
from staff dealing with essentially housekeeping matters pertaining 
to the Operations Manual of the Board of Trustees. 

The committee deliberated at length about decreased voter partic- 
ipation in 1980 and 1981 and concluded that, although it is tempting 
to ascribe the decline to the guidelines adopted by the Board in 
September 1979, it would be simplistic to conclude that the new 
guidelines contributed importantly to the decreased voter turnout. 
This was well expressed by the Area VI Assembly Representative, 
Dr. Вгіскпұп, who wrote, ‘‘Much has been made of the fact that 
there has been recent decreased participation (voter turnout) in APA 
elections. I wish that it were possible to attribute that phenomenon 
to the revised guidelines, but I fear that the causes are perhaps more 
extensive and even more troublesome.’’ The committee was acutely 
aware of the many issues that have distressed and perhaps alienated 
many individual members and groups of members: ERA/New 
Orleans/boycott, the dues increase, the assessment, and the annual 
meeting registration fee, to mention only the more obvious ones. As 


+ the Medical Director has pointed out on several occasions, although 


the membership as a whole has taken these in stride, these matters 
served to bring to the surface many long-standing resentments, and 
the committee felt it more relevant to emphasize these issues than 
the guidelires. As succinctly stated by the president of the Oregon 
Psychiatric Association, that branch expressed agreement ‘‘that the 
guidelines have successfully reduced the amount of 'cempaigning' 
which occurred in the past. This has been a welcome change. ... 
The Council has not seen any correlation between the new guide- 
lines and lower voter participation." 

Accordirgly, although the committee did recommend some 
changes in the guidelines, these were more in the nature of fine- 
tuning than major overhaul. The committee felt strongly that a 
return to war chests and massive campaigning would be most 
unfortunate. Dr. Gene Usdin surveyed all candidates after the first 
election under the new guidelines and reported to the Board that 
"candidates all responded uniformly expressing their pleasure at the 
election being carried out in an informative, dignifiel, and low- 
keyed manner becoming to a professional organization. They all 
favored continuing the guidelines. I have heard no complaints from 
members." 

Similarlv, the Committee on Elections detected no widespread 
sentiment for a major overhaul of the present guidelines. Although 
the Assembly in October 1980 and May 1981 invited input to the 
committee from area and district branch councils, only one commu- 
nication expressing ambivalence wes received. Subsequently, the 
chairperscn addressed individual communications to district branch 
presidents and to the Assembly Executive Committee. Responses 
for. the most part tended to favor the present guidelines and to 
oppose the large-scale campaigning of the past. 

The major thrust of the committee's recommendations to the 
Board of Trustees to increase voter turnout emphasized a sustained 
educational effort, with particular emphasis on expanded election 
coverage in Psychiatric News and in district branch newsletters, 
plus provisions for APA-endorsed exposure of candidates for na- 
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tional office. It was gratifying to hear from the chairp2nson of the 
Nominating Committee that that group echoed the Election Com- 
mittee's emphasis on expanded coverage in Psychiatr.c News and 
the use of meetings and district branch newsletters to rake voters 
more aware of and interested in the election process. 

The committee considered but did not recommend us »f business 
return envelcpes; the increased cost seems prohibitive „А consider- 
able literature indicates that business reply envelo»s increase 
response to a variety of mailings, but it is not clear tha: his general 
finding would apply to the APA election. Waen AZA did use 
postage-paid return envelopes, there was no clear indication of an 
increase in voter turnout (but, of course, postage was ca1caper then). 
If the Board of Trustees is sufficientlv interested in the possibility of 
postage-paid return, a balanced mailing to randomly selected halves 
of the voting membership would resolve the question. The cost of 
such an experiment would be about $4,500; the committee did not 
recommend it for the 1982 election. 

On recommendation of the Election Committee, Ғе Board of 
Trustees endorsed the following: 

1. (In principle) changes to the Operations Manual that would 
specify expanded and continuing election coverage in Psychiatric 
News instead of two identified election issues аг. моц: 1 emphasize 
the permissible campaigning activities. 

2. The chairperson of the Election Committee communicating 
with the district branches for the purpose of encouraging election 
news coverage and clarifying the coverage permissib e under the 
guidelines. 

3. Referral to the Assembly consideration of deve.cping mecha- 
nisms for inviting candidates for President-Elect to present position 
statements at the October Assembly meetings. 

4. Postponement of a membership survey on the election guide- 
lines. , 

5. Implementation of a mechanism that would vielc cata on ballot 
return rates by district branch without otherwise compromising 
anonymity of voters, 

6. Deletion from the Operations Manual of the restriction after 
December | on discussion of referenda and amendmen.s (in keeping 
with the goal of increasing voter knowledge and interest). 

7. Institutionalization of preferential belloting. 

8. A number of procedural, nonpolicy changes am: additions to 
the Operations Manual. 

The Board of Trustees did not accept the corimittee s recommen- 
dation that district branch newsletters be permitted tc promote the 
candidacy for national office of a member of tae brenzh. 

The committee's advice was solicited by several candidates who 
had been esked by the American Association of Psychiatrists from 
India for a position statement for publication in its newsletter. The 
committee held a telephone conference call on Dec 29, 1981, to 
discuss the request. The committee was unanimous in concluding 
that the election guidelines did not prohibit a response, and candi- 
dates were so advised by telegram. However, the committee was 
concerned about the precedent set by the request anc will consider 
the matter further. : 

With respect to the 1982 election, the committee learned of 
several instances of campaigning that appear questionable, and the 
committee is collecting information about the circumstances in- 
volved for review at its next meeting. 

I have worked intensively with district branch newsletter editors 
and with the Editor of Psychiatric News, and the committee is 
pleased to note the expanded coverage and appeals br members to 
vote. 


PAYTON KoLB, M.D. 


BR 
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Report of the Committee of Tellers 


t 


THE COMMITTEE OF TELLERS met on April 13, 1982, at APA 
headquarters to certify the results of the 1982 election. Ballots had 
been mailed on Feb. 26, 1982, to 25,021 eligible voting members. 
Eighty-six undeliverable ballots were deducted from that number; 
the final number of eligible voting members was 24,935; 10,003 
ballots were returned and included in the final vote tally (40.1% of 
eligible voting members). 

The Tellers acted on ambiguous ballots that had been held for 
their decisions. They also verified that all candidates for the 1982 
election had signed their submitted biographical information and 
that all candidates submitted the required statements of compliance 
with election guidelines. 

The Committee of Tellers certified that the following were elected 
to office and so reported to the Board of Trustees: George Tarjan, 
M.D., President-Elect (31.3% of votes cast); Robert О. Pasnau, 
M.D., Vice-President (51.9% of votes cast); George H. Pollock, 
M.D., Treasurer (58.8% of votes cast); Naomi Goldstein, M.D., 


Am J Psychiatry 139:10, October 1982 


Trustee-at-Large (55.7% of votes cast); Lawrence Hartmann, M.D., 
Area I Trustee (51.8% of votes cast); Leigh M. Roberts, M.D., Area 
IV Trustee (56.7% of votes cast); Hugo Van Dooren, Area VII 
Trustee (53.1% of votes cast). 

To have a valid election on constitutional changes, 40% of the 
eligible voting members must cast votes. An abstain vote is consid- 
ered to be a vote cast and counts toward determining if the 40% has 
been reached. None of the proposed amendments nor the JCAH 
referendum received 40% of the eligible member votes. 

By mail ballot sent to the Board of Trustees on April 14, 1982, the 
Committee of Tellers recommended that the Board of Trustees 
accept the results of the 1982 election. Further, the committee 
recommended that the Board of Trustees authorize disposition of all 
ballots from the 1982 election after the 1982 annual meeting. 


Lucy Warerzky, M.D. 


Report of the Committee on Constitution and By-Laws 


THE COMMITTEE on Constitution and By-Laws wishes to express its 
appreciation to the various members and components who made 
referrals or recommendations this year that helped in its function. 
As chairperson, I wish to thank, for their contributions to the work 
of the committee, its members, Drs. Jean Hayward, Abram Hostet- 
ter, Kathleen Mogul, Scott Nelson, and Arthur Zitrin; the consul- 
tant, Dr. Lawrence Hartmann; and APA staff liaisons, Dr. Lee 
Gurel and Ms. Carol Lehmann. 

At its Nov. 7, 1981, meeting, the committee made a number of 
recommendations on the format of the 1982 ballot materials; these 
were transmitted through staff to the Committee of Tellers and were 
reflected in the final ballot composition. Introductory statements to 
accompany the ballot for amendments to the Constitution and By- 
Laws were prepared and approved by the Board of Trustees at its 
December 1981 meeting, zs were recommendations for separation 
and grouping of the amendments on the ballot. 

Amendments to the Constitution and By-Laws dealing with 1) 
initiation of referenda, 2) elimination of the Executive Committee of 
the Board, and 3) submission of amendments by petition (see 
appendix 1) were recommended to, and approved by, the Board of 
Trustees. In anticipation of possible Board approval of the Commit- 
tee on Membership’s recommendation regarding medical student 
membership, the committee determined the constitutional changes 
necessary to implement such an action. These four amendments (see 
appendix 1) were prepared for reading to the membership at the 
annual Business Session. | 

Finally, the committee recommended and the Board approved 
changes in the Operations Manual dealing with 1) resubmission of 
amendments that do not receive the mandated 40% of voter re- 
sponse and 2) replacement of area trustees. 


CHESTER ScHMIDT, M.D. 
APPENDIX 1. Proposed Amendments to the APA Constitution and 
By-Laws 
The following amendments to the Constitution and By-Laws will 


be placed on the ballot to be voted on in 1983. (Brackets indicate 
sections to be deleted; italics indicate sections to be added.) 


THE CONSTITUTION 
Article III. Members 


There shall be the following categories of membership: Life 
Fellows, Fellows, Life Members, General Members, Life Associate 
Members, Associate Members, Members-in-Training, Provisional 
Members, Medical Student Members, Distinguished Fellows, Hon- 
orary Fellows, Corresponding Fellows, Corresponding Members, 
Inactive Fellows, and Inactive Members, as defined in the By-Laws. 


Article VII. Committees 


1. There shall be the following Constitutional Committees: [Exec- 
utive,] Ethics, Membership, Nominating, Constitution and By- 
Laws, Budget, Tellers, Elections, and Reference; with functions 
and procedures as defined in the By-Laws or by the Board. 


Article IX. Amendments 


2. [Proposed amendments to the Constitution] Amendments to 
the Constitution proposed by petition shall be received bv the 
Secretary at least 60 days before the Annual Meeting. 


THE BY-LAWS 
Chapter One. Members 


4.'(c) Medical Student Members shall be physicians in training 
who are enrolled in a school of medicine, including schools of 
osteopathic medicine. Medical Student Membership shall not in- 
clude voting privileges. 


Chapter Two. Membership Processing 


2. Advancement to Provisional Member from Medical Student 
Member, and to Member-in-Training from Provisional Member, and 
to General Member from Member-in-Training or Associate Member 
shall be by the same process as for election to membership. 


Chapter Eight. Privileges and Responsibilities 


5. The voting membership may initiate referenda or change an 
action of the Board by the following procedure: À petition signed by 
at least [200] 500 voting members shall be submitted to the Secretary 
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N po later than December 1 to be voted on in the mail ballot in the 


following year. А statement from the petitioners setting forth the 
reasons for the action, and following consultation with the Presi- 
dent, Speaker, Medical Director, and legal counsel (including fiscal 
advice), and a statement from the Board shall accompany the ballot. 
[А simple majority of 40 percent of the eligible voting members shall 
be required for approval.) To pass the referendum, 40 percent of the 
APA voting membership must vote. and more than one-third of the 
total APA voting membership must vote in favor. A referendum 
overturning an action of the Board is binding; the Bcard is able to 
reinstate its position by a two-thirds positive vote of the full Board 
which is taken not earlier than at the second regularly scheduled 
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Composition of the Board 


At its business meeting on Nov. 7, 1981, the Board elected the 
following officers: Dr. James М. Sussex, President, Dr. Patrick Е. 
Bray, ViceePresident, Dr. John R. Calverley, Secretary, Dr. Rich- 
ard I. Shader, Treasurer, and Dr. S. Mouchly Small, Executive 
Committee Member at Large. Dr. William L. Webb was elected to 
succeed Dr. Richard M. Steinhilber, who completed his second term 
of 4 years in December 1981, and Dr. Robert Michels was elected to 
succeed Dr. Marc H. Hollender, who completed his second term of 
4 years in December 1981. Dr. Leorard Berg was elected to serve a 
second term of 4 years. The 1981 Directors of the American Board 
of Psychiatry and Neurology, Inc., were as follows: 

Nominated by the American Medical Association: Dr. Richard M. 
Steinhilber! (term expired December 1981), Dr. James N. Sussex! 
(term expires December 1982), Dr. Robert A. Fishman! (term 
expires December 1984), Dr. T.R. Johns II! (term expires December 
1982), and Dr. S. Mouchly Small! (term expires December 1983). 

Nominated by the American Neurological Association: Dr. Mel- 


vin D. Yahr! (term expires December 1982), Dr. Leonard Berg! ` 


(term expires December 1985), Dr. Patrick F. Bray! (term expires 
December 1983), and Dr. John R. Calverley! (term expires Decem- 
ber 1984). 

Nominated by the American Psychiatric Association: Dr. Alfred 
M. Freedman! (term expires December 1982), Dr. Marc H. Hol- 
lender! (term expired December 1981), Dr. Carolvn B. Robinowitz 
(term expires December 1982), Dr. Richard I. Shader! (term expires 
December 1984), and Dr. John A. Talbott (term expires December 
1983). 

Nominated by the American Academy of Neurology: Dr. Dewey 
К. Ziegler! (term expires December 1982) and Dr. Audrey S. Penn! 
(term expires December 1982). 


Examinations 


Part I. At the part I (written) examination on April 21, 1981, 1,228 
psychiatrists were examined; 1,004 (81.896) passed, 224 (18.296) 
failed. A total of 364 neurologists were examined; 292 (80.2%) 
passed, 72 (19.896) failed. For the 1982 part I examination, 1,498 
psychiatrists and 517 neurologists have accepted assigament. Table 
1 contains the number of candidates declared eligible and notified 
for part I in 1982, and table 2 contains the figures for other years. 

Part Il. There were 463 candidates—364 psychiatrists and 99 
neurologists—at the part II examination given in San Francisco, 
Jan, 12-13, 1981. For statistics on this examination see table 3. A 
total of 557 candidates—422 psychiatrists and 135 neurologists— 
were examined in Houston on April 13—14, 1981. Statistics on this 
examination are in table 4, There were 580 candidates—447 psychia- 
trists and 133 neurologists—at the part II examination given on June 
15-16, 1981, in Kansas City. Statistics on this examination can be 


"These Directors are serving their second term of 4 vears and are 
not eligible for reappointment. 
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Board meeting not less than one month after the m eeting where the 
vote from the referendum was certified and by a two-thirds positive 
vote of the Assembly Executive Committee. If the referendum is not 
to overturn an action of the Board or Assembly, the Board must take 
a position on the content with all deliberate speec. 


Enabling Authorization 


If the Amendment to Article VII of the Constitut 5n is passed, the 
following amendment authorization is о? a housekeeping nature and 
will permit deletion of refèrences to the Executi-e Committee in 
Chapters Three, Four, Six, Ten. and Twelve. anc renumbering of 
paragraphs in Chapter Three, of the By-Laws. 


Board of Psychiatry 


TABLE 1. Physicians Declared Eligible for Part | "fritten Examina- 
tion, April 6, 1982 








Physician Status Psychiatry Neuroingy Total 
Declared eligible 

and notified 1,584 534 2,118 
Declined or withdrew 86 17 103 
Remained for written 

examination as of 

February 1982 1,498 517 2,015 





TABLE 2. Physicians Declared Eligible for Part | "ritten Examina- 
tion, 1977—1981 





Physician Status 1977 1978 1979 1980 1981 
Declared eligible 

and notified 2,419 2,581 2,521 2,494 2,006 
Accepted examination 2,087 2,361 2,367 2,360 1,936 
Appeared for examination 1,860 2,159 2,095 2,107 1,650 





found in table 5. The fall 1981 part H examination was administered 
to 865 candidates in Philadelphia on Nov. 9—10, 1981. Of these 
candidates, 650 were psychiatrists and 215 were neurologists. Statis- 
tics on the Philadelphia examination may be fcund in table 6. 
Examination sites for 1982 are Seattle (April 18—212), Minneapolis 
(June 13-15), and Chicago (November 14-16). 


Child Psychiatry 


Members of the current Committee on Certifcation in Child 
Psychiatry are Dr. Norbert Enzer, chairperson, Dri. Norman Bern- 
stein, vice-chairperson, Dr. Elva O. Poznanski, secretary, Dr. 
Richard L. Cohen, Dr. John E. Schowalter, Dr. Pezer E. Tanguay, 
and Dr. Michael Cohen, liaison from the Ame-ican Board of 
Pediatrics. 

At its policy meeting in July 1981 the committee took the 
following significant actions: 1) agreed to write the sresident of the 

` American Board of Pediatrics proposing a meeng -3 discuss triple- 
boarded programs in psychiatry, child psychiatry, aud pediatrics; 2) 
agreed that candidates taking the oral examination may not bring 
textbooks, study aids, tape recorders, microphones, or other me- 
chanical devices into the examination and that can-idates who use 
any of the prohibited materials will be discualifiei; 3) agreed to 
publish a statement in its informational pamphlet stating that the 
committee does not endorse or recommend any texts or other 
teaching aids identified as ‘‘Board preparation" ma:erial and has по 
affiliation with programs identifying themselves as ‘‘Board review 
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TABLE 3. Performance of Physicians Who Took Part I| Examination in San Francisco, Jan. 12—13, 1981 
Child Graduates in Foren 
Total Psychiatry Neurology Neurology U.S. and Canada Gradua es 
Examination Result N 926 N 26 N’ % М % М % М % 
Pass 274 59.2 219 60.2 51 56.0 4 50.0 230 66.1 44 28.3 
Fail 130 32.4 110 30.2 36 39.6 4 50.0 92 26.4 58 0.4 
Fail (must reapply) 39 8.4 35 9.6 4 4.4 0 26 7.5 13 11.3 
Total 463 100 364 78.6 91 19.7 8 1.7 348 75.2 115 24.8 
TABLE 4. Performance of Physicians Who Took Part t! Examination in Houston, April 13—14, 1981 
Child Graduates in Foregna 
Total Psychiatry Neurology Neurology U.S. and Canada Gradux es 
Examination Result N 96 N 926 N % N % N 96 N 96 
Pass 3:9 60.9 260 61.6 67 57.8 12 63.2 220 73.1 119 26.5 
Fail 218 39.1 162 38.4 49 42.2 7 36.8 81 26.9 137 £3.5 
Total E7 100 422 75.8 116 20.8 19 3.4 301 54.0 256 26.0 
TABLE 5. Performance of Physicians Who Took Part II Examination in Kansas City, June 15—16, 1981 
Child Graduates in Foreiza 
Total Psychiatry Neurology Neurology U.S. and Canada Graduates 
Examination Result N % N % N % N % N % N % 
Pass 329 56.7 258 57.7 65 56.0 6 35.3 204 69.4 125 £3.7 
Fail 251 43.3 189 42.3 51 44.0 11 64.7 90 30.6 161 56.3 
Total 5£0 100 447 77.1 116 20.0 17 2.9 294 50.7 _286 29.3 
TABLE 6. Performance of Physicians Who Took Part 11 Examination in Philadelphia, Nov. 9—10, 1981 
Child Graduates in Foreiz1 Dr 
Total Psychiatry Neurology Neurology U.S. and Canada Graduztes: 
Examination Result N % N % N % N % N % М CAR 
Pass 348 66.2 141 21.6 
Pass and certify 472 54.6 350 53.9 106 56.7 16 57.1 j 
Pass—needs minor at 
special examination 17 1.9 17 2.6 
Fail 376 43.5 283 43.5 81 43.3 12 42.9 178 33.8 198 £8.4 
Total 865 100 650 75.2 187 21.6 28 3.2 526 60.8 339 29.2 





courses’’; 4) submitted its plan for recertification in child psychiatry 
to ABPN; and 5) agreed that the 1983 examination will be held in 
Durham, N.C., on Sept. 25—27. 


Board Decisions and Items of Interest 


At its business meeting on April 11, 1981, the American Board of 
Psychiatry and Neurology voted to adopt the policy of disqualifying 
candidates from the part 1] examination if they bring recording 
devices into the part П examination. This decision was made to 
protect the confidentiality of the patient and the security of the 
examination process. 

At its business meeting on Nov. 7, 1981, the American Board of 
Psychiatry and Neurology agreed 1) to express its feeling to the 
sponsoring societies that, when nominations are solicited for vacan- 
cies on the Board, there is a need for child psychiatry representation 
on the Board and, therefore, request nomination of as many 
qualified child psychiatrists 2s possible and 2) that admitting trainees 
into a residency program before approval by the Educational 
Commission for Foreign Medical Graduates may jeopardize a pro- 
gram's accreditation and that this matter would be referred to the 
Residency Review Committee. ` 

At its annual policy meeting in January 1982, the American Board 
of Psychiatry and Neurolcgy voted to 1) limit the number of 
associate examiners on each examination team to no more than 
three from outside the designated area; 2) beginning with the 1983 
part I examination, allow an applicant to make application for 
admission to examination for certification in psychiatry, neurology, 


and neurology with special competence in child neurology during 
the applicant's last 6 months of the final year of residency traing 
and to take the next scheduled part I (written) examination comtin- 
gent on acceptance of the applicant’s credentials and verificaticr of 
completed training by the responsible training director no later Lan 
6 months before the date of that examination; the applicet on 
deadline for the part I examination remains Sept. 1; 3) refer tc he 
Credentials Committee the issue of possibly waiving the ABPN rart 
I examination for those applicants who have taken and passed he 
Royal College of Psychiatrists examination since 1976 and ma« ng 
such applicants eligible for the ABPN part II examination; 4) az-ee 
that the Board's Steering Committee on Recertification continve to 
work on the recertification plan and submit subsequent reports to 
the Board depending on interaction with the Board's constit їзїї 
organizations; 5) recommend separation of the Residency Reriew 
Committee into two committees: Residency Review Committee for 
Psychiatry and Residency Review Committee for Neurology; 35y- 
chiatry agreed to have APA as a parent for the Residency Reriw 
Committee for Psychiatry contingent on AMA approval in wr ting 
that each parent would be represented proportionally for psychiatry, 
and if the AMA concurs the proposal will be sent to the Residency 
Review Committee; 6) adopt ''Guidelines for Review Courses end 
Implications for the ABPN"' and ‘‘Policy Regarding Board Exami- 
nation Review Courses"; the ''"Guidelines"" were sent to the Воггі'ѕ 
sponsoring societies; and 7) undertake a self-study. 


LEsTER H. Rupy, M D. 
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The Young Adult Chronic Patient: Collected Аг- 
ticles From H&CP. Hospital Є? Community Psychiatry 
has contributed to a better understanding of the 
characteristics and needs of the rapidly expanding 
population of young adult chronic patients through 
a number of articles published in its pages. Now the 
H&CP Service has compiled these important articles 
into a 37-page booklet that serves as a useful resource 
document for professionals who plan and provide ser- 
vices for this challenging group. Contributors include 
Leona Bachrach, Ph.D., Richard Lamb, M.D., and 
Bert Pepper, M.D. With commentaries by John Tal- 
bott, M.D., and James Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. 


Please send me the following: 

c. €Opy(ies) Of The Young Adult Chronic 
Patient: Collected Articles From НАСР 

a COpy(les) of Rights of the Mentally Dis- 
abled: Statements and Standards 














Each booklet is $5 per copy; $3.50 for orders Address 
PS or more. Discount applies to all orders 
3 or more copies, including a combma- 
tion of ytles. 
О My check or money order for Em Sua 





enclosed. (Payable to the American 


to Help You in Your Work 

























Rights of the Mentally Disabled: Statements an 
Standards. Major statements anc standards on pa- 
tients’ rights issued by courts, legislatures, and na- 
tional organizations are brought together for the first 
time in this 40-page booklet published by APA's Hos- 
pital & Community Psychiatry Service. Inchaded are 
the American Hospital Association's patient's bill o 
rights, the standards set by the court in the famou 
Wyatt v. Stickney case in Alabama, JCAH standard 

on patients’ rights, and the section on patients rights. 
and advocacy from the Mental Health Systems Ac 
Complete with bibliography and listings of advocac 
projects and patient groups. $5 per copy, $2.50 p 
copy for orders of 5 or morc. 










"These publications have 
been sent free of сВагре с: 
to institutions, agencies; 
and individuals with | 
membership in the Hos-: 
pital & Community Psy- 
chiatry Service. Fog- nfor 


Psychiatrie Association) 
CL Please bill me. (For orders over $33 only. 
ATE orders of $35 or less must be prepaid.) 


LI Please send me information on how Lean 


join. the: Hospital & Community: Psy- 
chiatry Service. ; ; 





MAIL TO: 
Hospital & Community Psychiatry 















Contraindications Gi aucoma, tendency 

toward urinary retention or hypersensitivity to 

doxepin. 

Warnings Adapin has not been evaluated for 
‘safety in pregnancy. No evidence of harm to 

the animal fetus has been shown in reproduc- 
ive studies. There are no data concerning 
ecretion in human milk, nor on effect in nurs- 
ig infants. 

Usage in children under 12 years of age is 
notrecommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
‘cautious initiation of therapy with this drug, as 
‘serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

in patients who may use alcohol exces- 
sively, potentiation may increase the danger 


inherent in any suicide attempt or overdosage. 


: Precautions Drowsiness may occur and 
patients should be cautioned against driving 

га motor vehicle or operating hazardous ma- 
зсһіпегу. Since suicide is an inherent risk in 

© depressed patients, they should be closely 

; supervised while receiving treatment. Al- 
"though Adapin has shown effective tranquiliz- 
ing activity, the possibility of activating or 

; unmasking latent psychotic symptoms should 
be kept in mind. 

This product contains FD&C Yellow No. 5 

(tartrazine) which may cause allergic-type re- 
actions (including bronchial asthma) in certain 


.... susceptible individuals. Although the overall 


incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have 
;; aspirin hypersensitivity. 
.. Adverse Reactions Dry mouth, blurred 
.. Vision and constipation have been reported. 
Drowsiness has also been observed. 
Adverse effects occurring infrequently 
clude extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
‘Sweating, tachycardia and hypotension. 
Weakness, dizziness, fatigue, weight gain, 
edema, paresthesias, flushing, chills, tinnitus, 
photophobia, decreased libido, rash and pruri- 
tus may also occur. 


Dosage and Administration In mild to 


joderate anxiety and/or depression: 25 mg 
.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss 
-of effectiveness. Usual optimum daily dos- 
аде is 75 mg to 150 mg per day not to exceed 


2.800 mg per day. 


Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 
: How Supplied Each capsule contains doxe- 
‚рїп as the hydrochloride. 10, 25, 50, 75 and 

100 mg capsules in bottles of 100 and 1000. 

For complete prescribing information, 

< please see package insert or PDR. 


References 
~ 4. Data on file, Medical Department, 


t; Pennwalt Pharmaceutical Division. 
2. Barranco SF, Thrash ML, Hackett E, 


et al: Early onset of response to doxepin treat- 
| Cin Psychiatry 40:265-269, 1979. " 





RIGHTS 
Mentally 
Disabled 


Statements 
and 


Standards 


An invaluable 
reference for all who 

work with the _ 
mentally disabled... 


Major statements and standards on patients' rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA's Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association's patient's bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
just complete and mail this form. 


Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per сору ($3.50 per 
copy for orders of 5 or more). All orders of $35 or less must be 


prepaid. 


[1 My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


O Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 








Address 





Zip 


кг d d Service 
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1983 


American Psychiatric Associati 


APPOINTMENT 
BOOKS 


The new, 1983 Desk 
Appointment Book includes reference — 
charts to the DSM-III Classification, . 
tables of Commonly Abused Drugs | 
with their Street Names, Legal Terms, _ 
and Neurologic Deficits, and a new _ 
feature enabling busy psychiatrists to 
keep an accurate record of their - 
participation in Continuing Medical. 
Education (CME). _ 
At the same time, the APA Appointment Books. 
maintain all of the essential features that have made 
them popular with psychiatrists for the past thirtee 
years. Each double page gives you a complete week 
with each day divided into 15-minute t 
periods. There is a comprehensive list of the. 
addresses and annual meeting dates of al 
major psychiatric and mental health 
organizations and agencies, and a convenient _ 
alphabetical section for names, addresses, and | 
telephone numbers, 


The 1983 Appointment Books аге | ORDER FORM ———— Mm come se m m m m m m s ms aii S 
spiralbound, with a special light- ^ | Mail to: American Psychiatric Press, Inc., P.O. Box 19343, 
weight Leatherette cover that fits — | Washington, D.C. 20036 


copies 1983 DESK Appointment Book (#P107-A) at 81500 
easily into your briefcase. = copies 1983 POCKET Appointment Book (fP 108-A) at $9.00 
— . copies 1983 Appointment Book Set (fP109-A1 at $20.00 
(Orders under $35 must be prepaid. Shipping charges will be 
On Sale at the | added if order is not prepaid.) 


APA()Bookshop 
B Institute. on Hospital & 


. Community Psychiatry Dou ы Н ae 
Louleyille, KY, Oct. 1r 14, 1982. [City/State/Zip — 











with psychotic symptoms: from adm 
discharge, and beyond. 


a rapid return to the commu 

Navane achieves rapid relief of acutely disruptiv 
symptoms and facilitates early discharge for most 
patients.' In excited, agitated psychotic patients, 
Navane has produced improvement within an hoii 
minimal symptomatology after three hours, and c $ 
paratively brief hospitalization for most patients." E 


and continued long-term improvement 

On an outpatient basis, Navane exerts a signific: 
long-term beneficial effect on patient functioning, 
especially in the areas of social and vocational 
adjustment in the community. Initial improvemc пй 
maintained with Navane and has been shown со | 
increase over time.’ 


rarely compromised by adverse reactions: 2:5 5 

With Navane, effectiveness is rarely compromised 
by oversedation or drowsiness.” нү pote nsive Crises 
and other cardiovascular reactions" ‘are seldom : 
reported. Anticholinergi@Side cfreéts sitclras dry 
mouth or constipation arc гар af-extrapyramidal 
symptoms occur they arc-üsually ceadily cómrolled 
by dosage adjustments or antiparkinsom- agents, 


For a brief summary of Navane prescribing information) inelnding adverse 
last page of this advertisement 
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“BRIEF SED | 

PRESCRIBING INFORMATION 
'Navane " ithibpthixene) 
apsules: 1 mg. 2mg,5 mg, 10 mg, 20 тр. 
(thiothixene hydrochloride) Concentrate: 5 mg/ml, 
intramuscular: 2 mg/ml, 5 mg/ml 

CContraindications, Navane (thiothixene! is contraindicated in 
3 patients with circulatory col lapse, comatose states, central nervous 
stem depression due to any cause, and blood dyscrasias. Navane 
vortraindicated in individuals who have shown hypersensitivity 
is not known whether there is a cross-sensitivity 
xünthenes and the phenothiazine derivatives, but 
should te considered. 
arnings. Usage, in Pregnancy~ Safe ase of Navane during 
pregriuncy has not been estiblished. Therefore, this drug should be 
regnant patients only when. in the judgment of the 
the expected benefits from the treatment exceed the 
S to mother and fetus. Dé Hen anes a мше» and 














conception rate and pde size, and an increase in 
(fate dn rats and rabbits, charges which have been 
sorted with other psychotropic agents. After repeated 
i stration of Navane to rats (5 to 15 mg/kg/day}, rabbits 
Зло лі #/КЕ/Чау). and monkeys (1 to 3 mg/kg/day) before and 
uring: entation: no teratogenic effects were seen. (See Precau- 











5 шен "Children — The use of Navane in children under 12 
yeurs of age is not recommended because safety and efficacy in the 
pediatric age group have not been established. 

As istrue with many CNS drugs, Navane may impair the mental 
‘and/or. physical abilities required for the performance of poren- 
Шу hazardous uch as driving a car or operating machinery, 
specially during ‘the first few days of therapy. Therefore. the 
patient should be cautioned accordingly. 
the case of other CNS-acting érugs, patients receiving 
une ould be iütioned about the possible additive effects 











pk drugs to precipitate ае extreme 
ШЧ be used in patients with a history of convulsive 


sive threshold, Although Navane potentiates the 
bilutites. the ee or the асое ваи iniri 


























thér than: Mi алайка ШЫ 

Though exhibiting rather weak anticholinergic properties. 
Navane should be used with caution in patients who are known or 
cted to have glaucoma. or who mi b exposed to extreme 






Use with. caution in patients with cardicvasc es disease. 
Also. careful observation should he made for pigmentary 
inapathy, and lenticular pigmentation (fine lenticular pigmenta- 
поп ае been noted in а small number of patients treated with 
ane for prolonged periods). Blood dyscrasias (agranulocyto- 

sis. pancytapenii, thrombocytopenic purpura). and liver damage 
(jaundice, biliary stasis) have been reported with related drugs. 

c sdae exposure to sunlight should be avoided. Photosensitive 
reactions have been reported i in patients on Navane. 
Neuroleptic drags elevate prolactin levels: the elevation persists 
зар chronic administration. Tissue culture experiments indicate 
at approximately one-third of human breast cancers are prolactin 
dependent in vitra, а factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously 
‘detected breast cancer, Although disturbances such as galactor- 
rhea. amenorrhea, gynecomastia, and impotence have been re- 
ported; the clinical significance of elevated serum prolactin levels 
Cis inknown for most patients. An increase in mammary neoplasms 
hasbeen found in rodents after chronic administration of neurolep- 
v ti& drugs. Neither clinical studies nor epidemiologic studies con- 
ducted to date; however, have shown in association between 
chronic administration of these drugs and mammary tumorigen- 
esis; thesavailable evidence is considered too limited to be 
conclusive at this time. 

Iitraimuscular Administration As with all intramuscular prep- 
© rations, Navane Intramuscular should be injected well within the 
му of a relatively large muscle. The preferred sites are the upper 

iuter quadrant of the büttock (Le. gluteus maximus? and the 
mid-ateral thigh. 

The deltoid area should be used only if well developed, suchas in 
cerpin adults and older children, and then only with caution to 
avoid radial nerve: injury. Intramuscular injections should not be 
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Adverse Reactions, Note. 


teo i ir cardine ie all of the known side effects and: toxicity: 
assuviated with phenothiazine therapy should be borne in mind 
when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, ра 
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ness. and syncope. In the event hypotension occurs, epinephrine 
should not be used as a pressor agent since a paradoxical further 
lowering of blood pressure may result. Nonspecific EKG changes 
have been observed in some patients receiving Navane. These 
changes are usually reversible and frequently disappear on contin- 
ued Navane therapy. The incidence of these changes is lower than 
that observed with some phenothiazines. The clinical significance 
of these changes is not known. 

CNS effects: Drowsiness, usually mild, may occur although it 
usually subsides with continuation of Navane therapy. The inci- 
dence of sedation appears similar to that of the piperazine group of 
phenothiazines, but less than that of certain aliphatic 
phenothiazines. Restiessness, agitation und insomnia have been 
noted wit ane (thiothixene). Seizures and paradoxical exacer- 
bution of psychotic symptoms have occurred with Navane infre- 
quently. 

Hyperreflexia has been reported in infants delivered from 
mothers having received structurally related drags. 

In addition. phenothiazine derivatives have been associated with 
cerebral edema and cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms. such as pseudo-parkinsonism, akit- 
іма. and dystonia have been reported. Management of these 
extrapyramidal symptoms depends upon the type and severity. 
Rapid relief of acute symptonis may require the use of an injectable 
untipurkinson agent. More Mowly emerging symptoms may be 
managed by reducing the dosage of Navane and/or administering 
an oral antiparkinson agent. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents 
tardive dyskinesia may appear in some patients on long term 
therapy or may occur afterdrug therapy has been discontinued, The 
risk seems to be greater in elderly patients on high-dose therapy, 
especially females. The symptoms are persistent und in some 
patients appear to be irreversible, The syndrome i» characterized 
by rhythmical involuntary movements of the tongue, face, mouth 
or jaw (e.g. protrusion of tongue. puffing of cheeks, puckering of 
mouth, chewing movements). Sometimes these may be accompa: 
nied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia: 
antiparkinsonism agents usually Чо not alleviate the symptoms of 
this syndrome. ft iy suggested that all antipsychotic agents be 
discontinued if these symptoms appear, 

Should it be necessary to reinstitute treatment, or increase the 
dosage of the agent, or switch to a different antipsychotic agent, the 
syndrome may be masked. 

It has been reported that fine. vermieular movements of the 
tongue may be an early sign of the syndrome and if the medication 
is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline 
phosphatase, usually transient, have been infrequently observed in 
some patients. No clinically confirmed cases of jaundice attribut- 
able to Navane have been reported 

Hemutologic effects: As is true with certain other psychotropic 
drugs. leukopenia and leukocytosis, which are usually transient, 
can occur occasionally with Navune. Other antipsychotic drugs 
have been associated with agranulocytosis, cosinophilia, hemo- 
lytic anemia. thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity 
and rare cases of anaphylaxis have been reported with Navane. 
Undue exposure to sunlight should be avoided. Although not 
experienced with Navane. exfoliative dermatitis and contact der- 
matitis (in nursing personnel) have been reported. with certain 
phenothiazines. 

Endocrine disorders: Lactation, moderate breast enlargement 
and amenorrhes have occurred in a small percentage of females 
receiving Navane, If persistent, this may necessitate a reduction in 
dosage or the discontinuation of therapy. Phenothiazines have been 
associated with false positive pregnancy tests, gynecomastia, 
hypoglycemia. hyperglycemia, and glycosuria. 

Autonomic effects; Dry mouth. blurred vision. nasal conges- 
tion, constipation, increased sweating, increased salivation, and 
impotence have occurred infrequently with Navane therapy. 
Phenothiazines have been associated with miosis, mydriasis. and 
adynamic ileus. 

Other adverse reactions: Hyperpyrexia. anorexia, nausea, vom- 
iting. diarrhea, increase in appetite and weight. weakness or 
fatigue. potydipsia and peripheral edema. 

Although not reported with Navane. evidence indicates there is a 
relationship between phenothiazine therapy and the occurrence of 
a systemic lupus erythematosus-like syndrome. 

ITE: Sudden deaths have occasionally been reported in 
patients who have received certain phenothiazine derivatives. In 
some cases the cause of death was apparently cardiac arrest or 
asphyxia due to failure of the cough reflex. In others, the cause 
could not be determined nor could it be established that death was 
due to phenothiazine administration. 

Dosage and Administration. Dosage of Navane should be indi- 
vidually adjusted depending on the chronicity and severity of the 
condition, In general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient 
response. 

Some patients have been successfully maintained ononce-a-day 




















“Usage in children under 12 years, of age is not récommiended 


intramuscular form of Navane | may be indicated. itis also of benefit 


“where the very nature of the patient's symptomatology, whether 


acute ог chronic, renders oral administration impractical or even 
nee 











For treatment of acüte symptomatólogy or in patient 
unwilling to take oral medication, the usual dose is 4 meot Na 
intramuscular administered 2 ta 4 times daily. Dosage n 
increased or decreased depending on response. Most patient 
controlled on a total daily dosage of 16 to 20 mg. The maxim um. 
recommended dosage is 30 mg/day. An oral form should supplant 
the injectabie form as soon as possible. It may be necessary tà 
adjust the dosage when changing from the intramuscular to oral 
dosage forms. Dosage recommendations for Navane (thiothixene) 
Capsules and Concentrate appear in the following paragraphs. 

Navane Capsules: Navane Concentrate ~ in milder conditions, 
an initial dose of 2 mg three times daily. H indicated, a subsequent: 
increase to 15 mg/day total daily dose is often effective 

In more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an 
increase to60 mg/day total daily dose is often effective, Exceeding ’ 
atutal daily dose of 60 my rarely increases the beneficial respon: 
Overdosage. Manifestations include muscular twitching, drow 
ness, and dizziness. Symptoms of gross overdosage may include; 
CNS depression, rigidity, weakness, torticollis, tremor, salivation, 
dysphagia. hypotension, disturbances of gait, or coma. i 

‘Treatment: Essentially symptomatic and supportive, For Navané- 
oral, early gastric lavage is helpful. For Navane oral and Intramus:. 
cular, keep patient under careful observation and maintain an ope 
airway. since involvement of the extrapyramidal system may 
produce dysphagia and respiratory difficulty in severe overdosage.: 
If hypotension occurs, the standard measures for managing circula 
tory shock should be used (LV. fluids and/or vasoconsirivtors). 

il а vasoconstrictor is needed, levarterenol and phenylephrine 
are the most suitable drags. Other pressor agents, including 
epinephrine, are not recommended, since phenothiazine derivar 
tives may reverse the usual pressor action of thesefhgents and cause 
further lowering of blood pressure. 

If CNS depression is present, recommended stimulants include: 
amphetamine, dextroamphetamine, or caffeine and sodium ben; 
дозе. Stimulants that may cause convulsions (e.g. picrotoxin or. 
pentylenetetrazol) should be avoided. Extrapyramidal symptoms: 
May be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but 
they are known to be of little value in phenothiazine intoxication, 
How Supplied. Navane (thiothixene) is available as capsules: 
containing | mg, 2 mg. 5 mg. and 10 mg of thiothixene in bottles ; 
of 100, 1,000, and unit-dose pack of 100 (10 x 10's). Navane is also. 
available as capsules containing 20 mg of thiothixene m bottles of 
100. 500, and unit-dose pack of 100110 x 10%). 

Navane (thíothixene hydrochloride) Concentrate is available in 
120 ml (4 02.) bottles with an accompanying dropper calibrated at=: 
2 mg, 3 mg. 4 mpg. 5 mg. 6 mg, 8 mg. and 10 mg, and in 30 ml CI 
oz.) bottles with an accompanying dropper calibrated at 2 m 
3 mg. 4 mg, and 5 mg, Each ml contains thiothixene hydrochloride 
equivalent to 5 mg of thiothixene. Contains alcohol, U.S.P. 7.0% 
v/v (small loss unavoidable). 

Navane (thiothixene hydrochloride) Intramuscular solution 
available in a 2 ml amber glass vial in packages of 10 vials. Each nit 
contains thiothixene hydrochloride equivalent to 2 my of thiothix- : 
ene, dextrose 5% w/v, benzyl alcohol 0.9% w/v, and propyl 
gallate 0.02% w. v. 

Navane (thiothixene hydrochloride) Intramuscular For Injection 
is available in amber glass vials in packages of 10 vials. When 
reconstituted with 2.2 ml of Sterile Water for Injection, each ml 
contains thiothixene hydrochloride equivalent to 5 my of thiothix- 
ene, and 59.6 mg of mannitol. The reconstituted solution. of 
Navane Intramuscular For Injection may be stored for 48 hours at 
room temperature before discarding. 
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_ТазК Force Report 14, ELECTROCONVULSIVE THER Ү, pre 
rational perspective on a subject surrounded by controversy. 
with the results of a survey of APA members regarding the 
The efficacy of ECT for affective disorders, schizophrenia, an 
other mental illnesses is discussed, as are the adverse effect ; 
Chapters on methods of administration and the physiologic 

of ECT follow. The report then examines the social, 
legal aspects of ECT as well as the training and educat 

it requires. Possible future research in this area is a 
cussed. A vital concluding section presents the Tas 
recommendations regarding the use of ECT. This rep 
essential reading for all psychiatrists concerned 
electroconvulsive therapy. (1978) 















Task Force Report 18, 
TARDIVE DYSKINESIA, a study 
done by an APA Task Force of well 
known psycho-pharmacologists, 
documented and in-depth review 
what is presently known about th 
most pervasive side effect of cur- 
rently available antipsychotic 
drugs—tardive dyskinesia. The 
Task Force, after comprehen- 
sively reviewing available 
data, concluded that “the 
currently available an 
psychotic agents virtuall 
all carry some risk of 
inducing early or late neur 













Task Force Report 19, 
BIOFEEDBACK, reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
ation of biofeedback techniques 
in psychiatry, and a chapter on the 
nature of alpha feedback training. This 
report should be read by everyone who is 
interested in biofeedback therapy. (1981) 








































"can be managed with antiparkinsonian 
agents or by thoughtful and conservativ 
of the available neuroleptics...” (1980) 
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UHAT MAKES IT 
DIFFERENT... CAN 
MAKE IT BETTER 
FOR YOUR 
PSYCHOTK PATIENTS. 


MOBAN is an Endo registered U.S. trademark. 





UJHRT MRHES IT DIFFERENT 


МОВАМ is a dihydroindolone— first in its class. 


. CAN MAKE IT BETTER FOR ELDERLY PATIENTS: 


Significant hypotension has rarely been reported with MOBAN. Hypcten- 
Sion is most likely to occur from the administration of the aliphatic 
phenothiazines. 


CAN MAKE IT BETTER FOR YOUNG ADULT PATIENTS: 


Dystonic movements, often seen in young people early in treatment with 
other antipsychotics? occur infrequently with МОВАМ“ (molindone HCI). 


_ No incidence of impotence. 


: pe MAKE IT BETTER FOR ALLPSYCHOTIC PATIENTS: - 


A moderate incidence of extrapyramidal reactions. High-potency pipera- 
zines and Haldol” (haloperidol) are associated with a high incidence of 
EPS.’ 


-~ Low incidence of sedation. 


-Weight gain and loss have been in the direction of normal or ideal weight. 
Weight gain has been associated with all phenothiazines.’ 


No reports of persistent tardive dyskinesia * 


* Reports of the irreversible variety of tardive dyskinesia have not been received, but ‘his canno: 
be used to predict that MOBAN cannot cause an irreversible dyskinetic syndrome. - 
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:DESCRIPTION МОВАМ (molíndone hydrochloride)is 

a dihydroindolone compound which is notstructurally _ 
related to the phenothiazines, the butyrophenones or- 
“the thioxanthenes. ои м З 

МОВАМ is 3-ethyl-6, 7-dihydro-2-methyl-5-(morpholi- 
nomethyl) ОЕ ЩА /drochloride. tis a white 
crystalline powder freely soluble in water and alcohol 
and has a molecular weight of 312.67. 








AN (molindone hydrochloride) has а 
harmaco al profile in laboratory animals which 
predominantly resembles that of major tranquilizers 
ing reduction of spontaneous locomotion and 
gressiveness, suppression of a conditioned 
sponse and antagonism of the bizarre stereotyped 
ior and hyperactivity induced by ampheta- 
-In addition; МОВАМ antagonizes the depres- 
y the tranquilizing agent tetrabenazine. 
ical studies tranquilization is achieved 
e abseniceof muscle relaxingor incoordinatin 
fiects. Based on EEG studies, МОВАМ exerts its 
ffecton the ascending reticular activating system. 
Human metabolic studies show МОВАМ (molindone 
x hydrochloride) to be rapidly absorbed and metabo- 
zed when given orally Unmetabolized drug reached 
t'a peak blood level at 1.5 hours. Pharmacological 
енесі ftom à single oral dose persists for 24-36 
hours. There are 36 recognized metabolites with less 
than 2-3% unmetabolized МОВАМ being excreted 
rine and feces. 
INDICATIONS MOBAN (molindone hydrochloride) is 
ndicated in the management of the manifestations 
of schizophrenia. -. 
"CONTRAINDICATIONS MOBAN (molindone hydro- 
chloride) іѕ contraindicated in severe central nervous 
-system depression (alcohol, barbiturates, narcotics, 
“ etc.) or comatose states, and in patients with known 
“hypersensitivity to the drug. 
WARNINGS U in Pregnancy: Studies in preg- 
t patients Pew ben canin out. Reproduc- 
ion studies have been performed in the following 












{Rats oral dose— 
rse effect 20 mg/kg/day—-10 days 
se effect 40 mg/kg/day—10 days 


Pregnant Mice oral dose— 

slight increase resorptions 20 mg/kg/day——10 days 
slightincrease resorptions 40 mg/kg/day—10 days 
Pregnant Rabbits oral dose— 
no adverse effect : 5 mg/kg/day—12 days 
no adverse effect 10 mg/kg/day—-12 days 
noadverse effect 20 mg/kg/day—12 days 
Anima! reproductive studies have not demonstrated a 
teratogenic potential. The anticicated benefits must 
be weighed against thé unknown risks to the fetus 
ifused in pregnant patients. 

nursing Монака: Data are not available on the con- 
tent of MOBAN (molindone hydrochloride) in the milk 

of nursing mothers. 

Usage in Children: Use of MOBAN (molindone 
hydrochloride) in children below the age of twelve 
years. is not recommended because safe and effec- 
tive conditions for its usage have not been 
established. 


MOBAN has rot been shown effective in the manage- 
ment of behavioral complications in patients with 
mental retardation. 


PRECAUTIONS Some patients receiving MOBAN 
(molindone hydrochloride) may note drowsiness ini- 
tially and they should be advised against activities 
requiring mental alertness until their response to the 
drug has been established 

Increased activity has-been noted in patients receiv- 
ing MOBAN. Caution should be exercised where 
increased activity may be harmful. 

MOBAN does not lower the seizure threshold in 
experimental animals to the degree noted with more 
sedating antipsychotic drugs. However inhumans 
convuisive seizures have been reported in a few 
instances. ; 

The physician should be aware that this tablet prepa- 
ration contains calcium sulfate as an excipient and 
that calcium ions may interfere with the absorption of 
preparations containing phenytoin sodium and 
tetracyclines 

MOBAN has an antiemetic effect in animals. A similar 
effect may occur in humans and may obscure signs 
of intestinal obstruction or brain tumor 
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with a previously detected breast cancer Although 
disturbances such as galactorrhea, amenorrhea, - 

ynecomastia, and impotence have been reported, 
the clinica! significance of elevated serum prolactin 
levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither 
clinical studies nor epidemiologic studies conducted 
to date, however have shown an association between 
chronic administration of these drugs and mammary 
tumorig is; the available evidence is considered 
too limited to be conclusive at this time. 


ADVERSE REACTIONS—CNS EFFECTS The most 
frequently occurring effect is initial drowsiness that 
generally subsides with continued usage of the drug 
or lowering of the dose. Noted less frequently were 
depression, hyperactivity and euphoria. 
Neurological —E; ramidal Reactions Extrapyr- 
amidal reactions noted below may occur in suscepti- 
ble individuals and are usually reversible with 
appropriate management. 


Akathisia Motor restiessness may occur early. 


Parkinson Syndrome Akinesia, characterized by 
rigidity, immobility and reduction of voluntary move- 
ments and tremor have been observed. Occurrence 
is less frequent than akathisia. 


Dystonic Syndrome Prolonged abnormal contrac- 
tions of muscle groups occur infrequently These 
symptoms may be managed by the addition of a syn- 
thetic antiparkinson agent (other than L-dopa), smali 
doses of sedative drugs, and/or reduction in dosage 


Tardive Dyskinesia Neuroieptic drugs are known to 
cause a syndrome of dyskinetic movements com- 
monly referred to as tardive dyskinesia. The move- 
ments may appear during treatment or upon 
withdrawal of treatment and may be either reversible 
or irreversible (i.e., persistent) upon cessation of 
further neuroleptic administration. Reports of reversi- 
ble tardive dyskinesia in association with MOBAN 
therapy have been received. Reports of the irreversi- 
ble variety have not been received, but this cannot 
be used to predict that МОВАМ (molindone hydro- 
chloride) cannot cause an irreversible dyskinetic 
syndrome 


The syndrome is known to have a variable latency for 
development and the duration of the latency cannot 
be determined reliably itis thus wise to assume that 
any neuroleptic agent has the capacity to induce 

{һе syndrome and act accordingly until sufficient data 
has been collected to settle the issue definitively for 
aspecific drug product. Inthe case of neuroleptics 
known to produce the irreversible syndrome, the fol- 
lowing has been observed: 


Tardive dyskinesia associated with other agents has 
appeared in some patients on long-term therapy and 
has also appeared after drug therapy has been dis- 
continued. The risk appears to be greater in elderly 
patients on high-dose therapy, especially females 
he symptoms аге persistent and їп some patients 
appear to be irreversibile. The syndrome is character- 
ized by rhythmical involuntary movements of the 
tongue, tace, mouth orjaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth. chewing 
movements). There may be involuntary movements of 
extremities 
There is no known effective treatment of tardive dyski- 
nesia, antiparkinsonism agents usually do not alle- 
viate the symptoms of this syndrome. it is suggested 
that all antipsychotic agents be discontinued if these 
symptoms appear. Should it be necessary to reinsti- 
lute treatment, or increase the dosage of the agent, or 
Switch to a different antipsychotic agent, the syn- 
drome may be masked. H has been reported that fine 
vermicular movements of the tongue may be an early 
Sign of the syndrome and if the medication is stopped 
atthat time the syndrome may not develop. 


Autonomic Nervous System Occasionally blurring 
of vision, tachycardia, nausea, dry mouth and saliva- 
tion have been reported. Urinary retention and consti- 
pation may occur particularly if anticholinergic drugs 
are used to treat extrapyramidal symptoms. 


Hematological There have been rare reports of leu- 
copenia and leucocytosis. If such reactions occur, 
treatment with МОВАМ may continue if clinical symp- 
toms are absent. Alterations of blood glucose, liver 
function tests, B.U.N., and red blood cells have not 
been considered clinically significant. 

Metabolic and Endocrine Effects Aiteration of thy- 
roid function has not been significant. Amenorrhea 
has been reported infrequently. Resumption of men- 
ses in previously amenorrheic women has been 
reported Initially heavy menses may occur Galactor- 
теа and gynecomastia have been reported infre- 
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uently Increase in libido has been noted in some 


: parens. impotence has not been reported. Although 











Ophthaimological Lens opacities and pigmentary. 
retinopathy have not been reported where patients — 
have received МОВАМ (molindone hydrochloride): Iry: 
some patients, phenothiazine induced lenticular: 
opacities have resolved following discontinuation of: 
ue Sie aa while continuing therapy with 

АМ. 





Skin Early non-specific skin rash, probably of allergic .- 
origin, has occasionally been reported. Skirspigmen- 
tation has not been seen with MOBAN usage alone. 


МОВАМ (molindone hydrochloride) has certain phar: ^: 
macological similarities to other antipsychotic agents, :::: 
Because adverse reactions are often extensions of 

the pharmacological activity of a drug, all ofthe p 
known pharmacological effects associated with other. 
antipsychotic drugs should be kept in mind when = 
МОВАМ is used. Upon abrupt withdrawal atter pro- 
longed high dosage an abstinence syndrome has not 
been noted. 


DOSAGE AND ADMINISTRATION Initial and mainte- 
nance doses of МОВАМ (molindone hydrochloride). 
should be individualized. х 
Initial Dosage Schedule The usual starting dosage 
is 50—75 mg/day. 3 
—Increase to 100 mg/day in 3 or 4 days. 
—Based on severity of symptomatology. dosage ae 
may be titrated up or down depending on indi- 
vidual patient response. UR 
—An increase to 225 mg/day may be required in 
patients with severe symptomatology. 
Elderly and debilitated patients should be started on 
lower dosage. 
Maintenance Dosage Schedule » 
1. Mild—5 mg-15 mg three or four times a day i 
2. Moderate —10 mg-25 mg three or four times a day: 
3. Severe—225 mg/day may be required. 


DRUG INTERACTIONS Potentiation of drugs admin=.” 
istered concurrently with MOBAN (molindone hydro- 
chloride) has not been reported. Additionally animal 
Studies have not shown increased toxicity when 
MOBAN is given concurrently with representative 
members of three classes of drugs (i.e., barbiturates. 
chloral hydrate and antiparkinson drugs). 


MANAGEMENT OF OVERDOSAGE Symp:omatic; 
supportive therapy should be the rule. : 
Gastric lavage is indicated for the reduction of 
absorption of МОВАМ (molindone hydrochloride} 
which is freely soluble in water Р 
Since the adsorption of МОВАМ (molindone hydro- 
chloride) by activated charcoal has not been deter- 























“mined, the use of this antidote must be corsidered 


of theoretical value. 


Emesis in.a comatose patient is contraindicated. 
Additionally while the emetic effect of apomorphine is 
blocked by MOBAN in animals, this blocking effect 
has not been determined in humans. 


A significant increase in the rate of removal of unme- 
tabolized MOBAN from the body by forced d:uresis, 
peritoneal or renal dialysis would not be expected. 
(Only 2% of a single ingested dose of MOBAN is 
excreted unmetabolized in the urine.) However, poor 
response of the patient may justify use of these 
procedures. 


While the use of laxatives or enernas might be based 
on.general principles, the amount of unmetabolized 

MOBAN in feces ís less than 195. Extrapyramidal 
Symptoms have responded to the use of diphenhy- 
dramine (Benadryl*) and the synthetic anticholinergic 
antiparkinson agents (i.e., Агапе" Cogentin’ Akineton”). 


HOW SUPPLIED As tablets in bottles of 100 with 
potencies and colors as follows: 

5 mg orange 50 mg blue 

10 mg lavender 100 mg tan 

25 mg light green 
As а concentrate containing 20 mg molindone hydro- 
chloride per mlin 4 oz. (120 ml) bottles. 
"Benadryi— Trademark, Parke Davis and Co 
"Artane— Trademark, Lederle Laboratories 
*Cogentin—Trademark, Merck Sharp & Dohme 
“Akineton—Trademark, Knoll Pharmaceutical Co. 


6102-8/Rev. July 1981 
MOBAN is an Endo registered U S. trademark. 


Endo Laboratories. Inc. 


Subsidiary of the DuPont Company 
Wilmington, Delaware 19898 





A mind depressed 
does not need 
a heart in distress 





The fewer, less severe 
cardiotoxic reactions 


the better 





maprotiline HCl 





The antidepressant 
with rarely encountered 
cardiovascular problems 


In patients treated with Ludiomil, cardiovascular 

complications such as hypotension, tachycardia, 

arrhythmia, heart block, and syncope have been 
s reported at less than 1%. 


"Tetracyclics should be considered in the depressed 
patient who is particularly predisposed to the cardio- 
toxic properties of TCA [tricyclic antidepressants] 
Bilgi C, Campbell R. University of Alberta, Canada 


Low incidence of postural 
hypotension/arrhythmia 


“A single daily dose of 75 mg Ludiomil should have an 
advantage over the existing tricyclics, since the 
incidence of postural hypotension or arrhythmia is 
extremely low and the efficacy rate is high (75 регсет)”? 


Hattab JR. International Symposium, Verdala, Malta 


No significant changes 
in blood pressure 


"No significant changes occurred in left ventricular 
systolic, brachial artery systolic, or brachial artery 
mean pressures..."? 


Reale A, Motolese М. International Symposium, St Moritz 

Note: Ludiomil is not recommended for use during the acute phase of myocardial 
infarction. Extreme caution should be used when this drug is given to patients with a 
history of myocardial infarction, or patients with a history or presence of cardiovascu- 
lar disease because of the possibility of conduction defects, arrhythmias, myocardial 
infarction, strokes, and tachycardia. 


Before prescribing, please see the Prescribing Information on the following page. 


C IB 
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3. Reale А. Motolese M. Haemodynamic studies with CIBA 
34,276-Ba (Ludiomil). in Cepressive Illness. Diagnosis, 
Assessment, Treatment, Kielholz P (Ed.) int Symp St. Moritz, 
Jan. 10-11. 1972, pp. 161-168. 
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Ludiomil" 
maprotiline hydrochloride 


Tablets 


DESCRIPTION 

Ludiomil.* maprotiline hydrechloride, is an antidepressant for 
oral administration which belongs to a new chemical series. 
dibenzo-bicyclo-octadienes. Its molecular weight is 315.5, and 
its empirical formula is C,,H.,CI N. Its tetracyclic structure 


may be represented as follows: „Сну 
CH.-CH CH NC 
. Y ? А. 2 su 
г 7x 
| | “HCI 
SS 22 


Ludiomil is a white, odoress, stable, crystalline powder 
which is slightly soluble in water. It melts at 236-246°C. 


CLINICAL PHARMACOLOGY 


The mechanism of action ot Ludiomil is not precisely known. It 
does not act primarily by stimulation of the central nervous 
System and is not a monoamine oxidase inhibitor. The postu- 
lated mechanism of Ludiomil is that it acts primarily by poten- 
tiation of central adrenergic synapses by blocking reuptake of 
norepinephrine at nerve encings, This pharmacologic action is 
thought to be responsible fer the drug's antidepressant and 
anxiolytic effects. 

The mean time to peak is 12 hours. The half-life of elimina- 
tion averages 51 hours.'? 

Steady-state levels measured prior to the morning dose on a 
one-dosage regimen are summarized as follows: 


Average Minimum 95% Confidence 





Concentration Limits 
Regimen ng/mi ng/ml 
50 mg x 3 daily 238 181—295 
INDICATIONS AND USAGE 


Ludiomil is indicated for the treatment of depressive illness in 
patients with depressive neurosis (dysthymic disorder) and 
manic-depressive illness, depressed type (major depressive 
disorder). Ludiomil is also effective for the relief of anxiety as- 
Sociated with depression. 


CONTRAINDICATIONS 


Ludiomil is contraindicated in patients hypersensitive to 
Ludiomil and in patients with known or suspected seizure dis- 
orders. it should not be given concomitantly with monoamine 
oxidase (МАО) inhibitors. ^ minimum of 14 days should be al- 
lowed to elapse after discontinuation of MAO inhibitors before 
treatment with Ludiomil is initiated. Effects should be moni- 
tored with gradual increase in dosage until optimum response 
is achieved. The drug is no: recommended for use during the 
acute phase of myocardial nfarction. 


WARNINGS 


Extreme caution should be used when this drug is given to: 

—-patients with a history o° myocardial infarction; 

—patients with a history or presence of cardiovascular disease 
because of the possibility of conduction defects, arrhythmias. 
myocardial infarction, strokes and tachycardia. 


PRECAUTIONS 


General: The possibility of suicide in seriously depressed pa- 
tients is inherent in their illness and may persist until signif- 
icant remission occurs. Tharefore, patients must be carefully 
supervised during ail phases of treatment with Ludiomil, and 
prescriptions should be writen for the smallest number of tab- 
lets consistent with good patient management. 

As with tricyclic antidepressant drugs. seizures have been 
reported in patients treatec with Ludiomil. These have oc- 
curred in patients both wita and without a past history of a 
seizure disorder. ії must be noted. however, that a cause- 
and-effect relationship has not been established. 

Hypomanic or manic ep. sodes have been known to occur in 


some patients taking tricyclic antidepressant drugs, particu- 
larly in patients with cyclic disorders. Such occurrences have 
also been noted, rarely. with Ludiomil. 

Prior to elective surgery, Ludiomil should be discontinued for 
as long as clinically feasible, since little is known about the in- 
teraction between Ludiomil and general anesthetics. 

Ludiomil should be administered with caution in patients 
with increased intraocular pressure, history of urinary reten- 
lion, or history of narrow-angle glaucoma because of the 
drug's anticholinergic properties. 
information for Patients: Warn patients to exercise caution 
about potentially hazardous tasks, or operating automobiles 
of machinery since the drug may impair mental and/or physi- 
cal abilities. 

Ludiomil may enhance the response to alcohol, barbitu- 
rates, and other CNS depressants, requiring appropriate 
caution of administration. 

Laboratory Tests: Aithough not observed with Ludiomil, the 
drug should be discontinued if there is evidence of pathologic 
neutrophil depression. Leukocyte and differential counts 
should be performed in patients who develop fever and sore 
throat during therapy 

Drug interactions: Close supervision and careful adjustment 
of dosage are required when administering Ludiomil concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects. 

Concurrent administration of Ludiomil with electroshock 
therapy shouid be avoided because of the lack of experience 
in this area 

Caution should be exercised when administering Ludiomil 
to hyperthyroid patients or those on thyroid medication be- 
cause of the possibility of enhanced potential for 
cardiovascular toxicity of Ludiomil. 

Ludiomil should be used with caution in patients receiving 
guanethidine or similar agents since it may block the pharma- 
cologic effects of these drugs 

(See "Information for Patients") 

Carcinogenesis, Mutagenesis, impairment of Fertility: Car- 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. No drug- or dose-related occur- 
rence of carcinogenesis was evident in rats receiving daily 
orat doses up to 60 mg/kg of Ludiomil for eighteen months or 
in dogs receiving daily oral doses up to 30 mg/kg of Ludiomil 
for one year. In addition, no evidence of mutagenic activity 
was found in offspring of female mice mated with males 
treated with up to 60 times the maximum daily human dose. 
Pregnancy Category B: Reproduction studies have been per- 
formed in female laboratory rabbits, mice, and rats at doses 
up to 1.3, 7, and 9 times the maximum daily human dose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomil. There are, however, no 
adequate and well-controtied studies in pregnant women. Be- 
Cause animal reproduction studies are not always predictive of 
human response, this drug should be used during pregnancy 
only if clearly needed. 

Labor and Delivery: Although the effect of Ludiomil on tabor 
and delivery is unknown, caution should be exercised as with 
any drug with CNS depressant action. E 
Nursing Mothers: it is not known whether this drug is ex- 
creted in human milk. Because many drugs are excreted in 
human milk, caution should be exercised when Ludiomil is 
administered to a nursing woman. 

Pediatric Use: Safety and effectiveness in children below the 
age of 18 have not been established. 


ADVERSE REACTIONS 


The following adverse reactions have been noted with 
Ludiomil and are generally similar to those observed with 
tricyclic antidepressants. 

Cardiovascular: Rare occurrences of hypotension, hyperten- 

sion, tachycardia, palpitation, arrhythmia, heart block, and 

syncope have been reported with Ludiomil 

Psychiatric: Nervousness (6%), anxiety (3%), insomnia 

(2%), and agitation (2%); rarely, confusional states (especially 

in the elderly), hallucinations, disorientation, delusions. rest- 

lessness, nightmares, hypomania, mania, exacerbation of 
psychosis, decrease in memory, and feelings of unreality. 

Neurological: Drowsiness (16%). dizziness (8%). tremor 

{3%}, and, rarely, numbness, tingling, motor hyperactivity, 

akathisia, seizures, EEG alterations, and tinnitus. 

Anticholinergic: Dry mouth (22%), constipation (6%), and 

blurred vision (496); rarely, accommodation disturbances, 

mydriasis, urinary retention, and delayed micturition. 

Allergic: Rare instances of skin rash, petechiae, itching. 

photosensitization, edema, and drug fever. 

Gastrointestinal: Nausea (2%) and, rarely, vomiting, epigas- 

tric distress, diarrhea, bitter taste, abdominal cramps and 

dysphagia. 

Endocrine: Rare instances of increased or decreased libido, 

impotence, and elevation or depression of blood sugar levels 

Other: Weakness and fatigue (4%) and headache (4%); rarely, 

altered liver function, jaundice, weight loss or gain, excessive 

perspiration, flushing, urinary frequency. increased salivation, 
and nasal congestion. 

Note: Although the following adverse reactions have not been 

reported with Ludiomil. its pharmacologic similarity to tricy- 

clic antidepressants requires that each reaction be considered 
when administering Ludiomil. 

—Bone marrow depression, including agranulocytosis. 
eosinophilia, purpura, and thrombocytopenia, myocardial 
infarction, stroke, peripheral neuropathy, sublingual 
adenitis, black tongue, stomatitis, paralytic ileus, 
gynecomastia in the male, breast enlargement and galac- 
torrhea in the female, and testicular swelling. 


OVERDOSAGE 
Animal Oral LD.,: The oral LOs of Ludiomil is 600-750 mg/kg 


in mice, 760-900 mg/kg in rats, > 1000 mg/kg in rabbits. 

> 300 mg/kg in cats. and > 30 mg/kg in dogs 

Signs and Symptoms: Data dealing with overdosage in * 

humans are limited with only a few cases on record. Symp- 

toms are drowsiness, tachycardia. ataxia, Vomiting. cyanosis. 
hypotension, shock, restlessness. agitation, hyperpyrexia, 
muscle rigidity. athetoid movements, mydriasis. cardiac ar- 
rhythmias, impaired cardiac condition. In severe cases. loss 
of consciousness and generalized convulsions may occur. 

Since congestive heart failure has been seen with overdosages 

of tricyclic antidepressants, it should be considered with 

Ludiomil overdosage. * 

Treatment: There is no specific antidote. Induced emesis and 

gastric lavage are recommended. И may be heipful to leave 

the tube in the stomach with irrigation and continual aspira- 
tion of stomach contents possibly promoting more rapid 
elimination of the drug from the body. The room should be 
darkened, allowing only minimal external stimulation to re- 
duce the tendency to convulsions. 

1. The intravenous administration of 1 to 3 mg af physostig- 
mine has been reported to reverse the signs and 
symptoms of overdosage with tricyclic antidepressants. 
Repeat doses at intervals of 30 to 60 minutes may be 
necessary. 

2. Hyperirritability and convulsions may be treated with care- 
fully titrated parenteral barbiturates. Barbiturates should 
not be employed, however, if drugs that inhibit monoamine. 
oxidase have also been taken by the patient in overdosage 
or in recent therapy. Similarly, barbiturates may induce 
respiratory depression, particularly in children. It is there- 
fore advisable to have equipment available for artificial 
ventilation and resuscitation when barbiturates are em- 
ployed. Paraldehyde may be used effectively in some chit- 
dren to counteract muscular hypertonus and convulsions 
with less likelihood of causing respiratory depression. 

3. Shock (circulatory collapse) should be treated with sup- 
portive measures such as intravenous fluids, oxygen, and 
Corticosteroids. 

4. Hyperpyrexia should be controlled by whatever means 
available, including ice packs if necessary. 

5, Signs of congestive heart failure may be satisfactorily 
treated by rapid digitalization. 

6. Dialysis is of little value because of the low plasma con- 
centration of this drug. 


DOSAGE AND ADMINISTRATION 

А single daily dose is an alternative to divided daily doses. 
Therapeutic effects are sometimes seen within 3 to 7 days, al- 
though as long as 2 to 3 weeks are usually necessary. 

Initial Adult Dosage: An initial dose of 75 mg daily is usually 
suggested for outpatients with mild-to-moderate depression. 
However, in some patients a lower initial dose may be used. 


- The dosage may be increased incrementally as required and 


tolerated. Most patients respond to.a dose of 150 mg daily, 
but daily dosage as high as 225 mg may be required in some 
cases. 

More severely depressed, hospitalized patients should be 
given an initial daily dose of 100 mg to 150 mg which may be 
gradually increased as required and tolerated, Most hospital- 
ized patients with moderate-to-severe depression respond to аќ 
daily dosage of 150 mg to 225 mg, although dosages as high 
as 300 mg may be required in some cases. Daily dosage of 
300 mg should not be exceeded. 

Elderly Patients: In general, lower dosages are recommended: 
for patients over 60 years of age. Doses of 50 mg to 75 mg 
daily are satisfactory for elderly patients who do not tolerate 
higher amounts. 

Maintenance: Dosage during protonged maintenance therapy 
Should be kept at the lowest effective level. Dosage may be 
reduced to levels of 75 mg to 150 mg daily during such peri- 
ods, with subsequent adjustment depending on therapeutic 
response. 


HOW SUPPLIED 


Tablets 25 tng—ovat, dark orange, coated (imprinted 
CIBA 110) 

Bottle of 100 — МОС 0083-0110-30 

Bottle of 1000 — NDC 0083-0110-40 
Tablets 50 mg-—round, dark orange, coated (imprinted 
CIBA 26) 

Bottle of 100 — МОС 0083-0026-30 

Bottle of 1000 — NDC 0083-0026-40 


Dispense ín tight container (USP). 


1. Аїка!ау D, et al. Bioavailability and kinetics of maprotiline. 
Clin Pharmacol Ther 1980; 27 (5): 697-703. 

2. Riess W, et al. The pharmacokinetic properties of 
maprotiline (Ludiomil*) in man. J /nt Med Res 1975; 
3 (2): 16-41. 
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` ANNOUNCING 


D DIAGNOSTIC AND STATISTICAL MANUAL 
OF MENTAL DISORDERS (THIRD EDITION) 











. 
* 
The third edition of the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
Disorders (DSM-IIE/ February. 1980), is the first major revision of the Andrew E. Skodol, MD 
psychiatric nomenclature їп 12 years. Now, its long-awaited companion Miriam Gibbon, MSW 


piece, the D$M-III Case Book, brings the diagnostic concepts of 
DSM-II to life, through 214 case vignettes of real patients, representing 
the wide range of psychopathology seen in clinical practice. The 
ОМУ Case Book can facilitate the learning of the new concepts 9 ари : 
Land terminology in DSM-IIL; be helpful in pipa for Sescoinations, TABLE OF CONTENTS includes: 
Бе иеа to test knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders in Adults 
| in most treatment settings, and stimulate discussions about treatment Chapter 2: Mental Disorders in Children and Adolescents 
^; recommendations. Chapter 3:: Cases for Multiaxial Evaluation 
: Chapter 4: Diagnostic Dilemmas 


n dus e : ; "M x ; Chapter 5: Cases for Testing 
* Includes a comprehensive description of the clinical picture Chapter 6: Historical Cases 


Presents the rationale for making each diagnosis Appendix: DSM-III Decision Trees 

* Notes other disorders that should be considered Index of Diagnoses and Technical Terms 
е Recognizes diagnostic uncertainty when it exists DSM-If1 Classification D 

* Refers the readerto the appropriate diagnostic category ín DSM-III 


Janet B.W. Williams, MSW 





Each case history: 











ORDER FORM ye и 


Please send me copies of DSM-III Case Book (casebound), Publication #P050-5. $29.95 

Li copies ot DSM-III Case Book (paperback), Publication &P051-3: $16.00 

2. Copies DSM-IIT (casebound), Publication #P041-6. $29.95 

cL copies DSM-III (paperback), Publication #Р042-4. $23.95 = . : 

sii copies Quick Reference to the Diagnostic Criteria, Publication 3&P043-2. . $12.00 à 
DSM-III Sets (casebound and Quick Reference to the Diagnostic Criteria), Publication #Р044-0. $34.95 
M DSM-III Classification Axes Гапа H—Categories and Codes (Single sheet reference chart), Publication 














#P402-0.-. Single copies: $1.50; Units of 50 copies: $20.00. 





Bulk discounts :.10-24 copies, 10% discount per publication number; 25-99 copies, 15% discount per publication number; 
190 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-IH Set. і 


ENCLOSED IS A TOTAL PAYMENT OF $ |... 





{All domestic orders amounting to $35.00 or less must be accompanied by payment. Non-prepaid orders (over $35.00) will bein- 
4) voiced with shipping/handling charges included.) 

NAME 

ADDRESS 
CITY/STATEZIP 











MAIL TO: American Psychiatric Press, ine., Р.О. Box 19343, Washington, D.C. 20036 


Prices.effective May 1, 1981 and subject to change without notice. 
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During. 


Feeling nothing... 
but better. 


With CENTRAX " (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are rare.* Anxiety relief occurs smoothly, so that 
patients generally don’t feel anything—except less anxious. 


Centrax: 


(prazepam) 5-mg and 10-mg capsules 


10-my scored tablet 


The way anxiety relief 
should feel. 


As with all CNS-acting agents, patients should be cautioned against driving, drinking, 
or engaging in hazardous activities requiring mental alertness. All benzodiazepines should Б: 
prescribed carefully and patients assessed periodically to discourage improper usage. 


PARKE-DAVIS 


Please see following page for brief summary of prescribing information. 
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DRUG INTERACTIONS: ieCentrax (prazepam) ts to be combined with 
other drugs acting on the central nervous system, careful consideration 

E to the pharmacology of the agents to be employed. The 
nzodiazepines may be potentiated by barbiturates. nat- 
aznes,monoammne oxidase inhibitors, or other antidepres- 



























герат used to treat anxiety associated with somatic 
careful attention must be paid to possible drug interaction 
wi 1 medication 

HOW. SUPPLIED: Centrax 5 mg Each cap contains 5 mg prazepam 
Available in bottles of 100 (N 0071-0552-24). and 500 (М 0071-0552-30) 
Centrax 10 ma-- Each capsule contains 10 mg prazepam. Available in bot- 

5.0 100 (N Q071-0553-245. and S00 (N 0071- 95653. -30). Centrax 20 mg — 

omg prazepam. Avanabie in bow Nes g! 100 


ighi blue, scored teblel 
{М 0071-0276-40): 


PARKE-DAVIS — 


Division of Warner-Lambert Company 


Morris Plains, New Jersey 07950 PO-14-JA-O7B4-P-1 (4-82) 

























































































“National High Blood Pressure Education Program. 






























Controlling 
e 
high blood 
pressure on 
° e 
the job is good 
е 
business. 
Ilinesses from uncontrolled 
high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. 

About 2096 of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day, can prevent heart failure, 


stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
be easily detected and controlled 
so a person can lead a normal, 
healthy and active life. On the 
job. and off. To learn how your 
company can start a high blood 
pressure control program, write: 












Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 













National Heart. Lung. and Blood Institute. 
U:S. Department of Health and Human Services 
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Now have someone 
^. read this to you. 


Youare blind. A student. Facing four years of college. 
With about thirty-two textbooks to read. Plus fifty supplemental texts. 
How are you going to manage? 
With Recording for the Blind. Since 1951, we ve helped over 53,000 blind, 
perceptually and physically handicapped students get through school 
By sending them recordings of the books they need to read. Free. 
Recording for the Blind is non-profit, and supported by volunteers and 
contributions from people like you who can imagine whatit's like to be blind 
Your tax-deductible donation will help our students meet their 
educational goals. Wed all be grateful. 
If you want to know more about us, write: 


7 
| Recording for the Blind, Inc., 
an educational lifeline. 


Station E, 215 East 58th Street., New York, New York 10022, 
(212) 751-0860. 
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. Rapid treatment of acute psychosis with intramuscular HALDOL haloperid 

- has proved effective both in relieving patient suffering and in clearing 

. core psychotic symptoms of thought disorder’; it may also avoid or reduce the 

_ need for hospitalization. Low-dose, less-sedating drugs such as HALDOL 

. are preferred because they are less likely to produce sudden hypotension** 
cessive sedation? or troublesome anticholinergic effects?’ Extrapyramidal 

ymptoms, which depend upon individual sensitivity and can occur 

th all neuroleptics, can be controlled with antiparkinson medication or 
sage reduction** 


Aarked improvement often occurs in 2-3 hours; initial response may be seen’ 
ithin 30-60 minutes. Careful observation of patient response is essential. 


HALDOL can be given as often as every hourat any usual IM site, 
rely causing local irritation. Patients typically require 1 to 4 injections of 5 mg — 
t 60-minute intervals. 


(ALDOL offers the widest dosage range to meet wide individual variations 
patients' needs. 


Easy switchover from IM HALDOL to oral forms on а 1:1 basis smooths the 
transition to maintenance therapy. 


А 
qu. 


(ГООреПОО!) 


tablets/concentrate/injecti 


posed by professional models." Transient and orthostatic hypotension rarely occur. *Marked sedation is rare; some instances of drowsiness have bee 
fitextrapyramidal symptoms may require discontinuation of the drug: Please turn page for brief summary of prescribing ial 








* New 20-mg tablet facilitates h.s. administration, 
which may enhance patient compliance 


e Six tablet strengths aid in dosage adjustment 
during all phases of therapy, including 
long-term maintenance 


HALDOL? concentrate 
(haloperidol) 

tasteless, odorless and colorless; | 
easily added to food, juices or F 
water for ease of dosage 

adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 








HALDOIS (haloperidol) 
sterile injection 4- Pre-filled Syringe 


for rapid control (often within hours) ' 
in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in wornen likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependert in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emeraent Neuroloaical Sians: Abrupt discontinuation of short-term antipsychotic 





* Easy switchover from IM to oral forms 


e Tasteless, odorless, colorless concentrate 
permits very small dosage adjustments 


See Brief Summary of Prescribing Information below for 
contraindications, warnings, precautions and adverse reactions. 


120 тм. 
e 
HALDOL 
brand of 
HALOPERIDOL 
CONCENTRATE 


New 20 mg 


HALDOLS tablets ? 
(haloperidol) 


in 6 different strengths, for 
convenience in individualizing 


dosage. 
еә әт 2. 
WI yak Иа Е 


те Img 2mg 5mg 10mg 





HALDOU 


HALOPERIDOL 
TABLETS 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from “Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states wnich may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients wnen they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 


References: 1. Donlon PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapid 
neuroleptization method with injectable haloperidol. Am J Psychiatry 136(3):2 73-278, 1979. 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Engl J 
Med 305(19): 1128-1130, 1981. 3. Anderson WH, Kuehnle JC: Strategies for the treatment of 
acute psychosis. JAMA 229(14):1884-1889, 1974. 
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.. APA PLACEMENT SERVICE | 


For Employers and Applicants 














Those wishing to announce either position openings or availability for 
employment may register in advance by requesting a listing form by 
calling Ms. Patricia Anthony (202) 797-4867, or writing to her attention at 
| "АРА Central Office, 1700 48th Street, NW, Washington, D.C. 20009. Listing 
| forms should be returned no later than September 45th. On-site listings 
... Will also be accepted. However, forms received at the APA prior to 
| September 15th deadline will have exposure from the very beginn 
| ofthe Institute. There will be a placement booth and an interviewin 
area located on the third floor of The Galt House. Listings will = Le 
accepted for any mental health related position vacancy/availcbilir "n 





APPLICANTS – $4 for listing availability 
EMPLOYERS — $7 for listing job description 


... Complete sets of all applicants and positions will be available at 515. o 
: por set. These sets will be mailed two weeks following the institute 
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= Ke Ee ad 
OR 4 ^x c са: j 
x | zi м "ы. ЖЕ 


^ Pec 
: 


ychiatric pdliehts AN 
, (сер... GU 





Hypnotic therapy that 
deis from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients. '? Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 


alcohol during therapy. 
< ROCHE > 


Copyright © 1982 by Roche Products Inc. All rights reserved. 





studied in 737 neuropsychiatric 
patients 
Clinical data on Dalmane (flurazepam HCl/Roche) extend 
737 insomniac patients with concomitant neurologic or psy- 
Бак disorders who had difficulties in initiating and maintain- 
g sleep.* Thus, when specific hypnotic therapy is indicated 
fter a careful medical and psychiatric work-up, Dalmane is a 
well-documented choice. More than 200 studies involving 
early 10,000 patients attest to the efficacy and relative safety 
f Dalmane in insomnia.5 No other hypnotic has this kind of 
rough documentation. And none has been shown to be more 
ective. Dalmane is contraindicated in pregnancy and in pa- 
vents with known hypersensitivity to the drug. 






Percent improvement in sleep latency from pretherapy baselines 
DALMANE 





Temazepam Triazolam 


Wiurazepam HCl/Roche) (experimenta! hypnotic) 400 mg 
1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 
nights nights nights nights nights nights nights 
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Secobarbital Methaqualone  Chloral Hydrate 





"Contemporary Hypnotic Therapy 
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Dalmane (t2 HCV Roche) seldom causes 
morning hangover and avoids rebound 
insomnia 

Of all available hypnotics, only Dalmane has objective 
sleep laboratory evidence proving that insomniacs fall asleep 
significantly sooner (p<0.05), stay asleep significantly longer 
(р<0.01) and awaken less often (p<0.05) on the first 
three nights of therapy and after two consecutive weeks of treat- 
ment.^^ Dalmane maintained its ability to recuce deep latency 
and decrease total wake time for 28 consecutive nights. Since 
insomnia is usually transient, prolonged use of hypnotics is usu- 
ally not indicated. 

A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of marning hangover was low 
(3.1%) and clearly dose- and age-related.* And there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued.? 


Continuec nightlong efficacy 
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Ethchlorvynol Glutethimide 
DALMANE 
(— 6096) 
1-3 12-14 1.3 12-14 
nights nights 


METHAQUALONE 
400.mg ( — 25%) 






SECOBARBSTAL 
(—21%) 








CHLORAL 
HYDRATE (— 17%) 
TRIAZOLAM 

(~ 16%) 


NIGHTS 12-14 






ETHCHLORVYNOL 
(—7%) 





TEMAZEPAM 
(+2%) 


GLUTETHIMIDE 
(+ 19%) 





Baseline 
Adapted from Xales ef a" 
12«0.01 


Fora restful night ; 
| Dalmane : 


flurazepam HCI/Roche 





15-mg/30-mg capsules 


stands apart 


Please see next page for references and summary of product information. 
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Dalmane' flurazepam HCl/Roche) (V. 


: Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
: ked by difficulty in falling asleep, frequent nocturnal 
«i awakenings and/or early moming awakening; in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent, prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 
Contraindications: Known hypersensitivity to flurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
- when administered during pregnancy. Several studies sug- 
“gest an increased risk of congenital malformations associ- 
‘ated with benzodiazepine use during the first trimester. 
Warn patients of thé potential risks to the fetus should 
the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 
Warnings: Caution patients about possible combined 
effects with alcohol. and other CNS depressants. An addi- 
live ellect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(е... operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years o! age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
lor a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 
Precautions: In elderly and debilitated patients, it is rec- 
“ommended that the dosage be limited to 15 mg to reduce 
tisk of oversedation, dizziness, confusion and/or ataxia. 
“Consider potentia! additive effects with other hypnotics or 
СМ depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies. or in those with impaired renal or 
hepatic function. 
Adverse Reactions: Dizziness, drowsiness, lightheaded- 
ness, staggering. ataxia and falling have occurred. particu- 
larly in elderly or debilitated patients. Severe sedation, 
lethargy, disorientation and coma, probably indicative of 
* -drug intolerance or overdosage, have been reported. Also 
reported: headache, heartburn, upset stomach, nausea, 
vomiting, diarrhea, constipation, Gl pain. nervousness, 
talkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains, body and joint pains and С. com- 
«plaints. There have also been rare occurrences of leuko- 
реа, granulocytopenia, sweating, flushes, difficulty in 
focusing, blurred vision, burning eyes, faintness, hypoten- 
sion, shortness of breath, pruritus. skin rash. dry mouth, 
Нот. taste, excessive salivation, anorexia. euphoria. 
5 depression, slurred speech, confusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
~ bins, and. alkaline phosphatase; and paradoxical reactions. 
ссе. excitement, stimulation and hyperactivity. 
- Dosage: Individualize lor maximum: beneficial effect. 
Adults: 30 mg usual dosage; 15 mg may suffice in some: 
patients. Elderly or debilitated patients: 15 mg recom- ` 

























mended initially until response is determined. DS 


Supplied: Capsules containing 15 mg or 30 mg. 
flurazepam HCE К ES 


тшш, Roche Products Inc. 
5; Manati. Puerto Rico 00701 
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Libraries everywhere have found the 
easy way to fill photocopy requests 
legally and instantly, without the need to 
seek permissions, from this and over 
3000 other key publications in business, 
science, humanities, and social science. 

Participation in the Copyright Clear- 
ance Center (CCC) assures you of legal 
photocopying at the moment of need. 
You can: 

Fill requests for multiple copies, 
interlibrary loan. (beyond the CONTU 
guidelines), and reserve. desk without 
fear of copyright infringement. 

Supply copies simply and easily from 
registered publications. The CCC's 
flexible reporting system accepts 
photocopying reports and returns an 
itemized invoice. You need not keep any 
records, our computer will do it for you. 

The Copyright Clearance Center is 
your one-stop place for on-the-spot 
clearance to photocopy for internal use. 
You will never have to decline a 
photocopy request or wonder about 
compliance with the law for any 
publication registered with the CCC. 


For more information, just contact: 


Copyright 
Clearance 
Center 





| 21 Congress Street 
Salem, Massachusetts 01970 
| (617) 744-3350 


| a not-for-profit corporation 
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Before prescribing, please see cox e product UM 
information, a summary of which flaws: 
CONTRAINDICATIONS: Contra ndicate 


nhibitor (MACH 
class. At least two weess should elapse ween cessation af 
therapy with an МАО! and institution of therapy with Surmon 
(trimipramine maleate} М j 
WARNINGS: Children: This drag is not recommended Tor use in 
children, since safety and effectiveness i 


















Sure, history of urinary retentian. narri 
disorder, hyperthyroidism, a need for tiroid medication. In : 
patients receiving guanethidine or similar agent d 
block the pharmacologic effects of these drugs, Wa 
that the drug may impair the mertal or ghysical abili 
for driving or performing other potentizty hazardou 

PRECAUTIONS: Because of an inerenti Serious Sui 
tial, the nonhospilalized severely depressed pati 
given the smallest drug amoun: feasibli 
patients, activation of the psychosis m 
reduction of dasage or the addition of 2 тајог гапои ud | 
medication schedule. Manic or aypomanic-episodes ma ME 
especially in patients with cycliz-ype disorders: Surmont way 
have to be discontinued anti! the episodais relieved and тан: 
tuted, if requirad, at lower dosage. Limiticoncurrent administ 
tion of Surmorti! and elactroconvulsive therapy te these patients 
for whom it is essential. When pcssibie, discontinue «he dri 

for several days prior to-elective surgery. The use of alcohols 
drinks during therapy may provoke exagiderated tesponse 























































































| А ^ +18 А А n Potentiation of effects hzs been reported when tricyclic antid 

Ther eason? Surmontil (trimipr: amine pressants were administered with sympathomimetic amines. loc 

b maleate ) causes few decongestants. focal anesthetics солаи epinephirie; atro- 
i Q^ siclc S 2 Ses 7 ine, or drugs with an anticholinergic е?їзсї. Drugs having a. 

Antidepressant side effects а ее parasympathetic frt, molding ооо a 

: m : | S S 7 it latory п : | 

they didn t expect: г] X k ft o EE "d Usage n pregnancy repr Catogary f. Зато на 
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3 х if th tential benefit justifies the p Bal risk tothe feti 

Which, in turn, gives them compliance. Cardlavascular-—Hyposension, huperteselon. Шауа ps 

: t AU i , Е rmi pitation, myocardial infarction, arrhythmias, В ck 

а reason to discontinue their ^ Without sacrificing Psychiatrie Contusianal statas (especially іп t 

: : н . : © halfucinations, disorientètion, delusions: ix ty; 

medication on their own. effectiveness. agitation; insomnia and aightmares: type 


Sychosis. TH 
And, of course, the beneficial — so patients don't have to tenia dara, immor hen RO, Cee 
antidepressant effect. just wait out their depression.  iekelsergie on moa ma oni л" 
How many? S 1 miras; йип, antec Ши erba Mean UM 
` : »urmonti. micturition, dilation of the urinary tract. 
Nobody knows. Your patient feels zation oda of ace Sad tongue, Sn в 
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ferential counts should be performed in я 


A chance to make effective =. 


Endocrine — Gynecomastia in the male; treast enlargement and 
üalactorrhea in the female; increzsed or derreased libido; impo- 


tence; testicular swelling: elevation or depression of blood-sugar 
| #00 levels. ў 


Other—Jaundice (simulating obstructive; altered liver tinction: 
weight gain or foss; perspiration: flushing urinary frequency: ; 
drowsiness, dizziness, weakness, and fatigue: headache; parotid 


M swelling: alopecia. | : 
4 | = Withdrawal Synigtoms—Though not indicative of афет 
и Ёё abrupt cessatios of treatment aller prolonged therapy may pros. 
5 - E duce nausea, headache, and ma aise. БОЙ 
3 E SUPPLIED: 25 mg in botes of 200 opaque blue sod реноме 
sues, 50 mg in bottles of 100 opaque bloe and Orange capsuie: 
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IVES LABORATORIES INC. 


685 Third Averiue New York NY EION — 





BEFORE THE REVOLUTION 


Tortured minds and shackled limbs—common 
conditions from an era past. The era before the 
introduction of Thorazine', an event that was to 
revolutionize psychiatric care. 

Back in 1954, 'Thorazine' was notable for its 
effective control of the manifestations of psychosis, 
for increasing patient accessibility to psycho- 
therapy, for helping restore large numbers of 
patients to productive lives in the community. 
Today, 28 years later, it still is. 


x Tablets: 
50 and 100 mg. 
of the HCI 


CHLORPROMAZINE 
The original chlorpromazine. 
From SK&F, pioneers in psychopharmacology. 


Please see next page for a brief summary of prescribing information. 


SIKKSF 


a SmithKline company 





Belore ribirig, see complete prescribi 
The following is a brief КК 


Of pror immediate provocations), and ir the short-term 
(e children who show excessive motor activity with. accompanying 

jiers apnsistirig of some or ail of the jollowing symptoms: impulsivity, difficulty 
tention aggressivity. mood lability and poor frustration tolerance. 









E iew Of this drug by the National Academy of Sciences National 
tch Council and/or other information, FDA has classified the other indication 
sows: 


Wy effective: For control of excessive anxiety, tension and agitation as seen in 
roses. 


lassification of the less-than-effective indication requires further investigation 








› ntraindications: Comatose stales, presence of large amounts of CN S. depressants, 
e marrow depression. 


mings: The possibility of extrapyramidal reactions from chlorpromazine may confuse 
ће diagnosis of Reye's syndrome or other encephalopathy. Therefore, avoid use in 
_ thildren or adolescents with suspected Reye's syndrome. 


Vox using in patients hypersensitive (e.3., blood dyscrasias, jaundice) to any pheno- 
палла. Caution patients about activities requiring alertness (e.g.. operating vehicles or 
таф Jj especially during the first few days. therapy Avoid concomitant use with 
:alcahót. May counteract antihypertensive effect of guanethidine and related compounds. 

290 in pregnancy only wher essential. There are reported instances of jaundice. prolonged 
extrapyrarnidal віт or һуреггећехіа in newborns whose mothers had received chlor- 
romiazine. hiorpromazine is excreted in the breast milk of nursing mothers. 














'elated drugs. (Reduce dosage of concomitant C.N.S. depressants } Anticonvulsant action 
i barbiturates is not intensitied, Antiemetic effect may mask Signs of overdosage of other 
$8 or obscure diagnosis and treatment of conditions such as intestinal obstruction, 
in tumor and Reye's syndrome (see Warnings). When used concomitantly, may 
ibscüre vomiting as a sign of toxicity of a cancer chemotherapeutic agent. Discontinue 
tedose, long-term therapy gradually. Patients with a history of iong-terr therapy with 
razine' and/or other neuroleptics shouid be evaluated periodically for possible adjust- 
nt iscontinuance of drug therapy. Use cautiously in patients with glaucoma, Neuro- 
я rugs cause elevated prolactin levels that persist during chronic administration 
се approximately one-third ot human breast cancers are prolactin-dependent in vitro, 
elevation is of potential importance if neuroleptic drug administration is contemplated 
patent with а previously detected breast cancer. Neither clinical nor epidemiologic 
10195 to-date, However, have shown an association between the chronic administration 
f neuroleptic drugs апа mammary tumorigenesis Chlorpromazine diminishes the effect 
Oral anticoagulants. Н may lower the convulsive threshold; dosage adjustments of anti- 
ohvuleants maybe necessary Concomitant administration with propranolol resuits in 
creased plasma levels of both drugs. Patients should not receive ‘Thorazine’ 48 hours 
betore or 24 hours after myelography with the contrast medium metrizamide 


horazine tablets have recently been reformulated to remove FD&C Yellow #5 (tartrazine) 
Reformulated lots can be identified by the wording “Modified Formula" on the immediate 

ntainer labels. However, until the transition process is complete, some lots of ‘Thorazine’ 
tablets containing FD&C Yellow #5 (tartrazine) will still be in stock. FD&C Yellow #5 
artrazine) may cause allergic-type reactions (including bronchial asthma) in certain 
. Susceptible individuals. Although the overall incidence of FD&C Yellow $5 (tartrazine) 
in the general population 15 low, it is frequently seen in patients who also have 
aspirin sensitivity. For specific information, contact Smith Kline &French Laboratories 
(outside Pa., call toll-free: 1-800-523-4835, ext. 4262: in Pa., cali collect 215-751-4262). 
"Adverse Reactions: Drowsiness, cholestatic jaundice. agranulocytosis, eosinophilia, 
“leukopenia, hemolytic anemia, aplastic anemia, thrombocytopenic purpura and pancyto- 
репа; postural hypotension, tachycardia. tainting, dizziness and occasionally a shock-like 
|, condition: reversal of epinephrine effects; EKG changes have been reported. but relation- 
Ship .to myocardial damage is not confirmed: neuromuscular {extrapyramidal reactions: 
“pseudo-parkinsenism, motor restlessness, dystonias, persistent tardive dyskinesia; psy- 
chaotic symptoms, catatonic-like states. cerebral edema; convulsive seizures; abnormality 
"of the cerebrospinal fluid proteins; urticarial reactions and photosensitivity, exfoliative der- 
matitis, contact dermatitis; lactation and breast engorgement (in females on large doses), 
false positive pregnancy tests, amenorrhea, gynecomastia, hyperglycemia, hypoglycemia, 
glycosuria: dry mouth, nasal congestion, constipation, adynamic ileus, urinary retention, 
miosis, mydriasis; after prolonged substantial doses, skin pigmentation, epithelial kera- 
topathy. lenticular and corneal deposits and pigmentary retinopathy, уіѕиа: impairment: 
mild fever (after large I.M. dosage); hyperpyrexia; increased appetite and weight; a systemic 
lupus erythematosus-like syndrome; peripheral edema. 


NOTE; Sudden death in patients taking phenothiazines (apparently due to cardiac arrest 
or asphyxia due to failure of cough refiex) has been reported, but no causa! relationship 
спав been established 


`: Supptied: Tablets, 10 mg., 25 mg., 50 mg., 100 mg. and 200 mg., in bottles of 100; 
- Single Unit Packages of 100 (intended for institutional use only). Spansule* capsules, 
30 mg. 75 mg.. 150 mg., 200 mg. and 300 mg., in bottles of 50; in Single Unit 

ot 100 (intended for institutional use only). Injection, 25 mg./mi.; Syrup, 10 mg./5 ті; 
Suppositories, 25 mg. and 100 mg.; Concentrate (Intended for institutional use only), 
< 80 mg./ml. and 100 mg./mi. ; 


«Philadeiphia. Pa. C o un 
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combativeness and/or explosive hyper- 









































his troubles may 
have begun 
in 1882... 

in 1782... 

in 1682... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease 
During the last decade, 
the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will exoand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 
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| Psychiatric Knowledge & Skills Self-Assessment Program 


: The American Psychiatric 
л Associ ation announces the FIFTH EDITION of 

—. Psychiatric Knowledge & Skills Self-Assessment 
ogram (PKSAP V). 


PKSAP V provides you with a 
comprehensive approach to self-assessment and 
focuses on recent advances in psychiatry. 
Seventy-five percent of the material addresses 

. Clinical knowledge and skills, especially newer 
treatment concepts and current developments 
psychiatry and related fields, and twenty-five 
percent covers basic knowledge, principles and 


Module A 

Diagnostic Testing 

Geriatric Psychiatry 

Schizophrenia 

Sexual Functioning and 
Disorders 

Short Term Dynamic 
Psychotherapy and 
Family Therapy 

Registration Deadline: 

October 29, 1982 








Module B 
Affective Disorders 
Alcohol and Substante Abuse: 
Emergency Psychiatry 
Forensic Psychiatry 
Sleep Disorders 





PKSAP V gives you the opportuni- 
to review and update your clinical knowledge, 
ompare and relate your knowledge and skills 
vith those of other participating psychiatrists, and 
-plan continuing education activities in light of 
identified strengths and deficiencies. 


The new format contains three 
self-contained “modules” which you review over 





Module C 

Child Psychiatry, Mental I 
Retardation and Genetics . f 

Consultation Liaison Bo 




















three years. Each module covers five topics in Psychiatry 
d рп Neuroses and Personality 
à ' Disorders 
m | | тр, 
may register now for the entire PKSAP V Ко d 
gram, or only for Module A. The registration 
- deadline for Module A is October 29, 1982. 
(Materials wiil be mailed in November 1982.) 
PKSAP V Registration Form ALL ORDERS MUST BE PREPAID 
Please type or print all information 
[ n | | HE MM | | 
ees к OO НОТ ЛЕ АЕ ИЕ SI Wer ОА И ЖЕКС 
— rac FIRST NAME . LAST NAME _ . TE 
ERE 4A—L LLLI LO LOI dE d d ааа вава а 
со зык ш» ADORA DIOE STPEETADDNESSI BN een ee 
| 1 
кыйыры ERS Е Ы o ndo pod. [D pod do ОИ С Бор 531 BEeL.lciocl I i 4 12i j 
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ж сє чү bebe ҮЕ ЖЕ ЕН ОЕ ЖКК КЕ ddp obe. NEN 
СҮ STATE 212 
*Registration Fees: Please check the appropriate category below. 









me -Modulo .. - Resident ** Psychiatrist 
QUA T 9500 


CÜAMEAC о $20. 


Please make checks payable to APA—PKSAP V. Mail to. American Psych sociation. 1700 18th St., N.W ‚ Washington, DC 20009-9963 


“Funds must be iri US dollars. 


**Residents receive а 20% discount. Fees are subject to increase without notice. 






DIRECTOR OF PSY 


SE Bd. Gert. or elig. Psychiatris 
. Qrowing osychi 















hes for a 28-bed 
cute inpatient psychiatric unit, liaison Services, 
CICA! resident education, and a new олра- 
ient alcohol treatment program. Applicants 
hould oe skilled in the fields of general psychia- 
р ту including psychiatric evaluation and diog- 
] Dosis, individual and group osychotherapy and 
< chemical dependency. Applicants must also 
have at least 5 years’ previous experience in 
nanaging broad-based psychiatric and be- 
havioral science services, preferably in the gen 
-etal hospital setting. The hospital has strong 
medicine and surgery departments and is lo- 
'Cated in a beautiful suburban setting in the Pa- 
cific Northwest. Private practice option includi- 
ed. Salary and fringe benefits excellent and 
Competitive. 















Child-adolescent and adult private prac- · 
tices. Group or solo. Excellent private 
psychiatric hospitals. Please send C. 
and lifestyle preferences to: ; 



























W. Sanford Smith 
Professional Practice 
Management, Inc. 
1102 Kingwood Drive 
Kingwood, TX 77339 


‚ + 
Submit resume to: 
l Personnel Deportment, 
St. Vincent Hospital and Medical Center, 
5 2205 SW. Bames Road 
Portiand, OR 97225 
An Equal Opportunity Employer. 


(8) 




















Let the American Psychiatric Association guide you to new precision in diagnosis. . 
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*' DSM-III for CLINICIANS - 


Learn to incorporate and utilize DSM -III for better diagnosis, communication, and trea 
































































*' Course Chairperson Fee: DSM-III for Clinicians $75.00 
| Robert L. Spitzer, M.D. Please add $5.00 for shipping and handling. 
. Ог. Spitzer was Chairperson of the APA Task Force on No- N.Y. State residents add state and local sales ta 
-- menclature and Statistics during the development of DSM-III. Please make checks payable to: DSM-III for Clini E 
Unique Program for Clinicians Nana шы үн юне жола зв || 
More than à conventional self-study program, this course Р i T d ; 
provides individual guidance for the kind of learning expe- e a a ONE EROR UM eee MET 
-Tience that promotes understanding and anchors important І To order the ОЅМ- Ш for Clinicians, fill in the b 
ideas. Offered in a unique interactive format that stimulates і са па re your check to: |: 
nest E inici E : ! z ; ! 
соро ыш i E TANU ааш Н саны | AV/MD 404 Park Ave. South, New York, NY 10016 | 
с © Six one-hour audiocassettes of faculty presentations | i 
|: Course Syllabus with a summary of each audiotape pre- | Name | 
sentation, appropriate illustrations, and case study indicat- | | 
ing the process of assigning diagnosis. ! Pu 
_ © Case Studies section with specially designed worksheets t Address bo 
to practice your own diagnostic skills. T | | 
in i up of 60 multiple-choice 
: co tpe ng Test section made up o p City РР Zip | 
ur test answers will be scored by our computer center. i Ve 
ur score, along with.a master answer sheet and a cer- ! Phone i 
* tificate indicating earned CME credit, will be returned. p. Tm "p ЕИ ! 
Earn 10 hours of Category 1 СМЕ credit 00 e .. | Charge my: VISA — Master Card — E 
Аз an organization accredited for continuing medical education, the Americ E ЖЫН i à E 
. Psychiatric Association designates this CME activity as meeting the criteria for | Account # — Expiration Date — С 
> Mp to. 10 credit hours in Category 1 of the Physician's Recognition Award of i : 
ће AMA and бї the CME requirements of the APA, provided it is used and com- ! М.С. Interbank # 
s pleted as designed. А i 
. This program is supported in part by an educational ! Signature 
х S E : 


. grant from Roche Laboratories. 





VALIUM (diazepam/Roche) IN THE 
FOREFRONT OF NEURORECEPTOR RESEARCH 





Artist's concept of neurotransmitter 
being released into synaptic cleft and 
impinging on receptor sites 


Copyright © 1982 by Roche Products Inc. All rights reserved 





2pening new investigative pathways 
Yo where and how Valium (diazepam/Roche) exerts 
S distinctive antianxiety action 


ew discoveries in receptor research have Under especially intense investigations are the 
mulated the search for endogenous brain sub- САВА receptors and the benzodiazepine binding 
ances that may be involved in the mediation of sites themselves—apparently constellations of 
"xiety.5 It has been further theorized that these closely linked but not identical structures. 
lbstances may act as ligands that bind to Future implications for improved therapy. 

е same or similar sites as do benzodiazepine mole- |n future work, Roche researchers and other scien- 


les —binding Sites early identified with the use tists hope to identify and characterize various differ- 
eren a ы qood ds diae ential sites in the brain, which may result in more 
ostu specific di ic and therapeutic aporoaches. 
e ability of benzodiazepines to bind with the sites Ge AONO gna era sla 


»pears to correlate with their clinical effects.2475 
esent investigations into clinical relevance 
binding sites. Laboratories at Roche have 
»nducted research to identify and isolate sub- 
ances that may prove to be endogenous ligands, 


it no definitive identification has yet been made. 2-mg, 5-mg, 10-mg scored tablets 

searchers are also studying substances which ^d 

Jo not bind, but rather interact with the benzo- (V. 
diazepine binding sites—most notably 


gamma-aminobutyric acid (GABA)— 


and are postulated to mediate certain diazepam/ Roche 


pharmacologic and clinical 


benzodiazepine effects.2490 THE RESEARCH AND CLINICAL LEADER 







Please see brief summary cf product information 
and references on the fo lowing pags. 
LJ 










(diazepam/ Roche) 


^. Before prescribing base consult complete product information, EE Ca 2 ee 
a summary of which follows: ~*~ = у СЕ 
Indications: Manogement of anxiety disorders, or short-term relief of PLE ASE NOTIFY. US as 
* b T uer 
Es 3 6 WEEKS IN ADVANCE | 
therapy). = e | 
The effectiveness of Valium in long-term use, that is, more than 4 months, 


т MEMBERS: This notification will change - 
has not been assessed by systematic clinical studies. The physician should wm 
periodical reassess ihe tssfuness of fne drug for fne individual patient. your address (and/or name) for the — 


Contraindicated: Known hypersensitivity to the drug. Children under : 
6 monins of age, Acute тотон angle glaucoma; may be ued in pollent AMERICAN JOURNAL OF PSYCHIATRY, 


e к Й Е Болеро nas рог шо hazardous’ | | PSYCHIATRIC NEWS, and all member- |. 
: án. conv rders, poss; increase in frequency and/ verity i Wi 
of grand mai seizures may requre тсвана dosage of МОСС onficcn- wide APA mal | ings. 
voni мо ache с кы one rakes Atle ae simul 
r o | - . ч 
"ош gestor 9099 ond aer CNS depressant, Windiowol SUBSCRIBERS: Please notify each 
symptoms similor to those w iturates and alcohol have been А А 
observed with abrupt discontinuation, usually limited to extended use and pu bl ication separ ately. 
excessive doses. infrequently, milder withdrawal symptoms have been 
reported following t discontinuation of benzodiazepines after con- 
tinuous use, generally at higher therapeutic levels, for at least several 
months. After extended therapy, gradually taper dosage. Keep addiction- 
ü prone individuals under careful surveillance because of their predisposi- 














k refiox sp asm to: 
disorders; athetos 










FORMER ADDRESS: 













ndence. Г 
in Pregnancy: Use of minor tranquilizers during first 
fr ter should almost always be avoided because of 
ооо ы possibilty of pregnancy whe 
sev studies. er poss of pregnancy when 
stituting therapy: advise patients to сизе тетару if they PAST E LA B E L H E R E 
lend to or do one pregnant. 
Precautions: If combined with other psychotropics or anticonvulsants, 
consider carefully pharmacology of agents employed; drugs such as 
‘phenothiazines, narcotics, barbiturates, MAO inhibitors and other antide- 
ants may potentiate its action. Usual precautions indicated in 
ents severely depressed. or with latent depression, or with suicidal 


3 incles. Observe usual precautions in impaired renal or hi ic func- 
tion. Limit dosage to smallest effective amount in elderly and debilitated NEW ADDRESS and/or NAME: 
to preclude ataxia or oversedation. 
The clearance of Valium and certain other benzodiazepines can be 
"delayed in association with Tagamet (cimetidine) administration. The clini- 
cal significance of this is unclear. 
Side Effects: Drowsiness, confusion, diplopia, hypotension, changes in 
libido. nausea, fatigue, depression, dysarthria, jaundice, skin rash, ataxia, 
constipation, headache, incontinence, changes in salivation, slurred 
Pap tremor, vertigo, urinary retention, blurred vision. Paradoxical reac- 
s such as acute hyperexcited states, anxiety, hallucinations, increased 
muscle spasticity, insomnia, rage, sleep disturbances, stimulation have 
been reported; should these occur, discontinue drug. Isolated reports of 
venia, jaundice; periodic blood counts and liver function tests 
sable during long-term therapy. 
ge: Individualize for maximum beneficial effect, Adults: Anxiety dis- 
orders, symptoms of anxiety, 2 to 10 mg bid. to qd. alcoholism, 10 mg 
tid. or a.d. in first 24 hours, then 5 mg t.i.d. or a.d. as needed; adjunc- 
fively.in skeletal muscle spasm, 2 to 10 mg t.i.d. or q.i.d.; adjunctively in 
convulsive disorders, 2 to 10 mg Ба. to qid. Geriatric or debilitated 
patients: 240 2% mg, 1 or 2 times daily прау. increasing as needed and 
tolerated. (See рооза Children: to 2» mg t.i.d. or qid. initially, 
increasing as. needed and folerated (not for use under 6 months). 
How Supplied: For oral administration, Valium scored fablets—2 mg. 
white; 5 mg, yellow; 10 mg, blue—bottles of 100* and 500;* Prescription 
Paks of 50, available in trays of 10.* Tel-E-Dose* packages of 100, avail- 
Pen toa of 4 reverse-numbered boxes of 25! and in boxes containing 
ips of 10." 


*Supplied by Roche Products inc., Manati, Puerto Rico 00701 
'Supplied by Roche Laboratories, Division of Hoffmann-La Roche Inc., 
Nutley, New Jersey 07110 
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DEPARTMENT 
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CITY STATE ZIP 














APA MEMBERS MAIL TO: 


APA Division of Membership Services 

and Studies 

AMERICAN PSYCHIATRIC ASSOCIATION 
1700 Eighteenth Street, N.W. 
Washington, D.C. 20009 
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Psychiatry 4204) Sec 2:444, Nov 1981. 4, Study RE, Barker JL: JAMA 247: d 

2147-2151, Apr 16, 1982. 5. Breesirup C Nielsen M, Olsen CE: Proc Natl Acad | А ЕЯ 

F283 Low 82308-372, Оет 1 oes vere Nec. || АВА Giavlation Deparment 

059 N ОД S oko ic. 872, Зпудег 420] Goo 240-44 Now 1981 | | AMERICAN PSYCHIATRIC ASSOCIATION 

NOV i. 9. H E a, 3 

46. iostely WE? Br Кусу 135251288. бөр 1978. di 1700 Eighteenth Street, N.W. 

Washington, D.C. 20009 


ROCHE PRODUCTS INC. 
® Manati, Puerto Rico 00701 


AR 


















Hospitals has an open- 
i rist to cirect a 28 
ew unit in the 






the leading community Me 
n the state of Texas i 
d Psychiatrists to gr 
eeking uals who are 
g significant contributions a 
] ‚ If you have a sincere desire to 
vide quality services to our clients, we are 
terested in discussing these opportunities 
ith you. Applicants must possess a Dr. of 
Medicine degree, licensed to practice in the 
state of Texas and be a Board Eligible Psychia- 
ist. Other requirements include at least 1 year 
of post graduate training exposure in the area of 
Mental Health and/or Substance Abuse and the 
ability to develop and implement treatment 
ans. 


he salary is $50,000-$60,000. Our excellent 
inge benefit package includes; cost-free 
ealth, life, disability insurance, and retire- 
ment plan. Paid vacation, sick leave, holidays 
and paid social security. 
























Other responsibilities include: fisca 
ment; psychiatric services manageme 
sional medical staff management; psy | 
education coordination; and A.T.C. gram . 
consultation. Salary: $60,000-80,000 commensu- 

rate with experience. ОЗО NONE 





































Southwest Washington Hospitals opera 
couver Memorial Hospital and St. Jose 

munity Hospital, with 451 licensed beds 
located right across the Columbia Ri 
Portland, Oregon, with all its big-city. 
yet with few big city problems. 






















Please forward curriculum vitae to 


Southwest Washington Hos 
Personnel Department 
P.O. BOX 1600 
Vancouver, WA 98660 


Equal Opportunity Employer | 










Ы Please direct resume to: 


Bexar County Mental Health 
Mental Retardation Center 

Attn: Ignacio Leija, Personnel Director 
434 S. Main, Suite 400 

San Antonio, Texas 78204 









= 
ШЕ Psychiatrists 


UNIVERSITY 
OF CALGARY 









Applications are invited for full-time academic and clinically oriented appointments at The University of 
Calgary, Department of Psychiatry in conjunction with the Calgary General Hospital Department of - 
Psychiatry. Calgary General Hospital is a 933-bed general/teaching hospital in Calgary, 80 miles from 

Banff, in the heart of western growth and development. The Department of Psychiatry provides service 
within a 96 bed in-patient facility, out-patient, forensic and emergency programs. The active multi- 
discipline team seeks two additional psychiatrists for this service at the assistant professor level. In 
accordance with Canadian immigration requirements, priority will be given to Canadian citizens and 
permanent residents of Canada. Deadline for receipt of applications is December 31, 1982 with the 
appointment date July 1, 1983 or earlier. Salary levels will be based on salary scale at The University of 
Calgary. 


For further information contact: 








© Dr S.K. Littman, Chairman C. Jules Lamarre, M.D., Director 
. Department of Psychiatry Department of Psychiatry 
The University of Calgary Calgary General Hospital 
© 8330 Hospital Drive N.W. 841 Centre Avenue East 
. Calgary, Alberta T2N 4N1 — . . Calgary, Alberta T2E 0A1 


Telephone (403) 270-1296 ^... Telephone (403) 268-9200 








at he vem ee sheen Daily шшр of ihe ele eu 
sequences of taking alcohol after ANTABUSE strengthens his 


ecis n to stay sober. 
(TABUSE blocks the normal degradation of alcohol (increasing t 
itration of acetaldehyde in the blood by 5 to 10 tímes) resulting 


liscomforting reaction even when only a slight amount 
ngested" : 


unt of the effects of — 
en ANTABUSE, and. 
ys after the last dose. _ 


TLABORATORIES 
à | New. York, N.Y. 100177 .— 











For tuli prescribing information, L 
- BRAND OF DISULFIRAM IN ALCOHOLISM : 
INDICATION p 








ANTABUSE (disulfiram) is an aid in tha management of selected chronic alcoholic - 


patients who want to remain in a state of enforced sobriety so that supportive апа. 
psychotherapeutic treatment may be applied to без! advantage. (Used alone. 
* without proper motivation and without supportive therapy, ANTABUSE is not à 
cure for alcoholism. and it is unlikely that it wiliave more than a brief effect on the 
drinking pattern of the chronic alcoholic) - o p : 
CONTRAINDICATIONS Gem 5A 
Patients who are receiving or have rezently received metronidazole, paraidehyde, 
alcohol, or aicohol-containindg preparations, е:0.. Cough syrups, tonics and the 
like, should not be given ANTABUSE. : ; 
d ANTABUSE is contraindicated in the presence of severe myocardial disease ог 
< coronary occlusion, psychoses, and hypersensitivity to disulfiram or to other 
thiuram derivatives used in pesticides and rubber vulcanization. 


WARNINGS 


F ANTABUSE should never be administered to à patient when е is in a state of 
ateohot intoxication or without his full knowledge. ^ ; : 
The physician should instruct relatives accordingly. 


"The patient must be fully informed of the ANTABUSE -alcohol reaction. He must 

-pe.strongly cautioned against surreptitious drinking while taking the drug. He : 

should be warned to avoid alcohol in disguised form; i e, in-sauces, vinegars, 

о cough mixtures, and even aftershave lotions and back rubs. Не should.also be 
warned that reactions may occur with alcohol up to 14 days after ingesting 
ANTABUSE M . . 

The ANTABUSE-ALCOHOL REACTION: ANTABUSE plus alcohol, even small 
amounts. produces flushing; throbbing in head and neck. throbbing headache, 
respiratory difficulty, nausea, copious vomiting. sweating, thirst, chest pain. palpi- 
tation, dyspnea, hyperventilation, tachycardia, hypotension, syncope, marked 
uneasiness. weakness, vertigo; blurted vision, and confusion. In severe reactions 

‘there may be respiratory depression, cardiovascular collapse, arrhythmias, 

myocardial infarction, acute congestive heart failure, unconsciousness, convul- 

sions; and death. р pi ; : e 

ois The intensity of the reaction varies with each individual, but is generally propor- 

Ciona! to the amounts of ANTABUSE and alcohol ingested. 

DRUG INTERACTIONS: Disulfiram appears to decrease the rate at which certain 
drugs аге metabolized and so may increase the blood levels and the possibility of 
Clinical toxicity of drugs given concemitantly. 




























-DISULFIRAM SHOULD BE USED WITH CAUTION IN THOSE PATIENTS RECEIV- 


ING PHENYTOIN AND ITS CONGENERS, SINCE THE CONCOMITANT ADMINIS- 
TRATION OF THESE TWO DRUGS CAN LEAD TO PHENYTOIN INTOXICATION 
тау be necessary to adjust the dosage of oral anticoagulants upon begin- 

ning or stopping disulliram, since disulfiram may prolong prothrombin time 

^: Patients taking isoniazid when disulliram is given should be observed for the 
appearance of unsteady gait or marked changes in mental status and the.disul- 
tiram discontinued if such signis appear. 

In rats, simultaneous ingestion of disulfitarn and nitrite in the diet for 78 weeks 
has been reported to cause tumors. The relevance of this finding to humans is not 
kriowrrat this time, 
. CONCOMITANT CONDITIONS: Because of the possibility of an accidental ANTA- 
. BUSE-alcohol reaction, ANTABUSE {disulfiram} should be used with extreme 

caution in patients with any of the following Conditions: diabetes mellitus, hypothy- 
roidism, epilepsy. cerebral damage. chronic and acute nephritis, hepatic cirrhosis 
А or insufficiengy, = = ; 
wo. USAGE IN PREGNANCY: The safe use of this drug in pregnancy has not been es- 
; tablished. Therefore; ANTABUSE should be used during pregnancy only when, in 
the judgment of the physician, the orobable benefits outweigh the possible risks 
PRECAUTIONS 
Patiants.with a history of rubber contact dermatitis should be evaluated for 
hypersensitivity to thiuram derivatives before receiving ANTABUSE (See Contra- 
indications). = 
It is suggested that every patient under treatment carry an Identification Card, 
stating that he is receiving ANTABUSE and describing the symptoms most likely 
to occur às a fesült of the ANTABUSE-alcoho! reaction. In addition, this card 
should indicate the physician or institution to be contacted in emergency. (Cards 
may be obtained from Ayerst Laboratories upon request.) 
Baseline and follow-up trarisaminase tests (10-14 days) are suggested to detect 
any hepatic dysfunction that may result with ANTABUSE therapy. In addition, a 
complete blood count and a sequential multiple analysis-12 (SMA-12) test should 
be made every six months. : 
Patients taking ANTABUSE Tablets should not be exposed to ethylene 


dibromide or its vapors. 
ADVERSE REACTIONS 
(See Contraindications, Warnings, and Precautions.) 

OPTIC NEURITIS, PERIPHERAL NEURITIS AND POLYNEURITIS MAY OCCUR 
FOLLOWING ADMINISTRATION. ОЕ ANTABUSE. 

Occasional skin eruptions аге, asa rule, readily controlled by concomitant 
administration of an antihistaminic drug: ў 

in a small nurribec of patients, à transient mild drowsiness. fatigability impo- 
тепсе. headache, acneform eruptions, allergic dermatitis, or a metallic or garlic- 
like aftertaste may be experienced during the first two weeks of therapy. These 
complaints usually disappear spontaneously with the continuation of therapy or 
with reduced dosage. NERA : 

Psychotic reactions have been noted, attributable i most cases to high 

**. dosage, combined toxicity (with metronidazole or isoniazid), orto the unmasking 

of underlying psychoses in patients stressed by. the withdrawal of alcohol. 

One case of cholestatic hepatitis has been reported; but its relationship to 
ANTABUSE (disulfiram) has not been unequivocally established. i 

DOSAGE AND ADMINISTRATION 
ANTABUSE should never bé administered until the patient has abstained from 
alcohol lor at least 12 hours. | : MK NUN 
INITIAL DOSAGE SCHEDULE: In the first phase of treatment, a maximum of 500 
mg daily is given in a single dose tor one to мо weeks. =~. 
MAINTENANCE REGIMEN: The average maintenance dase is 250 mg daily 
(range, 125 to 500 mg). it should nct exceed 500 mg daily. 
DURATION OF THERAPY. The daily, uninterrupted administration of ANTABUSE 
must be continued until the patient is fully recovered socially and a basis for 
permanent self-control is established. ' 
HOW SUPPLIED 

ANTABUSE — No. 809. Each tablet (scored) contains 250 mg disulfiram, in bot- 
ties of 100. No. 810-- Each tablet (scored) contains 500 mg disulfiram, in bottles of 














50 and 1,000 7831/182 
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| Ayerst. AYERST LABORATORIES 

UA] New York, N.Y. 10017 
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The publication of an advertisement in this journal dqes 
not imply endorsement of the product or service by the 
erican Psychiatric Association. A 
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4 К) oime things are hard to improve upon. Like a 
dS .  Stradivarius..and Stelazine. — | 
2o! а ће 24 years since ‘Stelazine’ was introduced, _ 
7 other antipsychotic agents have become available. 

| None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 

Stelazine' in reducing psychotic target symptoms. 

Dependable, effective 'Stelazine' — a classic 
antipsychotic. From SK&F, pioneers in 
psychopharmacology. 
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Before prescribing, see complete re- istration of high doses may result in cumulative Grand mal and petit mal convulsioris; altered 
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ture or PDR. The following is a brief toms. If retinal changes occur, discontinue drug. prolongation and intensification of che actien 
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* Research Council and/or other information, Stclazine and/or other neuroleptics should be like states; hypotension (sometimes fatal); 
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Clearly, the specialty of psychiatry has many critical prob- 
“lems. In preparing this volume, Drs. Cavenar and Brodie 
8 yed the psychiatric literature to find those problems 
about which there has been recent extensive discussion 
and controversy. From an impossibly long list, 21 areas 
iere selected. 
Xs of acknowledged competence and stature were 
| to address what they considered to be the critical 
lems in their particular areas of expertise. The result is 
his significant and stimulating book. 
< "State-of-the-art" articles are grouped in four sections: 
Psychiatry and Medication, Diagnosis and Nondrug Treat- 
ment of Psychiatric Disorders, Psychiatric or Personality 
Disorders, and Academic Issues in Psychiatry. 
А few of the challenging topics explored are: 
а. The Nature of Anxiety 
wm. Does Biofeedback Work? 
п The Puzzle of Depression Diagnosis: A Binomial 
- Solution 
ж Treatment Goals and Patients' Responsibilities 
a The Enigma of Convulsive Therapy—An Effective, Safe, 
and Controversíal Treatment 
m Forgotten Warriors: Continuing Problems of Vietnam 
- Veterans 
^w Alcoholism: A Disease or a Bad Habit? 
а Human Sexual Conflicts: Homosexuality 
^m Life Change: Its Perception and Application 
a Psychoanalysis and Academia: Barriers to Full-Time 
"Academic Careers for Analysts 
wu Forensic Issues: Confidentiality and the "Warning" 


‘Many questions of critical importance are raised by the 
authors. For some, solutions are provided. A major strength 
‘of this work is that it points the way for further study and 
research and encourages readers to seek solutions to prob- 
lems for which there currently are no clear answers. 


612” x 9%4”. 518 Pages. 13 Illustrations. 1982. 
65-06323. $29.50 
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ames ‘of chairpersons of APA councils, commissions, committees, and task forces appear in the January, June, and. 
september i issues of the American Journal of Psychiatry. 


Compliance comes of 


Now Surmontil? (trimipramine maleate) has a big brother. 


А new high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 


For few problems. 


And greater compliance. 
Because your patients don't need 


any more trouble. 
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trimipramine maleate 
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Before prescribing, please see complete product information, a 
summary of which follows: 


CONTRAINDICATIONS: Contraindicated in cases of known hyper- 
Sensitivity to the drug, and during the acute recovery period after 
myocardial infarction. The possibility of Cross-sensitivity to other 
dibenzazepine compounds should be kept in mind. Surmontil (trimi- 
pramine maleate) should not be given in conjunction with drugs of 
the monoamine oxidase inhibitor (МАО!) class. At least two weeks 
Should elapse between cessation of therapy with an МАО! anc insti- 
tution of therapy with Surmontil (trimipramine maleate). 


WARNINGS: Children: This drug is not recommended for use in chil- 
dren, since safety and effectiveness in the pediatric age group have 
not been established. Adults: Use extreme caution in giving the drug 
lo patients with evidence of cardiovascular disease. Caution is 
advised in patients with: increased intraocular pressure, history of 
urinary retention, narrow-angle glaucoma, seizure disorder, hyper- 
thyroidism, a need for thyroid medication. In patients receiving 
guanethidine or similar agents, Surmontil may block the pharmaco- 
logic effects of these drugs, Warn patients that the drug may impair 
the mental or physical abilities required for driving or performing 
other potentially hazardous tasks. 


PRECAUTIONS: Because of an inherently serious suicide potential, 
the nonhospitalized severly depressed patient should be given the 
Smallest drug amount feasible. In schizophrenic patients, activation 
of the psychosis may occur and require reduction of dosage or the 
addition of a major tranquilizer to the medication schedule. Manic or 
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hypomanic episodes may occur, especially in patients with cyclic- 
type disorders; Surmontil may have to be discontinued until the epi- 
sode is relieved and reinstituted, if required, at lower dosage. Limit 
concurrent administration of Surmontil and electroconvulsive ther- 
apy to those patients for whom it is essential. When possible, dis- 
Continue the drug for several days prior to elective surgery. The use 
of alcoholic drinks during therapy may provoke exaggerated 
response. Potentiation of effects has been reported when tricyclic 
antidepressants were administered with sympathomimetic amines, 
local decongestants, local anesthetics containing epinephrine, atro- 
pine, or drugs with an anticholinergic effect Drugs having a para- 
sympathetic effect, including tricyclic antidepressants, may alter 
ejaculatory response. 

Usage in pregnancy: Pregnancy Category C. Surmontil has shown 
evidence of embryotoxicity and/or increased incidence of major 
anomalies in rats or rabbits at doses 20 times the human dose. There 
are no adequate and well-controlled studies in pregnant women. Sur- 
montil should be used during pregnancy only if the potential benefit 
justifies the potential risk to the fetus 
Cardiovascular—Hypotension, hypertension, tachycardia, palpita- 
tion, myocardial infarction, arrhythmias, heart block, stroke. 
Psychiatric—Confusional states (especially in the elderly) with hallu- 
cinations, disorientation, delusions; anxiety, restlessness, agitation; 
insomnia and nightmares; hypomania; exacerbation of psychosis. 
Neurologic—Numbness, tingling, paresthesias of extremities: 
incoordination, ataxia, tremors; peripheral neuropathy: extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns; tinnitus. 
Anticholinergic—Dry mouth and, rarely, associated Sublingual 
adenitis; blurred vision, disturbances of accommodation, mydriasis, 


Constipation, paralytic ileus; urinary retention, delayed micturition, 
dilation of the urinary tract 

Allergic—Skin rash, petechiae, urticaria, itching, photosensitiza- 
tion, edema of face and tomgue. 

Hematologic—80ne-marrow depression including agranulocytosis, 
eosinophilia; purpura; thrombocytopenia beukocyte and differential 
counts should be performed in any patient who develops fever and 
sore throat during therapy the drug shouldibe discontinued if there is 
evidence of pathologic neutrophil depressian 
Gastrointestinal—Nausez and vomiting, anorexia, epigastric dis- 
tress, diarrhea, peculiar taste, stomatitis, 22ботіла! cramps, black 
tongue 

Endocrine—Gynecomastia in the male; breast enlargement and gal- 
actorrhea in the female; increased or decreased libido; impotence; 
testicular swelling; elevation or deoression of blood-sugar levels. 
Other—Jaundice (simulat ng obstructive); altered liver function; 
weight gain or loss; perspiration; flushing; urinary frequency; drow- 
siness, dizziness, weakness, and tatique; headache; parotid swelling; 
alopecia. 

Withdrawal Symptoms—Though not indicative of addiction, abrupt 
cessation of treatment after prolonged therapy may produce nausea, 
headache, and malaise. 

SUPPLIED: 25 mg іп bottls of 100 opaqueblue and yellow cap- 
sules, 50 mg in bottles of *00 opaque blue and orange capsules, 100 


mg in bottles of 100 opaque blue and white zapsules. 


IVES LABORATORIES INC. 
685 Third Avenue, New York NY 10017 
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Tamingthe : | 
‘psychotic fury 


From crisis through recovery 
without excessive sedation. 


C Effective, rapid tranquilization 
with NAVANE® (thiothixene НСІ) IM. 


[3 Gontinued long-term-improvement 
with NAVANE® (thiothixene) 
(thiothixene HCl) Capsules or 
Concentrate. 
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Navane* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 
(момке. ) Concentrate: 5 mg/ml, intramuscular: 2 mg/ml, 5 mg/ml 


animal reproduction studies with Navane, there was some decrease in conception rate 
na апа an increase in resorption rate in rats and rabbits, changes which have been 

similarly reported with other psychotropic agents. After repeated oral administration of Navane 

to rats (5 to 15 mg/kg/day), rabbits (310 50 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before 

and during gestation, no teratogenic effects were seen. (See Precautions.) 

2 Usage in Children — The use of Navane in children under 12 years of age is not recommended 

because safety and efficacy in the pediatric age group have not been established. 

As is true with many CNS drugs. Navane may impair the mental and/or physical abilities 
required for the performance of potentially hazardous tasks such as driving a car or operating 
"machinery, especially during the first few days of therapy. Therefore, the patient should be 
‘cautioned accordingly. 

“AS in the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects ‘which may include hypotension) with CNS depressants 
гапа with alcohol, 

Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
енесі may also occur in man, itis possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

in consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those'in a state of alcohol withdrawal since it may lower the convulsive threshold. 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
: conjunction with other CNS depressants other than anticonvulsant drugs 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
Caution in patients who are known or suspected to have glaucoma, or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs. 

‘Use with caution in patients with cardiovascular disease, 

j Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 

'tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
: Navare: for: prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, throm- 
:босуіорепіс purpura), and liver damage (jaundice, biliary stasis) have been reported with 
reiated drugs. 

; Undue exposure to sunlight should be avoided. Photosensitive reactions have been re- 
potted in patients on Navane. 

“Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
vara prolactin dependent in vitro, a ‘actor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been re- 
iported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic administration of 

néuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis, the available evidence is considered too limited to be conclusive at 
tes time. 

intramuscular Administration — As with all intramuscular preparations, Navane Intramuscular 
“should be injected well within the body of a relatively large muscle. The preferred sites are the 

upper outer quadrant of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 
^. Theedeltoid area should be usec only if well developed, such as in certain adults and older 
children and then only with caution то avoid radial nerve injury. Intramuscular injections should 

not bémade into the lower and mid-thirds of the upper arm. As with all intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessel 

Adverse Reactions: Note: Not all o' the following adverse reactions have been reported with 
Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 

»’ similarities ta the phenothiazines. ай of the known side effects and toxicity associated with 
^ i phenothiazine therapy should be borne in mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness. and syncope. In the 
event ‘hypotension occurs, epineghrine should not be used as a pressor agent since a 
paradoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
been obSérved in some patients receiving Navane. These changes are usually reversible and 

“frequently disappear on continued Navane therapy. The incidence of these changes is lower 

than that observed with. some phenothiazines. The clinical significance of these changes is not 

known. 

CNS effects: Drowsiness, usually niid, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness. 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptors have occurred with Navane infrequently. 

Hyperreflexia has been reported п infants delivered from mothers having received structur- 
alty related drugs. Я 

In addition, phenothiazine derivatives have beer associated with cerebral edema and 
cerebrospinal fluid abnormalities. ED WE e 

Extrapyramidal symptoms, such-as pseudo-parkinsonism, akathisia. and dystonia have 
been reported. Management of these extrapyramidal symptomis depends upon the type and 
severity. Rapic relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent. 
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do not alleviate the symptoms of this syndrome. It is Suggested that all antipsychotic agents be 


“discontinued if these symptoms appear. 


" 
Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or Switc! 
to a different antipsychotic agent, the syndrome may be masked: 

ithas been reported that fine vermicular movements of the tongue may be an early sign ofthe 
syndrome and if the medication is stopped at that time, the syndrome may not deveiop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically f ontirmec cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs. leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolyt:c anemia, 
thrombocytopenia and pancytopenia. 

Allergic reactions: Rash. pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight should be avoided, Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate a 
reduction in dosage or the discontinuation of therapy. Phenothiazines have been associated. 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased 
sweating, increased salivation, and impotence have occurred infrequently with Navane 
therapy. Phenothiazines have been associated with miosis. mydriasis, and adynamvc ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome, 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenathiazine derivatives. In some cases the cause of death was apparently cardiac 
arrest or asphyxia. due to failure of the cough reflex. In others, the cause could not be 
determined nor could it be established that death was due to phenothiazine administration. 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the condition. In general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been established. 

Navane intramuscular Solution: Navane For Injection — Where more rapid contro! and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature of the patient's symptomatology, whether acute-or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controlled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day An 
oral form should supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concentrate — In milder conditions, an initial dose of 2 mg three 
times daily. It indicated, a subsequent increase to 15 mg/day total daily dose is often effective; 

in more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response 
Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia, hypotension, disturbances of gait, or coma. 2 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage. 
is helpful. For Navane oral and intramuscular, keep patient under careful observation and: 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phagia and respiratory difficulty in severe overdosage. і! hypotension occurs, the standard 
measures for managing circulatory shock should be used (I.V. fluids and/or vasoconstrictors.) 

Н а vasoconstrictor is needed, levarterenol апа phenylephrine are the most suitable drugs. 
Other pressor agents. including epinephrine, are not recommended, since phenothiazine _ 
derivatives may reverse the usual pressor action of these agents and cause further towering ої... 
the blood pressure. Dd 

if CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate, Stimulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dal symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of little 

value in phenothiazine intoxication. 
How : Navane (thiothixene) is available as capsules containing 1 mg. 2 mg. 5 mg, and 
10 mg of thiothixene in bottles of 100, 1.000, and unit-dose pack of 100 (10 x 10's). Navane is also 
available as capsules containing 20 mg of thiothixene in bottles of 100, 500, and unit-dose pack 
of 100 (10 x 10's). 

Navane (thiothixene hydrochloride) Concentrate is available in 120 ml (40z ) bottles with an 
accompanying dropper calibrated at 2 mg, 3mg, 4 mg. 5 mg, 6mg. 8 то, and 10 mg, and in 30 
mi (1 02.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg. 4 mg, and 5 mg. 
Each ті contains thiothixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
U.S.P 7.0% v/v (small loss unavoidable}. 

Navane (thiothixene hydrochloride) Intramuscular solution is avaitabie in a 2 mi amber glass: 
vial in packages of 10 vials. Each ml contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% w/v, benzyl alcohol 0.9% w/v and propyl gallate 0.02% w.v. 

Navane (thiothixene hydrochloride) Intramuscular For Injection is available in amber glass. 
vials in packages of 10 vials. When reconstituted with 2.2 ml of Sterile Water for Injection, each. 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For Injection may be stored tor 48 
hours at room temperature before discarding. 





For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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How To Have A Computer 

Without Buying A Computer. 

Now, you can have the power of the computer with- 
out having to invest in equipment. Just supply the 
facts—in writing, or by using our new Telephone- 
Access Service—and we'll relieve your paperwork 
backlog ... improve your overall cash flow... and 
free up your time to concentrate on your profes- 


Sion. Find out more about the computer service 
designed with you in mind. 


How To Buy A Computer When 
You're Ready For A Computer. 

Now, RemRol's computer experts can select the 
right computer—and provide a customized soft- 
ware package—for your individual needs. 

Our software package, the Private Practice Mana- 
ger,” is designed to handle insurance and billing in- 
formation—and all of the record-keeping—so im- 
portant to the management of your practice. It can 
be expanded to keep track of expenses and income 
associated with teaching and consulting activities. 
No prior computer experience is necessary. And, 
we provide any training and technical support, plus 
delivery and installation. 

So, if you're ready to buy a computer, we'll help you 
get what you need. Or, we can process your 


paperwork for you. Just tell us which way is best 
for you. 


For more information, call collect—(617) 783-1981— 
or mail in the coupon. No obligation. 
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| BOYS HO 
OFFER ANOTHER WAY. 


The St. Francis Boys’ Homes offer year round, twenty- 
four hour supervised treatment for boys with conduct 
disorder problems. 


For predelinquent and delinquent boys from grades seven 

through twelve, we're offering them another way — a 

path leading back into society. 

The St. Francis program in Kansas and New York 
utilizes individual, group, family, and milieu modalities 

with adjunctive occupational, remedial, and recreational 
» therapies. 

Treatment is based upon the concepts of therapeutic 

éommunity, reality therapy, Christian theology, and ego 

and behavorial psychology. Our size and staff ratio allow us 

то do all this, and more, on a refreshingly personal level. 


Five-year follow-up studies of the St. Francis program 
“show a success rate in the upper quartile. * 


What we do for our boys, we do for you. St. Francis 
7 Boys’ Homes offer you a valuable resource to add to 
“yout treatment choices ... another way to realistically 
change lives. 


*Copies available upon request. 


For information and referral, contact: 
Richard W. Burnett, 

MSSW, ACSW, LSCSW 

Clinical Coordinator 

St. Francis Boys’ Homes 

PO. Box 1348 

Salina, Kansas 67401 

Please call collect 913-825-0541 

The Kansas programs are accredited 
as psychiatric facilities for children 
and adolescents by The Joint 
Commission ón Accreditation 

of Hospitals. Е 7 
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Washington, D.C. 20005. 
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publishers: 1400 K St., N.W., Washington, D.C. 20005. 
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American Psychiatric Association, address 1400 K St., N.W., Wash- 
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Feeling nothing... 
but better. 


With CENTRAX " (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are гаге* Anxiety relief occurs smoothly, so that 
patients generally don't feel anything—except less anxious 


Centrax: 
(prazepam ) 5а" 10-me capsules 


10-те scored tablet 


The way anxiety relief 
should feel. 


*As with all CNS-acting agents, patients should be cautioned against driving, drinking 
or engaging in hazardous activities requiring mental alertness. All benzodiazepines should be 
prescribed carefully and patients assessed periodically to discourage improper usage. 
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< ~ Because Centrax has a central nervous system depressant effect, pa- 
“tients should be advised against the simultaneous use of other CNS- 





Before prescribing; please see [ull prescribing in formation Ё 


ве, that is, more than-4 = А 
: 5 Е 'atic clinical studies. The physi- 
‘clan should periodically reassess the usetuiness of the drug for the individ- 
^ uatpatient: 7 zw p 

С CONTRAINDICATIONS: Centrax (prazepam) is contraindicated in pa- 
tients with a known hypersensitivity to the drug and in those with acute 


“INDICATIONS: Centrax is indicated for the management of anxiety disor 
дегв:ог for the short-term relief of the symptoms o anxiety Anxiety or Я 
sion associated with the stress of everyday life usually does not requiri 
ofreatment with an anxiolytic: 4 ЕЕЕ z : 
те Btecivenies ot entrax-niong-t 

months; has not 


Patients taking Centrax shou'd be cautioned against engaging in haz- 
ardous occupations requiring mental alertness, such as operating dari- 


entrax (prazepam) is not recommended in psychotic states 
and in those psychiatric disorders in which anxiety is пога prominent 


;depressant drugs, including phenothiazines. narcotics. barbiturates. MAO 


créased with prazepam. 


Physical and Psychological Dependence: With 
in character to those noted with barbiturates and alcohol have occurred 
following abrupt discontinuance of benzodiazepine drugs. These symp- 
wams inchide convulsions, tremor, abdominal and muscle cramps, vomiting 
and sweating. Addiction-prone individuals. such as drug addicts and aico- 


2 войс. should be under caretu' surveillance when receiving benzodiaze- 


cg 
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several months. 


ines because of the predisposition of such patients to habituation and 

+ dependence. 
Withdrawal symptoms have also been reported following.abrupt discon- 

tinuance of benzodiazepines taken continuously al therapeutic leveis for 


PRECAUTIONS: Usage in Pregnancy and Lactation: An increased risk о! 
congenital malformations associated with the use of minor tranquilizers 
(chlordiazepoxide, diazepam. and meprobamate) during the first trimester 
of pregnancy has been suggested in several studies. Prazepam. a benzo- 
diazepine derivative. has nof been studied adequately to determine 
whether if, too, may be associated with an increased risk of fetal abnormal- 
: ty Because use of these drugs is farely a matter of urgency. their use dur- 


ing this period should almost always be avoided The possibility that à 


woman of childbearing potential may be pregnant at the time of institution 


ottherapy should be considered. Patients should be advised that it they 
become pregnant during therapy or intend to become pregnant; they 


should communicate with their. physicians about the desirability of discon- 
tinuing the drug. In view of their molecular size, prazepam and its metabo- 
lites are probably excreted in human milk. Therefore; this drug shouid not 


Ье given to nursing mothers. 


In those patients in whom a degree of depression accompanies the anxi- 
ety suicidal tendencies may be present and protective measures may be 


required: The least amount of drug that is feasible should be available to 


the patient at any one time. 


Patients taking Centrax (prazepam) for prolonged periods should have 
blood counts and liver function tests periodically The usual precautions in 


treating patients with impairec renal or hepatic functions should also be 


observed. Hepatomegaly and cholestasis were observed in chronic toxic- 


ity studies in rats. and dogs. 


in elderly or debilitated patients, the initial dose should be smak, and in- 


crements should be made gradually in accordance with the response of 


: the patient, to preclude ataxia or excessive sedation 


Pediatric Use: Safety and effectiveness in patients below the age of 18 


have not been established. 


inhibitors, and other antidepressants. The effects of alcohol may also be in- 


drawal symptoms similar 


ADVERSE REACTIONS: The side effects most frequently reported during 


double-blind. placebo-controlled trials employing a typical 30-mg divided 
total daily dosage and the persent incidence in the prazepam group were 


fatigue (11.6%), dizziness (8.7%), weakness (7.7%). drowsiness (6.8%) 
lightheadedness (6.8%). and ataxia (5.096). Less frequently reported were 
headache, contusion. tremor, vivid. dreams, slurred speech. palpitation. 
stimulation, dry mouth: diaphoresis, and various gastrointestinal corm- 
plaints, Other side effects included pruritus. transient skin rashes. swelling 
ol feet, joint pains; various genitourinary complaints. blurred vision, and 


syncope. Singte, nightly dose. controlled trials of variable dosages showed 
3 dose-related incidence of these same side etfects. Transient and revers- 


ible aberrations of liver function tests have been reported. as have been 
slight decreases in blood pressure and increases in body weight 
“These findings are characteristic of benzodiazepine drugs 
OVERDOSAGE: As in the management of overdosage with any drug. it 
‘should be borne in mind that multiple agents may have been taken 


7 Мот па should be induced if it has not occurred spontaneously Imme- 


diate gastric favage is álso recommended. General supportive care, in- 
cluding frequent monitoring of vital sigas and close observation of the 


patient. is indicated. Hypotension. though unlikely may be controlled with 


Levophed* (levarterenol bitartrate), or Aramine* (metaraminot bitartrate) 


DOSAGE AND ADMINISTRATION: Centrax (prazepam) is administered 


orally in divided doses. The usual daily dose is 30 mg. The dose should be 
adjusted gradually within the "ange of 20 mg to 60 mg daily in accordance 
with the response of the patient. In elderly or debilitated patients it is advis- 
able to initiate treatment at à divided daily dose of 10 mg to 15 то (see 


Precautions). 


Centrax may also be admiristered as a single; daily dose at bedtime 


The recommended starting nightly dose is 20 mg. The response of the pa- 
tient to several days’ treatment will permit the physician to adjust the dose 
upwards of. occasionally, downwards to maximize antianxiety effect with a 


minimum of daytime drowsiness. The optimum dosage will usually range 


trom 20 mgto 


40 та: 
DRUG INTERACTIONS: it Cantrax (ргагерат) is to be combined with 


_ other drugs acting on the central nervous system, caretul consideration 


should be given to the pharmacology of the agents to be employed The 
actions of the benzodiazepines may be potentiated by barbiturates. nar- 


gotics, phenothiazines, moncamine oxidase inhibitors, or other antidepres 


sants 


with concomitant medication. 


‘J Centrax (prazepam) is used to treat anxiety associated with- somatic 
-disease states, careful attention must be paid to possible drug interaction 


HOW SUPPLIED: Centrax 5 ng— Each capsule contains 5 mg prazepam. 
Available in bottles of 100 (N 0071-0552-24). and 500 (N 0071-0552-30) 
Cenitrax 10.mg— Each capsule contains 10 mg prazepam. Available in bot- 
thes of 100 (№ 0071-0553-24), and 500 {N 0071-0553-30). Centrax 20 mg ~ 
Each capsule contains 20 mg prazepam. Available in bottles of 100 


(N Q071-0554-24). 


ALSO SUPPLIED AS: Centrax Tablets (prazepam tablets, USP) 10 mg 
light blue, scored tablets in battles of 100 (№ 0071-0276-24) and unit dose 
0552G012 


(N 0071-0276-40). 


PARKE-DAVIS 


Division of Warner-Lambert Company 
Morris Plains, New Jersey 07950 · 
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Te ^. m 1 
Young Adult — 
Chronic Patient 
Collected Arides - ^ ^ 

From Н&@СР | 


Ап important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 


planning and providing services for this challenging . 
group. Contributors include Leona L. Bachrach, - 


Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 


Order your copy now! 
Just complete and mail this form. 


Please send me ___ copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@CP at $5 per copy ($3.50 per copy for 
orders of 5 or more), All orders of $35 or less must be prepaid. 


О My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 


C] Ріеаѕе ЪШ me. (For orders over $35 only. All orders of 835 or 
less must be prepaid.) 





Name 





Address 





City State Zip 


MAIL. TO: Hospital & Community Psychiatry Service 


American Psychiatric Association 
1400 К Street; N.W. 
Washington, D.C. 20005 





A mind depressed 
does not need 
a heart in distress 





The fewer,less severe 
cardiotoxic reactions 


the better 
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Ludiomil 


maprotiline HCl 





The antidepressant 
with rarely encountered 
cardiovascular problems 


In patients treated with Ludiomil, cardiovascular 
complications such as hypotension, tachycardia, arrhythmia, 
heart block, and syncope have been reported at less than 1%. 


“Tetracyclics should be considered in the depressed patient 
who is particularly predisposed to the cardiotoxic 
properties of TCA [tricyclic antidepressants]? 

Bilgi C, Campbell R. University of Alberta, Canada 


Low incidence of postural 
hypotension/arrhythmia 


“A single daily dose of 75 mg Ludiomil should have an 
advantage over the existing tricyclics, since the incidence 
of postural hypotension or arrhythmia is extremely low 
and the efficacy rate is high (75 per cent)? 


Hattab JR. International Symposium, Verdala, Malta 


No significant changes 
in blood pressure 


"No significant changes occurred in left ventricular systolic, 
brachial artery systolic, or brachial artery mean pressures. . . 73 
Reale A, Motolese M. International Symposium, St Moritz 


Seizures have been reported with Ludiomil. They have 
been reported at a rate of less than 1/10 of 1%.* This risk 
may be reduced by initiating therapy at low dosages— 

75 mg in most patients, 25 mg in the elderly Because of 

the drug’s long half-life (average 51 hours], maintain initial 
dosage for two weeks before increasing gradually in 25-mg 
increments. See Contraindications, Precautions, and 
Dosage sections of Prescribing Information for details. 
` Ав with all medications, an accurate occurrence rate for any specific reaction is dif- 


ficult to establish because the total number of reactions and patients under treatment 
cannot be determined with certainty 


Note: Ludiomil is not recommended for use during the acute phase of myocardial 
infarction. Extreme caution should be used when this drug is given to patients witha 
history of myocardial infarction, or patients with a history or presence of cardiovascu- 
lar disease because of the possibility of conduction defects, arrhythmias, myocardial 
infarction, strokes, and tachycardia. 


Before prescribing, please see the Prescribing Information on the following page. 
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Ludiomil" 


maprotiline hydrochloride 
Tablets 


DESCRIPTION 
Ludiomii, maprotiline hydrochloride. is an antidepressant for 
oral administration which belongs to a new chemical series. 
d'benzo-bicycio-octadieres. fts molecular weight is 315 5. and 
its empirical formula is CooH24CI N. Its tetracyclic structure 
may be represented as follows: ees 

M 

Н 


CH CHp CH, № 


2655 


Ludiomi is a white, odorless, stable. crystalline powder 
which is slightly soluble in water. It melts at 236-246 'C 


CLINICAL PHARMACOLOGY 


The mechanism of action of Ludiomil is not precisely known It 
does not act primarily by stimulation of the central nervous 
system and is not a monoamine oxidase inhibitor The postu- 
lated mechanism of Ludiomil is that it acts primarily by potenti- 
ation of central adrenergic synapses by blocking reuptake of 
norepinephrine at nerve endings. This pharmacologic action 15 
thought to be responsible for the drug's antidepressant and 
anxiolytic effects 

The mean time to peak is 12 hours. The half-life of elimina- 
tion averages 51 hours.’ 2 

Steady-state levels measured prior to the morning dose ona 
one-dosage regimen are summarized as fotlows:! 


Average Minimum 95% Confidence 








Concentration Limits 
Regimen __ уп поті 
50 mg x 3 daily 238 181—295 
INDICATIONS AND USAGE 


Ludiomil is indicated tor the treatment of depressive iliness in 
patients with depressive neurosis (dysthymic disorder) and 
manic-depressive iliness, depressed type (major depressive 
disorder). Ludiomil is also effective for the relief of anxiety as- 
sociated with depression 


CONTRAINDICATIONS 


Ludiomi! is contraindicated in patients hypersensitive to 
Ludiomi! and in patients with known or suspected seizure dis- 
orders. It should not be given concomitantly with monoamine 
oxidase (MAQ) inhibitors. A minimum of 14 days should be al- 
lowed to elapse atter discontinuation of MAO inhibitors before 
treatment with Ludiomil is initiated. Effects should be moni- 
tored with gradual increase in dosage until optimum response 
is achieved. The drug is not recommended for use during the 
acute phase of myocardial infarction 


WARNINGS 


Extreme caution should be used when this drug is given to: 

— patients with a history of myocardial infarction; 

—patients with a history or presence of cardiovascular disease 
because ot the possibrity of conduction defects, arrhythmias. 
myocardial infarction, strokes and tachycardia. 


PRECAUTIONS 


General: The possibility of suicide in seriously depressed pa- 
tients is inherent in their illness and may persist until signif- 
icant remission occurs. Therefore, patients must be carefully 
supervised during all phases of treatment with одоти. and 
prescriptions should be written tor the smallest number of tab- 
lets consistent with good patient management 

Seizures have been regorted in patients treated with 
Ludomil. These have occurred in patients both with and 
without a past history of seizures. While it must be noted 
that a cause-and-effect relationship has not been established. 
the risk of seizures may be reduced by initiating therapy at 
low dosage. Because of the long half-life of Ludiomil (average 
51 hours) initia! dosage should be maintained for two weeks 
before being raised gradually in small increments (see DOSAGE 


AND ADMINISTRATION) 

Hypomanic or manic episodes have been known to occur ifi 
some patients taking tricyclic antidepressant drugs. particu- 
tariy in patients with cyclic disorders Such occurrences have 
also been noted, rarely. with Ludiomil 

Prior to elective surgery. Ludiomil should be discontinued for 
as jong as clinically feasible, since litte is known about the in- 
teraction between Ludiomi! and general anesthetics 

Ludiomil should be administered with caution in patients 
with increased intraocular pressure, history of urinary reten- 
поп. or history of narrow-angle glaucoma because of the 
drug s anticholinergic properties 
Information for Patients: Warn patients to exercise caution 
about potentially hazardous tasks. or operating automobiles 
or machinery since the drug may impair mental and/or physi- 
cal abilities 

Ludiomil may enhance the response to alcohol. barbitu- 
rates, and other CNS depressants. requiring appropriate 
caution of administration 
Laboratory Tests: Although not observed with Ludiomil, the 
drug should be discontinued if there is evidence of pathologic 
neutrophil depression. Leukocyte and differential counts 
shouid be performed in patients who develop fever and sore 
throat during therapy. 

Drug interactions: Close supervision and careful adjustment 
of dosage are required when administering Ludiomil concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects 

Concurrent administration of Ludiom# with electroshock 
therapy should be avoided because of the lack of experience 
in this area 

Caution should be exercised when administering Ludiomil 
to hyperthyroid patients or those on thyroid medication be- 
cause of the possibility of enhanced potential for 
cardiovascular toxicity of Ludiomil 

Ludiomil should be used with caution in patients receiving 
guanethidine or similar agents since it may block the pharma- 
cologic effects of these drugs 

iSee Information for Patients.) 

Carcinogenesis, Mutagenesis, impairment of Fertility: Car- 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. No drug- or dose-related occur- 
rence of carcinogenesis was evident in rats receiving daily 

oral doses up to 60 mg/kg ot Ludiomil for eighteen months or 
ın dogs receiving daily oral doses up 10 30 mg/kg of Ludiomii 
tor one year. In addition, no evidence of mutagenic activity 
was found in offspring of female mice mated with males 
treated with up to 60 times the maximum daily human dose 
Pregnancy Category B: Reproduction studies have been per- 
formeg in female laboratory rabbits, mice. and rats at doses 
up to 1.3. 7. and 9 times the maximum daily human dose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomil. There are, however. no 
adequate and well-controlled studies in pregnant women. Be- 
cause animal reproduction studies are not always predictive of 
human response, this drug should be used during pregnancy 
only if clearly needed 

Labor and Delivery: Although the effect of Ludiom:! on labor 
and delivery is unknown, caution should be exercised as with 
any drug with CNS depressant action 

Nursing Mothers: Ludiomil is excreted in breast milk. At steady 
state. the concentrations in milk correspond closely to the con- 
centrations in whole blood. Caution should be exercised when 
Ludiomil is administered to a nursing woman 

Pediatric Use: Safety and effectiveness in children below the 
age of 18 have not been established 


ADVERSE REACTIONS 


The following adverse reactions have been noted with 
Ludiomil and are generally similar to those observed with 
tricyclic antidepressants 
Cardiovascular: Rare occurrences of hypotension. hyperten- 
sion, tachycardia, paipitation, arrhythmia, heart block, and 
syncope have been reported with Ludiomil 
Psychiatric: Nervousness (6%), anxiety (3%), insomnia 
(2%). and agitation (2%); rarely. confusional states (especially 
in the elderly), hallucinations, disorientation, delusions, rest- 
tessness, nightmares. hypomania, mania. exacerbation of 
psychosis, decrease in memory, and feelings of unreality. 
Neurological: Drowsiness (16%). dizziness (8%). tremor 
(3%). and, rarely, numbness. tingling, motor hyperactivity, 
akathisia, seizures. EEG alterations, tinnitus. extrapyramidal 
symptoms, ataxia, and dysarthria. 
Anticholinergic: Dry mouth (22%), constipation (6%), and 
blurred vision (4%): rarely. accommodation disturbances, 
mydriasis, urinary retention, and delayed micturition 
Allergic: Rare instances of skin rash, petechiae. itching. 
photosensitization, edema, and drug fever. 
Gastrointestinal: Nausea (2%) and, rarely. vomiting, epigas- 
tric distress, diarrhea, bitter taste. abdominal cramps and 
dysphagia. 
Endocrine: Rare instances of increased or decreased libido, 
impotence, and elevation or depression of 01000 sugar levels. 
Other: Weakness and fatigue (4%) and headache (4%); rarely, 
altered liver function, jaundice, weight loss or gain, excessive 
perspiration, flushing. urinary frequency, increased salivation. 
and nasal congestion. 
Note: Although the following adverse reactions have not been 
reported with Ludiomil, its pharmacologic similarity to tricyclic 
antidepressants requires that each reaction be considered 
when administering Ludiomil 
— Bone marrow depression, including agranulocytosis. 
eosinophilia, purpura, and thrombocytopenia, myocardial 
infarction, stroke. peripheral neuropathy. sublingual 
adenitis, black tongue. stomatitis, paralytic ileus. 
gynecomastia in the male. breast enlargement and galac- 
torrhea in the female. and testicular swelling 


OVERDOSAGE 


Animal Oral LDsg: The oral LDso of Ludiomil 600-750 mg/kg 

in mice, 760-900 mg/kg in rats, > 1000 mg/kg in rabbits, 

- 300 тока in cats. and > 30 mg/kg in dogs + 
Signs and Symptoms: Data dealing with overdosage in 
humans are limited with only a few cases cn record. Symp- + 
toms are drowsiness, tachycardia. ataxia. vomiting, cyangsys. 
hypotension. shock, restlessness. agitation, hyperpyrexia, 
muscle rigidity, athetoid movements, mydriasis. cardiac ar 
rhythmias. impaired cardiac condition. In severe cases. 1055 
of consciousness and generalized convulsians may occur 
Since congestive heart failure has been seen with overdosages 
of tricyclic antidepressants, it should be considered with 
Ludiomil overdosage 
Treatment: There is no specific antidote. Induced emesis and 
gastnc lavage are recommended. it may be helpful to leave 
the tube in the stomach with irrigation and continua! aspira- 
tion of stomach contents possibly promoting more rapid 
elimination of the drug fram the body. The reom should be 
darkened, allowing only minimal external stimulation to re- 
duce the tendency to convulsions 
1. The intravenous administration of 1 to 3 mg of physostig- 

mine has been reported to reverse the signs and symptom: 
of overdosage with tricyclic antidepressants. Repeat doses 
at intervais ot 30 to 60 minutes may be necessary. 

2. Hyperirritability and convulsions may be treated with care- 
tully titrated parenteral barbiturates. Barbiturates should 
not be employed, however, it drugs that inhibit monoamine 
oxidase have also been taken by the patient in overdosage 
or in recent therapy. Similarly. barbiturates may induce 
respiratory depression, particularly in children. It is there- 
fore advisable to have equipment available for artificial 
ventilation and resuscitation when barbiturates are em- 
ployed. Paraldehyde may be used effectively in some chil- 
dren to counteract muscular hypertonus and convulsions 
with less likelihood of causing respiratory depression 

3. Shock (circulatory collapse) should be treated with sup- 
portive measures such as intravenous fiuds. oxygen, and 
corticosteroids 

4. Hyperpyrexia should be controlled by Whatever means 
available, including ice packs if necessary. 

5. Signs ot congestive heart failure may be satisfactorily 
treated by rapid digitalization. 

& Dialysis is of little value because of the low plasma con- 
centration of this drug 


DOSAGE AND ADMINISTRATION 


A single daily dose is an alternative to divided daily doses 
Therapeutic effects are sometimes seen within 3 to 7 days 
though as long as 2 to 3 weeks are usually necessary. 
Initial Adult Dosage: An initial dosage cf 75 mg daily is 
suggested for outpatients with mild-to-maderate depressic 
However, in some patients, particularly the elderly, an initi 
dosage of 25 mg daily may be used. Because of the long h 
life of Ludiomil, the initial dosage should de maintained fo 
weeks. The dosage may then be increased gradually in 25 
increments as required and tolerated. Most patients respo 
a dose of 150 mg daily, but daily dosage as high as 225 mI 
may be required in some cases 

More severely depressed, hospitalized patients should t 
given an initial daily dose of 100 mg to 150 mg which may 
gradually increased as required and tolerated. Most hospit 
ized patients with moderate-to-severe depression respond 
daily dosage of 150 mg to 225 mg, although dosages as h 
as 300 mg may be required ín some cases. Daily dosage б 
300 mg should not be exceeded. 
Elderly Patients: In general, lower dosages are recommer 
for patients over 60 years of age. Dosages of 50 mg to 75 
daily are usually satisfactory as maintenance therapy for e 
patients who do not tolerate higher amounts. 
Maintenance: Dosage during prolonged maintenance ther 
should be kept at the lowest effective leve. Dosage may b 
duced to levels of 75 mg to 150 mg daily during such peri 
with subsequent adjustment depending on therapeutic 
response. 


HOW SUPPLIED 


Tablets 25 mg—oval. dark orange, coated ‘imprinted CIBA 1' 
Bottle of 100 — NDC 0083-0110-30 
Accu-Pak* Unit Dose (blister pack) 

Box of 100 (strips of 10) — NDC 0083-31 10-32 
Tablets 50 mg-—round. dark orange, coated {imprinted CIBA 
26) 

Bottle of 100 — МОС 0083-0026-30 
Accu-Pak" Unit Dose (blister pack) 
Box of 100 (strips of 10) — NDC 0083-2026-32 


Dispense in tight container (USP). 


1. Alkalay D, et al. Bioavailability and kinetics of maprotiline 
Clin Pharmacol Ther 1980; 27 (5): 697-703 

2. Riess W. et al. The pharmacokinetic properties of 
maprotiline (Ludiomil*) in man. J lat Med Res 1975; 3 (2 
16-41 

Printed in U.S.A C82-53 (10/82) 

CIBA Pharmaceutical Company 

Division of CIBA-GEIGY Corporation 

Summit. New Jersey 07901 
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Psychopharmacology 


PDLA. A diversified medical/ psychiatric 
laboratory specializing in 
psychiatric treatment and research. 

A valuable adjunct to improve 
patient care, providing research quality, 
clinically useful data, usually overnight. 


Component divisions: Neuroendocrinology, 
Neurochemistry, Therapeutic Drug Monitoring, Drug 
Abuse and Toxicology and General Medical Testing. 


Free shipping nationwide. 


For more information, write for our 
free capabilities brochure: 
Psychiatric Diagnostic Laboratories of America, Inc., 
Morris Avenue and Prospect Street, 
Summit, New Jersey 07901. Or call us: 800-526-4494. 
Extension 321. Within New Jersey, 201 ‘277-4040. 
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\ The full-service clinical 
laboratory for psychiatry. 





A DIFFERENT ANTIPSYCHOTIC 


20089027 HQ 


WHAT MAKES IT 
DIFFERENT... CAN 
MAKE IT BETTER 


FOR YOUR 
PSYCHOTIC PATIENTS. 





UJHRT MAKES IT DIFFERENT 


МОВАМ is a dihydroindolone— first in its class. 


CAN MAKE IT BETTER FOR ELDERLY PATIENTS: 


Significant hypotension has rarely been reported with MOBAN. Hypoten- 
sion is most likely to occur from the administration of the aliphatic 
phenothiazines. ' 


-CAN MAKE ІТ BETTER FOR YOUNG ADULT PATIENTS: 


Dystonic movements, often seen in young people early in treatment with 
other antipsychotics? occur infrequently with МОВАМ" (molindone НСІ). 


-No incidence of impotence. 


CAN MAKE IT BETTER FOR ALLPSYCHOTIC PATIENTS: - 
A moderate incidence of extrapyramidal reactions. High-potency pipera- 
zines and Haldol” (haloperidol) are associated with a high incidence cf 
EPS. | ! 


Low incidence of sedation. 


. Weight gain and loss have been in the direction of normal or ideal weight. 
Weight gain has been associated with all phenothiazines." 


No reports of persistent tardive dyskinesia* 


* Reports ofthe irreversible variety of tardive dyskinesia have not been received, but tFis cannot 
be used to predict that MOBAN cannot cause an irreversible dyskinetic syndrome. 


MMC I IM M ајин анине аттин 
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DESCRIPTION МОВ 
lihvdroindolone 
lated to the pheri 
-thethioxanthenes. : 
hyde 


МОВАМІ 3-ethyl-6, 7-dihy yethyl-5- n 

nomethyl) indol-4 E one hydrochloride. It is a white. 
crystalline powder, freely soluble in water and alcohol 
and has a molecular weight of 212.67. 
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‘MOLINDONE HYDROCHLORIDE 


IONS МОВАМ (molindone hydrochloride) has a 
armacological profile in laboratory animals which 
lominantly resembles that cf major tranquilizers 
‘causing reduction of spontanecus locomotion and 
aggressiveness, suppression of a conditioned 
response and antagonism of the bizarre stereotyped 
‘behavior and hyperactivity Induced by ampheta- 
mines. іп addition, МОВАМ antagonizes the depres- 
оп caused by the tranquilizing agent tetrabenazine. 
inhuman clinical studies tranquilization is achieved 
inthe absence of muscle relaxing or incoordinating 
effects. Based. оп EEG studies, МОВАМ exerts its 
effect on the ascending reticular activating system 
Human metabolic studies show MOBAN (molindone 
hydrochloride) to be rapidly absorbed and metabo- 
lized when given orally. Unmetabolized drug reached 
‘а peak blood level at 1.5 hours. Pharmacological 
effect from a single oral dose persists for 24—36 
hours. There are 36 recognized metabolites with less 
ап 2-3% unmetabolized МОВАМ being excreted 
itine and feces. 
INDICATIONS MOBAN (molinaone hydrochloride) is 
ated in the management o* the manifestations 
nizophrenia. 
CONTRAINDICATIONS MOBAN (molindone hydro- 
hloride} is contraindicated in severe central nervous 
tem depression (alcohol, barbiturates, narcotics, 
atose states, and in patients with known 




















2C mg/kg/day—10 days 
4C mg/kg/day--10 days 






Mice ога! dose— 
тваѕе resorptions 20 mg/kg/day—10 days 


E mg/kg/day— 12 days 
10 mg/kg/day——12 days 


| Mothers: Data are not availabie on the con- 
ot MOBAN (molindone hydrochloride) in the milk 
ofnursing mothers. 
‘Usage In Children: Use of МОВАМ (molindone 
hydrochloride) in children below the age of twelve 
“years is not recommended because safe and effec- 
:tive conditions for its usage have not been 
, established. 

MOBAN has not been shown effective in the manage- 
ment of behavioral complications in patients with 
mental retardation. 


-PRECAUTIONS Some patients receiving MOBAN 
(molindone hydrochloride) may note drowsiness ini- 
tially and they should be advised against activities 
с requiring mental alertness until their response to the 
7 drug has been established. 

Increased activity has been noted in patients receiv- 

ing MOBAN. Caution should be exercised where 

increased activity may be harmful. 

МОВАМ doés riot lower the seizure threshold in 

experimental animals to the degree noted with more 

“sedating antipsychotic. drugs. However, in humans 
convulsive seizures have been reported in a few 





instances. LIE | 
The physician should be aware that this tablet prepa- 
ration contains calcium sulfate as an excipient and 





that calcium ions may interfere with the absorption of 
preparations containing phenytoin sodium and 
tetracyclines 

МОВАМ has an antiemetic effect in animals. A similar 
effect may occur in humans апа тау obscure signs 
of intestina! obstruction or brain tumor. 
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-culture experimer zate the imately or 
third of huma cancers are prolactin depend- 
entin vitro, potential ii ce if the pre- 


-scription of these drugs is contemplated in a patient 


witha pee detected breast cancer Although 
disturbances such as galactorrhea, amenorrhea. 
gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin 
levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither 
clinical studies nor epidemiologic studies conducted 
to date, however, have shown an association between 
chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered 
too limited to be conclusive at this time. 


ADVERSE REACTIONS—CNS EFFECTS The most 
frequently occurring effect is initial drowsiness that 
generally subsides with continued usage of the drug 
or lowering of the dose. Noted less frequently were 
depression, hyperactivity and euphoria. 
Neurologica ramidal Reactions Extrapyr- 
amidal reactions noted below may occur in suscepti- 
ble individuals and are usually reversible with 
appropriate management 

Akathisia Motor restlessness may occur early. 
Parkinson Syndrome Akinesia, characterized by 
rigidity immobility and reduction of voluntary move- 
ments and tremor, have been observed. Occurrence 
is less frequent than akathisia 

Dystonic Syndrome Prolonged abnormal contrac- 
tions of muscle groups occur infrequently. These 
symptoms may be managed by the addition of a syn- 
thetic antiparkinson agent (other than L-dopa), small 
doses of sedative drugs, and/or reduction in dosage. 


Tardive Dyskinesia Neuroleptic drugs are known to 
cause a syndrome of dyskinetic movements com- 
monly referred to as tardive dyskinesia. The move- 
ments may appear during treatment or upon 
withdrawal of treatment and may be either reversible 
or irreversible (i.e., persistent) upon cessation of 
further neuroleptic administration. Reports of reversi- 
ble tardive dyskinesia in association with MOBAN 
therapy have been received. Reports of the irreversi- 
ble variety have not been received, but this cannot 
be used to predict that MOBAN (molindone hydro- 
chloride) cannot cause an irreversible dyskinetic 
syndrome 


The syndrome is known to have a variable latency for 
development and the duration of the latency cannot 
be determined reliably It is thus wise to assume that 
any neuroleptic agent has the capacity to induce 

the syndrome and act accordingly until sufficient data 
has been collected to settle the issue definitively for 
aspecific drug product. Inthe case of neuroleptics 
known to produce the irreversible syndrome, the fol- 
lowing has been observed: 

Tardive dyskinesia associated with other agents has 
appeared in some patients on long-term therapy and 
has also d after drug therapy has been dis- 
continued, The risk appears to be greater in elderly 
parans on high-dose therapy, especially females 
The symptoms are persistent and in some patients 
appear to be irreversible. The syndrome is character- 
ized by rhythmical involuntary movements of the 
tongue, face, mouth or jaw (e.g., protrusion of tongue, 
puffing of cheeks, puckering of mouth, chewing 
movements). There may be involuntary movements of 
extremities 

There is no known effective treatment of tardive dyski- 
nesia; antiparkinsonism agents usually do not alle- 
viate the symptoms of this syndrome. It is suggested 
that all antipsychotic agents be discontinued if these 
symptoms appear Should it be necessary to reinsti- 
tute treatment, or increase the dosage of the agent, or 
switch to a different antipsychotic agent, the syn- 
drome may be masked. It has been reported that fine 
vermicular movements of the tongue may be an early 
sign of the syndrome and if the medication is stopped 
atthat time the syndrome may not develop. 
Autonomic Nervous System Occasionally blurring 
of vision, tachycardia, nausea, dry mouth and saliva- 
tion have been reported. Urinary retention and consti- 
pation may occur particularly if anticholinergic drugs 
are used to treat extrapyramidal symptoms. 


Hematological There have been rare reports of leu- 
copenia and leucocytosis. If such reactions occur, 
treatment with MOBAN may continue if clinical symp- 
toms are absent. Alterations of blood glucose, liver 
function tests, B.U.N., and red blood celis have not 


been considered clinically significant. - : 


Metabolic and Endocrine Effects Alteration of thy- _ 


toid function has not been significant. Amenorrhea ^ ^ 


has been reported infrequently. Resumption of men- 
ses in previously amenorrheic women has been 
reported. Initially heavy menses may occur Galactor- 
rhea and gynecomastia have been reported infre- 
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2 quently. Increase in de hasbeennotedinsope ° 


patients. Impotence hás not been reportedeithough 


-+ both weight gain and weight loss have been inthe 
.- direction of normal or ideal Seat oxcopsive weight 


gain has not occurred with М 


Cardiovascular Rare, transient, non-specific T wave 
changes have been reported on E.K.G. Association ** 
with a clinical syndrome has not been established. 
Rarely has significant hypotension been reported. 

Imological Lens opacities and pigmentary 
retinopathy have not been reporteg where patients 
have received MOBAN (molindone hydrochloride). In 
some patients, phenothiazine induced lenticular 
opacities have resolved following discontinuation of 
+2 pnenothiazing while continuing therapy with 


Skin Early non-specific skin rash, probably of allergic 
origin, has occasionally been reported. Skin pigmen-: . 
tation has not been seen with MOBAN usage alone. 


MOBAN (molindone hydrochloride) has certain phar- 
macological similarities to other antipsychotic agents. 
Because adverse reactions are often extensions of 
the pharmacological activity of a drug, all of the 
known pharmacological effects associated with other 
antipsychotic drugs should be kept in mind when 
MOBAN is used. Upon abrupt withdrawal after pro- 
longed high dosage an abstinence syndrome has not 
been noted. 


DOSAGE AND ADMINISTRATION Initial and mainte- 
nance doses of MOBAN (molindone hydrochloride) 
should be individualized. 


Initial Schedule The usual starting dosage 
is 50-75 mg/day. 

— Increase to 100 mg/day in 3or 4 days. 

—Based on severity of symptomatology, dosage 
may be titrated up or down depending on indi- 
vidual patient response. ы 

—An increase to 225 mg/day may be required in 
patients with severe symptomatology 


Elderly and debilitated patients should be started on 
lower dosage 

Maintenance Dosage Schedule 

1. Mild —5 mg-15 mg three or four times a day 

2. Moderate—10 mg-25 mg three or four times a day. 
3. Severe—225 mg/day may be required. 


DRUG INTERACTIONS Potentiation of drugs admin- 
istered concurrently with MOBAN (molindone hydro- 
chloride) has not been reported. Additionally, animal 
studies have not shown increased toxicity when 
MOBAN is given concurrently with representative 
members of three classes of drugs (i.e., barbiturates, < 
chloral hydrate and antiparkinson drugs). E 


MANAGEMENT OF OVERDOSAGE Symptomatic, 
supportive therapy should be the rule. 

Gastric lavage ís indicated for the reduction of 
absorption of MOBAN (molindone hydrochloride) 
which is freely soluble in water. 


Since the adsorption of MOBAN (molindone hydro- 
chloride) by activated charcoal has not been deter- 
mined, the use of this antidote must be considered 
oftheoretical value. 


Emesis in.a comatose patient is contraindicated. 
Additionally while the emetic effect of apomorphine is 
blocked by MOBAN in animals, this blocking effect 
has not been determined in humans. 


A significant increase in the rate of removal of unme- 
tabolized MOBAN fromthe body by forced diuresis, 
peritoneal or renal dialysis would not be expected. 
(Only 296 of a single ingested dose of MOBAN is 
excreted unmetabolized in the urine.) However, poor 
response of the patient may justify use of these 
procedures. 


While the use of laxatives or enemas might be based 

on genera! principles, the amount of unmetabolized 
MOBAN in feces is less than 1%. Extrapyramidal 
symptoms have responded to the use of diphenhy- 
dramine (Benadry!*) and the synthetic anticholinergic 
antiparkinson agents (i.e., Artane? Cogentin? Akineton*). 


HOW SUPPLIED As tablets in bottles of 100 with 
potencies and colors as follows: 

5 mg orange 50 mg blue 

10 mg lavender 100 mg tan 

25 mg light green 
As a concentrate containing 20 mg molindone hydro- 
chloride per ml in 4 oz. (120 ml) bottles. 
"Benadryl—Trademark, Parke Davis and Co. 
"Artane— Trademark, Lederle Laboratories 
*Cogentin—Trademark, Merck Sharp & Dohme 
*Akineton-- Trademark, Knoll Pharmaceutical Co. 
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^ MOBAN is an Endo registered L.S. trademark. 


Subsidiary of the DuPont Company 
Wilmington, Delaware 19898 
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. Volume 3: Psychoses of Uncertain Aetiology 
J.K. Wing and Lorna Wing, Editors 


CONTENTS: PART 1: SCHIZOPHRENIA AND PARANOID PSYCHOSES: Section 1-Clinical: Development of concepts of sch 
phrenia by E. Stromgren/Acute syndromes of schizophrenia by J. Leff/Chronic syndromes of schizophrenia by J. Leff/Sul 
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also of interest... 

Schizophrenia: The Epigenetic Puzzle Caring for Mentally Ill People : 
Genes and Environment Psychological and Social Barriers in Historical — e 
Irving |. Gottesman and James Shields Context . 

Drawing on extensive recent research, the authors Alexander H. Leighton 

construct a diathesis-stressor model of A distinguished social psychiatrist reflects on the 
schizophrenia. history of efforts to prevent and treat mental il- 
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Rapid treatment of acute psychosis with intramuscular HALDOL haloperidol _ 
has proved effective both in relieving patient suffering and in clearing | 
core psychotic symptoms of thought disorder"; it may also avoid or reduce the 
‘need for hospitalization. Low-dose, less-sedating drugs such as HALDOL 

are preferred because they are less likely to produce sudden hypotension;* 
excessive sedation’ or troublesome anticholinergic effects?? Extrapyramidal 
symptoms, which depend upon individual sensitivity and can occur 

with all neuroleptics, can be controlled with antiparkinson medication or 


ale ate 


dosage reduction** 


Marked improvement often occurs in 2-3 hours; initial response may be seen 
within 30-60 minutes. Careful observation of patient response is essential. 


HALDOL can be given as often as every hour at any usual IM site, 
rarely causing local irritation. Patients typically require 1 to 4 injections of 5 mg 
t 60-minute intervals. 


HALDOL offers the widest dosage range to meet wide individual variations 
in patients’ needs. 


* Easy switchover from IM HALDOL to oral forms ona 1:1 basis smooths the 
transition to maintenance therapy. 


(поюрепао) 


tablets/concentrate/Injecticn _ 


ей by professional models. * Transientand orthostatic hypotension rarely occur. *Marked sedation is rare; some instances of ness ha sreported 
rapyramidal symptoms may require discontinuation of the drug. 2. Please turn page for brief summary of prescribinginforma 





The only neuroleptic many psycnotic _ - 
' patients may ever need : 


«um 


HALDOL?® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 


HALDOI? (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) 
in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 mg 

ropylparaben per ml, and lactic acid 
b pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 
lons: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease. 
: Usage in папсу: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
Signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 
Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the s of one anticoagulant (phenindione). Concomitant anti- 
rkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity ey occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
НА! . Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary ti igenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
ree ruit eir ale (including bronchial asthma) in certain susceptible individuals, espe- 
cially in tl who have aspirin hypersensitivity. 
Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 


e Rapid relief of core e 
psychotic symptoms 


| 
E e Effective for both initial 
"M and maintenance therapy 


e Safe and effective at the 
widest possible dosage range* 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions 









HALDOL? tablets 
(haloperidol) 

in 6 different strengths, for  * 
convenience in individualizing 
dosage. 


2525959 
aba Dik Vine ae n 


/ mg Img 2 mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia'' except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. ic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 
IMPORTANT: Full directions for use should be read before HALDOL haloperidol 18 
administered or prescribed. 
The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 
References: 1. Donlon PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapid 
neuroleptization method with injectable haloperidol. Am J Psychiatry 15603) 213-278, 1979. 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Engl J 
Med 305(19): 1128-1130, 1981. 3. piene WH, Kuehnle JC: Strategies for the treatment of 
acute psychosis. JAMA 229(14):1884-1889, 1974. 
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н Ellen L. Bassuk, Stephen C. Schoonover, 
d Alan J. Gelenberg, Harvard Medical School 
.the second edition of The Practitioner’s Guide . 
vides the clinician of the 1980's with an indispensable 
anual of patient care.’ —dohn C. Nemiah 


he second edition of this outstanding book presents a 
'ealth of clinical information in a format designed to be 
Ccessible to the harried physician, and many useful 
bles and charts have been added for quick reference. 
ew sections have been added on the management of 
: elderly patients, pregnant patients, and those with tem- 
oral lobe epilepsy. The discussion of individual drugs 
has been carefully updated to include those newer phar- 
macological agents that have appeared on the clinical 
scene since the publication of the first edition, and the 
ddition of Dr. Alan Gelenberg toghe editorship has sig- 
cantly aided this task. 


pprox. 425 pp., illus., 1983 $27.50 (spiralbound) 


wo new volumes in the 
HANDBOOK OF 
'SYCHOPHARMACOLOGY 


edited by Leslie Iverson and Susan D. Iverson, 
University of Cambridge, England, and Solomon Н. 
Snyder, Johns Hopkins University School of Medicine 

e critics praise Handbook of Psychopharmacology: 
“Неге is a work which bears witness to the excitement 
апа distinction of a branch of scientific investigation 
Jwhich has burgeoned over recent years. . . It is sufficient 
[но say that every important basic scientific aspect of this 
[subject is authoritatively dealt with, and the subject ex- 
| plored out to its frontiers.” 

— Griffith Edwards, Nature 


. it may be the most definitive reference work ever 
published on the effects and uses of psychotropic drugs.” 
—Earl Usdin, Psychopharmacology Communications 


Volume 15 
New Techniques in Psychopharmacology 
409 pp. + index, illus., 1982 


Volume 16 
Neuropeptides 
556 pp. + index, illus.. 1982 


Plenum 


Medical Book Company 
Plenum Publishing Corporation 


by R. Taylor Segraves, University of Chicaga 


With an extensive clinical background and a broa 
standing of many different modalities, the aut 
sents in this volume a new therapeutic model for r 
therapy that integrates the psychodynamic and 
havioral approaches. as well as a description oft 

cal ramifications of this model and an extensi 
study illustrating its use. Also included is an in-dept 
cussion of marital discord and its relationship | 
chiatric disability. 


295 pp. + index, illus., 1982 


EXTRAORDINARY DISORDERS { 
HUMAN BEHAVIOR 


edited by Claude T. H. Friedmann, University 
California at Irvine, and Robert A. Faguet. Univer: 
of Southern California School of Medicine 


“Psychiatrists and mental health professiona 
been intrigued by the uncommon and extraordinary 
dromes which, despite their rarity, have much to te: 
about the limitless forms of human adaptation. . . 
understanding and insights collected in this vol 
likely to have clinical usefulness far beyond those: 
occasions when we encounter the exotic in its fully 
oped form.” —From the Foreword by Sherwyn M.W 
This volume is a remarkable source of information det 
ing atypical personality adaptations. The subject 

is taken from three categories: rare syndromes, extra’ 
dinary syndromes from non-Western cultures, and ext 
ordinary presentations of common syndromes. 


306 pp. + index. illus.. 1982 


LIFELINES 

Clinical Perspectives on Suicide | 
edited by Ellen L. Bassuk, Stephen C. Schoon 
and Andrew D. Gill, Harvard Medical School 
Beth Israel Hospital, Boston 


. an extremely useful guide to the full range of pr 


who pose the threat of suicide . . ." 
256 pp.. illus., 1982 


MEN IN TRANSITION 
Theory and Therapy 


edited by Kenneth Solomon, Levindaie Hebrew. 
Geriatric Center and Hospital, Baltimore, and Norman 
B. Levy, Westchester County Medical Center, · 
Valhalla, N. Y. 


This timely volume describes the changing rol 
in our society and how these changing roles: 
nosis and treatm 


approx. 500 p 
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Adapin* 
(doxepin HCI) Capsules 


" Indications Relief of symptoms of anxiety 
and depression. 


Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 


Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to 
the animal fetus has been shown in reproduc- 
tive studies. There are no data concerning 
secretion in human milk, nor on effect in nurs- 
ing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious sice-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol exces- 
sively, potentiation may increase the danger 


inherent in any suicide attempt or overdosage. 


Precautions Drowsiness may occur and 
patients should be cautioned against driving 
a motor vehicle or operating hazardous ma- 
chinery. Since suicide is an inherent risk in 
depressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquiliz- 
ing activity. the possibility of activating or 
unmasking latent psychotic symptoms should 
be kept in mind. 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type re- 
actions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have 
aspirin hypersensitivity. 

Adverse Reactions Dry mouth, blurred 
vision and constipation have been reported. 
Drowsiness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. 
Weakness, dizziness, fatigue, weight gain, 
edema, paresthesias, flushing, chills, tinnitus, 
photophobia, decreased libido, rash and pruri- 
tus may also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss 
of effectiveness. Usual optimum daily dos- 
age is 75 mg to 150 mg per day not to exceed 
300 mg per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxe- 
pin as the hydrochloride. 10, 25, 50, 75 and 
100 mg capsules in bottles of 100 and 1000. 

For complete prescribing information, 
please see package insert or PDR. 
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Pennwalt Pharmaceutical Division. 

2. Barranco SF, Thrash ML, Hackett E, 

et al: Early onset of response to doxepin treat- 

ment J Clin Psychiatry 40:265-269, 1979.* 
*Sinequan? brand of doxepin HCI was the 

drug used in this study. 
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his troubles may 
have begun 

in 1882... 

in 1782... 

in 1682... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 


March of Dimes 
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FIRST ANNUAL EDITION! 


PSYCHIATRY 1982: 
THE AMERICAN PSYCHIATRIC 
ASSOCIATION 
ANNUAL REVIEW 

Edited by Lester Grinspoon, M.D. 


This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
forth the latest thinking, debate, and research in 
five key areas: 


I. The Psychiatric Aspects of Sexuality 
Virginia A. Sadock, M.D., Preceptor 

Il. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor 

Ш. Depression in Childhood and Adolescence 
Henry H. Work, M.D., Preceptor 

IV. Law and Psychiatry 

Alan A. Stone, M.D., Preceptor 

V. Borderline and Narcissistic Personality 
Disorders 

Otto F. Kernberg, M.D., Preceptor 


Available from 


American | 
sychiatric 
Press, Inc. 


Department 75 
P.O. Box 19343 
Washington, D.C. 20036 





Copies Psychiatry 1982: The American Psychiatric Association 
Annual Review, Publication #Р000-9, $38.50, 


(Non-prepaid orders will be invoiced with shipping‘handling 
“charges added.) 
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| HIATRIST 
AND GENERALISTS. 
February 27-March 4, 1983 


This course is designed to serve os a compr 
hensive review of Basic Neurology tor Psye 
11815. Generalists and Internists. All ospeczs of 
basic and clinical sciences of nei 
covered by didactic presenratic 
diovisuals demonstrations. Maxirrum 

tion between registrants and fact 

vided through (1) question and ars 

(2) roundtable discussiors of six ma 

logic disorders and (3) ocnel and 

cussion of the localization and 

nosis of neurological case pres 
updated, comprehensive syllabus 
provided. 


CO-DIRECTORS, NOBLE J. DAVID, 
ROBERT T. SHEBERT, ME 


UNIVERSITY OF MIAMI SCHOOL OF MEDIC. 
FACULTY d 
COSIMO AJMONE-MARSAN, M.D. BONNIE LEVIN, РА. 
D. RAM AYYAR MD АГАМ H LOCKWOOD, M 
JOSEPH R. BERGER. MD MICHAEL D; NOREINB 
RICHARD G. CURLESS, M D. STEVEN G, CERE М 
NOBLE J DAVID. MD EUGENE RAMSAY. MD: 
ROBERT А, DAVIDOFF, МР. STEVEN SEVUSe МР. 
MYRON D. GINSBERG, MD: ROBERT T. SHEBERT ME 
WILLIAM A, SHEREMATA, MD LAWRENCE СМ; 


COURSE HOURS: 33 Hours Category 1 AMA | 


TUITION: $350 Physicians in Practice 
$200 Physicians in training. U.S. . 
Services e 


To register in advance (or receive additional 
formation] clip and mail attached form to: Di 
SION OF CME D23-3, University cf Miami Schoo 
Medicine, P. O. Box 016960, Miami, Florida 
Tel. (305) 547-6716 


ааа а а анн ка REPRISE 


7th Annual Comprehensive 
Review Course | 
BASIC NEUROLOGY FOR 
PSYCHIATRISTS AND 
GENERALISTS 


NAME: __ 





ADDRESS: 








CITY, STATE, ZIP 








Hypnotic therapy that 
чы from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients.'? Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 
alcohol during therapy. 


Copyright © 1982 by Roche Products Inc. All rights reserved. & 


udied in 757 neuropsychiatric 
itients 

Clinical data on Dalmane (flurazepam НСІ/Косће) extend 
751 insomniac patients with concomitant neurologic or psy- 
atric disorders who had difficulties in initiating and maintain- 
sléep.* Thus, when specific hypnotic therapy is indicated 
т a careful medical and psychiatric work-up, Dalmane is a 
ll-documented choice. More than 200 studies involving 
ily 10,000 patients attest to the efficacy and relative safety 
Dalmane in insomnia. No other hypnotic has this kind of 
rough documentation. And none has been shown to be more 
clive. Dalmane is contraindicated in pregnancy and in pa- 
its with known hypersensitivity to the drug. 


Contemporary Hypnotic Therapy 





Dalmane (tpa HCV/Roche) Seldom causes 
morning hangover and avoids rebound 
insomnia 

Of all available hypnotics, only Dalmane has objective 
sleep laboratory evidence proving that insomniacs fall asleep 


significantly sooner (p<0.05), stay asleep significantly longer 
(p<0.01) and awaken less often (p<0.05) on the first 

three nights of therapy and after two consecutive weeks of treat- 
ment.*^ Dalmane maintained its ability to reduce sleep latency 
and decrease total wake time for 28 consecutive nights. Since 
insomnia is usually transient, prolonged use of hypnotics is usu- 
ally not indicated. 

A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related.* Anc there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued.? 


Continued nightlong efficacy 





ent improvement in sleep latency from pretherapy baselines 
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| 
ALMANE Temazepam Triazolam Secobarbital —Methaqualone — Chloral Hydrate Ethchlorvynol — Glutethimide i 
рат HCI/Roche) (experimental hypnotic) 400 mg у 
12-14 1-3 1244 13 12-14 1З 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 
ts nights nights nights nights nights nights nights nights 


| from Kales et al’ 


Гога restful night 








almane ‹ 


NIGHTS 12-14 


ETHCH.ORVYNOL 
(7-79) 








Baseline 
Adapted from Kales е! al’ 
1p«0.01 
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flurazepam HCl/Roche 
Nue aude stands apart ; 
Please see next page for references and summary of product information 3 
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MD, Shader RI: Clin Pharmacol Ther 21 355-361, Mar 
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Dalmane’(turazepam HCV/Roche) (V. 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in falling asleep. frequent nocturnal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is offen transient and intermittent. prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 
Contraindications: Known hypersensitivity to flurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the fetus should 
the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 
Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g., operating machinery. driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
“doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
«for а prolonged period of time. Use caution in administer- 
77 ing to addiclion-prone individuals or those who might 
increase dosage. 

Precautions: In elderly and debilitated patients, it is rec- 
1 ommended that the dosage be limited to 15 mg to reduce 
“isk of oversedation, dizziness, confusion and/or ataxia 
Consider potential additive effects with other hypnotics or 

CNS depressants. Employ usual precautions in severely 
|. depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
“hepatic function. 
<. Adverse Reactions: Dizziness. drowsiness, lightheaded- 
“ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation, 
“lethargy, disorientation and coma, probably indicative of 
s drug intolerance or overdosage. have been reported. Also 
reported: headache. heartbum, upset stomach, nausea. 
C vomiting, diarrhea. constipation, Gl pain, nervousness, 
— talkativeness, apprehension, irritability, weakness, palpita- 
27 fons, chest pains, body and joint pains and С. com- 
„plaints. There have also been rare occurrences of leuko- 
“penia, granulocytopenia, sweating, flushes, difficulty in 
focusing. blurred vision, burning eyes, faintness. hypoten- 
sion. shortness of breath, pruritus, skin rash, dry mouth, 
bitter taste, excessive salivation, anorexia, euphoria. 
dépression, slurred speech, confusion, restlessness, halluci- 
nations; and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase: and paradoxical reactions, 
e.g.. excitement, stimulation and hyperactivity. 
‘Dosage: Individualize for maximum beneficial effect. 
Adults: 30-mg usual dosage: 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
: mended initially until response is determined. — 
Supplied: Capsules containing 15 mg 
flurazepam HC) o - 
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The second edition of 


A MANUAL OF 


PSYCHIATRIC PEER REVIEW |. 






This publication upholds APA’s position 
that the psychiatric profession itself can 
best oversee standards for mental health 
care. 






The manual outlines the appointment and 
function of the Peer Review Committee, 
model screening criteria, and special prob- 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review as it re- 
lates to child psychiatry. ` 
Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 
ment; and inpatient treatment of adoles- 


ORDER YOUR COPY NOW 


Please send me _______ copy(s) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #P116-1. 

$11.00 each. 


check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 





bill me (orders over $35 only). All in- 
voices will include shipping and han- 
dling charges. 





NAME 
ADDRESS 
CITY 





STATE —— —— ZIP 


Send this coupon to: American Psychiatric 
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TRI is contraindidated ^ 
ig CNS depression fom drugs, 
inthe presence of evidence 
of bone marrow depression, and 
"in patients hypersensitive to 
phenothiazines or amitriptyline. 
lt should not be used during 

the acute recovery phase 

- following myocardial infarction 
or in patients who have received 
an MACI within two weeks. 
Patients with cardiovascular 

-disorders should be watched 
closely. Not recommended for 
children or during pregnancy, 
TRIAVIL may enhance the 

¿response to alcohol. 

The possibility of suicide in 
depressed patients remains 
until significant remission occurs. 
Such patients should not have 
access to large quantities of 
the drug. 


MSD Fora Brief Summary 
күлөө Bf Prescribing Information. 


ERCK please see following page 
НА 
SEA 
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containing perphenazine and amitriptyline HCI 


helps treat both | - 
depression and moderate anxiety us 


an antidepressant alone may not be enough 





Triavil 


containing pegghenazine anc amitriptyline HC! 


Available: 

TRIAVIL® 2-25: Each tablet contains 

2 mg perphenazine and 25 mg amitriptyline HCI. 
TRIAVIL* 2-10: Each tablet contains 

2 mg perphenazine and 10 mg amitriptyline HCI. 
TRIAVIL® 4-50: Each tablet contains 

4 mg perphenazine and 50 mg amitriptyline HCI. 
TRIAVIL* 4-25: Each tablet contains 

4 mg perphenazine and 25 mg amitriptyline HCI. 
TRIAVIL* 4-10: Each tablet contains 

4 mg perphenazine and 10 mg amitriptyline HCI. 


CONTRAINDICATIONS: Central nervous system depression from drugs (bar- 
biturates, alcohol, narcotics, analgesics, antihistamines), evidence of bone mar- 
row depression; known hype'sensitivity to phenothiazines or amitriptyline. Should 
not be given concomitantly with a monoamine oxidase inhibitor since hyperpyretic 
crises, severe convulsions, and deaths have occurred from such combinations. 
When used fo replace a monoamine oxidase inhibitor, allow a minimum of 14 days 
to elapse before initiating therapy with TRIAVIL. Therapy should then be initiated 
cautiously with gradual increase in dosage until optimum response is achieved. 
Not recommended for use during acute recovery phase following myocardial 
infarction. 

WARNINGS: TRIAVIL should not be given concomitantly with guanethidine or 
similarly acting compounds since TRIAVIL may block the antihypertensive action 
of such compounds. Use cautiously in patients with history of urinary retention, 
angle-closure glaucoma, increased intraocular pressure, or convulsive disorders. 
Dosage of anticonvulsive agents may have to be increased. In patients with 
angle-closure glaucoma, even average doses may precipitate an attack. Patients 
with cardiovascular disorders should be watched closely. Tricyclic antidepres- 
sants, including amitriptyline НСІ, have been reported to produce arrhythmias, 
sinus tachycardia, and prolongation of conduction time, particularly in high doses. 
Myocardial infarction and stroke have been reported with tricyclic antidepressant 
drugs. Close supervision is required for hyperthyroid patients or those receiving 
thyroid medication. May impair mental and/or physical abilities required for 
performance of hazardous tasks, such as operating machinery or driving a motor 
vehicle. TRIAVIL may enhance the response to alcohol and the effects of 
barbiturates and other CNS depressants. In patients who use alcohol excessively, 
potentiation may increase tre danger inherent in any suicide attempt or overdos- 
age. Not recommended in children or during pregnancy. 

PRECAUTIONS: Suicide is a possibility in depressed patients and may remain 
until significant remission occurs. Such patients should not have access to large 
quantities of this drug. 

: Should not be used indiscriminately. Use with caution in patients 
who have previously exhibited severe adverse reactions to other phenothiazines. 
Likelihood of some untoward actions is greater with high doses. Closely supervise 
with any dosage. The antiemetic effect of perphenazine may obscure signs of 
toxicity due to overdosage of other drugs or make more difficult the diagnosis of 
disorders such as brain tumor or intestinal obstruction. A significant, not otherwise 
explained. rise in body temperature may suggest individual intolerance to per- 
phenazine, in which case discontinue. 

If hypotension develops, epinephrine should not be employed, as its action is 
blocked and partíally reversed by perphenazine. Phenothiazines may potentiate 
the action of central nervous system depressants (opiates, analgesics, antihis- 
tamines, barbiturates, alcohol) and atropine. In concurrent therapy with any of 
these, TRIAVIL should be given in reduced dosage. May also potentiate the action 
of heat and phosphorous insecticides. Neuroleptic drugs elevate prolactin levels; 
the elevation persists during chronic administration. Tissue culture experiments 
indicate that approximately one-third of human breast cancers are prolactin 
dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in & patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and 
impotence have been reported, the clinical significance of elevated serum 
prolactin levels is unknown for most patients. An increase in mammary neoplasms 
has been found in rodents after chronic administration of neuroleptic drugs 
Neither clinical studies nor epidemiologic studies conducted to date, however, 
have shown an association between chronic administration of these drugs and 
mammary tumorigenesis, the available evidence is considered too limited to be 
conclusive at this time. 

Amitriptyline: Depressed patients, particularly those with known manic depres- 
sive illness, may experience a shift to mania or hypomania. Patients with paranoid 
symptomatology may have an exaggeration of such symptoms. The tranquilizing 
effect of TRIAVIL seems to reduce the likelihood of these effects. When amitrip- 
tyline HCI is given with anticholinergic agents or sympathomimetic drugs. 
including epinephrine combined with local anesthetics, close supervision and 
caretul adjustment of dosages are required. Paralytic ileus may occur in patients 
taking tricyclic antidepressants in combination with anticholinergic-type drugs. 

Caution is advised if patients receive large doses of ethchlorvynol concurrently. 
Transient delirium has been reported in patients who were treated with 1 g of 
ethchlorvynol and 75-150 mg of amitriptyline НСІ. 

Concurrent administration of amitriptyline НСІ and electroshock therapy may 
increase the hazards associated with such therapy. Such treatment should be 
limited to patients for whom tis essential. Discontinue several days before elective 
surgery if possible. Elevation and lowering of blood sugar levels have both been 
reported. Use with caution in patients with impaired liver function. 


. ~> 


ADVERSE REACTIONS: Similar to those reported with either consjituent alone. 
Perphenazine: Extrapyramidal symptoms (opisthotonus, oculogyric crisis, e 
hyperreflexia, dystonia, akathisia, acute dyskinesia, ataxia, parkinsonism) have , 
been reported and can usually be controlled by the concomitant use of effective 
antiparkinsonian drugs and /or by reduction in dosage, but sometimes persist after 
discontinuation of the phenothiazine. 

Tardive dyskinesia may appear in some patients on long-teym therapy or may 
occur after drug therapy with phenothiazines and related agents has been 
discontinued. The risk appears to be greater in elderly patients en high-dose 
therapy, especially females. Symptoms are persistent and in some patients appear 
to be irreversible. The syndrome is characterized by rhythmical involuntary 
movements of the tongue, face, mouth, or jaw. Involuntary movements of the 
extremities sometimes occur. There is no known treatment for tardive dyskinesia; 
antiparkinsonism agents usually do not alleviate the symptoms. itis advised that all 
antipsychotic agents be discontinued if the above symptoms appear. if treatment is 
reinstituted, or dosage of the particular drug increased, or another drug substi- 
tuted, the syndrome may be masked. Fine vermicular movements of the tongue 
may be an early sign of the syndrome. The full-blown syndrome may not develop 
if medication is stopped when lingual vermiculation appears. 

Other side effects are skin disorders (photosensitivity, itching, erythema, 
urticaria, eczema, up to exfoliative dermatitis); other allergic reactions (asthma, 
laryngeal edema, angioneurotic edema, anaphylactoid reactions); peripheral 
edema; reversed epinephrine effect; hyperglycemia; endocrine disturbances 
(lactation, galactorrhea, gynecomastia, disturbances of menstrual cycle); altered 
cerebrospinal fluid proteins; paradoxical excitement; hypertension, hypotension, 
tachycardia, and ECG abnormalities (quinidine-like effect); reactivation of psy- 
chotic processes; catatonic-like states; autonomic reactions, such as dry mouth 
or salivation, headache, anorexia, nausea, vomiting, constipation, obstipation, 
urinary frequency or incontinence, biurred vision, nasal congestion, and a change 
in pulse rate; other adverse reactions reported with various phenothiazine 
compounds, but not with perphenazine, include grand mal convulsions, cerebral 
edema, polyphagia, pigmentary retinopathy, photophobia, skin pigmentation, and 
failure of ejaculation. 

The phenothiazine compounds have produced blood dyscrasias (pancyto- 
penia, thrombocytopenic purpura, leukopenia, agranulocytosis, eosinophilia), and 
liver damage (jaundice, biliary stasis). 

Pigmentation of the cornea and lens has been reported to occur atter long-term 
administration of some phenothiazines. Although it has not been reported in 
patients receiving TRIAVIL, the possibility that it might occur should be considered. 

Hypnotic effects, lassitude, muscle weakness, and mild insomnia have also 
been reported. 

False positive pregnancy tests, including immunologic, have been reported with 
phenothiazines. 

Amitriptyline: Note: Listing includes a few reactions not reported for this drug, but 
which have occurred with other pharmacologically similar tricyclic antidepressant 
drugs and must be considered when amitriptyline is administered. Cardiovascu- 
lar: Hypotension, particularly orthostatic hypotension; hypertension: tachycardia; 
palpitation; myocardial infarction; arrhythmias; heart block; stroke. CNS and 
Neuromuscular: Confusional states; disturbed concentration; disorientation; delu- 
sions; hallucinations; excitement; anxiety; restlessness; insomnia. nightmares; 
numbness, tingling, and paresthesias of the extremities; регірћега! neuropathy; 
incoordination; ataxia; tremors; seizures; alteration in EEG patterns; extrapyrami- 
dal symptoms; tinnitus; syndrome of inappropriate ADH (antidiuretic hormone) 
secretion. Anticholinergic: Dry mouth, blurred vision, disturbance of accommoda- 
tion, increased intraocular pressure, constipation, paralytic ileus, urinary retention, 
dilatation of urinary tract. Allergic: Skin rash, urticaria, photosensitization, edema 
of face and tongue. Hematologic: Bone marrow depression including agranulocy- 
tosis, leukopenia, eosinophilia, purpura, thrombocytopenia. Gastrointestinal: Nau- 
sea, epigastric distress, vomiting, anorexia, stomatitis, peculiar taste, diarrhea, 
parotid swelling, black tongue. Rarely hepatitis (including altered liver function and 
jaundice). Endocrine: Testicular swelling and gynecomastia in the male, breast 
enlargement and galactorrhea in the female, increased or decreased libido, 
elevated or lowered blood sugar levels. Other: Dizziness, weakness, fatigue, 
headache, weight gain or loss, edema, increased perspiration, urinary frequency, 
mydriasis, drowsiness, alopecia. Withdrawal Symptoms: Abrupt cessation after 
prolonged administration may produce nausea, headache, and mala:se. These are 
not indicative of addiction. Rare instances have been reported of mania or 
hypomania occurring within 2-7 days following cessation of chronic therapy with 
tricyclic antidepressants. 

OVERDOSAGE: Ali patients suspected of having taken an overdosage should be 
admitted to a hospital as soon as possible. Treatment is symptomatic and 
supportive. However, the intravenous administration of 1-3 mg of physostigmine 
salicylate is reported to reverse the symptoms of tricyclic antidepressant poison- 
ing. Because physostigmine is rapidly metabolized, the dosage of physostigmine 
should be repeated as required particularly if life-threatening signs such as 
arrhythmias, convulsions, and deep coma recur or persist after the intial dosage of 
physostigmine. On this basis, in severe overdosage with perphenazine-amitrip- 
tyline combinations, symptomatic treatment of central anticholinergic effects with 
physostigmine salicylate should be considered. Because physostigmine itself may 
be toxic, it is not recommended for routine use. 


682 (DC6613219) 
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and the full Prescribing Information. Merck Sharp & Dohme, Division 
of Merck & Co., Inc., West Point, PA 19486 
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ome highly specialized in the 
field of mental health. It is a 
specific treatment modality for 
_ those who need a totally planned 

and structured environment. 
: The Brown Schools has de- 
velaped a wide range of profes- 
sional services that can be 
utilized to implement an indi- 
vidually planned residential 
treatment program. The degree 
of structure and protection, the 
intensity of therapy, the methods 
of education and training are 
controlled and modified with the 
resident's changing needs. 

Professionals in the areas of 
psychiatry, psychology, nursing, 
social work, education, pre- 
vocational training, speech 
pathology, and recreation have 
| ^ developed expertise in the spe- 
я cific grea of residential treat- 
ment. Each service area is de- 
signed as a component of an 
integrated therapeutic milieu. 
The three residential treatment 

centers of The Brown Schools 
provide complete programming 
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Dr. Spitzer was Chairperson of the APA Task Force on No- 
menclature and Statistics during the development of DSM-III. 


Unique Program for Clinicians 


More than a conventional self-study program, this course 
provides individual guidance for the kind of learning expe- 
rience that promotes understanding and anchors important 
ideas. Offered in a unique interactive format that stimulates 
your involvement, the DSM-III for Clinicians self-learning 
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* Six one-hour audiocassettes of faculty presentations 

* Course Syllabus with a summary of each audiotape pre- 
sentation, appropriate illustrations, and case study indicat- 
ing the process of assigning diagnosis. 

* Case Studies section with specially designed worksheets 
to practice your own diagnostic skills. 

* Accompanying Test section made up of 60 multiple-choice 


questions. 
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Opening new investigative pathways | | Ў 
nto where and how Valium (diazepam/Roche) exerts i 
ts distinctive antianxiety action 4 


\ем discoveries in receptor research have Under especially intense investigations are the 
itimulated the search for endogenous brain sub- GABA receptors and the benzodiazepine binding E 
tances that may be involved in the mediation of sites themselves—apparently constellations of ae 
anxiety.*5 It has been further theorized that these closely linked but not identica! structures.’ B 
ubstances may act as ligands that bind to Future implications for improved therapy. A 
he same or similar sites as do benzodiazepine mole- jn future work, Roche researchers and cther scien- Р 
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^e ability of benzodiazepines to bind with the sites specific diagnostic and therapeutic approaches w 
ippears to correlate with their clinical effects.2478 


resent investigations into clinical relevance 

f binding sites. Laboratories at Roche have 
:onducted research to identify and isolate sub- 
tances that may prove to be endogenous ligands, 
ut no definitive identification has yet been made. 
'esearchers are also studying substances which 
do not bind, but rather interact with the benzo- 
diazepine binding sites—most notably 
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pharmacologic and clinical 


^ A 
benzodiazepine ейесіѕ.249:0 THE RESEARCH AND CLINICAL LEADER = { 


v 













Please see brief summary of product information. 
and references on the following page. 
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indications: Management of anxiety disorders, or short-term relief of 
Bus ie of anxiety. Anxiety or tension associated with the stress of every- 
дау life usually does not require treatment with an ME Symptomatic 
_ теце! of. acute agitation, tremor, delirium tremens and hallucinosis due to 
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1 angie glaucoma who are receiving appropriate therapy. 
chotic patients. Caution against hazardous 
When used adjunctively 
severity 
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barbiturates and alcohol have been 
uation, usually limited to extended use and 
toms have been 


:months. After extended therapy, gradually taper dosage. Keep addiction- 
prone individuals under careful surveillance because of their predisposi- 
fion to habituation and се. 
` Usage in Pregnancy: Use of minor tranquilizers during first 
drimester should almost always be avoided because of 
Increased risk of congenital malformations as suggested 
several studies. Consider possibility of pregnancy when 
uting therapy; advise patients to discuss therapy if they 
tend Ю or do become pregnant. 
iutions: If combined with other psychotropics or anticonvulsants, 
ider carefully pharmacology of agents ed; drugs such as 
thiazines, narcotics, barbiturates, MAO inhibitors and other antide- 
fs may potentiate its action. Usual precautions indicated in 
severely depressed, or with latent depression, or with suicidal 
ies, Observe usual precautions in impaired renal or ic func- 
Limit dosage to smallest effective amount in elderly and ilitated 
preclude ataxia or oversedation. 
‘clearance of Valium and certain other benzodiazepines can be 
geloyed in association with Tagamet (cimetidine) administration. The clini- 
gnificance of this is unclear. 
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3 Inciividualize for maximum beneficial effect. Adults: Anxiety dis- 
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In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 
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comparable to Artane® (trihexyphenidyl HCl) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
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Before prescribing or administering, see Sandoz literature for tull 
product information The following is a brief summary 





Contraindications: Severe central nervous system depression 
comatose states from any cause. hypertensive or hypotensive 
heart disease of extreme degree 


Warnings: Administer cautiously to patients who have previ- 
dusly exhibited a hypersensitivity reaction (2.g., blood dyscrasias 
aundice) to phenothiazines. Phenothiazines are capable of poten 
lating central nervous system depressants ie.g., anesthetics, 
)piates, alcohol. elc.) as well as atropine and phosphorus 
nseclicides; carefully consider benefit versus risk in less severe 
lisorders. During pregnancy, administer оп у when the potential 
yenelits exceed the possible risks to mother and fetus 


Precautions: There have been infrequent reports of leukopenia 
ind/or agranulocytosis and convulsive seizures. In epileptic 
Jatients, anticonvulsant medication should also be maintained 
?igmentary retinopathy, observed primarily in patients receiving 
arger than recommended doses, is characterized by diminution 
Y visual acuity, brownish coloring of vision, and impairment of 
tight vision; the possibility of its occurrence may be reduced by 
emaining within recommended dosage limits. Administer 
autiously to patients participating in activities requiring complete 
nenta! alertness (е... driving), and increase dosage gradually 
)rthoslatic hypotension is more common ir females than in 
nales Do not use epinephrine in treating drug-induced hypo- 
ansion since phenothiazines may induce a reversed epinephrine 
‘fect on occasion 


leuroleptic drugs elevate prolactin levels; the elevation persists 
luring chronic administration. Tissue culture experiments indi 
ate that approximately one-third of human breast cancers are 
irolaclin dependent in vitro. a factor of potential importance if the 
rescription of these drugs is contemplated in a patient with а 
reviously detected breast cancer. Although disturbances such as 
alactorrhea, amenorrhea. gynecomastia, and impotence have 
een reported, the clinical significance of elevated serum prolac- 
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tin levels is unknown for most patients. Daily doses in excess of 
300 mg should be used only in severe neuropsychiatric 
conditions 


Adverse Reactions: Central Nervous System Drowsiness, 
especially with large doses, early in treatment: infrequently, pseu- 
doparkinsonism other extrapyramidal symptoms; rarely, 
nocturnal confu hyperactivity, lethargy, psychotic reactions, 
restlessness, and headache. Autonomic Nervous System 
Dryness of mouth. blurred vision, constipation, nausea, vomiting, 
diarrhea, nasal stu'finess, and pallor. Endocrine System 
Galaclorrhea, breast engorgement, amenorrhea, inhibition of 
ejaculation, and peripheral edema. Skin Dermatitis and skin 
eruptions of the urticarial type, photosensitivity Cardiovascular 
System ECG changes (see Cardiovascular Effects below) 

Other - Rare cases described as parotid swelling 


It should be noted that efficacy, indications and untoward effects 
have varied with the different phenothiazines. It has been reported 
that old age lowers the tolerance for phenothiazines: the most 
common neurologic side effects are parkinsonism and akathisia, 
and the risk of agranulocytosis and leukopenia increases. The 
following reactions have occurred with phenothiazines and should 
be considered whenever one of these drugs is used. Autonomic 
Reactions  Miosis. obstipation, anorexia, paralytic ileus. Cuta- 
neous Reactions Erythema, extoliative dermatitis, contact 
dermatitis. Blood Dyscrasias Agranulocytosis, leukopenia 
eosinophilia, thrombocytopenia, anemia, aplastic anemia, pancy- 
topenia. Allergic Reactions - Fever, laryngeal edema, angioneu- 
гос edema, asthma. Hepatotoxicily Jaundice, biliary stasis 
Cardiovascular Effects Changes in terminal portion of electro- 
cardiogram. including prolongation of Q-T interval, lowering and 
inversion of T-wave, and appearance of a wave tentatively identi- 
fied as a bifid Tor a U wave have been observed with phenothia- 
zines, including Mellaril (thioridazine); these appear to be 
reversible and due to altered repolarization, not myocardial 
damage. While there is no evidence of a causal relationship 
between these changes and significant disturbance of cardiac 
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(thioridazine) 


TABLETS: 50 mg, 100 mg, 150 mg, anc 200 mg 
thioridazine HCI, USP 

MELLARIL-S® (thioridazine) SUSPENSION 

100 mg/5 тї: Each 5 ml contains thioridazine, USP 
equivalent to 100 mg thioridazine HCI, USP 


rhythm, several sudden and unexpected deaths apparently due to 


Cardiac arrest have occurred in patients showing characteristic 
electrocardiographic changes while taking the drug. While 
proposed, penodic elecirocardiograms are по! regarded as 
predictive. Hypotension, rarely resulting in cardiac arrest. Extra- 
pyramidal Symptoms — 4kathisia, agitation, motor rest'essness, 
dystonic reactions, trismus, toricallis opisthotonus, oculogyric 
Crises, tremor. muscular rigidity, and akinesia. Persistent Tardive 


Dyskinesia — Persistent and sometimes irreversible tardive dyski- 


nesia, characterized by rhythmical involuntary movements of the 


tongue, face, mouth, or jaw (e.c., protrusion of tongue, puffing of 


cheeks, puckering of mouth, chewing movements) and some- 
limes of extremities may occur on long-term therapy о: after 
discontinuaticn of therapy, the risk being greater in eldarly 
patients on high-dose therapy, especially females: if symptoms 
appear, discontinue all antipsychotic agents. Syndrome may be 
masked if treatment is reinstituied. dosage is increased, or anti 
psychotic agent is switched. Fine vermicular movemerts of 
tongue may be an early sign, and syndrome may not develop if 
medication is stopped al that time. Endocr isturbances 
Menstrual irregularities. alterec libido gynecomastia, lactation, 
weight gain, edema, false posit ve pregnancy tests. Urinary. 
Disturbances Retention, incontinence. Others Hyperpyrexia 
behavioral effects suggestive o! aparadoxical reaction, including 
excitement, bizarre dreams, aggravation о! psychoses, and toxic 
contusional states; following long-term tre 
eye syndrome marked by progressive pigmentation of skin or 
conjunctiva and/or accempanied by discoloration of exposed 
sclera and cornea; stellate or irregular opacities of anterior lens 
and cornea; systemic lupus erythematosus-like syndrome 
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Active in the 
limbic system 
where psychotic — 
symptoms arise... 


less active where : 
neurotoxic — 
effects occur” 








striatal system— minimal 
extrapyramidal stimulation 


hypothalamus—little effect on 
temperature-control mechanisms 


hippocampus— minimal effect on 
‘seizure threshold 


emetic center— minimal antiemetic 
activity 


Although extrapyramidal effects are 
characteristic of antipsychotic agents in 
general, with Mellaril (thioridazine) 
extrapyramidal stimulation is minimal. 
Adding an antiparkinsonism agent— 
which can cause its own side effects— 
can usually be avoided. Neuroleptic 
drugs elevate prolactin levels; the 
elevation persists during chronic 
administration. 


- For Brief Summary, 


8 ‘SANDOZ 
please see preceding page. SANDO: 


A44 DIL E б ое dui = | | =» 


S 


ee 


Am J Psychiatry 139-11, November 1982 


: THE AMERICAN JOURNAL OF PSYCHIATRY 


1405 





The Prevalence and Ramifications of Psychopathology in 
Psychiatric Residents: An Overview 


BY HARVEY D. CAMPBELL, M.D. 


Although estimates оў psychopathology in 
psychiatric residents vary from 4% to 22%, at either 
end of the spectrum emotional disturbance is a 
significant problem that merits greater attention. The 
prevalence of psychopathology may be seriously 
underestimated when obtained from residency 
program directors, who may be aware of only the 
most blatant cases. On the other hand, figures that 
rely on self-report or the subjective impressions of 
faculty may be spuriously inflated by transient 
manifestations of stress commonly experienced 
during residency training in psychiatry. The author 
makes recommendations for improved screening of 
candidates and greater commitment by training 
programs to recognizing and meeting the emotional 
needs of psychiatric residents. (Am J Psychiatry 
139: 1405-1411, 1982) 





Se have suggested that psychiatry tends to at- 
tract many applicants with sublimated needs for 
the resolution of emotional conflict (1-3). Ford wrote, 
“Thus it сап be said that emotional conflict, often 


severe but not necessarily of clinical neurotic quality, 


characterizes the careers of most men who become 
psychiatrists. . . . They are led to formal commitment 
to psychotherapy both as a career and as a resolution 
of inner need”’ (1). 


Presented at the annual scientific meeting of the Texas Psychiatric 
Society, Galveston, November 12-14, 1981. Received May 21, 1981; 
accepted Sept. 16, 1981. From the Department of Psychiatry, Baylor 
College of Medicine. Address reprint. requests to Dr. Campbell, 
Department of Psychiatry, Baylor College of Medicine, Texas 
Medical Center, Houston, TX 77030. 

The author thanks Drs. James Lomax, Alex Pokorny, Laurence 
Schweitzer, and Daniel Brener for their criticism and encourage- 
ment and Ms. Betty Brouthers for her typing assistance. 

. Copyright ® 1982 American Psychiatric Association 0002-953X/82/ 
11/1405/07/$00.50. 


In addition to the relative stability of ths personality 
that the resident brings to the training environment, 
the stresses inherent in the process o? becoming a 
psychiatrist have a potential for exacerbating or reacti- 
vating latent conflicts in the resident, thus contributing 
to the development of overt psychopathology. Resi- 
dents who indeed become emotionally disturbed in the 
process of psychiatric training are sometimes unrecog- 
nized or inadequately provided with treatment. On the 
other hand, the resident's normal and ofen transient 
reactions to the stress of training are sometimes mis- 
understood and attributed to serious pathology, spuri- 
ously inflating the reported casualty rate с? psychiatric 
training. 

This paper surveys the literature dealing with the 
prevalence of emotional disturbance in psychiatric 
residents and discusses how the prevé.ence might 
reflect not only differences in the methods used to 
identify the disturbed resident but also Пе stress of 
psychiatric training and the often inadequate response 
of many training programs, in terms cf both initial 
screening of candidates and subsequent iatervention. 


PREVALENCE OF PSYCHOPATHOLOGY 


In one of the earliest studies Kelly (4 surveyed a 
group of residency program directors by ciestionnaire 
and determined the casualty rate of psychiatric train- 
ing to be 4%. This figure, however, ircluded only 
residents who committed or attempted suicide and 
those with other psychiatric disabilities ‘оЁ sufficient 
intensity to require special therapy or hosoitalization'' 
(4). It failed to include any trcubled residents who 
were 1) ostensibly in therapy for training purposes, 2) 
ill or under treatment without the knowledge of pro- 
gram directors, or 3) performing their work with their 
disturbance unnoticed. Although Kelly reported that 
his survey represented a cross-section of 211 residency 
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programs in the United States, the response rate was 
only 3566. 

Russell and associates (5) also conducted a ques- 
tionnaire survey of residency program directors. They 
found that 6.9% of all residents in training did not 
complete the year. Although only 26% of these resi- 
dents terminated training for emotional reasons alone, 
Russell and asssociates concluded that those who had 
problems leading to termination were rarely free of 
emotional disturbancz. Of the residents who did not 
complete the year because of emotional illness, Rus- 
sell and associates classified their disturbances as 
behavior or character disorder (43%), severe neurosis 
or depression (3596), psychosis (1896), and suicide 
(106/100,000, the highest rate recorded for any residen- 
cy specialty). 

In a later study Kussell and associates (6) again 
surveyed a group of residency program directors by 
questionnaire and found that 8% of the residents were 
‘‘problem’’ residents, defined as those who were un- 
able to complete training because of emotional prob- 
lems or who remained with marginal performance and/ 
or severe emotional illness. On the basis of this 
prevalence, they concluded, ‘‘In each average-size 
residency program there are likely to be 1 or 2 resi- 
dents each year who will have adjustment problems or 
emotional illnesses that lead to failing performance” 
(6). 

In an initial study Waring (7) found that 22% of the 
psychiatric trainees from one British institution, but ’ 
only 3% of the nonpsychiatric medical postgraduates 
from another British institution, had a score on the 
General Health Questionnaire in the range of a highly 
probable nonpsychotic emotional illness. Using these 
data in a cross-cultural study again employing the 
General Health Questionnaire, Waring (8) demonstrat- 
ed that 16.2% of a group of psychiatric residents from 
England and Canada had nonpsychotic emotional dis- 
turbances. This relatively high prevalence of psycho- 
pathology, however, was not statistically different 
from that in a group of nonpsychiatric residents. 
Waring cautioned that the results of his initial study 
might be criticized for his failure to obtain a repre- 
sentative sample (8). 

Garetz and associates (9) retrospectively studied 200 
psychiatric residents over a 25-year period. On the 
basis of the subjective impressions of two of the 
authors as teachers, supervisors, and/or psychothera- 
pists, they found that 13% of the residents were 
disturbed (i.e., specifically diagnosed as having psy- 
chotic, severe neurotic, addictive, or serious charac- 
terologic disorders). 

Recently Garfinkel and Waring (10), using the Gen- 
eral Health Questionnaire, found that 6 (8.6%) of 70 
first-year residents in 2 psychiatric residency pro- 
grams displayed evidencé of a nonpsychotic emotional 
disturbance, with 4 others (5.7%) judged as probably 
emotionally disturbed. Those residents identified as 
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disturbed were more likely to score higher on the 
neuroticism subscale of the Eysenck Personality In- 
ventory. On the Strong Vocational Interest Blank, 
they were found to have attitudes and interests more 
characteristic of bankers dnd office workers than of 
physicians. Disturbed residents tended to score higher 
on MMPI scales reflecting depression, isolation, and 
confusion. In addition, 4 of the 10 residents identified 
as disturbed or probably disturbed subsequently termi- 
nated training early. Because only 58% of the eligible 
residents agreed to participate in the study, the au- 
thors speculated that their firidings of psychopatholo- 
gy might have been an underestimate, since some 
individuals might have refused to participate for fear of 
having their psychopathology revealed. 

In studying the prevalence of suicide among resi- 
dents in various specialties, Craig and Pitts (11) found 
that while psychiatric residents composed 11.396 of 
the total residency group, they accounted for 30.796 of 


all suicides. This difference, however, was not statisti- 


cally significant. : 

Russell and associates (6) have reported that only 

1.2% of psychiatric residents abuse drugs or alcohol. 
This figure, which is relatively low compared with that 
for older physicians (12, 13), was obtained from a 
survey of residency program directors. But just how 
much do residency directors know about their resi- 
dents? In a case study of suicide in 5 psychiatric 
residents, Pasnau and Russell (14) suggested that often 
only after a tragedy may knowledge of alcohol or drug 
abuse come to the attention of supervisors or other 
faculty. 
. It would appear from these studies that the reported 
prevalence of severe emotional illness in psychiatric 
trainees varies over a wide range. Estimates tend to be 
lower when obtained from residency prograni direc- 
tors (4—6) and higher when based on self-report or the 
subjective impressions of faculty (7—10). 

Emotional illness in psychiatric residents merits 
attention not only because of the individual misfortune 
but also because psychiatrists are in short supply and 
their importance to the community is considerable (4). 
As Garetz and Garetz stated, 


Training programs in psvchiatry have a responsi- 
bility, both to society and to residents. to select and 
retain only those people who properly belong and can 
function in the field. Neither society's nor the individ- 
ual's interests would be served by permitting physi- 
cians who cannot meet the standards of intelligence, 
talent, and emotional stability required to function as a 
psychiatrist to enter, continue, or complete training. 
(15) 


How, then, might residency programs better ad- 
dress this problem? To answer this question, one 
might begin by looking at the basic process by which 
these programs choose candidates for psychiatric 
training. 
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SCREENING 


Most programs emphasize the screening process for 
the identification of latent pathology in candidates (4). 
Ideally, screening should begin in medical school (16); 
one frequently cited study (17), which used a standard- 
ized interview technique, found that 15% of medical 
students have a serious psychiatric illness. 

Several studies have helped to identify the high-risk 
candida:e for psychiatric training. According to Rus- 
sell and associates (6), statistically significant high-risk 
factors include 1) age greater than 30, 2) marital status 
and marital problems (i.e., divorced, separated, never 
married, or having significant marital conflict, 3) his- 
tory of psychotherapy or psychiatric hospitalization; 
4) practice in another medical specialty before begin- 
ning psychiatric residency training, 5) history of drug 
or alcohol abuse, and 6) emotional problems in the 
resident's spouse. Factors not found by Russell and 
associates (6) to correlate with high-risk status include 
1) graduation from a foreign medical school, 2) sex, 3) 
race or ethnic group, and 4) transfer from another 
residency program, whether psychiatric or nonpsy- 
chiatric. Although other authors (14, 18) have reached 
the same general conclusions concerning risk factors 
in psychiatric training, Garetz and Garetz (15, 19) have 
cautiously suggested that women, particularly those 
who are younger and unmarried, tend to make a 
poorer adjustment than men to psychiatric residency 
training. 

Two of the most common devices used for screening 
are letters of recommendation (9796 of all cases) and 
medical school records (6896) (5). However, only 3096 
of the programs rate these devices as very useful (5). 
Pasnau and Russell (14) were impressed by the fre- 
quency with which problems were glossed over in 
letters of recommendation from medical schools. 

Of the various screening procedures, faculty and 
resident interviews have been found to be the most 
valuable (5). Pasnau and Russell (14) urged that all 
candidates be interviewed by several faculty members 
as well as by at least one resident. They stated, 
"Although residents do not have the experience or 
knowledge of the staff, they often tap a dimension of 
the applicant's personality that may have eluded the 
faculty member." 

Psychological testing, always or sometimes used by 
only 596 of training programs in the screening process 
(5), is of debatable value as an absolute screen (10, 14). 
For example, Pasnau and Russell (14) described the 
case of a psychiatric resident who was initially denied 
admission for training because of emotional illness 
detected by psychological testing ('immaturity, ex- 
treme ambivalence, and a significant tendency to act 
out”). After a long series of interactions and his 
subsequent reapplication, he was eventually accepted 
into the program. The psychologist who performed the 
testing relented by admitting that she could have made 
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a mistake. Tragically, this resident resizned after 6 
months and was found dead 2 menths later from a self- 
inflicted gunshot wound to the head. Thus, even when 
emotionally disturbed residents are identified, they 
may still’ be accepted into training. Complicating mat- 
ters further is the finding by Garetz and éssociates (9) 
that even some very disturbed residents make satisfac- 
tory adjustments to residency and psychiatric prac- 
tice. 

Hence, it is not surprising that screeninz procedures 
have been criticized as ‘‘primitive’’ (К. Ekstein, per- 
sonal communication, Aug. 24, 1973) ard lacking in 
scientific validity (20). Moreover, as many psychiatric 
training programs continue to have a number of un- 
filled positions (21), one suspects that the competition 
for candidates adversely affects the s:ringency of 
screening criteria employed. The marked prevalence 
of emotional disturbance in psychiatric trainees indi- 
cates that sole reliance on screening of candidates is 
often nct successful or sufficient; it is the task of those 
involved in training residents to intervens. 


INTERVENTION 


Almost all psychiatric residents can benefit from 
various training program interventions directed at 
greater self-understanding. Personal or group psycho- 
therapy, didactic supervision, and/or supportive rela- 
tionships with faculty preceptors are effective inter- 
ventions. 

Personal psychotherapy as a part of professional 
training may enhance the development of skill as a 
psychotherapist by helping to resolve personal emo- 
tional conflicts that often surface in the process of 
training (22). Approximately two-thirds of all psychiat- 
ric residents will enter into psychotherapy of some 
kind. during residency (10, 23). More than half of the 
psychiatric residents surveyed by Greder. and Casa- 
riego (24) felt that personal psychothera»y was ex- 
tremely important (and another 29% ratec :t as moder- 
ately important) in the development of a good psychia- 
trist. | 

For the disturbed resident, personal psychotherapy 
is more compelling (4—6, 9, 14, 15). In their case study 
of suicide in 5 psychiatric residents, Pasmau and Rus- 
sell (14) noted that although all were referred for 
individual psychotherapy, none of the residents was 
actively involved in treatment at the time of death. 
Two of the 5 residents committed suicide shortly after 
their resignation from the program. The Cregon Board 
of Medical Examiners reported a somewtat analogous 
experience: of 40 physicians on probat:cn or under 


investigation for probation during a 13-mcnth period, 8 


committed suicide (25). Thus, there 15 ample evidence 
to support the recommendation that nc resident be 
allowed to resign or be terminated from training before 
provisicns for psychotherapy have been made (14). 
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Unfortunately, while great thought and care are 
given to the acquisition of knowledge and skill during 
residency training, comparatively less are often given 
to aspects of emotional health (16). More specifically, 
despite the enthusiasm about individual psychothera- 
py, itis unusual for such therapy to be a built-in part of 
the residency program (5). The financial resources of 
many residents are inadequate to provide for needed 
or recommended therapy (3). Halleck and Woods 
stated, ‘‘While some [psychiatric training] programs 
make provisions for psychiatric treatment or counsel- 
ing for disturbed residents ... inquiries to other 
psychiatrists and residents in training throughout the 
country indicate tha: many programs are minimally 
concerned with these problems” (3). Kelly (4) ex- 
pressed his subjective impression that only about half 
of the psychiatric residency training programs he 
surveyed showed a positive interest in assisting resi- 
dents in personal grcwth and maturation as a part of 
professional training. Halleck and Woods concluded, 
“It is our belief that lack of attention to the emotional 
problems of residents leads to psychiatric casualties 
and the development of too many mediocre psychia- 
trists" (3). 

Even when therapy for the disturbed resident is 
available, the results are often not carefully monitored 
and the resident is allowed to continue in the training 
program regardless of the outcome. Yager warned, 
‘Therapy will not turn a sow's ear into a silk purse. 
One suspects that unsuitable residents are tolerated, 
passed through, and accredited all too frequently” 
(26). 

Several authors (4, 27, 28) have advocated group 
therapy for psychiatric trainees. Unfortunately, only 
34% of the training programs always have such 
groups, although another 26% report that they some- 
times have them (5). Sadock and Kaplan (27) de- 
scribed their experiences with voluntary, long-term, 
intensive group psychotherapy for psychiatric resi- 
dents as an integral part of residency training. They 
felt that this experierce better enables the resident to 
become aware of his emotional problems and to re- 
solve them. 

Another potential intervention is the supervisory 
relationship. Used by almost all programs (5), it is a 
major screening device for the development of patho- 
logical reactions (10). However, this relationship has 
been described as *'a strange one, almost inherently 
conflictual and ambiguous” (3). Several authors have 
warned of the complizations of not clearly differentiat- 
ing between supervision which is didactic and that 
which is therapeutic (22,.29). Halleck and Woods 
cautioned, 


If the resident exposes himself and deals with his 
anxieties, he must at the same time face the realistic 
absence of the securities inherent in a truly therapeutic 
alliance. He has no assurance of confidentiality and knows 
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that his supervisor exercises much pOwer over the ulti» 
mate success or failure of his residency. As a consequence 
the resident may consciously or unconsciously conceal a - 
great deal, with a resultant increase in his guilt. (3) 


Thus, although the supervisory relatiogship is im- 
portant and vital (30), it is not ideally suited to meeting 
the emotional needs of the psychiatric resident. 

Perhaps, then, the role of faculty preceptors should 
be expanded (14, 31). A faculty preceptor for zach 
resident was at least sometimes used by 82% of the 
training programs surveyed bv Russell and associates 
(5). The preceptor takes a personal interest in the 
resident's development over the entire period of his 
residency and generally has no evaluative responsibil- 
ity, which encourages a more free and spontaneous 
exchange of ideas and emotional reactions to the stress 
of training than is seen in the supervisory relationship. 

All too often, normal reactions to the stress of 
psychiatric residency training are not appreciated or 
placed in proper perspective by supervisors or faculty. 
The contribution of this oversight to the casualty raté 
of psychiatric training deserves greater attention. 


ROLE OF STRESS 


Psychiatric training is emotionally stressful. Holt 
called it a **subtle, complex, and personally threaten- 
ing type of practice, one for which many medical 
schools ill prepare their graduates” (23). Several au- 
thors (1, 3, 4, 15, 23, 26, 32-37) have discussed the 
identity crisis imposed by psychiatric training. Yager 
stated, ‘‘The identity crisis-ogenic factors in the field 
together with the mystification techniques of the fzcul- 
ty-resident relationship insures that even the best put 
together resident will experience major discomforts in 
the process of becoming a psychiatrist” (26). The most 
frequently cited stresses include 1) the identification 
with the psychopathology of one's patients, 2) the 
often demanding, uncooperative, and difficult nature 
of many psychiatric patients, 3) the development of 
psychological-mindedness, 4) the shift from the au- 
thoritarian medical model to the more passive psycho- 
logical one, 5) the ambiguity and uncertainty due to the 
plethora of theories regarding human behavior and its 
complexity, and 6) the loss of identity as a medical 
physician and uncertainty of identification as a psychi- 
atrist (3, 7, 23, 29, 32, 37, 38). (No attempt is made in 
this paper to describe the concurrent stresses that 
might also pertain, such as those common to physi- 
cians as a group, e.g., role strain, denial of dependen- 
cy needs, and exaggerated sense of duty; those com- 
mon to postgraduate students as a group, e.g., pro- 
longed dependency, hostility and jealousy through 
competition, and economic difficulties compared with 
peers; and, finally, those stresses related to the general 
tasks of early adulthood, e.g., forming a lasting love 
relationship and a stable occupational identity). 
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The stress of Psychiatric training may manifest itself 
in rhany different ways. Staff may notice the emer- 
gence of concerns for status, recognition, and power 
struggles that may reflect, in part, difficulties in inte- 
grating and consolidating the role of psychiatrist (3, 
34). Merklin and Little (33) described the ‘‘beginning 
psychiatry training syndrome” in which the resident's 
response to the stress of training may take the form of 
transient neurotic, psychosomatic, or behavioral 
changes. After interviews with psychiatric residents, 
Fleckles reported that almost all recalled a period 
when they felt ‘‘intensely frustrated, lost, helpless, 
depressed, and confused as to what psychiatry was all 
about” (32). Sharaf and Levinson (35) described the 
**quest for omnipotence” in professional training dur- 
ing which residents have a need for increased staff 
contact to help bind the anxiety of subjective thera- 
peutic impotence so common in beginning psychia- 
trists (39). 

Another possible manifestation of training stress is 
depreesion. Pasnau and Bayley (40) presented MMPI 
data on psychiatric residents after 1 year in training 
that showed a marked increase in depression in each of 
the residents studied. Flamm (41) pointed out that this 
depression is consistent with clinical observation and 
may be part of a maturational process associated with 
progression from one developmental stage to another, 
often experienced as a separation. | 

There may also be changes in the trainee's relation- 
ship with his patients. His anxiety may force emotion- 
al withdrawal from patients, which often takes the 
form of increased interest in the patients' physical 
complaints (33, 34). Psychotherapeutic noninterven- 
tionism and nihilism are variants on the same theme of 
therapist anxiety (3. 26, 34). 

Furthermore, as the stress of psychiatric training 
mounts, the institution of training may come under 
increasingly critical scrutiny. Sadock and Kaplan (27) 
described the "'first-year slump," a period usually 
toward the end of the first year when recognition of the 
limitations in psychiatric knowledge often causes disil- 
lusionment and personal disequilibrium. Holt stated 
that this slump is often portended by ''a period of 
vague dissatisfaction with petty complaints expressed 
in a variety of ways. There might follow one or more 
occasions of formal protest, with signed petitions and 
delegations of spokesmen waiting upon the authori- 
ties" (23). In their work with psychiatric residents in 
long-term psychotherapy groups, Sadock and Kaplan 
(27) noted the parallel development of ‘‘group rebel- 
lion" with the ''first-year slump." 

Hence, normal reactions to the stress of psychiatric 
training may be expressed in a variety of apparent 
symptoms and signs. However, what may appear 
superficially to be psychopathological may actually be 
evidence of personal growth necessary for the devel- 
opment of an empathetic psychiatrist. Particularly 
poignant is Holt’s comment: ‘‘Paradoxically, the 
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growth of a deep and sustaining interest in psychiatry 
may be accompanied by external appearances that 
superficially look like loss of enthusiaxzm and zeal” 
(23)..He warned that there is a strong tezdency for the 
faculty to consider as ‘ће final throes of a revolt 
against any and all authority” (23) whzt to the resi- 
dents is a problem of morale and to assume that the 
cause is to be sought within the traniferences and 
personalities of the residents. Supervisors and other 
faculty may note shifts from therapeutiz optimism to 
pessimism as the residents ‘ігу on for fit" various 
theoretical orientations. This is healthy and to be 
encouraged (26, 34). Out of perspective, however, 
these shifts may be interpreted as psychopathology— 
evidence of immaturity, instability, or narcissism (34). 
Garetz and associates (9) made an important distinc- 
tion between the ‘‘disturbed’’ and the "'disturbing" 
psychiatric resident. They found that while most emo- 
tionallv disturbed residents were also disturbing to 
others, there was a small group of residents (5%) who 
were not at all disturbed but were misleteled as such 
by faculty. It is significant that these residents often 
went on to make outstanding contributions as psychia- 
trists. 

The stress of psychiatric training may not only 
create a misleading clinical impression. of emctional 
disturbance but may also result in misleading conclu- 
sions from self-report psycholcgical teszs such as the 
MMPI and the General Health Quest.onnaire. The 
latter test has been found to be a reliable, valid, and 
sensitive screen for nonpsychotic emotional illness 
(42). However, in follow-up interviews with some of 
the residents identified bv the General Health Ques- 
tionnaire as disturbed, Waring (8) had tre impression 
that some of them were instead suffering from menifes- 
tations of the “‘beginning psychiatry training syn- 
drome.”’ 

Whereas recognition of temporary difficulty with 
developmental milestones in psychiatric training may 
lead to universalization and increased se f-understand- 
ing (8), failure to do so may have se-ious adverse 
consequences. Not only will it erroneously inflate the 
reported prevalence of psychopathology in residents, 
but more importantly, there is evidence that i: may 
lead to a developmental arrest as a psychiatrist. Ac- 
cording to Halleck and Woods, ‘Мапу residents de- 
velop into mediocre or inadequate psycLiatrists partly 
as a result of a failure to work through the anxieties 
attendant upon being a resident" (3). Merklin and 
Little stated, ‘‘The recognition of the experience [of 
the beginning psychiatry training syndrome] as an 
essential aspect of training may abort premature resig- 
nations or other more serious impulsive actions” (33). 

Thus, the stress of psychiatric residency training has 
far-reaching implications for determir.ag the true 
prevalence of psychopathology in res:dents. While 
stress may erroneously inflate the reportzd prevalence 
by leading some residents to be identified as disturbed 
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when in fact they are rot, it may also contribute to the 
reported prevalence in the sense of causing some 
residents to fail to live up to their potential, others to 
terminate training prematurely, and still others to 
eventually manifest more serious psychopathology. 


DISCUSSION 


The prevalence of emotional disturbance in psychi- 
atric trainees ranges from 4% to 22%. In part, this 
apparent inconsistency reflects differences in the 
methods of determination. Estimates tend to be lower 
(ranging from 496 to 8%) when obtained from program 
directors (4—6), who may be aware of only the most 
blatant psychopathology. On the other hand, self- 
report devices or subjective impressions of supervi- 
sors or other faculty (7-10) may fail to take into 
account the often transient nature of many of the 
manifestations of stress in psychiatric training and 
attribute these to serious pathology in the resident, 
resulting in a greater reported prevalence of psycho- 
pathology (ranging frcm 9% to 22%). 

Investigators in future studies must be aware of the 
pitfalls of the various methods used to determine 
psychopathology. When self-report devices are used, 
follow-up interviews should be conducted to eliminate 
those residents who aze not emotionally disturbed but 
only suffering from the inevitable emotional turmoil of 
psychiatric training. Similarly, when subjective im- 
pressions of residency program directors, supervisors, 
or other faculty are used, tests for intraobserver/ 
interobserver reliability should be satisfied. 

Despite these methodological difficulties in deter- 
mining the true preva.ence of psychopathology, emo- 
tional disturbance in psychiatric residents is a signifi- 
cant problem that merits considerably more attention. 
More research is necessary in the area of screening 
candidates. High-risk factors should be identified by 
the faculty and resident interviewers and their possible 
significance properly evaluated by the admissions 
committee. Psychological testing in the screening 
process—its reliability, validity, and sensitivity— : 
should be more rigorously studied and its role perhaps 
expanded, especially ior the candidate already identi- 
fied by historical data or interview as high risk. Also 
needed are prospective and longitudinal scientific 
studies of the residency environment—specifically, its 
effects on the emotional health of residents. 

What is needed is not only more research but also 
wider recognition of the various manifestations of 
stress in psychiatric residency training. Perhaps most 
important, however, is intervening to help residents 
grow and mature as psychiatrists. А supportive link 
with a faculty preceptor, a didactic relationship with a 

"supervisor, and a therapeutic alliance with the peer 
group and/or personal psychotherapist are all clearly 
beneficial to the professional growth of the resident. 
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For the disturbed resident, however, The mandate Zor ` 
intervention is even more compelling. Perhaps, then, 

what is most needed is a change in the attitude of 

psychiatric training programs toward assuming more 

responsibility for recognizing and meeting, the emo- 

tional needs of residents that arise in the process of 

professional training. 
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1412 THE WORKING FAMILY 


The Working Family: A Researcher’s View of Health ` 


in the Household 


BY DAVID REISS, M.D. 


The author characterizes the underlying 
assumptions, convictions, and beliefs that each- 
family holds about its environment as the family 
paradigm, citing the evidence for the family 
paradigm gleaned from the laboratory study of how 
families solve problems. He suggests that a family's 
health depends on the conservation of its paradigm; 
pattern regulators ana ceremonials are two types of 
family routine that conserve the paradigm. When the 
paradigm is threatened with collapse, three stages 
can be delineated: the emergence of rules, the 
explicit family, and rebellion and action. Each last 
stage can propel the family toward dissolution or 


self-healing. (&m J Psychiatry 139:1412-1420, 1982) 


brief description of two families will help me 
begin my discussion of the working family. 

The first family is the Ingalls, immortalized in an 
autobiographical series by one of its children, Laura 
(1). In the family was a father who was known simply 
as "Pa." He was a Jack-of-all-trades. There were also 
Ma, endlessly resourceful, and three mischievous 
daughters, Mary, Laura, and Carrie. The Ingalls were 
part of the great migration that moved westward after 
the passage of the Homestead Act. Pa was restless and 
always searching for uncharted roads and open 
spaces. Indeed, the dcminant theme in the life of this 
family was their isolation from others and the inner 
strength they summoned during crisis after crisis as 
they moved from Wisconsin, to Kansas, to Minnesota, 
and finally to the Dakota Territory. One move was to a 
one-room dugout home on the banks of Plum Creek in 
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Minnesota. The Ingalls would be living underground in 
a strange and dark room dug out of а small hill. 


Alongside was the swirling and treacherous Plum ` 


Creek. Laura described how the family turned their 
shared exploration of this new territory into a game. 

Ma was the first to show uneasiness about the 
family's new home. In response, Laura and Pa—with 
much enjoyment in the task and each other—went off 
to cut a few willow branches for what was to be, 
temporarily, a bed. This bed was clearly more symbol- 
ic than real. In the following days it was the creek that 
had to be explored. It had deep spots and rapids in 
which adults, let alone small children, could easily 
drown. To master this, the parents took their two girls 
swimming in a safe spot, but near the rapids. As each 
child swam out a bit too far, Pa played at dunking her 
and—through laughter—made clear the consequences 
of carelessness. While the family remained on its 
banks, Plum Creek became transformed into a respect- 
ed and cherished core of its daily life. 

The second family lived in my neighborhood whenI 
was a boy. I will call them the Ivanovs. The family 
consisted of a husband—a businessman—a wife, who 
taught piano, and her maiden sister, who edited chil- 
dren's books. They were all in their 70s when I knew 
them as a child. They had been members of the minor 
Russian nobility and had fled their homeland during 
the revolution. They lived in an aging apartment 
building whose corridors were garishly lit by unshield- 


. ed fluorescent lights. 1 remember how immediately 


different things seemed as soon as I entered their 
apartment. Everything was dark and heavy. The win- 
dows were all but covered by red satin drapes brought 
from Russia. Ornately colored glass lamps, also from 
Russia, were in every corner. The walls were covered 
by dark, embroidered Russian fabric. Pictures of Rus- 
sian composers were hung everywhere. Because I was 
young and because I was interested in music I was one 
of the few neighbors who regularly was allowed into 
this dark museum of Russian history. The talk be- 
tween the three old people was often of music and 
sometimes of Russia. Interspersed were politely con- 
temptuous complaints about their present circum- 
stances: the dirty building, the noisy streets, or the 
city crowds. ; 

Тһеге are many ways to contrast and compare these 
two families. Research conducted by my colleagues 
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° and me during the last 16 years has led me to focus on 


one approach in particular. Both families found them- 
selves in an ambiguous and uncertain situation. The 
Ingalls were alone on a vast prairie and the Ivanovs 
were in а country and city that seemed enduringly 
strange and disordered in comparison with their mem- 
ory of prerevolutionary Russia. Both families were 
alike in sensing some potential danger or difficulty in 
the ambiguous setting. Where they differed most strik- 
ingly was in the hidden potentials or possibilities they 
sensed in their immediate world. The Ingalls grasped 
the possibility of mastery through learning by direct 
experience. Thus, the children were directly exposed 
to the hazards of Plum Creek as a way of mastering 
them. The Ivanovs’ preoccupation was with the past. 
The potential in their environment was the possibility 
of its connection to their past. Their love of music— 
particularly the darkly sentimental Romantic music of 
Russia and Eastern Europe at the turn of the century— 


. pervaded their life. Also, they sought out émigrés with 


a history similar to their own. Their American friends 
were picked with an eye toward status; they were 
picked, as I remember, because in some way they 
were members of an American nobility of some sort or 
they had the breeding to appreciate and recognize 
nobility when they saw it. 

Both families had an unshakable set of assumptions 
about the fundamental nature of the social and physi- 
cal world beneath these images of the environment. 
The Ingalls believed the world operated according to 
principles that thev could discover through ingenuity 
and direct experience. No matter how many misfor- 
tunes befell them, and there were many, they seemed 
to draw something from them. They were able to take 
on new challenges in the belief they had learned 
something about the world and themselves. For the 
Ivanovs the world did not have the same fascination 
and discoverability. Rather, their world was organized 
with reference to their own history. These two views 
or beliefs were not, I think, modifiable by experience. 
Indeed, they shaped, for each family, what experience 
was sought. For the Ingalls their central beliefs set 
their focus on their habitat and what it offered for 
survival and satisfaction. For the Ivanovs their core 
beliefs heightened their sensitivity to the events and 
people that connected the present to their own past. 

I have found in the work of T.S. Kuhn a useful 
metaphor for characterizing these underlying beliefs of 
family life: I refer to them as family paradigms. 
Briefly, a family paradigm is a set of core assumptions, 
convictions, or beliefs each family holds about its 
environment; these assumptions guide the family to 
sample certain segments of its world and ignore oth- 
ers. The evidence I and others have collected so far 
suggests that the life of each family is organized by an 
enduring paradigm which emerges in the course of 
family development. Аз I will describe later in this 
paper, I believe that family paradigms can undergo 
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profound alteration at times of severe family disorgani- 
zation but otherwise persist for years and even for 
several generations. They are difficult to assess direct- 
ly. They are manifest, however, in the fleeting fanta- 
sies and expectations shared by all members of the 
family and, even more important, in the routine action 
patterns of their daily lives. 

Further, I believe that whatever arguments and 
tension pervade the family, all members agree on the 
fundamental family paradigm. In the Ingalls—as in 
many families of the Great Plains—thsre was often 
tension about moving on or staying pul. Pa appeared 
to be the restless one, wanting always io move on to 
the next wilderness. Ma was more cons2rvative, or so 
it appeared. She wanted the comfort of staying put. 
Recall her insistence on a symbolic bed on her first 
night in the dugout. But the difference in the Ingalls 
family—as in many families—was more apparent than 
real. АП members longed for the pas., for stability 
(recall the pleasure with which Laura end Pa fetched 
the willows, supposedly just for Ma’; benefit). All 
members also longed for the adventure end excitement 
of discovery and exploration. 

The concept of family paradigm will 22 my point of 
departure for discussing the working family: what 
characterizes its health and its disorcer. I hope to 
show that the concept of paradigm permits us to 
recognize a wide variety of healthy working families; it 
also helps us to conceptualize some forms, at least, of 
family disorder and—perhaps more important—may 
alert us to important self-healing powers within the 
family, ways in which the family—without our profes- 
sional intervention—may right itself at :imes of crisis. 


SOME EVIDENCE FOR THE FAMILY FARADIGM 


The keystone of our group’s research program on the 
family paradigm has been the laboratorv study of family 
problem solving, where we have developed a large set of 
new techniques. Conceptually, however, our work 
builds on a foundation laid by several others, particular- 
ly Kluckhohn and Strodtbeck (2), Bior (3», Hess and 
Handel (4), and Wynne and associates (5). 

А core hypothesis of our work is "hat a family’s 
paradigm becomes clearly manifest in a special type of 
family problem-solving task. One task We have used in 
many studies requires the family memters to sit sepa- 
rately in booths. Their individual task is to sort a deck 
of cards that have series of letters on them into piles. 
Many families recognize that the cards zan be grouped 
together according to the sequential pattern of the 
letters. For example, PMSMSVK can te grouped with 
PMSMSMSMSVK, and PMSFK can be grouped with 
PMSSSSSFK. In some phases of the task they can talk 
with one another on a telephone-like hookup; in others 
they work alone. 

Virtually every family in our testing situation is, at 
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first, puzzled. Our description of the study—its aims 
and procedures—as well as the laboratory instructions 
are clear enough. But every family seems to ask us, in 
its own way, “Му are you doing this to us? What do 
these games really tell you about our family?’ At the 
core, our subject fam:lies face the same central inter- 
pretive challenge as did the Ingalls and the Ivanovs: 
What are the hidden potentials and possibilities in this 
strange situation? During all the years we have used 
procedures of this kind, it has been our impression that 
a family's approach со solving puzzles of this kind 
depends heavily on its own interpretation of what we, 
as a research staff, are really up to. No matter what we 
tell our families, they make their own determination 
and then seem to listen to only those parts of the 
explicit experimental instructions which fit with this 
determination. Some families, of course, believe what 
we tell them and follow our experimental instructions 
to the T. But this also is an active, interpretive process 
on their part. They have determined we can be trusted, 
whether or not we actually deserve such trust. The 
most crucial point here is that I believe we can infer, 
with great precision, a family's view of us by objective 
and quantitative measures of their problem-solving 
performance. | 

Families’ performances in the card-sorting proce- 
dure differ along three distinct dimensions. A family 
high on configuration shows distinct improvement 
from the first phase of the task, when members work 
alone, to the second phase, when they work together. 
In other words, their work together helps them see 
patterns and organization in the cards that they could 
not recognize as indiv:duals. At the other extreme are 
low-configuration families where members’ perform- 
ance deteriorates from the initial, individual phase to 
the second, family phase. In these families, joint work 


interferes with members' capacity to recognize pat-. 


terns; family interaction blurs or obscures the organi- 
zation inherent in the cards. It is likely that the Ingalls 
family would have shown high-configuration perform- 
ance and the Ivanovs low-configuration performance. 
Our hypothesis is that high-configuration families are 
not simply more skillful at problem solving than are 
low-configuration fam:lies. Rather, high-configuration 
families see the problem as soluble from the very start. 
Low-configuration families feel we have given them an 
insoluble problem. I will return to this hypothesis 
later. 

A second way in which families differ is the degree 
to which the efforts of each individual member are 
integrated into a common strategy during the part of 
the task when the family works together. We call this 
dimension coordination. Members in high-coordina- 
tion families are careful to pay attention to what the 
others are doing. There is often much discussion, 
serious attempts to reconcile differing views, and—as 
a consequence—each member's actual solution is sim- 
ilar or identical to that of other members in his family. 
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` > 
In contrast, in low-coordination families, there is little 
integration of each member's efforts. At the extreme, . 


they hardly talk to each other and each member seems 
unaware of what the others are thinking or doing. it is 
likely that the Ingalls and Ivanovs would have shown 
high coordination, but for very different reasons. The 
Ingalls felt that mastery comes through cooperative 
use of their own family's inner resources. The Ivanovs 
felt the past can be kept alive through shared reminis- 
cence. | : 

In the card-sorting procedure, families differ in yet a 
third way we call closure. Some families pick a solu- 
tion early in the family portion of the task and stick 
with it through thick or thin. Other families seem 
willing to change their system in the light of new data. 
We have hypothesized that early-closure families at- 
tach priority to their own traditions and past, very 
much like the Ivanovs. In effect, the world is divided 
into categories shaped by the family's immersion in its 
own history. Delayed-closure families see each experi-- 
ence as novel and unrelated to them and theit past. 
They search for what is unique in each new setting. 
We might be tempted to regard the Ingalls as a 
delayed-closure family, but the family's need for a 
familiar piece of furniture gives a hint of the important 
though subordinate role of tradition in that family. 

Thus, in our most-used problem-solving setting, 
three dimensions distinguish family performance: con- 
figuration, coordination, and closure. We have found, 
in a large number of clinical and nonclinical samples, 
that these dimensions are uncorrelated (6, 7). Thus, a 
family can be high on any one and low or high on the 
other two. I am proposing that these three dimensions 
assess characteristics of the family's underlying pera- 
digm: a set of fundamental assumptions each family 
holds about the world which guide its understanding of 
action in that world. I will summarize some lines of 
research my colleagues and I have pursued during the 
last decade that support this proposal. 

First, we have asked a rather limited question. Does 
a family's problem-solving performance really reflect 
its approach to interpreting its experiential world? 
Perhaps problem-solving performance reflects such 
mundane variables as intelligence, problem-solving 
skills, or social class, or more interesting—though 
tangential—variables such as the perceptual style or 
personality traits of individual members. In a long 
series of detailed studies, Sheriff, Salzman, Oliveri, 
Costell, and I (8—14) could find no evidence that 
variables of this kind influenced a family's perform- 
ance on the card-sorting task. (Data on perceptual 
style and personality traits are, as yet, unpublished.) 
We therefore turned to more direct tests of the rela- 
tionship of family problem solving to the family's 
approach to interpreting its experiential world. 

To date we have completed three studies. In one, 
Oliveri and I asked family groups to place a series of 
small felt figures—a family of two parents and two 
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children, two strangers, and some geometric forms— 


on á large felt board (15). Previous data for individuals 
and families had suggested this technique as a useful 
probe of subjects' experience of themselves in relation 
to the outside world (16—20). We compared our fam- 
ilies’ performance on the card-sorting task with their 
performance on the figure-placement procedure. 

As anticipated, high-configuration families showed 
evidence of feelings of comfort and mastery in rela- 
tionship to the outside world. For example, they were 
apt to bring strangers close to the family or to include 
them within their midst. Low-configuration families 
not only kept strangers at a distance but arranged the 
family figures in conventional arrangements. These 
arrangements suggested that low-configuration fam- 
ilies were having difficulty responding to familiar as- 
pects of their environment as well as portraying novel 
aspects of themselves. Also as anticipated, delayed- 
closure families showed evidence of being intrigued 
and engaged in the unique and novel aspects of their 


* outside world. For example, these families, in contrast 


to early-closure families, frequently included the inani- 
mate objects within the family, often inventively ar- 
ranging them into toys or furnishings. 

My associates and I (21) worked on a second direct 
assessment of the relationship between a family's 
problem-solving style and how it views its world. We 
studied families who were members of a multiple- 
family group that met for an hour weekly as part of an 
inpatient adolescent treatment program. We were in- 
terested in how our subject families perceived and 
understood the other families in the group and, more 
particularly, whether we could predict how one family 
perceived another from its performance on our card 
sort. Our measurement procedure required the family 
to sort and talk about photographs of other family 
members in the group. We asked them to pick the 
families they knew the best, pick the members of each 
of these families who were most like one another, and 
pick one adjective or descriptor that best described 
this similarity. We were able to measure quite precise- 
ly, for each family tested, how attentive to each other 
they were in discussing and elaborating their image of 
each of the other families. 

As anticipated, members in high-coordination fam- 
ilies showed a great deal of attentiveness of this kind. 
More particularly, this procedure allowed us to mea- 
sure how the family evolved and organized a system or 
set of concepts for judging and understanding other 
families. If a family has a coherent and organized set of 
ideas about other families, then it is capable of making 
üne discriminations between families, relating one 
family to another and developing explanations, for 
itself, about how other families operate. A well-devel- 
oped conceptual framework, then, reflects a sensitive 
engagement by the subject family in the observation 
and understanding of other families. As expected, 
high-configuration families showed the more complex 
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and developed conceptual framework, whereas low- 
configuration families had no such system. 

In a third study, my associates end I used a Q-sort 
procedure to measure how families perceived or expe- 
rienced the ward setting of an adolescent inpatient 
treatment program to which one of their children had 
been admitted (12). Here again we found our card sort 
could predict how a family experiencec an important 
segment of its social world. High-configuration fam- 
ilies, for example, developed subtle anc sophisticated 
images of the ward setting, images that vere similar to 
their images of other families. 

The data we have presented support “he notion that 
our problem-solving procedures do measure the fam- 
ily's more general orientation toward and sensitivity to 
its social world—its paradigm. We can rew ask a more 
pertinent question: How does our measurement and 
understanding of the family paradigm help us to think 
about and assess health in the working family? I 
believe that one contribution of the paradigm concept 
to the discussion of family health is tha’ it refers to an 
underlying structure that shapes or modulates a varie- 
ty of more surface family behaviors. I believe this 
structure can, in the short term, shape or modulate a 
family's responses to the stresses of deily living, as it 
did for the Ingalls in their dugout. It can also, in the 
longer term, determine the family's ties and relation- 
ships with its social community: its kin and neighbor- 
hood as well as institutions such as schools, hospitals, 
and places of employment. Thus, a variety of surface 
manifestations of family health or disorder might be 
explained parsimoniously by a strength or weakness in 
this central organizing structure. We must ask, howev- 
er, whether there is any evidence tiat the family 
paradigm does exert this kind of control over family 
affairs. 

My associates and I recently comple-ed two studies 
exploring this question. In the first, Oliveri and ] asked 
each member of óur subject families to 3ame members 
of their extended family who were important to them 
in some way (22). We were interested in three aspects 
of these relationships. First, we were imterested in the 
number of family members our subjeci families listed 
as important to them. We reasoned that families who 
felt a large number of members were important were 
opening themselves up to diversity of experience. 
Thus, we expected delayed-closure families to score 
high here. The results confirmed this expectation. 

Second, we were interested in th= relationships 
between those members of the extended family which 
our subjects selected as important to them. Almost all 
families picked members from both the maternal and 
paternal wings. We had a particular interest in whether 
there were relationships between the members select- 
ed from each wing. If so, the selected extended family 
would function as a large, unified social world—just 
the kind that we would expect our high-coordination 
families to shape and encourage. But highly connected 
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superfamilies, as the work of Bott (23) and others (24) 
has shown, can exert strong influence and control on 
the nuclear families that are their members. This 
would be particularly true if every member of the 
nuclear family felt tied to the same subset of relatives 
in the superfamily. Because low-configuration families 
feel controlled and shaped by forces outside them- 
selves, we would expect them to form just this kind of 
shared relationship with a tightly knit superfamily. 
Indeed, we found that members in high-coordination 
families selected interconnected family networks and 
members in low-configuration families jointly selected 
the same members of this superfamily. 

This study, however, has several important limita- 
tions. First, it is a study of preferences of families for 
important segments of their social community. It is not 
a direct assessment of their actual interaction with that 
community. Second, we studied our subject families' 
problem-solving styles and their extended family rela- 


tionships at a single point in time, long after these: 


relationships had formed. Therefore, we cannot know 
whether a family's problem-solving style preceded 
and, quite possibly, caused its pattern of extended 
family relationships, от whether the reverse was true. 
In order to deal with these two difficulties, Costell and 
I designed a study in which we could directly observe 
the development of our subject families' relationships 
with a broader socia! community and predict this 
development by assessing the families' problem-solv- 
ing style before those relationships developed (11). As 
in the family-perceptioa procedure, we measured each 
family's connection to the multiple-family group. Sev- 
eral findings suggested that the family's paradigm 
directly shaped this relationship. For example, high- 
coordination families become engaged in the group; 
this was indicated by their interaction patterns and the 
feelings other families лаа about them. This pattern is 
similar to the high-coordination families’ reports of 
their relationships with extended families. In addition, 
families with low scores on both configuration and 
coordination, indicating they felt pessimistic about 
their power to accomplish anything as a group, were 
the least engaged in the group and at greatest risk for 
dropping out altogether. 


CONSERVATION AND COLLAPSE OF THE FAMILY 
PARADIGM 


l suggest that a family's health depends on the 
conservation of its paradigm. Family disorder occurs 
when the paradigm collapses. We can understand 
health and illness in family life by exploring mecha- 
nisms that conserve the family paradigm and those 
stresses which disrupt these conserving mechanisms. 
My basic hypothesis here is that certain ordinary and 
routine family interaction behavior serves a special 
conservative function znd that any stress which inter- 
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rupts these critical family routines can bring qn col-* 
lapse of the paradigm and serious family disorde?. (A 
more detailed account of the theory offamily paradigm ` 
and of the family mechanisms that conserve it over 
time has been published elsewhere [25].) р 

The work of Steinglass (26), Bossard and Boll (27), 
Wolin and associates (28, 29), Kantor and Lehr (30), 
Howell (31), and Bermann (32) suggests that there are 
two types of family routine which conserve the family 
paradigm. The first type may be called pattern regula- 
tors. 'These are a series of highly routinized behavior 
patterns in every family which have two primary 
functions. First, they regulate space: the spatial rela- 
tionships between the family and the outside world 
and within the family itself. We have seen evidence of 
these in the Ivanovs: the care with which they pa- 
trolled their own boundaries and kept themselves 
relatively distant from their workaday world. In con- 
trast, the patterns of playful exploration in the Ingalls 
engaged the family fully in their immediate world. 
These pattern regulators perpetuated shared feelings* 
of mastery or, in our terms, the high configuration of 
their paradigm. A second function of pattern regula- 
tors is to control the family's experience of time. Once 
again, the Ivanovs had a number of highly repetitive 
patterns that served to establish their overriding ties to 
their own past. Recall, for example, their finicky 
selection of friends and their conversations always 
toned by complaints about the shabbiness of their 
present world. In our terms, these pattern regulators 
conserved the early-closure character of their para- 
digm. In all families, these highly routinized patterns 
occur on a daily basis and are so familiar that the 
families are usually unaware of the patterns. Further, 
the patterns need not be engaged in by all family 
members simultaneously. 

In sharp contrast are another group of family behav- 
iors we have called ceremonials. These are usually 
episodic and engaged in by most or all of the family 
together. Not only is the family explicitly conscious of 
these patterns but also the patterns are often so 
engrossing as to, for the moment, blot out everything 
else from awareness. Moreover, in contrast to pattern 
regulators, they are deeply symbolic—almost every 
gesture carries some special meaning for the family. 
These ceremonials often endure for years and may 
even span several generations. For example, Ma Ing- 
alls—like her mother before her—carefully saved but- 
tons. As a special treat the buttons would be brought 
out from their careful storage place and placed on a 
thread to make a ‘‘button-string,’’ a special present for 
very important occasions such as Christmas. The 
whole family engaged with intense delight in this 
ceremony, which jointly expressed the family's ties to 
their past and their own sense of themselves as a group 
carefully conserving their most precious resources for 
special moments when they matter the most. It was 
clearly this characteristic of the Ingalls which helped 
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^ "them face with Optimism the enormous trials of life on 


` the Great Plains. 


Ceremonials preserve what Wolin and associates 
called the family identity—its central and shared con- 
cepts of itself as a group. For example, in the O'Hara 
family the father and three sons, for more than 30 
years, would briefly arm-wrestle as a ceremonial form 
of greeting when any of the four returned home after a 
prolonged absence. Mother, taking a background posi- 
tion, would somewhat cautiously applaud the mock 
combat. This ceremonial consecrated the tough, ad- 
venturesome image of itself the family wished to 
maintain. Indeed, father's father had been among the 
first to strike oil in Pennsylvania after years of frustrat- 
ing failure, and father himself had been a daring, 
muckraking journalist in the deep South. The ceremo- 
nial also gently denigrated mother by making her a 
passive and peripheral audience. In fact, the family 
wished to exclude from its identity the long history of 
depression and suicide in mother's family. 

I am proposing that pattern regulators and ceremo- 
nials play complementary roles in conserving the 
family's paradigm. Ceremonials consecrate some as- 
pects of the family's past and denigrate others to shape 
a family's sense of itself. Pattern regulators, in sublim- 
inal fashion, convert this subjective identity into the 
family's shared conviction in the reality of its vision of 
the outside world. If this is true, then it follows that a 
major disruption in either or both will constitute a 
major family stress and place the family's paradigm in 
jeopardy. Briefly, a broad variety of stressor events 
can severely alter or curtail the family's ordinary 
patterns of behavior. In broad terms, these events can 
be divided as external or internal to the family. Exter- 
nal events include those which impinge simultaneously 
on a large community of families, such as natural 
disasters and economic crises, and those which strike 
individual families, such as serious physical illness. 
Internal events also may be divided into two catego- 
ries: those which arise in the course of ordinary family 
development—such as the birth of a child, children 
leaving the family for school or marriage, retirement, 
or death of older members—and those which are not 
expected in normal family development—such as mar- 
ital crises and psychiatric disturbances in individual 
family members. 

It is possible to represent a range of a family's 
response to stresses of this kind as a series of stages. 
In each stage the familv attempts to restore the ordi- 
nary routines of its daily life and with such restoration 
to strengthen the integrating function of its paradigm. 
However, if these efforts cannot succeed, the family is 
in danger of going on to a more serious stage of 
disorder. I will talk about the collapse of a family 
paradigm very schematically, as if it occurred in three 
delineated stages. However, this is a vastly oversim- 
plified scaffolding for more detailed theoretical and 
empirical work. Informed, in particular, by the work 
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of Kantor and Lehr (30), I refer to these stages as the 
emergence of rules, the explicit family, end rebellion 
and action. 


The Emergence of Rules 


We have defined a family stressor evert as one that 
has a profound impact on the routines of daily living in 
the family—particularly the ceremonials and pattern 
regulators. Although the nature o? the event may 
vary—from death of a member to tke family's travel- 
ing in a strange country—the family’s initial responses 
to the stress have a single central feature. The family 
must, in some explicit way, rearrange its ordinary 
patterns of action to accommodate the nzw event. In 
some families these rearrangements are explicit and 
carefully designed. In other families they are haphaz- 
ard or implicit and partially concealed. In either case, 
these rearrangements burden eack family member 
with additional imperatives or requirements; there- 
fore, following Ford and Herrick (unpublished 1972 
paper), we refer to them as rules. 

All rules developed when a family is in an early 
stage of crisis probably have two objectives: adapta- 
tion and constraint. Rules can permit a family to come 
to grips with the stress. Consider, for 2xample, the 
James family. It consists of two parents, a daughter, 
Marilyn, age 16, and a son, age 10. When they were 
traveling in a foreign country, where only the daughter 
knew the language, they developed a simple rule: 
"Each time we deal with an official, Ma-ilyn must be 
with us." This simple rule allowed tie family to 
adapt to an unfamiliar and potentially difficult situa- 
tion. 

A rule of a different quality was formulated in the 
Michaels family. This was a well-to-do femily consist- 
ing of a father, mother, father's mother, erd two »oys, 
9 and 11 years old. The father was killed in an 
automobile crash. After the period of acute grief, 
several rules began to emerge. The first vas motivated 
by the family's heightened fear that yet another mem- 
ber would be killed in some sort of eccidznt: '*Neither 
child is allowed to go out of the house unkess accompa- 
nied by an adult." 

Under optimum circumstances family ceremonials 
and pattern regulators give the family a lively, vivid, 
and meaningful sense of their world, although, as we 
have seen, this shared experience can be radically 
different from one familv to another. When these 
fundamental family routines are altered, the family is 
decentered; it begins to focus more on its сууп process- 
es as objects of regard than on the wor.d in which it 
lives. When Marilyn's family was at home, in a 
familiar neighborhood and country, all members en- 
gaged equally in every aspect of their community. The 
basic style of the family was shared exploration of the 
many facets of their own country. Wher abroad, this 
typical pattern was partially blocked tv a language 
barrier, but the family provided a rule ‘kat accorded 
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special status to Mar-lyn; this rule served as an ad hoc 
strut until the stress was over. 

In the Michaels family, the father had been an 
enormously successful businessman and was able to 
place his family in the highest stratum of society in a 
large, cosmopolitan city. To affirm their sense of 
removal from the ordinary strain of city living, the 
family purchased a penthouse apartment, reached by 
special elevator, on top of one of the city's tallest 
buildings. Father's death threatened to destroy the 
family’s position of privilege. The first rule—stil] di- 
rected at keeping the family aloof from the stresses of 
city living (danger to zhe children in this case)—was an 
understandable outg-owth of the family's patrician 
outlook. Nonetheless, it involved a decentering away 
from the family's Olympian conception of the city 
beneath them to a preoccupation with itself: the adults 
were preoccupied with the potentially dangerous be- 
havior of the childrea and the children with the con- 
straining behavior of the adults. 


The Explicit Family 


Marilyn's family developed one or two more explicit 
rules to guide them rm their travels, but, as might be 
expected, these disappeared on their return home. 
Their temporary, problem-solving qualities were fully 
apparent. In the Michaels family the case was differ- 
ent. The recovery of both adults from their grief was 
slow. Aside from tension between them they remained 


depressed or, more accurately, drained and without. 


energy. A second rule was soon developed: ''Every- 
one in the house should make his or her own break- 
fast." So far these two rules were not in conflict. 
However, as the days wore on the second was general- 
ized to another one: ‘‘The children should not make 
demands on the adults for anything.” Here the poten- 
tial conflict became serious. If a child was not to go out 
alone but also could not make a demand on an adult, 
then a child could go out only if the adult initiated the 
idea. This meant tha: the children were even further 
constrained and the adults, implicitly or explicitly, had 
to monitor the children or feel burdened by their more 
incessant requests. From a series of simple rules— 
rules that began to become stringent and internally 
inconsistent ——emerged a fabric of constraints and bur- 
dens nobody in the family wanted and no one felt 
responsible for. It became a daily occurrence for each 
individual to feel the family was a burden and for no 
one to recognize his or her role in creating that burden. 
Each person felt the family as external, as pressing 
down from outside. This was clearly a reversal of a 
family functioning under the guidance of a coherent 
paradigm. When the raradigm is coherent, the family's 
processes are in the background, shaping—in ineffable 
and subliminal ways—the family's meaningful sense of 
location in an experiential world. At this level of 
disorganization the family has become an explicit, 
bounded thing external to all its individuals. 
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Just as the stage of family rules provides an opportu- 
nity for family reorganization and self-healing, so does. 
the stage of the explicit family. The emergence of rules ' 
can, as it did with Marilyn's family, constitute the 
basis of an adaptive strategy. The emergence of the 
explicit family begins a process whereby each individ- 
ual partitions himself off from his family. This :s an 
illusory partition, of course, because each memker is 
projecting aspects of himself onto a reified entity he 
terms ‘‘my family." Nonetheless, this illusory parti- 
tion frees each individual for action. As we will 8ге in 
the next stage, some of this action may be destructive 
but some of it may be constructive in crucial ways. 


Rebellion and Action 


This stage is a continuation and exaggeration of the 
last, but it is more grotesque and dangerous. Each 
member has participated in the creation of an illusory 
family, which takes on its own vivid reality. It is 
illusory because many members are disowning it as if 
they had no part in its creation, but a few others may 
be taking it within themselves, holding themselves 
fully responsible for its major characteristics, The 
family is not just explicit but is experienced, in some 
sense, by all members as tyrannical. The usual mode 
of experiencing at this stage, however, is not for zach 
member to feel the family as a whole is a tyrant. Often 
one spouse will feel the other has become an oppres- 
sive burden. Usually the least accepted part of one 
spouse projects the least accepted aspects of himself 
onto the other in what Wynne (33) called the ‘‘trading 
of dissociations." A similar process from parent 10 
child has been delineated as ''projective identifica- 
tion” by Zinner and Shapiro (34). Often an individual 
or subgroup in the family will be scapegoated and 
hounded out of the family. 

For example, consider Fred and Ann at the end of 
two years of marriage. Each came from a family where 
the issues of aggression and passivity remained rrob-: 
lems that could never be entirely embraced, worked 
through, and regulated by an implicit paradigm In- 
deed, Fred’s family encouraged aggressive behavior 
on the basis of the implicit assumption that people who 
did not assert themselves would get nothing. By 
contrast, Ann's family encouraged passivity on the 
assumption that aggression was always potentially 
dangerous to others. During their first months of 
marriage, the new couple built a somewhat tenuous 
fabric of implicit conventions around the issue of 
aggression and passivity. Manifestly, Fred became the 
"aggressive one" and Ann the ‘‘passive one.” Sud- 
denly, Ann’s mother—still a young woman—suffered 
a severe and totally disabling stroke, leaving her 
permanently paralyzed and unable to utter or under- 
stand speech. Fred and Ann each felt a fleeting but 
intense and unspoken experience of guilt: Fred had a 
sense that somehow the stroke was a consequence of 
his aggressivity, and Ann felt that her passive inade- 
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| quacy: was to blame. In the months following the 

'. stroke, the marriage began to deteriorate. Fred began 
to find Ann too passive, depending too much on him. 
He felt both drained and furiously frustrated and began 
to verballyand then physically attack her. At the same 
time Ann became preoccupied with an image of Fred 
as aggressive and dangerous and secretly feared he 
would kill someone. In an effort to restrain her own 
anger she began to offer certain rules. "Look," she 
said, "each time we're angry let's not say anything. 
Let's go off by ourselves and try to cool down."' Soon 
more rules were suggested. Explicit schedules were 
aimed at getting Ann to take more responsibility, and 
others were aimed at forestalling the potentially mur- 
derous effects of Fred's anger. Fred and Ann both 
came to feel trapped and overwhelmed by an engulf- 
ing, unproviding ‘‘marriage’’ for which each blamed 
the other. Neither individual could recognize his or her 
own contribution to the edifice. Each sought to escape 
it or—more dangerously—to destroy it. The explicit, 
opaqut, and constraining rules—that last vestige of 
family order and cohesiveness—were defied, circum- 
vented, unilaterally enforced, and capriciously modi- 
fied. 

Two major possibilities seem to lie before a family at 
this stage. Perhaps the more expectable one is that the 
family continues to disintegrate. A scapegoated child 
may be extruded and a marital couple may break up. 
What is perhaps more interesting, however, is the 
possibility for self-healing at this stage. I believe that 
some families reaching this crisis point can make 
major qualitative changes. At this point, the family is 
particularly open to new outside influences. These 
experiences may include a fresh and novel involve- 
ment with large segments of their social world, lead- 
ing, ultimately, to new visions of the possibilities 
inherent in that world. Or outside influences may enter 
the family through new relations with outside individ- 
uals. The deepening crisis has, in effect, opened the 
family in this way. The old paradigm is in tatters. As 
the family's ceremonials and more routine patterns 
have been disrupted, its sense of itself and of the 
cardinal realities of its world has weakened. Members 
are no longer integrated with one another in the subtle 
and implicit task of reaffirming family convictions and 
maintaining the family's usual distance or closeness to 
the outside world. Members shift more radically from 
feeling a part of the family to feeling enclosed in the 
outside world itself. In this unstable state individuals 
may attempt quick alliances with others who are 
brought into the family in an effort to produce some 
change (35). Indeed, Fred and Ann sought marital 
therapy, or, more precisely, Ann sought out a thera- 
pist to take her side against Fred. 

The outsiders who are drawn into the family at this 
point may be people whom the family has known more 
peripherally for some time or they may be total 
strangers, such as therapists. They may also be, in 
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some sense, family members themselves. Quite often 
substantial portions of the personal skilis, resources, 
and imagination of its members have never been 
integrated into the life of the family. These portions of 
each individual, in a sense, are outsiders to the family 
but may enter into the family for the first time during 
this phase of crisis. For example, a family was thrown 
into crisis by the severe medical illness of a teenager 
while the family was camping in a remote area. The 
father, who in this family had always been a self- 
effacing, boyish prankster, rose to the occasion in 
ways no one in the familv had ever seen or thought 
possible. He became serious, mzture comforting, 
wise, and extremely effective in organizing the fam- 
ily's return to a more settled area. He continued in this 
role for the long months of his daughter's recovery and 
rarely returned to his former, more 2uckish role. 
Indeed, everyone in this family not orly took each 
other more seriously but had an enriched sense of their 
effectiveness as a group. 

]t is my belief that families at this stage actively 
draw in outsiders rather than leave the initiative up to 
the outsiders themselves. I think manv family ihera- 
pists will agree that they are often drawn into families 
with a force so strong that they can lose a sense of 
their own moorings. The strength of this pull is some 
indication, I believe, of the force still lef: in the family 
that it can harness to fosier its own rezovery. More 
speculatively, 1 propose that family c-isis serves a 
positive function in the life of everv family. Though 
filled with risk, it ultimately opens the amily to new 
experience, altering its sense о? itself and the outside 
world and thereby transforming a paracigm that may 
have guided it for years or even generations. 


CONCLUSIONS 


In conclusion, let me reflect on this brief sketch of 
family health and disorder. First, it has attempted to 
indicate the rich variety among families. In this model 
both the Ingalls and Ivanovs are seen as healthy in 
very different ways. Implicit here has been the idea 
that a healthy family is one which is integrated by an 
implicit paradigm affording each memter a sense of 
conviction about the possibilities inherent in the social 
and inanimate world. My proposal is different from 
some other recent concepts of family health which 
argue that all healthy families are alike (36). Second, 
this sketch has attempted to define family disorder by 
considering malfunctioning in che familv qua family. 
This contrasts with many approaches in use today that 
define family disorder according to the level of distur- 
bance of its individuals—for example. ''families of 
schizophrenics” or ‘‘multiproblem families." Third, it 
has attempted to define a sequential process of family 
disorganization that pictures the family as first becom- 
ing overorganized and then disintegrating in the face of 
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enduring stress, a view supported by the recent work 
of Lewis (37) and his group. Fourth, it has made an 
effort to identify the self-healing potential in family 
disorder, or, to put it another way, to conceive of 
family crisis and recovery as intrinsic parts of family 
life and as being necessary for family adaptation and 
change. 
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Enhancement of Memory Processes in Alzheimer's Disease with 
Multiple-Dose Intravenous Physostigmine 


BY KENNETH L. DAVIS, M.D., AND RICHARD C. MOHS, PH.D. 


Physostigmine (.125 mg, .25 mg, or .50 mg) or 
placebp was administered intravenously to 10 
neuroleptic-free patients with Alzheimer's disease 
over a 30-minute period. All patients performed 
better on a recognition memory task while receiving 
physostigmine. When piacebo or the dose of 
physostigmine previously associated with an 
improvement in memory» was readministered, 
physostigmine again enhanced performance on a 
recognition memory task. These results indicate that 
the acute augmentation of cholinergic activity in 
some patients with Alzheimer's disease can partially 
reverse the memory deficit of that disorder and may 
provide an approach to the eventual therapy of this 
condition. (Am J Psychiatry 139:1421-1424, 1982) 


ecent studies have demonstrated that Alzheimer's 

disease, the most common cause of dementia 
among elderly people, is a disorder that impairs the 
functioning of cholinergic neurons. Patients with Alz- 
heimer' s disease have a dramatic loss of brain choline 
acetyltransferase (1-10), a marker for intact choliner- 
gic neurons (11). The lass of brain choline acetyltrans- 
ferase activity has been correlated with both the 
degree of dementia and the histopathological changes 
in the brain that are characteristic of Alzheimer's 
disease (8). On the basis of these findings and the fact 
that choline and phosphatidylcholine, precursors of 
acetylcholine, can increase acetylcholine concentra- 
tions in the brain (12-16), many studies have been 
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conducted to investigate the effects of :hese precur- 
sors on memory in normal people and patients with 
Alzheimer's disease (17-28). Unfortunately, these 
studies have not convincingly demonstr2:ed апу reli- 
able enhancement of memory after treatment with 
precursors of acetylcholine. Alternative methods for 
pharmacologically enhancing cholinergi- activity in- 
clude the use of cholinesterase iahibitors and chcliner- 
gic agonists. Both physostigmine, а short-acting cho- 
linesterase inhibitor, and arecoline, a shcrt-acting cho- 
linergic agonist, have been shown to enaance storage 
of information into memory when given in low doses 
to healthy young adults (29, 30). We are now aole to 
report that physostigmine also acutely erhanced mem- 
огу when given, under double-blind corditions, to 10 
patients with Alzheimer's disease. 


METHOD 


The sample consisted of 8 male and 2 female pat ents between the 
ages of 50 and 68 years. The diagnosis of Alzheimer’s disease was 
made with the aid of computerized tomographic scan. bra:n skull 
films, CSF analysis, serum analysis. a carefully taken history, and 
physical examination. Particular care was given te ruling out cases 
of multi-infarct dementia. All patients had a Memory and Informa- 
tion Test score of 10 or less and/or a Dementia Rat ng Scale score of 
4 or more. These criteria have been shown to ident fv patients with a 
high probability of Alzheimer's disease, as verified by histopatho- 
logical examination on autopsy (31). The patients had been free of all 
psychoactive agents for at least 2 weeks befo-e physostigmine 
administration, with the exception of an occasional dose of chloral 
hydrate at bedtime. The patients were not psychotic or agitated and 
were able to cooperate with the cognitive testire procedures. In 
practice. the 2 previously mentioned criteria defined a rather 
homogeneous group of moderately demented but cooperative sub- 
jects. 

Because of the unusual dose-response charactzrist:cs of physo- 
stigmine (29, 30), drug administration was dividec into two phases. 
The first, or dose-response, phase was designed to determine the 
optimal dose for each patient. In this pFase subjects received, under 
double-blind conditions, placebo or .125 mg, .25 mg. or .50 mg of 
physostigmine in a random order on separate da /s. The drug was 
dissolved in 100 cc of saline and administered at a constant rate for 
30 min. in the second, or replication, phase of the з! 217, the dose of 
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physostigmine previously associated with the best performance on 

‘cognitive tests involving storage of information into long-term 

memory was readministered, as was the placebo infusion. The order 
of these two infusions wes also randomized, and the conditions of 
administration were double-blind. Two to 4 days generally separated 
each infusion. which always occurred at the same time of day. A 
dose of 2.5 mg of probanthine, a cholinergic antagonist that does not 
cross the blood-brain barrier. was administered intravenously 5 min 
before the start of every infusion to minimize physostigmine's 
peripheral effects. 

Subjects’ memory functioning was assessed by cognitive tasks 
administered in the following order: 1) Famous Faces Test (32). 2) 
Digit Span Task. and 3) Recognition Memory Test for either 12 
words or i2 pictures (33-35). Approximately 1 week before the 
administration of physostigmine, baseline cognitive performance 
was assessed on two occasions. On drug-free days testing began 
after the infusion started and ended 10 min after the infusion 
stopped. The more demented subjects. were assessed with the 
picture recognition task and the less demented subjects with the 
word recognition task. Three trials were completed on the picture or 
word recognition task. In the first. or study. phase of each trial. 
patients described each picture briefly or read each word. In' the 
second. or.test, phase, the 12 studied items were presented together 
with 12 similar words or pictures that had not been presented 
previously. The patient's task was to decide whether each of the 24 
items had been presented previously. 

These tests were selected to measure the subjects' ability to store 
information in long-term memory. to be sensitive to an improvement 
or worsening in performance. to be comprehensible to the subject. 
and to be completed in the time period of physostigmine's biological 
activity. The distinction between short-term and long-term memory 
is an essential feature of many current psychological theories of 
memory and is supported by studies of patients with hippocampal 
lesions. Short-term memory is presumed to be of limited capacity 
and can be measured in seconds. The Digit Span Task is a measure 
of short-term memory. Long-term memory is essentially of unlimit- 

. ed capacity and is where information is permanently stored. Learn- 
ing a list of words involves the storage of information in long-term 
memory. The ability to recall a previously learned name measures 
retrieval from long-term memory (32-41). 


RESULTS 


Table 1 presents the results obtained from all 10 
patients on the picture or word recognition task during 

the dose-response phase of the study. All patients had 
` their best performance in ability to store information in 
long-term memory on some dose of physostigmine 
rather than on the placebo saline infusion. In all of 
these patients the best dose of physostigmine varied 
among .125 mg, .25 mg., and .50 mg. Although it was 
not possible to completely balance the order of drug 
doses, an analysis.of variance performed on the mem- 
ory test scores with test days as a repeated measures 
factor revealed no tendency for scores to change with 
repeated testing (F=2.5, df=3, 27, p>.07). Factors 
that might predict the dose of physostigmine most 
likely to enhance memory were not readily. apparent, 
although the data in table 1 suggest that the best dose 
decreased as patients’ ability to perform the task 
decreased. 

The results of the replication phase of the study are 
presented in table 2. During this phase only 1 patient's 
performance was better during the saline than during 
the physostigmine infusion. Another patient had an 
equivalent performance during both infusions, and 8 
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TABLE 1. Recognition Memory in 10 Patients with Alzheimer's, 1 


Disease During Dose-Response Phase of Physostigmine Treatment ' 


^ 





Mean Percent Correct on the Recognitior 
Memory Test” 








Physostigmine 





Patient Placebo .125 mg .25 mg .50 mg 
1 75.0 60.4 76.4 &7.5° 
2 73.6 70.8 70.8 79.2^ 
3 61.1 66.7 70.8" €5.3 
4 45.8 69.5" 62.5 55.6 
5 59.7 81.96 65.3 69.4 
6 75.0 79.2 90.3% £8.9 
ү; 84.7 80.6 86.1 88.9" 
8 65.3 66.7" 63.9 Є 
9 80.6 77.8 80.5 87.5% 

10 69.4 75.0 79.2 88.95 





*Each percent is the mean for 3 trials. Raw scores can be obtained by 
multiplying the mean percent of correct responses by 24. The number of 
errors can be obtained by subtracting the raw scores from 24. 

"The patient's best response. 


TABLE 2. Recognition Memory in 10 Patients with A[|zhei meris 
Disease During Replication Phase of Physostigmine Treatment 


Mean Percent Correct on the Recognition 
Memory Test 


Patient 


Placebo Physostigmine Change 
1 76.38 79.17 2.79 
2 55.54 73.62 13.08 
3 63.88 63.88 7.00 
4 58.33 68.04 2.71 
5 65.29 75.00 9.71 
6 83.32 97.21 13.88 
Л 73.58 91.67 13.09 
8 55.54 63.88 8.34 
9 80.54 72.21 ~8,33 
10 72.21 75.00 2,79 
68.47 75.97 7,50 


Mean 





patients demonstrated a physostigmine-related im- 
provement in long-term memory storage. A paired t 
test indicated that this enhancement due to physostig- 
mine was significant (t=2.84, df=9, р<.01, one- 
tailed). Baseline memory test scores differed by an 
average of 296. 

Two other statistical analyses were also performed 
on the data from the replication study. А mixed model 
analysis of variance was performed with order of drug 
and placebo administration as a between-subjects fac- 
tor and with drug conditions (physostigmine versus 
placebo) and learning trials (1, 2, and 3) as orthogonal 
within-subjects factors. Of the 2 groups formed by 
considering order of drug administration, 1 consisted 
of 6 patients who received placebo first and the other 
consisted of 4 patients who received physostigmine 
first. The analysis revealed no effect due to order of 
drug administration and no significant interactions 
involving order of drug administration (p.10 in all 
cases). There was, however, a significant increase in 
percent of correct responses over trials (F=6.25, 
df=2, 16, p<.01) and a significantly greater percent of 
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~ correct responses in the physostigmine condition 


(F=6.92, df=1, 8, p<.03). The interaction of trials 
with drug conditions was not significant (p>.10). Since 
it is possible that these data do not satisfy all of the 
assumptions required for parametric statistical analy- 
sis, the scores presented in table 2 were also analyzed 
by means of a nonparametric sign test. This test also 
demonstrated that the enhancement of memory due to 
physostigmine was statistically significant (p<.02, 
one-tailed). 

Analysis of the data from the Digit Span Task, 
which measures the capacity of short-term memory, 
and the Famous Faces Test, which measures retrieval 
from long-term memory, indicated that physostigmine 
had no effect on performance of these tasks. 

Baseline memory test scores obtained on the Recog- 
nition Memory Test on two occasions before the dose- 
response phase differed by 2%. 


DISCUSSION 


Low doses of intravenous physostigmine transiently 
improved the ability of patients with Alzheimer’s 
disease to store information into long-term memory, as 
demonstrated by the Recognition Memory Test. This 
effect was demonstrated twice—in the dose-response 
phase of the study and again in the replication phase. 
This finding is consistent with similar effects of physo- 
stigmine and arecoline in young normal subjects (29, 
30) and with a preliminary report of the effects of 
intravenous physostigmine on a small group of pa- 
tients with Alzheimer’s disease (42). Following that 
last report physostigmine, the muscarinic agonist arec- 
oline, and the longer-acting acetylcholinesterase inhib- 
itor tetra-hydroaminoacridine have been administered 
to a number of patients with Alzheimer’s disease. In 
every instance in which multiple doses of a cholinomi- 
metic agent were administered to a sample of patients 
with Alzheimer’s disease, there was a beneficial re- 
sponse in a variable subgroup of patients. The ability 
to encode new information into long-term memory was 
enhanced in the majority of patients in two studies (43, 
44) and to a lesser extent in another study (45). 
Administration of tetra-hydroaminoacridine produced 
a general global improvement in 9 of 12 patients but a 
more modest, although positive, effect in another 


series of patients (46). Physostigmine markedly en- © 


hanced a patient’s constructional praxis (47) and di- 
minished intrusion errors (48). There have been two 
negative reports encompassing very few patients with 
Alzheimer’s disease. One tested the effect of a single 
dose of pilocarpine in a heterogeneous group of elderly 
people with dementia including Korsakoff's dementia 
(49). The other study, which investigated the effects of 
a single dose of intravenous physostigmine in patients 
with Alzheimer's disease (50), pointed out that in 
order to find a positive effect of physostigmine it may 
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be critical that “Һе dose is titrated indiviiaally"'; that 
study did not follow such a procedure. 

An inevitable question in any study of cholinomi- 
metic agents in Alzheimer's disease is the clinical 
significance of the drug's effect. In the present investi- 
gation the absolute magnitude of physostigmine's ef- 
fect can be judged by comparison both with nonde- 
mented people and with the baseline variability of 
patients with Alzheimer's disease on recoznition mem- 
ory tests. Compared with nondemented people, the 
patients in this study were quite impaired even while 
receiving physostigmine. Baseline memory test scores 
differed by an average of 2%, considerably less than 
the drug's effect. Thus, the acute effect of physostig- 
mine to enhance memory was larger and more consist- 
ent than the normal day-to-day fluctuaticn in memory 
test performance among these patients, even though 
they remained quite impaired compared with nonde- 
mented people. However, until there is long-term 
administration of cholinomimetic agents to patients 
with Alzheimer's disease, it will be imposs:ble to judge 
their ultimate clinical utility. 

In summary, these data support the hypothesis that 
cholinergic neurons are critically involved in the stor- 
age of information in long-term memory. Furthermore, 
they suggest that the cholinergic deficit found on 
neuropathological examination contributes to the cog- 
nitive changes in patients with Alzheirrer's disease 
and that reversal of that defici: may provide an ap- 
proach to the treatment of the disorder. 
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Reductions in Insurance for Mental Disorders: Adverse 
“Selection, Moral Hazard, and Consumer Demand 


BY STEVEN*S. SHARFSTEIN, M.D., AND CARL A. TAUBE 





Coverage for mental illness has been sharply 
reduced in the Federal Employees Health Benefits 
Program (FEHBP), especially in the largest of the 
participating plans, the Biue Cross and Blue Shield 
plan. The authors examine the role of adverse 
selection (accumulation of high-risk consumers 
within a given plan), moral hazard (demand for 
services for illness depending in part on the price of 
the services), and lack of overt consumer demand in 
the current trend. They point out the critical need for 
psychiatry to develop more effective approaches to 
public education on the nature of mental illness and 
its treatment. If the recent major cutbacks in the 
FEHBP prevail, this kind of restriction is likely to 
become the prevailing mode of mental illness 
coverage under private health insurance. (Am J 
Psychiatry 139:1425—1430, 1982) 


he nation’s medical bill continues to rise. In 1980 

it rose the most in 15 years, i.e., 15.2% from 1979 
to 1980, exceeding the general rate of inflation (1). In 
1980 the cost of medical care was $247 billion. or 9.4% 
of the gross national product. The largest portion of 
payment comes from sources other than patients and 
families. Forty-two percent is paid by federal, state, 
and local governments, and 26% by private and cther 
third-party insurance (2). With the general removal of 
the payment issue from treatment decisions between 
doctor and patient, there has been an immense expan- 
sion of the cost of medical coverage in the last 20 
years. Due to the ever-increasing health cost burden in 
the face of a troubled economy, many of the assump- 
tions underlying financing are being questioned, and 
the public policy and private industry debate has 
turned from considerations of equity in national health 
insurance proposals to cutback proposals and cost- 
containment mechanisms that aim at reducing both 
taxes and premiums. 
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Insurance coverage for mental illness, 1istorically 
discriminatory and more controversiél {һал coverage 
for other illness (3—12), is being drastically reduced. 
This debate is focused in the nation’s carital on the 
nature and extent of psychiatric ccverage in :he Feder- 
al Employees Health Benefits Program (FEHBP)—the 
largest private insurance program in the world. Offi- 
cials of other insurance programs are watching this 
debate closely. 


INSURANCE COVERAGE FOR PSYCHIATRIC CARE 


Private insurance coverage for the treatment of 
mental illness has expanded since 1959, when 53% of 
those with private insurance had short-term benefits 
for the treatment of mental illness in the hzspital and 
3896 of privately insured individuals had some outpa- 
tient coverage as well (3). A 1977 survey by the 
National Center for Health Services Research (13) 
estimated that 9096 of those with private insurance had 
inpatient mental health coverage and 6896 had outpa- 
tient mental health coverage. :f we :ranslate these 
numbers into the percent of the general population 
under 65 years of age with mental health outpatient 
coverage, the outlook is less opt:mistic, however; in 
1979 only 57% of the non-Medicare-eligible population 
had such coverage. 

Most private insurance plans todav have parity of 
medical and psychiatric coverege fcr acute general 
hospital care but place an additional set cf limits on 
both inpatient and outpatient care for the treatment of 
mental illness through restrictions on the number of 
days of care in the hospital, especially psychiatric 
hospitals, and through restrictions on the number of 
visits to outpatient settings including private offices. 
Additional limits on dollars and extra coinsurance 
rates for psychiatric care round off the picture of a 
more discriminatory payment svstem then that for 
other illness. A study of 455 major insurance programs 
in 1980 (14) found equal outpatien: coverage for health 
and mental health in only 10% of the plans. Mental 
health coverage was subject to a aigher cozayment in 
8796 of the plans, and 45% had visit and dolar limits in 
addition to the higher copayment. This finding of 
added restrictions for mental benefits is confirmed by 
a recent survey of 600 firms’ healzh and mental health 


-benefits (15). This survey was extensively analyzed by 
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a work group of the American Psychiatric Association 
(report issued Dec. 12, 1981). S 

The result of discriminatory coverage for psychiat- 
ric disorders is that only 12% of the payment for 
treatment of mental illness comes from private insur- 
ance dollars, as contrasted with 26% of the payment 
for treatment of general medical conditions (16). The 
trend today is to increase the disparity between health 
and mental health coverage. The high-option Blue 


Cross and Blue Shield plan for federal employees, for: 


example, cut psychiatric benefits for 1982 by limiting 
outpatient visits to all physicians to 50 per year and 
inpatient days to 60 per year. (In recent years there 
had been no special limit on outpatient costs or 
inpatient days except for the lifetime limit of $50,000 
for mental treatment, begun in 1975, which remains.) 

The market for insurance to pay for psychiatric 
services, like any insurance market, is affected by two 
major factors—adverse selection and moral hazard 
(17). Market failure on both of these dimensions has 
been perceived or asserted by the large buyers of 
insurance—the labor unions and large private corpora- 
tions. These large buyers, whose demands are more 
sensitive to small price changes than are those of 
individuals, determine benefit packages. In this paper 
we examine the evidence on these issues and the 
relation of adverse selection and moral hazard to lack 
of overt consumer demand and to the pattern of 
discriminatory insurance coverage for mental illness. 


ADVERSE SELECTION 


One goal of health insurance from the insurer or 
"supply side” is to accurately predict the degree of 
risk presented by individual and groups of policyhold- 
ers and to set premiums accordingly. Individual or 
"demand side'' incentives to purchase health insur- 
ance rest on the assumption that even the healthiest 
person may become ill and every person may make 
use of his share of the pool. An individual decision to 
buy insurance coverage depends on how averse to risk 
the individual is, the probability of incurring a mental 
disorder, the magnitude of the loss, the price of the 
insurance, and the income of the individual (18). The 
fact that groups purchasing insurance can differ widely 
in their distribution of good and bad risks makes the 
prediction of risk essential. When the sick and high 
users of care accumulate disproportionally in an insur- 
ance plan, its economic viability becomes threatened. 
Indeed, groups in which this does not happen often 
seek to be “‘experience rated" in order to get a lower 
premium for their beneficiaries, thus pulling away 
from the concept of the broadest-risk pools. 

To put it another way, for any insurance plan to be 
viable, its premiums must be sufficient to cover the 
costs of all utilizers, both high and low. It must attract 
enough low utilizers to offset the cost of the high 
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utilizers or else the premiums thèmselves, becomy 
prohibitive (except for high utilizers, for whom thé 
high premiums may still be a good buy). But if the low 
risk consumers are given the opportunity and the 
incentive to opt out of a comprehensive plan to a less 
expensive one, the overall insurance Re becomes 
segmented, with high-risk consumers accumulating in 
the more comprehensive plans. These comprehensive 
plans become ‘‘adversely selected" by the sick, lead- 
ing to a spiral of costs and a further flight from the plan 
of the low utilizers and the well. This scenario can 
occur for all coverage for a given plan or for coverage 
for a particular disorder. 

This situation with regard to mental health and 
health coverage has occurred in the various insurers 
participating in the FEHBP. The Service Benefit Plan 
(sPonsored by Blue Cross and Blue Shield) until 
recently had the most comprehensive mental illness 
coverage within the FEHBP. This broad coverage 
exacerbated the problem of adverse selection. In a 
letter to the U.S. Senate dated October 28, 1981. Blne 
Cross and Blue Shield complained that many federal 
employees were opting out of the Service Benefit Plan 
and its extensive mental benefits to join lower cost 
alternative plans. This case study of the FEHBP 
points up the potential dangers of adverse selection. 

The FEHBP is one of the few programs in the 
United States in which an employer (in this case, the 
federal government) offers its employees a wide choice 
of different health insurance plans. Each year federal 
employees are allowed to select a health insurance or 
prepaid health care option from among 120 plans that 
compete in regard to premiums and benefits. Since 
1975 the Blue Cross and Blue Shield plan has had a 
steady attrition of employees from its high-option plan 
so that where it once dominated the FEHBP market, 
with 60% of the employees, in 1981 it enrolled under 
50%. In 1981 it projected losses of $275 million by the 
end of the year (W.J. McNerney, personal communi- 
cation, Oct. 28, 1981). Dramatic premium increases 
put into effect in 1982 are expected to lead to an 
exodus of many lower utilizing employees and to 
further financial losses for this important insurance 
system. Blue Cross has. studied the first-year claims 
costs of new enrollees who switched to Blue Cross and 
Blue Shield during the open season from another 
carrier and found them to be 14566 of those of the 
average enrollee in the same program (19). Those who 
chose to leave had claims that were only 65% of those 
in the entire insured population. This implies that 
persons who left were low utilizers compared with 
those who joined the plan. 

The overall story of psychiatric coverage in the Blue 
Cross and Blue Shield Service Benefit Plan since its 
expansion of benefits in 1967 is one of progressive 
adverse selection. The higher average cost of psychiat- 
ric utilizers and the steady accumulation of these 
utilizers in the Service Benefit Plan led the ‘‘Blues’’ to 
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Propose to cut benefits as one step in combating the 
= adverse selection problem. Calendar year 1975 was a 
bad year for adverse selection of mental illness utiliz- 
ers. In that year many high ultilizers enrolled in the 
Aetna plan switched from that plan to Blue Cross and 
Blue Shield. Since 1975, however, the psychiatric 
services purchased by the 1975 cohort of new enroll- 
ees of Blue Cross and Blue Shield have exceeded the 
cost of psychiatric services purchased bv the existing 
membership by an amount too small to be considered 
statistically significant. What is not known is the cost 
of psychiatric care for those who have left the Blue 
Cross and Blue Shield system, but it can be assumed 
that this is far less than that of either new or continuing 
enrollees within the system (20). 

The problem of adverse selection in mental health is 
perceived by most insurers to be more serious than 
that in health. The actual facts are not known, but the 
problem of adverse selection in general is one of the 
major causes of the economic problems of Blue Cross 
and Blife Shield in 1982. Problems of adverse selection 
are reinforced by problems of ‘‘moral hazard’’—a 
continuing concern of policymakers in the public and 
private sectors whenever coverage for psychiatric care 
is under consideration. 


MORAL HAZARD 


A problem generic to all insurance is the temptation 
for its enrollees to be careless in controlling their 
insured losses. This carelessness is termed ‘‘moral’’ in 
that the insured are tempted to use their insurance 
whether they need to or not. Use is under the control 
of the insured and is not a random event beyoad the 
control of the insured. For example, someone with 
insurance for psychotherapy may be more likely to opt 
for more extensive treatment than someone without 
such insurance. Insurers attempt to combat this haz- 
ard through additional coinsurance, deductibles, and 
other limits. Moral hazard can destroy the marketabil- 
ity of insurance by forcing people to pay through 
premiums for services they would not havé found 
worthwhile to buy if payments were made purely out- 
of-pocket. 

If the demand for psychiatric care were independent 
of the price of such care, then there would te nc moral 
hazard in providing psychiatric insurance coverage. 
Moral hazard describes the case in which, when illness 
occurs, the-services demanded depend in part on the 
price of these services. Since insurance lowers the 
price to the consumer, more services are used. This 
phenomenon is labeled ‘‘moral hazard’’ even though 
the motivation is less the issue than the ac:ual behav- 
ior in response to the price change. While moral 
hazard is a different concept in economics than over- 
use or excessive use, in practice these concepts are 
difficult to separate. 
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The issue for psychiatric care is complex. Asser- 
tions have been made that use occurs when no illness 
is present (e.g., self-actualization rather than illness) 
and that when illness occurs, the relationship of serv- 
ices demanded to price is stronger than in medical 
illness. With regard to the assertion tha- use occurs 
when no illness is present, three arguments have been 
made. First, some evidence has been fond that the 
highest utilizers of outpatient care and psychoanalysis 
are heal:h and mental health professionals (17). It has 
been questioned on numerous occasions whether such 
care is medically necessary and appropriate or is more 
aligned to the ''training" purposes of these users. 
Although the extent of this problem is not known, it 
has generated many fears within the insurance indus- 
try, so that an absolute prohibition has been placed on 
the use of outpatient psychiatric care for training 
purposes. | 

Second, questions have been raised as to the nature 
of treatment in terms of a growth and development or 
self-actualization model as contrasted to a medical 
model. It has been alleged that many of the patients in 
extensive treatment are not ‘‘sick’’ (indeed, there is no 
demonstrable physical lesion) and that use of psycho- 
therapy is for personal growth rather than for treat- 
ment of specific conditions. Again, these are allega- 
tions rather than facts. Studies that survey practition- 
ers show that psychiatric outpatients are moderately 
to severely disabled (21—23). 

Finally, diagnoses submitted to insurance carriers 
have consistently shown a preponderance of less seri- 
ous diagnoses even for extensive treatment, although 
this underreporting of seriousness is usually due to 
concern over the confidentiality of insurance records 
(24). The insurance carriers, however, suspect the 
patients and the nature of the treatment. Unless col- 
laborative studies are carried out among »roviders and 
patients in a scientific and valid wav, clarification of 
the issues surrounding moral hazard is unlikely to 
occur. 

In the interim, because of the assumed moral haz- 
ard, arguments for restricting mental health benefits 
continue to be focused on the assumption that a liberal 
benefit encourages unnecessary and excessive use. To 
support the argument about unnecessary use, data 
have been marshaled that show, for example, that 
among outpatient utilizers of mental health care in the 
federal employee Blue Cross and Blue Shield plan, 9% 
accounted for 4596 of the total cost (25). In Michigan 
Blue Cross, of persons with a specific mental disorder, 
a high utilization group accounted for 1076 of the users 
with mental disorders but over 60% cf the charges 
(26). This disproportionate use of services by a high 
utilizer group is not unique to mental health. In the 
same study, 5% of the users without a mental diagno- 
sis accounted for 52% of the charges. Newhouse and 
associates (27) recently reported that 1% of the per- 
sons in the Rand health insurance study sample ac- 
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counted for 28% of the total expenditures. The distri- 
bution in mental health seems, if anything, to be less 
extreme. Within the federal employee Blue Cross and 
Blue Shield plan, slightly over 196 of the utilizers of 
mental health benefits accounted for 10% of the cost 
(25). | 

The rationalé for restrictions on mental health insur- 
ance coverage should not, therefore, be the excessive 
costs due to disproportionate use by a small number of 


insured. The assumption, most often unstated, is that: 


this disproportionate use in mental health is unneces- 
sary use, whereas in health it is appropriate (neces- 
sary) use. For this reason mental health benefits have 
been restricted while health benefits have not. The 
case that mental health use is inappropriate and health 
use appropriate has yet to be made. 

The excessive (but not necessarily inappropriate) 
use of health and mental health services has been 
"demonstrated" by comparing average cost per user 
with and without a mental disorder. Within the federal 
employee Blue Cross and Blue Shield plan, the aver- 
age annual total (health and mental health) cost per 
beneficiary with mental treatment during the year is 
approximately twice the cost per other beneficiary (3, 
28). 


LACK OF OVERT CONSUMER DEMAND 


The large buyers of insurance determine benefit 
packages. Insurance actuaries state that premiums can 
be computed on any desired coverage. These big 
buyers consist of the labor unions or large private 
corporations. Unless they demand adequate-to-excel- 
lent psychiatric coverage, mental care is likely to 
continue to be covered as optional or not at all. The 
low priority for mental coverage among the federal 
employee labor unions and the minimum benefits 
provided in these union-sponsored plans give the 
strong impression to the U.S. Office of Personnel 
Management that this coverage is not a desired option 
for the vast majority of employees. In the competitive 
approach that is represented by the FEHBP, more 
popular coverages such as dental or eye care are likely 
to prevail, leading to cutbacks in mental care. Indeed, 
a cutback in 1981 to higher copayments for psychiatric 
care came about as a result of the introduction of 
dental coverage in the federal employee Blue Cross 
апа Blue Shield plan. 

Most consumers of psychiatric care, i.e., patients 
and their families, are reluctant to speak up and let 
their needs be known. Individuals and families without 
mental disorders do not anticipate mental illness and 
the need for psychiatric treatment the same way that 
they might anticipate the need for dental or eye care. 
Further, the decision-making dynamics of individual 
and group purchase of mental health benefits differ. 
The impact of mental illness and substance abuse on 
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productivity and use of medical services is inadequate 
ly recognized by the big buyers of insurance: What is ' 
required is a more focused effort by providers and 


. patients to express or make overt what is now a latent 


demand for coverage for psychiatric treatment. 

The catastrophic nature of mental illness is also 
unrecognized, unappreciated, and unanticipated (29). 
Protection against costly inpatient hospitalization is 
the cornerstone of any health insurance plan. The.need 
for third-party insurance occurs in any area in which 
individuals would most likely be unable to pay out-of- 
pocket for costly long-term care. The procompetitive 
approach, as represented in the FEHBP, leads awav 
from a catastrophic model of payment and, combined 
with problems of adverse selection and moral hazard, 
creates economic problems for insurance coverage of 
mental illness and its treatment. 

In summary, the existing relatively low coverage of 
mental disorders is a function of lack of overt consum- 
er demand and insurers' hesitancy to provide coverage 
that is perceived to be subject to a high тогай hazard, 
thereby putting the insurer at a higher risk of adverse 
selection by high utilizers. 


SUGGESTIONS FOR ACTION BEYOND THE FEHBP 


The two-class system of medical care in the Unitec 
States today is most profoundly reflected in our mental 
health service system. Third-party coverage should 
help distribute the burden of this care more fairly. 
Humane treatment of the mentally ill is clearly at stake 
if the low status of psychiatric coverage under insur- 
ance continues. In addition to these basic issues of 
equity and parity, it is important that research contin- 
ue on the cost effectiveness of psychiatric care and 
that research relate closely to productivity, cost off- 
sets in medical care, and other economic measures of 
the effectiveness of psychiatric treatments (30—32), 

The adverse selection problem is considered by 
many to be the Achilles’ heel of the procompetitive 
approach in health insurance markets. The high-risk or 
sick population finds it costly or impossible to pur- 
chase comprehensive coverage when insurers are 
competing on the basis of different levels of benefits. 
Mandated state insurance benefits for mental illness in 
12 states require a minimum level of psychiatric cover- 
age in all insurance written within these states. Al- 
though these minimums often tend to become maxi- 
mums, the problem of adverse selection is averted in 
those states. A shift in payment from public and out- 
of-pocket sources to private third-party sources has 
led to cost escalation in these states, and insurance 
companies have fought such mandates in the recent 
past; however, the overall or social cost increase has 
been less extreme than anticipated (33). 

How much reductions in mental health coverage will 
reduce utilization of services is an empirical question. 
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Af the costs of medical and mental health services are 
* paid by people directly, utilization of these services 
decreases. The recently published Rand study (27) of a 

prospective controlled trial of cost sharing in health 
insurance concluded that persons fully covered for 
medical serVices spend 5096 more than people with 
income-related catastrophic coverage. That report 
stated, however, ''Sufficient data are not available on 
whether higher use by persons with free care reflects 
over use, or whether lower use by those with income- 
related catastrophic coverage reflects under use. Both 
may well be true.” 

For mental health care it has been alleged that health 
insurance coverage represents ‘‘a subsidy to the rich 
from the poor” (34, 35). Public facilities, such as state 
hospitals and community mental health centers, serve 
the indigent disproportionately (36, 37). If we take into 
account texes paid and benefits received, these feder- 
al, state, and county programs redistribute income 
toward the bottom of the socioeconomic ladder. 

*Data from the 1975 Joint Information Service survey 

of psychiatrists in private practice (21) and from a :980 
| Washington Psychiatric Society survey of private 
| practice (23) do not support the view that health 
| insurance coverage redistributes income from the poor 
! to the rich. Further, other studies (38-41) have shown 
i that when psychotherapv is accessible and available, 
| the poor make use of it with the same number of 
' average visits as the rich. It is fair, therefore, to 
| assume that third-party cutbacks will lead to a de- 
| crease in access to private care for the mentally ill 
| poor, a shift of patients to the public sector, and an 
exacerbation of a two-class system of psychiatric care. 
; Other public health issues are at stake. The process 
of deinstitutionalization creates a major public health 
| problem in many communities. Unless there is ade- 
quate payment for both medical and mental care for 
people who are chronically disabled and live in com- 
munities, their continued neglect will persist and rein- 
stitutionalization will occur. Reopening large public 
asylums is a costly option, and current community 
mental health programs are on the edge of financial 
extinction. Clearly, a financing approach must be 
developed that combines categorical and third-party 
funding for both treatment and rehabilitation of this 
major subpopulation of individuals with mental disor- 
ders (42). 

From a purely economic perspective, despite high 
average overall costs for enrollees with mental health 
treatment it has become clear in several insurance 
programs, especially the federal employee Blue Cross 
and Blue Shield plan, that after an initial jump in costs 
when broad psychiatric benefits are introduced, cver 
time there is a plateau of the percent of total health 
costs that is accounted for by mental health costs. In 
the past 10 years under the high-option federal em- 
ployee "Blues," mental benefits have accounted for 
7.2% to 7.7% of the total benefits. While McGuire (17) 
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has correctly questioned an overly simplistic interpre- 
tation of this trend, it indicates that mental health costs 
can be predictable, stable, and limited. In the years 
when the federal employee ‘‘Blues”’ plan was alone in 
offering essentially nondiscriminatory coverage of 
mental benefits (1976—1980), the per capita insurance 
cost of these services, corrected for inflaticn, changed 
hardly at all (43). 

However, economic stability is no: the same as 
market viability. The cost escalation for all care and 
the accumulation through adverse selection of mental 
service utilizers in the federal employee Blue Cross 
and Blue Shield plan have led to a poor competitive 
position for this plan, with its comprehensive benefits. 

Further, it is critical for psychiatry tc develop more 
effective approaches to public education. The nature 
of mental illness and of its treatment needs a broader 
discussion among a range of constituencies, especially 
the big buyers of insurance coverage. If the major 
cutbacks in the FEHBP prevail, these restrictions are 
likely to become the prevailing mode cf private cover- 
age. 
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‚ Preyalencé of Affective Disorder in a Sample of Young Men 
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BY MARC A. SCHUCKIT, M.D. 








To evaluate the prevalence of depression among 
young men and the relationship between affective 
disturbances and drug- or alcohol-use patteras, the 
author mailed a questionnaire to male students and 
nonacademic staff, aged 21—25 years, at the 
University of California, San Diego. Of the 964 men 
responding, 173 (18%) reported a history of 
depression, including 69 (7%) whose depressions 
were serious enough to result in a major life upset. 
The 318 respondents with some alcohol- or drug- 
related life impairment (33%) were unevenly 
distributed among the three depressive history 
groups, with 4496 to 4896 of those with depressions 
also reporting substance problems while the same 
was true for only 3096 of the depression-free men. 
The author advises clinicians to consider the 
possibility that a depressive disturbance in young 
populations may occur in relation to substance 
intake. (Ат J Psychiatry 139:1431—1436, 1982) 


he symptom of depression occurs in a variety of 
clinical states with different prognoses. Sadness, 
for example, is seen as a normal, transient reaction to 
stress and loss, one that must be recognized and 
‘worked through" for healthy psychological develop- 
ment and readjustment. Affective disorder, on the 
other hand, occurs when the level of symptomatic 
depression, either developing spontaneously or in tem- 
poral relationship to a stress or loss, is of great encugh 
magnitude and persistence to seriously interfere with 
life functioning (1). The point prevalence of affective 
disorder (i.e., the proportion of individuals ill at any 
one point in time) is between 4% and 7%, while the 
lifetime prevalence, taking cognizance of the tempo- 
rary nature of most depressive episodes, may ap- 
proach 2526 (2—4). 
Important affective problems are not equal in the 
two sexes (5); there is a higher point prevalence (896 
versus 6%) for women and an even more impressive 
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differential in lifetime prevalence for affective disorder 
(34% for women and 17% for men) (2). It is generally 
felt that the age at which an affective episcde is most 
likely to occur is after 30 years (1, 2, 6). Recognizing 
that psychiatric disturbances occu-ring earl: in life can 
be, at least theoretically, very disabling, one notes that 
studies of college populations (7-9) have demonstrated 
a high prevalence of psychological disturbance, with 
10%-20% of students showing scme behavioral abnor- 
mality. Also, a substantial proportion of all college 
students (perhaps up to 15%) have reported a suicide 
attempt at some time in the past (10), and 596 have 
sought help for a psychological impairment (11). 

The most common diagnosable illness seen in psy- 
chologically impaired students is an affective disorder 
(8, 12). Applying rigorous diagnostic criteria to a 
college or college-age population, one finds that as 
many as 30% of a group of young men azd women 
appear to have had an affective disorde- (13, 14), 
including a 15%-20% prevalence for depressive disor- 
der during the college freshman year, with 996 of the 
population developing as new cases (the incidence 
rate) (15). 

Affective disturbances (not necessarily primary af- 
fective disorder) frequently occur in assoc ation with 
other life problems. One area of special importance 
involves substance abuse because many drugs, espe- 
cially the CNS stimulants and depressants and some 
opiates, can cause depression in pztients and in normal 
volunteers (16, 17). Two additional difficulties are that 
life problems associated with substence abuse can 
cause affectual disturbances and that individuals un- 
dergoing a serious depression or mania could turn to 
alcohol or drugs in an attempt to treat their symptoms 
(17). 

The present investigation evaluates the prevalence 
of serious affective disturbances in vourg men, a 
population not often considered at high ris<. In addi- 
tion, the relationship between affective disorders and 
drug- or alcohol-use patterns and problems, as well as 
the relationship between affective disorders end family 
history of psychiatric disorders, is discussed. 


METHOD 


A questionnaire was mailed to all men between the azes of 21 and 
25 years who were either students or nonacademic staff at the 
University of California, San Diego. Of the 1,302 men «ho received 
the questionnaire, 964 men returned a completed ques ionnaire (for 
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which they were paid $3.00 each); they made up the sample for this 
study. 

The questionnaire contained 14 pages and took approximately 20 
minutes to complete. A structured format was used to record 
information on demography and the subject's school and work 
history, alcohol- and drug-use patterns and problems (including age 
at onset), psychiatric history, and family history of psychiatric 
disorders. The 6—12-month test-retest reliability for this instrument, 
as established in 30 similar individuals, was 80%; the diagnostic 
validity on alcoholism, as established by comparing the question- 
naire diagnosis with tha: obtained from an interview with subjects 
and two additional rescurce persons in another population, was 
79%. 

As part of the questionnaire, an individual was asked whether he 
had ever experienced a period of being sad or feeling hopeless that 
lasted 2 or more weeks at a time all day every day, exclusive of 
times when he was drinking heavily or using drugs excessively. If he 
answered ‘‘yes,’’ he was then asked to be certain that he was 
depressed ‘а day every day for 2 weeks or longer.” If he answered 
"yes" again, his age at first depression, age at most severe 
depression, and the manner in which the depression interfered with 
his life functioning was established. This definition of an affective 
episode is similar to that outlined by Goodwin and Guze (1) and 
resembles primary affective disorder as discussed in DSM-III. 
Alcoholism and drug abuse for family members was established by 
the occurrence of any one of a series of major life problems related 
to drug or alcohol abuse (e.g., a job loss or ''layoff," multiple 
arrests, physical evidence that alcohol or drugs harmed health, a 
marital separation or divorce because of drugs or alcohol, or 
intravenous drug abuse) (16). 

The subjects were divided into three mutually exclusive groups 
based on their histories of depression: group 1, those without 
depression; group 2, those who had had a depression with no 
associated life upset; and group 3, those who had had a depression 
with associáted life upset. Each of these groups was further subdi- 
vided into those with a history of alcohol- or drug-related problems 
(not necessarily alcoholism or drug abuse) (subgroup A) and those 
without a history of sutstance-related problems (subgroup B). The 
significance of the level 5f difference between groups and subgroups 
was tested with the chi-square test for categorical data and Student's 
t test for comparison of means. 


RESULTS 


All groups were demographically similar, with a 
mean age of 23 years and an average of between 16.5 
and 17.0 years of schooling (12 years indicates high 
school graduation); 50% of each group reported part- 
time or full-time employment, and approximately 90% 
of each group were Caucasian. Group members were 
similar in religious background, with approximately 
2096 of each group considering themselves Protestant, 
20% Catholic, 15% Jewish, 35% relating no religious 
preference, and the remaining 1046 falling into a varie- 
ty of other religious categories. The sample was pri- 
marily of middle to upper socioeconomic strata, the 
men had high levels of education, and a high percent- 
age considered themselves students and held at least 
part-time employment. 

Table 1 shows the number of Sips in the three 
major groups, as well as the breakdown of those 
reporting a history of alcohol- or drug-related prob- 
lems and those reporting no such difficulties. Of the 
964 men, 104 (11%) reported having depression with- 
out associated life upset (group 2) and 69 (7%) related 
having affective disturbances severe enough to inter- 
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fere with their life functioning (group 3); thus, a tctal of 
18% (N=173) related having depressive problems se- • 
vere enough to meet the DSM-III criteria for affective 
disorder. About one-third of the men (N=318) related 
histories of alcohol- or drug-related problems; includ- 
ing 30% of group 1, 44% of group 2, and almost one- 
half (48%) of group 3. The percentage of men in groups 
2 and 3 with alcohol- or drug-related problems was 
significantly higher than for those in group 1. Approxi- 
mately 10% (N=94) of the 964 men reported histories 
of depression while showing no alcohol or drug diffi- 
culties; among these 94 men, 36 (4% of 964) demon- 
strated a life upset that was associated with a depres- 
sion. 

The Ше upset for the 69 men in group 3 involved a 
decrement in school or work performance for 58 (84%) 
of them, impaired social functioning for 4 (6%) of the 
men, a suicide attempt for 3 (596) of them.. and 
miscellaneous difficulties for the remaining 3 (5 e). 

There was a nonsignificant trend for an earlier age at 
taking the first drink in group 3 men, but within eath 
depression group subgroup A (those with alcohol- or 
drug-related problems) had a significantly earlier first 
drink on their own than subgroup B (those without 
alcohol- or drug-related problems). There was also an 
increasing progression across the major groups of 
mean days per month drinking over the prior 6 months 
and mean drinks per drinking day, with significantly 
more frequent and heavier drinking for those in sub- 
group À within each depressive group. 

The lower portion of table 1 gives the alcohol and 
drug histories, information that was used to subdivide 
each major group into those with alcohol- or drug- 
related problems and those without. There was an 


increase across the three major groups for alcohol- 


related life problems, with significantly higher levels of 
alcohol-related involvement for those reporting de- 
pression (groups 2 and 3) than for those reporting no 
depression (group 1). For most items, group 3 men 
demonstrated more alcohol-related involvemen: than 
group I men, including blackouts (forgetting what had 
transpired while drinking even though subject was 
awake and alert), binges (continuous drinking for 2 or 
more days), and morning shakes (after drinking neavi- 
ly, a tremor of the hands upon awakening). Similar 
trends were noted for drug-related problems. 

Table 2 gives the personal and family psychiatric 
histories for the three major groups and subgroups. 
There were no significant differences between groups 
2 and 3 nor between subgroups A and B on age at first 
depression or mean age at time of the most severe 
depression. Probably reflecting the affective distur- 
bances, the history of psychiatric care was significant- 
ly higher for each successive group, but there were no 
differences for the two subgroups within each depres- 
sion category. Although this is not shown in table 2, 
the group 3 men who saw a mental health worker did , 
so for an average of 30 sessions, group 2 men did so for 
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TABLE 1. Alcohol ата Drug History of 964 Men Who Responded to Questionnaire Survey on Depression 


CE: vy 








Group 2: Depression Without Group 3: Depression With 











= Group 1: No Depression Associated Life Upset Associated Life Upset 
(N=791) (N=104) (N=69) 
Subgroup A: Subgroup B: Subgroup A: Subgroup B: Subgroup A: Subgroup B: 
With Without With Without With Without 
Alcohol- or Alcohol- or X Alcokol- or Alcohol- or Alcohol- or Alcohol- or 
Drug-Related — Drug-Related Drug-Related — Drug-Related Drug-Related — Drug-Related 
Problems Problems Protiems Problems Problems Problems 
Item (N=239) (N=552) (N=46) (N=58) (N=33) (N=36) Significance? 
Percent of total 25 57 5 6 3 4 
Percent of group 30 70 44 56 48 52 ІА v3 2A, p<.02; 
1A v3 3A, p<.02 
Alcohol history 
Mean age at first 
drink (years) 14.6 15.4 14.8 16.0 13.5 15.5 1A v5 IB, р<.001; 
2A v5 2B, p«.05; 
ЗА v3 3B, p<.02 
Mean number of 
days per month 
drinking 11.1 6.5 10.7 7.2 13.3 7.5 1 vs 3, р<.01; 
1A vs IB, р<.001; 
2А v3 2B, р<.05; 
К 3A vs 3B, р<.01 
Mean fumber of 
Grinks per drink- 
ing day? 2.9 2.1 3.1 2.1 3.5 2.1 1А vs IB, p«.001; 
í 2A “з 2B, р<.01; 
ЗА #3 3B, р<.01; 
1 vs 3, p<.05 
Alcohol-related 
problems (76) 
Missed school or 
work 10 11 22 1 vs 3, p<.01 
Binge drinking 4 8 12 1 vs 3, р<.05 
Lost friends 1 3 4 1 vs 3, р<.05 
Car accident 3 3 6 
Morning shakes 5 11 12 1 vs 2, p<.05; 
1 vs 3, p<.05 
Blackouts 17 29 25 I vs 2, p<.05 
Tried to stop 
drinking 3 6 12 
Drug-related 
problems (%) 
Missed school or 
work 6 il 26 1 vs 2, р<.01; 
1 vs 3, p<.05 
Lost friends 1 3 9 1 vs 3, p<.05 
Car accident 2 0 6 2 vs 3, p<.05 
Medical help 1 1 4 
Withdrawal signs 1 1 3 
Used intravenous 
injection 1 1 3 








"Tested by chi-square analysis for categorical data and Student s t test for comparison of means. 
bA drink was either 4 oz of wine, 12 oz of beer, or a "'single-shot"" mixed drink. 


an average of 25 sessions, and group 1 men for 14 
sessions (the difference between groups 1 and 3 was 
significant). 

The family psychiatric histories of these men are 
given in table 2. Looking at the three groups, one “inds 
a correlation between the degree of depression and the 
family histories of affective disorder; group 2 and 3 
men were significantly more likely to have had a 
depressed first-degree relative, a differential most 
marked for mothers. (The number of mothers, fathers, 
and siblings with depression was greater than the 


number who reported “апу relative” depressed be- 
cause some individuals reported multiple family mem- 
bers with this disorder.) The increase in family history 
of depression for groups 2 and 3 compared with group 
1 was significantly more marked for those who demon- 
strated no alcohol- or drug-related probleris. 

Table 2 also gives the family history o7 substance 
problems. Looking again at the three groups, one sees 
that the percentage of relatives with alcohol problems 
did not differ between groups 1 and 2, althcugh men in 
group 3 were significantly more likely го have reported 
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TABLE 2. Psychiatric апа Family History of 964 Men Who Responded to Questionnaire Survey on Depression > y . 
Group 2: Depression Without Group 3: Depression With 
Group 1: No Depression Associated Life Upset Associated Life Upset 
(М =791) (ЇЧ = 104) (М = 69) 
Subgroup А: Subgroup B: Subgroup А: Subgroup B: Subgroup A: Subgroup B: x 
With Without With Without With Without 
Alcchol- or Alcohol- or Alcohol- or Alcohol- or Alcohol- or Alcohol- or 
Drug-Related Drug-Related Drug-Related Drug-Related Drug-Related Drug-Related 
Problems Problems Problems Problems Problems Problems 
Item (N=239) (N=552) (N=46) (N=58) (N=33) (N=36) Significance? 
Mean age at 
first depres- . 
sion (years) 19.0 19.2 19.2 20.2 
Mean age at 
worst depres- 
sion (years) 20.6 20.2 20.5 20.9 
Saw mental - 
health 
worker (26) е 
Psychiatrist 3 4 13 10 30 36 1 vs 2, р<.01; 
I vs 3, p<.01; 
2 vs 3, р<.01 
Psychologist 6 3 13 9 12 14 
Other 2 1 2. 3 0 6 j 
First-degree . 
relative with 
depression (%) 
Total with iil | 
relative 15 H 22 24 27 33 I vs 2, p<.05; 
| vs 3, p<.01; 
1B vs 2B, p<.01; 
IB vs ЗВ, р<.01 
Father 3 3 4 9 6 17 I vs 3, р<.01 
Mother 7 3 15 14 27 I] | vs 2, р<.01; 
1 vs 3, p<.05 
Sibling 6 6 11 12 12 14 l vs 3, p<.05 
First-degree 
relative with 
alcoholism (%) 
Total with ill . 
relative 10 5 13. 3 21 11 1 vs 3, p<.05; 
1А vs IB, p<.05; 
LA vs 3A, p<.06 
Father 8 4 11 2 21 3 1 vs 3, p<.05; 
1A vs 3A, p<.05; 
1A vs IB, p<.05; 
3A vs 3B, p<.05 
Mother 2 1 4 2 0 3 
Sibling 1 2 2 0 3 6 
First-degree 
relative who 
abused drugs 
Total with ill 
relative 3 3 2 2 0 6 
Father 1 1 0 0 0 0 
Mother I 0 0 0 0 0 
Sibling , 1 2 2 2 0 6 








"Tested by chi-square analvsis for categorical data and Student's t test for comparison of means. 


such family difficulties than men in group 1, a differen- 
tial mostly accounted for by alcohol problems in the 
father. When the major depressive groups were bro- 
ken down into those with substance-related problems 
versüs those without substance-related problems, 
there was no strong trend for differences across the 
three groups on family history of alcohol problems for 
:hose who demonstrated no substance problem them- 


selves. On the other hand, group 3 men with sub- 
stance-related problems were more likely than group 1 
men with substance-related problems to report a fam- 
ily history of alcoholism. Within each group, those 
with drug problems were consistentlv more likely than 
those without drug problems to have family histories 
of alcoholism. There were no marked differences 
across the groups on family histories of drug problems. 
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. The chronology of development of difficulties for 
those, rhen who reported both a substance problem 


ew (alcohol and/or drugs) and a depression (groups 2 and 


3) was examined. For the 104 men in group 2, 28 (27%) 
had an affective episode first, 19 (18%) had both 
depression and the substance problem at the same age, 
and 57 (55%) had at least one alcohol and/or drug 
problem antedating the depression. For the 69 men in 
group 3, 14 (20%) had an affective episode first, 14 
(20%) had both an affective disturbance and a sub- 
stance problem at the same age, and 41 (60%) had at 
least one alcohol and/or drug problem antedating the 
depression. These findings occurred despite our re- 
quest tha: subjects not report depressions that devel- 
oped only in the midst of heavy alcohol or drug intake. 
It may be that establishing an actual chronology of 
events elicits different information than asking sub- 
jects to exclude depressions where alcohol or drug use 
was involved. 


DISCUSSION 


The data from any study must be interpreted in light 
of the methodology. A self-administered questionnaire 
was used to study a group of men aged 21 to 25 years 
who either attended school or worked on a college 
campus. The criteria for affective disorder in the 
young men and their relatives were similar to those 
outlined in DSM-III, encompassing a depressed mood 
lasting for at least 2 weeks. However, the additional 
information that might be obtained in a face-to-face 


interview, which would have helped to guarantee that ` 


the subjects understood the concept of depressive 
disorder, was lacking with this self-administered ques- 
tionnaire. 

These results also reflect the concept of alcohol and 
drug problems inherent in this research instrument. 
Although more serious pathology was included, such 
as alcohol binges or intravenous drug use, most of the 
substance-related problems were relatively minor 
(e.g., missing work or school because of alcohol or 
drugs, having arguments with friends, experiencing 
alcoholic blackouts). Thus, even though there were 
some responders who had taken enough alcohol or 
drugs to show some life impairment, for most of the 
men it is likely that the subs:ance-related problems 
will be temporary and that these problems in them- 
selves cannot be used to predict future pervasive and 
persistent alcohol or drug problems (18, 19). For 
instance, although blackouts were noted in almost 
one-fourth of the young men studied and although the 
same phenomenon is seen in almost all alcoholics, 
blackouts are seen so commonly in individuals who do 
not go on to develop alcoholism that they cannot be 
used as predictors of future problems (16, 20). None- 
theless, alcohol and drug intake in these men had been 
heavy enough to cause difficulties, and these problems 
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might have been substantial enough to be asSociated 
with mood changes, including depression (16). 

The first finding to emerge from this investigation ts 
that depressions lasting 2 weeks or more had been 
experienced by almost | out of 5 of tke yoing men—a 
substantial portion of the campus population. Even f 
one limits the discussion to those men whose depres- 
sions were severe enough to interfere with life func- 
tioning, 7% of college-age men may be affected. These 
findings are consistent with other investizations and 
indicate that college mental health personnel should be 
prepared to deal with such problems among male as 
well as female students, 

These findings raise the question cf what mode cf 
intervention might be most appropriate. Many clini 
cians choose an intervention by carefully establishinz 
a diagnosis that indicates the probable outcome or 
prognosis and gives information on the most effectiv2 
and least costly intervention (1). With this bias, ons 
might imagine that combinations of counseling and 
proper medications (e.g., tricyclic antidepressants) 
might be appropriate for a subgroup of the depressed 
men, especially those who reported depressions unas- 
sociated with substance problems. 1t is not possible to 
draw similar conclusions about those individuals 
whose depressive symptoms might heve been assockE- 
ated with substance misuse because most alcohol- o- 
drug-related affective disturbances tend to be transient 
and disappear on their own within ] cr 2 weeks 
(16). 

A retrospective study such as this caanot definitive- 
ly establish whether there was a causal relationship 
between the substance problems arc the affective 
disturbances. There are, however, a number of indi- 
rect indications that a true association might exist 
First, as part of the questionnaire the age at onset of 
the first depression and the age at occurrence of each 
problem associated with alcohol or drugs were estab- 
lished. Those individuals who reportec both substance 
problems and depressions (27% of group 2 and 20% o7 
group 3) rarely noted that the affective disturbance 
occurred first, although about 60% releted that alcohol 
or drug problems preceded the depression. Second, 
significan]y more men who reported depressions 
(groups 2 and 3) also reported substance problems 
when compared with men in group 1. Third, affective 
disorders are noted to run in families (21), and al- 
though groups 2 and 3 were more likely to report a 
family history of affective disturbance ihan did group 
1, the increase was mostly accounted for by men with 
no history of substance problems themselves. Similar- 
ly, although alcohol and drug problems are also notec 
to run in families and may be genetically influencec 
(22), the increase in family History of alcoholisrr. 
across the three groups was the result of higher level: 
of serious alcohol problems in the fzmilies of those 
who demonstrated substance-related cirficLities them- 
selves. Thus, although some individuzls may be dem- 
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onstratink both an independent affective disorder and 
a substance problem, there are reasons to consider the 
possibility that a proportion of young men reporting 
affective disturbances may not have true affective 
disorder but may be demonstrating a more transient 
depression related to the misuse of alcohol, other CNS 
depressants, or CNS stimulants. This point needs to 
be considered in interpreting the results of surveys (be 
they questionnaires or interviews) of depressive dis- 
turbances in any population. 

It is important to note that the average young man in 
the study drank relatively frequently (an average of 2— 
3 days/week) with an intake of 2-3 drinks per occa- 
sion. This drinking райегп is associated with a fairly 
high prevalence of having missed school or work as a 
result of drinking (seen in almost 15% of the total 
population) and having experienced blackouts (noted 
in 20% of the population), These findings are consist- 
ent with those of other investigators who have noted a 
high prevalence of alcohol-related problems in sub- 
jects from their late teens to their mid-twenties (18). 
These potentially troublesome difficulties are usually 
transient, and in themselves they do not indicate the 
probability of future persistent or pervasive alcohol 
problems that might be termed alcoholism (16, 18, 
19). 

In summary, using a 2$М-Ш definition of an affec- 
live episode, one notes that such disturbances are 
common in the histories of young working men and 
students. Although all such individuals might have a 
primary affective disorder, I present data suggesting 
the possibility that for one-half of these affectively 
disturbed men the problem might have been related to 
intake of substances in levels high enough to interfere 
with their general functioning. Recognizing that proof 
of such an association awaits prospective studies that 
would use direct patient interviews, I believe the 
possibility of such à phenomenon should be consid- 
ered by clinicians treating episodes of sadness in 
young populations and by researchers attempting to 
establish the actual prevalence of primary affective 
disorder. 
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“A Conjoint Psychiatry-Internal Medicine Program: Development 


‚ of a Teaching and Clinical Model 


BY JOHN P.D. SHEMO, M.D., JAMES C. BALLENGER, M.D., J. JOE YAZEL, M.D., 


AND WILFORD W. SPRADLIN, M.D. 





At a time when psychiatry’s repertoire of successful 
treatment strategies is burgeoning and the public is 
seeking primary medical care with greater emphasis 
on humanistic issues, psychiatry has been 
paradoxically losing status and trainees, partly 
because it has failed to make its expertise 
integratable by nonpsychiatric physicians. In 
response to the educational and patient care 
deficiencies that result, two universities developed a 


"teaching and clinical program that leads to partial 


integration of their departments of psychiatry and 
internal medicine. This collaborative approach 
includes a conjoint internal medicine-behavioral 
medicine inpatient unit and a residency program 
leading to Board eligibility in both specialties. (Am J 
Psychiatry 139:1437—1442, 1982) 
Q ne of the paradoxes of modern American medi- 
cine is the radical shift in public demands brought 
about by the success of that very medical system. 
Rapid and dramatic technological advances in the 
physician's ability to intervene successfullv in a wide 
variety of acute, life-threatening illnesses and to ame- 
liorate che life-threatening complications of diseases 
with ckronic pathophysiologic concommitants have 
increased the number of patients who must adjust to 
the stresses of chronic disease and raised the public's 
expectation that all dystonic states will be amenable to 
medical intervention. Thus, the traditional Cartesian 
concept of the physician as a diagnostician and treater 
of diseases defined in terms of pathophvsiology is 
increasingly discordant with the expectations of the 
patient, who has complaints experienced in terms of 


personal, interpersonal, and cultural reactions to a 
perceived change in his or her state of being—in 
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Engel’s terminology, an illness (1). The correlation 
between identifiable disease and sel=-perzeived illness 
is frequently poor (1—3). Kaufman and Bernstein (4) 
reported that 69% of 1,000 consecutive patients in a 
general medicine clinic had no demonstrable organic 
lesion. Furthermore, many patients in primary care 
settings display a notable amount of emotional distress 
or psychiatric symptoms. In a study by Lipowski (5), 
this was true in 30%-60% of general medicine inpa- 
tients and 5096—8046 of outpatients. 

Recent epidemiological findings (6) document that 
6096 of the estimated 32,000,000 sufferers from mental 
illness in the United States receive treztment within 
the primary care system exclusively, 21% are treated 
entirely by mental health specialists, and 6% are seen 
in both sectors. Explanations for this extensive in- 
volvement of primary care physicians in the treatment 
of the mentally ill have included the staggering number 
of persons needing care (6—10) as well as the fact that 
the mentally ill are frequent users of medical services 
(three to four times the expected raze) (11) and would 
have considerable contact with primary care physi- 
cians even if all their psychiatric care were provided 
under other auspices. 

Perhaps more important, patients and their primary 
care physicians see the rendering of psychiatric care as 
well within, if not integral to, the scope of the primary 
care physician's practice. The fact that patients expect 
their physicians to meet their emotional needs is 
demonstrated by Enslow's finding (12) that the pri- 
mary care physician was chosen as tne first source of 
help by 8896 of patients who were fearing an impend- 
ing ‘‘nervous breakdown." Since most primary care 
physicians (84%) ‘‘feel strongly” thet they should be 
involved in the emotional problems of their patients 
(13), it is not surprising that they sutsequently manage 
most of these patients entirely within :neir practice 
and refer only 1096 of those diagnosed as having 
emotional problems to a psychiatrist (14). 

Unfortunately, despite extensive contact with psy- 
chosocial issues in the care of their patients, most 
physicians have had little formal training in the evalua- 
tion and management of these factors. Physicians' 
inattention to these aspects of their patients’ prob- 
lems, however, has repeatedly been shown to contrib- 
ute to the problems of patients' noncompliance with 
therapeutic regimens, dissatisfaction with professional 
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health care, and even inadequate clinical care (2). 
Recognition of this problem has been increasingly 
widespread and has led to a multitude of proposed 
solutions, among which are increased emphasis on the 
training of primary care internists and the institution of 
a certification board for specialists in family practice 
(15). 
Althoush the issues and pressures just discussed 
might be predicted to lead to an enhancement of 
psychiatry's value and image as a fundamental medical 
speciality, this has clearly not been the case in most 
centers. One reason for this unfortunate missed oppor- 
tunity has been psychiatry's relative failure to help the 
primary physician understand its expertise and meth- 
ods and adopt them as part of his or her identity as a 
physician. Attempts to incorporate behavioral science 
. concepts into the training of both medical students and 
primary care house officers are widespread and in- 
clude providing basic science courses and psychiatry 
clerkships as well as psychiatric liaison services, psy- 
chosomatic fellowships, psychosomatic rounds on 
general medicine wards, and behavioral experts on the 
faculties of primary care programs (16-18). While 
these approaches may be useful for providing knowl- 
edge and shaping attitudes, they tend to create the 
impression in the minds of students that such integra- 
tion either is just for ‘‘mental patients” or is in the 
domain of psychiatric specialists and therefore need 
not be accepted as part of the skills of all physicians. It 
is our impression that although the appropriate skills 
and attitudes may be developed, they are often not 
incorporated into the routine of daily general patient 
care. Even desired changes in students' attitudes in 
this area are not necessarily accompanied by the 
expected behavioral change (19). Programs that incor- 
porate behavioral science concepts into the teaching of 
routine care of nonpsychiatric patients may provide a 
more realistic setting for the reinforcement of the 
desired physician behaviors. Two programs that illus- 
trate this approach are the therapeutic ward for cancer 
patients established by Klagsbrun (20) and the thera- 
peutic ward on a continuing care unit in a general 
hospital instituted by the faculty of Yale University's 
department of internal medicine (21). We will describe 
another such attempt involving a *''merger" of the 
departments of internal medicine and psychiatry at 
two academic medical centers. 


PSYCHIATRY-MEDICINE MERGER 


Agreeing that ‘‘the main role of the department of 
psychiatry in a medical school is to educate physicians 
only a portion of whom will be interested in becoming 
psychiatrists" (22), the department of behavioral 
medicine and psychiatry and the department of inter- 
nal medicine at the West Virginia University School of 
Medicine merged their clinical and teaching activities 
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in 1976. Starting in 1977, the residency positions of, 
both departments were filled through the recruiting 
efforts of a single selection committee with input from 
members from both faculties. While all residents thus 
selected experienced an initial single integrated phase 
of training, there was sufficient flexibility in the resi- 
dency program to allow the acquisition of Board 
eligibility in either psychiatry or internal medicine or 
both. In this conjoint effort a division of behavioral 
medicine was developed within the department of 
internal medicine, and many of the clinical and teach- 
ing activities of the department of behavioral medicine 
and psychiatry were carried out through this division, 
However, there remained a separate and freestanding 
department of behavioral medicine and psychiatry, in 
part to maintain aspects of the training program that 
did not fit into the structure of the department of 
internal medicine but which are required for American 
Board of Psychiatry and Neurology eligibility, e.g., 
child and community psychiatry experiences. 

After several of the involved psychiatric faculty. 
members moved from the University of West Virginia 
to the University of Virginia School of Medicine in 
Charlottesville, a similar division of behavioral medi- 
cine was established within that department of internal 
medicine in 1979, again featuring a residency program 
that permitted the option of acquisition of double 
Board eligibility. The following description is based 
primarily on our earlier experience at West Virginia 
University, with some preliminary data from our sub- 
sequent experience at the University of Virginia. 


PROGRAM GOALS 


In addition to the institution of ongoing conjoint 
conferences and the establishment of a multidis- 
ciplinary ambulatory medicine clinic, the major clini- 
cal and teaching change subsequent to the merger at 
West Virginia University was the transformation of 
the psychiatric inpatient unit into a conjoint internal 
medicine-behavioral medicine inpatient service. Com- 
mensurate with the goals of establishing a more com- 
prehensive and integrated patient care model, four 
major educational objectives were set for this conjoint 
service. 

1. We wished to provide a learning experience for 
medical students during which simultaneous evalua- 
tion and treatment on both a pathophysiologic and a 
psychosocial level could be behaviorally reinforced. 

2. We sought to enhance the psychiatry residency 
program by a) reinforcing those behaviors which lead 
to competent, comprehensive medical assessment as 
an integral part of the psychiatric diagnostic process; 
b) expanding the psychiatry residents’ concept of what 
falls within the legitimate scope of psychiatric interest 
and expertise by involving them on their “home turf’ 
with patients who had significant emotional problems 
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«but who fell outside the realm of traditional psychiatric 
praetice, such as patients with pain syndromes or 


- chronic debilitating medical conditions; and c) enhanc- 


ing the consultation-liaison skills of the psychiatry 
residents by involving them in active patient care with 
residents from other specialties early in their training. 
3. To strengthen the primary care experience of the 
internal medicine residency program, we wanted to 
expose the residents to a setting in which there was 
increased emphasis on a) appreciation of the universal- 
ity of emotional reactions to illness; b) skill in eliciting 
the existence and the extent of these reactions and in 
dealing with them as part of comprehensive patient 
management; c) awareness of the frequency of emo- 
tional disorder as the basis, or one of the contributing 
factors, of a patient's complaints of illness, including 
the place of psychiatric disorders in the differential 
diagnosis of such common presenting problems as pain 
syndromes, fatigue, and weight loss; d) experience 
with the differentiation of functional and organic states 
*and wjth the modalities that are useful in making that 
differentiation (e.g., mental status examination, psy- 
chological testing, EEG, brain scan, and CT scan); e) 
meaningful exposure to the psychiatric disorders that 
are routinely encountered bv the primary care physi- 
cian, as well as their appropriate treatment modalities; 
fi exposure to the concepts of family dynamics as they 
relate to all illness; g) appreciation of the social and 
cultural context in which illness develops; h) exposure 
to the management of psychosomatic illness in a 
setting where the internal medicine resident's need to 
relate to the patient begins, rather than ends, with the 
making of that diagnosis; i) understanding of the need 
for physicians to take responsibility for the effects of 
their communication patterns on a patient's compli- 
ance with treatment and adjustment to his or her 
illness and to the postillness state; and j) exposure to 
the concepts and function of an integrated health care 
team. 
4. Finally, the unit was intended to provide a setting 
in which the **med/psych" residents could more firmly 
establish a hybrid, rather than grafted, identity. 


CONJOINT UNIT STRUCTURE 


The conjoint unit at West Virginia University was a 
32-bed ward—one of seven general medicine serv- 
ices—and admitted patients with a variety of medical 
and emotional problems. A typical patient population 
had approximately one-third primary medical prob- 
lems and two-thirds *'traditicnal" psychiatric or psy- 
chosomatic problems. Typical medical problems in- 
cluded hypertension, diabetes, fevers of unknown 
origin, pain syndromes, unexplained weight loss, and 
pulmonary infiltrates. Patients admitted for scheduled 
treatmert of chronic rheumatologic or oncologic con- 
ditions were also periodically included. Psychiatric 


SHEMO, BALLENGER, YAZEL, ET AL 1439 


LP 


problems covered the full range from situational disor- 
ders to depression, psychosis, and crganic brain syn- 
dromes. Successful integration of thes» two patient 
populations in a general hospital setting was previous- 
ly reported by Reding and Maguire (23) 

The unit was designed along lines compatible with 
the use of psychiatric inpatient milieu therapy. The 
orientation was based on a philosophical framework 
derived from theories focusing on information proc- 
essing (24), especially the general systems theory 
introduced by Von Bertalanffy (25) and extended to 
the study of human disease by. amcng others, Engel 
(1) and Fabrega and Van Egeren (26). In addition to 
the traditional aspects of both medical and psychiatric 
care performed on the unit, we placed strong emphasis 
on the need for the students and horse staff to become 
aware of the ways in which their communication 
patterns, both verbal and nonverbal, affected the flow 
of information from their patients end the patients’ 
subsequent compliance with their proposed treatment 
regimens. We provided this focus -"brough the group 
milieu structure, which functioned to explore commu- 
nication patterns, reinforce appropria:e behaviors, and 
diminish (extinguish) maladaptive б2лауіогѕ. 

House staff coverage was provided by the jointly 
selected pool of medicine-psychiatry first-year resi- 
dents as part of an initial experieaze hat included 
rotations on the general medicine wzrds, the medical 
subspecialty services, the neurology service, the 
emergency room, and the conjoint unit. After this 
initial year, residents could becomz eitaer "straight 
medicine” residents with a total training experience of 
3 years. "straight psychiatric” residents (4 years), or 
"med/psych"' residents (5 years). Residents from the 
family practice, obstetrics-gynecology, neurology, and 
anesthesiology programs also rotated through the ser- 
vice, either as a departmental requirement or as an 
elective. Staff coverage for this integrated patient cere 
was provided collaboratively by rotating general inter- 
nists and a full-time director of inpatient psychiatry. In 
addition, the entire psychiatric faculty hed continuing 
involvement as group, family, and individual thera»y 
supervisors. Several of the psychiatric faculty mem- 
bers were trained in both internal med cin2 and psychi- 
atry, further facilitating the integration and role model- 
ing. 

All third-year medical students rotated through tae 
unit for 6 weeks. Under close facity and resident 
supervision, the medical students were encouraged to 
experience the role of primary physician and were 
intimately involved in patient care from initial emer- 
gency room consultation to final discharge and follow- 
up planning. In addition to exposure to the diagnosis 
and treatment of patients with classic psychiatric 
disorders, the students' simultaneous involvement 
with patients having nonacute mediczl problems in this 
setting provided a supported focus “or increased un- 
derstanding of the dynamics of tre experience of 
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illness and the ways in which such understanding can 
lead to practical intervention decisions without com- 
promising good biomedical care. The integration of the 
two patient populations being treated by an integrated 
faculty was designed to blur the distinction between 
“psychiatric” and ‘‘medical’’ patients in the student's 
mind. Thus, the experiential emphasis was on the 
realization that most patients' illnesses fall somewhere 
along the continuum between the two disease models, 
medical and psychiatric. 


PROGRAM DESCRIPTION 


The following activities evolved as part of the edu- 
cational program on the conjoint unit. 


Workup 


All patients received a comprehensive physical, 
psychosocial, and laboratory examination, generally 
performed first by the medical student to affirm his or 
her role as primary physician. The treatment team 
formulated a problem list that included biomedical, 
emotional, and interpersonal aspects. Discharge and 
follow-up planning was begun immediately after a 
patient's admission. 


Patient Education Groups 


For 2!^ hours a day the treatment team met with 
patients in a group setting. Therapeutic aspects of 
group sessions with psychiatric patients include instill- 
ing hope, assuring universality, imparting information, 
developing socializing techniques, and facilitating in- 
terpersonal learning (27). We hypothesized that similar 
group work, with expansion of its educational aspects, 
would also benefit the general medicine patients, espe- 
cially those with the need to adjust to chronic medical 
conditions. The consultation-liaison service conducted 
similar groups on the traditional medical wards for 
post-myocardial-infarction, cancer, and diabetic pa- 
tients. In this context, it is interesting to remember 
that the first group therapy was in a medical rather 
than a psychiatric setting, when J.H. Pratt in Boston 
held such sessions for tubercular patients (28). 

Students as well as patients should benefit from this 
group setting. As medical students and house staff 
interact with their patients for extended periods with- 
out the usual protection of medical paraphernalia, thev 
have an uncommon opportunity to develop a deeper 
understanding of the interpersonal patterns and factors 
that contribute to illness and those that derive from it. 


Team Meetings 


Four times a week the treatment team—students, 
nurses, house staff, social workers, medical attending 
physicians, and psychiatric consultants—met to exam- 
ine the interaction patterns of the team members. 
Particular attention was given to the effects of these 
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patterns on the dual goals of the unit—patient care and « 
education. This follows Rubin and Beckhard's sugges- 
tion (29) that ‘Һе effectiveness of any group in any 
setting is related to both its capacity to do the work 
and its capacity to manage itself as an interdependent 
group of people.” These sessions emphasized the need 
for health care professionals to take personal responsi- 
bility for understanding and actively dealing with the 
interpersonal variables in patient care and in health 
team management. ; 


Family Involvement 


Soon after admission, and with the patient's con- 
sent, a meeting was held with the patient, his or aer 
family, the treatment team, and a consultant from the 
division of behavioral medicine at which the patient's 
history was presented by the medical student or house 
officer (with appropriate prearranged safeguards of 
confidentiality), and the patient's progress and treat- 
ment plan were reviewed. The behavioral medicine 
consultant interviewed family members, with the goale : 
of uncovering the effects of the familv's interacticnal 
patterns on the patient's illness and vice versa, and 
attempted to set into motion more adaptive behavioral 
patterns. The consultant and the treatment team sub- 
sequently discussed the practical implications of the 
family dynamics, strengths, and liabilities. 


IMPACT OF THE PROGRAM 


Studies are being organized to investigate the educa- 
tional and therapeutic effectiveness of this integrated 
approach to health care delivery. For example, we are 
comparing the outcome of patients with well-defined 
emotional or medical problems treated on the conjoint 
unit with the outcome of similar groups who received 
more traditional psychiatric or internal medicine ward 
care. 

One completed and previously reported study (30) 
demonstrated that depressed patients did as weil in 
returning to home and job responsibilities (and had as 
low a rate of recidivism) after treatment on this 
conjoint unit as they did after treatment on the former 
psychiatric ward, and they did somewhat better when 
compared with the figures reported in the literature for 
pátients treated on other psychiatric milieu therapy 
units. Previously unreported preliminarv data gath- 
ered from a questionnaire given to random samples of 
patients treated on the traditional internal medicine 
wards and patients treated on the conjoint unit yielded 
virtually identical mean average scores of paient 
satisfaction in both settings (internal medicine wards: 
mean-89, range-60-100, N=27; conjoint unit: 
mean=89, range-59-100, N=18). This high rate of 
patient acceptance is particularly encouraging in view 
of the chronic, often ill-defined nature of the present- 
ing complaints of the patients with medical problems 
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vho were selected for the conjoint unit and the initially 
novel ànd sometimes threatening nature of the group 
process for these patients. A number of patients with 
chronic medical problems who have had multiple admis- 
sions to traditional medical wards requested a return 
to the conjbint unit when they were rehospitalized. 

This clerkship has a reputation among the medical 
students for being the most time consuming and per- 
sonally demanding of their third-year experiences. 
Nonetheless, it was consistently ranked as the first or 
second best rotation by more than 8046 of the students 
at West Virginia University. In a clerkship designed 
along similar lines at the University of Virginia during 
the past year, 8596 of the students anonymously rated 
the clerkship either 7 or 6 on a scale ranging from 1 
(very negative) to 7 (very positive). In addition, 9196 
rated as improved during the clerkship 1) their general 
attitude toward psychiatry, 2) the likelihood of their 
referring patients, family, or friends to a psychiatrist, 
and 3) their view of the usefulness of psychiatry- 
behavioral medicine principles to them as physicians. 

Ata time when interest in psychiatry among medical 
students was falling, (as evidenced by the decline from 
10% to 396—496 during the 1970s in the percentage of 
medical students choosing psychiatry as their career), 
17.496 of the graduating medical school class of 1979 at 
West Virginia University entered psychiatry or psy- 
chiatry-internal medicine programs. During the first 2 
years of only partial implementation of this program at 
the University of Virginia, the percentage has in- 
creased from 4.4% to 926-1096. In addition, each year 
several medical students who planned to enter internal 
medicine or family practice programs elsewhere chose 
& 3- or 4-month subinternship on the unit during their 
fourth year. 

We have also noted significant interest among resi- 
dency applicants from other medical schools both in 
the concept of the dual program and in the impact of 
the close relationship between psychiatry and internal 
medicine in our system. At the University of Virginia 
we have averaged 160 applications per year since the 
inception of the program and have increased the size 
of our residency cohort from 21 to 38 during this time. 
In the 2 years before the described program began, 
only 4 residents and 1 resident, respectively, were 
recruited. In the 4 years since that time, we have 
recruited 13, 8, 9, and 10 residents, respectively, with 
the limiting factor being the number of funded posi- 
tions available. 

As an indication that the broadened exposure to 
nontraditional areas has not diluted our residents' 
mastery of traditional psychiatric skills and knowl- 
edge, their performance on the 1981 Psychiatry Resi- 
dent In-Training Examination (taken by 2,323 resi- 
dents in 129 programs) placed them above the national 
average in the first residency year, with incremental 
improvement over the national average in each succes- 
sive year. In addition, the above-average performance 


SHEMO, BALLENGER, YAZEL, ET AL 1441 


was broadly based, since these residents excéeded the 
norm in the neurology and neuroscience section and in 
each of the psychiatry subsections in each year of 
training. ' 

Finally, one of the most gratifying Чепуалуез of this 
collaborative faculty relationship wes the modeling 
response on the part of the internal medicine residents. 
As they gained skill and confidence in the care of both 
psychiatric and—perhaps more important—psychoso- 
matic patients, they demonstrated a marked increase 
in their willingness, while on other serv:ces, to refer 
patients for psychiatric consultation and to provide 
outpatient follow-up themselves for such patients, 
using available psychiatric supervision. 

Patient and student acceptance of this integrated 
approach has been enthusiastic and gvetifying and 
gives us the overall impression that the program we 
have described is valuable. We do not yet have enough 
data to judge the impact of the program mare accurate- 
ly, but we hope this paper will stimulate discussion 
and research on the conjoint approach. 
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Training Psychotherapists to Participate in Psychotherapy 


Outcome Studies’ 


BY MYRNA M. WEISSMAN, PH.D., BRUCE J. ROUNSAVILLE, M.D.,.AND EVE CHEVRON, M.S. 


The authors describe the issues involved in training 
experienced psychotherapists to participate in 
outcome studies. Potential areas of conflict among 
research goals, clinical goals, and therapists' 
expectations include the restrictions imposed by the 
research protocol, the therapists’. feelings about 
being evaluated, and the restrictions of a defined 

. psychotherapy. A training program that addresses 
these issues and an appropriate administrative 
structure can reduce these conflicts. (Am J 
Psychiatry 139:1442—1446, 1982) 





n extensive literature on the training of psycho- 
therapists for clinical practice exists, but there is 
none on the training of psychotherapists for research. 
Recently advances have been made in the standardiza- 
tion of several psychotherapies for efficacy studies, 
including the development of manuals describing the 
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procedures and techniques of specific therapies and 
training programs for experienced therapists in the use 
of these techniques for outcome studies (1). Moreover, 
there has been growing government and consumer 
pressure for efficacy data, as well as an increasing 
number of well-designed outcome studies (2). Since 
we anticipate that both the pressure for data and the 
number of studies will continue to increase, discussion 
of the problems inherent in training psychotherapists 
to participate in outcome studies is timely. 

This paper is based on our experience in conducting 
a pilot training program in short-term interpersonal 
psychotherapy (IPT) for depression and in conducting 
several psychotherapy outcome studies. Although our 
observations and recommendations are based on expe- 
rience in training psychotherapists in one treatment 
approach, the issues described are relevant to other 
psychotherapies. 

The paper has two purposes: 1) to identify potential 
areas of conflict between the research requirements of 
psychotherapy outcome studies and the clinician's 
expectations—problem areas include the restrictions 
posed by the research protocol, the therapists' feelings 
about being evaluated, and the restrictions of the 
psychotherapy—and 2) to suggest techniques for deal- 
ing with these conflicts so that they do not impede the 
therapists' optimal participation. The actual training 
program is described elsewhere (unpublished paper by 
E. Chevron and associates). 
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«REQUIREMENTS OF THE RESEARCH PROTOCOL 


Ап essential component of an outcome study is a 
research protocol that specifies patient inclusion and 
exclusion criteria, procedures for random assignment 
of treatmeht, type and length of treatment, criteria for 
early termination of treatment, and type and timing of 
outcome assessments. The therapist must come to 
grips with the inevitable restrictions that adherence to 
the protocol requires, as will be described. 


Random Assignment: Who Is and Is Not Treated 


Random assignment to treatment is an essential 
feature of many outcome studies. This means that 
therapists may be assigned patients whom they do not 
wish to treat with the treatment specified by the 
protocol or whom they do not wish to treat at all. On 
the other hand, with random assignment of treatment, 
patients who the therapists believe would benefit from 
a particular treatment may not receive that treatment. 
‘Therapists usually have preferred treatment approach- 
es based on their clinical experience or ideologies, and 
these may be at variance with the treatment protocol. 
For example, a psychotherapist may wish to use both 
drugs and psychotherapy with a patient who has 
endogenous depressive symptoms, even though the 
patient has been assigned to psychotherapy alone. In 
such cases the therapist may covertly or overtly 
communicate this preference to the patient and thus 
undermine the purpose of :he research, which is to 
determine which treatments are most efficacious for 
which patients. ` 

We found that even therapists who were sophisticat- 
ed in research methods and familiar with the protocol 
were uncomfortable with random assignment. When 
random assignment was discussed during training, 
several therapists expressed surprise that they would 
not be able to select the patients they were to treat, 
even though random assignment had been openly 
discussed with them initially. Therefore, their denial of 
the гегу of random assignment reflected their dis- 
comfort with the idea of not being able to make 
decisions about which patients should be assigned to 
which treatment condition. 


Treatment Is Not Open-Ended 


The length of treatment in a psychotherapy outcome 
study is not indeterminate and in most current designs 
is usually brief (3-8 months). In the pilot training 
program for IPT many of the therapists had had no 
prior training in specific strategies for short-term psy- 
chotherapy and had difficulty with a predetermined 
length of treatment even though this might have been 
their usual mode of treating patients. For example, 
many of the psychotherapists had changed sites every 
6 months during their prior training, thus prohibiting 
open-ended and long-term treatment. Despite these 
limitations, however, it was common for them to view 
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their therapeutic work as but a single phasé in what 
they regarded as the patients’ long-term therapy. 
(Even in a private practice setting, Koss [3] found that, 
although the majority of patients received eight ses- 
sions or fewer, the practitioners viewed zhe treatment 
they offered as long-term and open-ended.) 

Although a protocol specifies the length of treat- 
ment, clinical indications for early termination must be 
specified in order to protect patients. These indica- 
tions include clinical deterioration or lacx of sufficient 
improvement after a specified time. The decision to 
withdraw a patient may be made jointly with an 
independent evaluator or by the clinician alone. Alter- 
nativelv, patients are alwavs free to terminate whenev- 
er they wish and may decide to for a variety of 
reasons, such as clinical improvement, lack of prog- 
ress, or practical matters. In these cases, the therapist 
may experience the early termination as a failure to 
fulfill obligations to the research agenda. 

Last, when psychotherapy is progressing and the 
patient is working intensively, either the patient or the 
therapist may wish to continue treatment beyond the 
specified time. A therapist who feels conflicted about 
the research may inadequately prepare the patient for 
cessation of treatment. 


The Patient Is Shared 


Evaluation of the patient's progress іп zreatment i$ a 
team effort and necessitates sharing the patient and the 
decision making. The patient is usually screened and 
monitored by several research assistants or clinical 
evaluators who are blind to the particular treatment 
the patient is receiving. The involvement of several 
professionals in the patient's care, while typical of 
inpatient settings, can be jarring to a therapist accus- 
tomed to outpatient private practice and can create 
several types of problems. 

There may be a confusion of roles aad boundaries 
for both the patient and the staff; for instance, patients 
may attempt to elicit advice or therapeutic interven- 
tions from the clinical evaluator. especially if the 
clinical evaluator is a full-time staff member and the 
psychotherapist is a part-time consultant. Patients 
may be uncomfortable with the more unstructured 
sessions of psychotherapy but may perceive the clini- 
cal evaluator's structured interview as useful and less 
threatening. In these cases, the patient may ally with 
the evaluator and attempt to induce the evaluator to 
act as the clinician. This can be very disruptive when 
the patient uses the evaluator to act out a transference 
problem. Instead of confronting the tzerapist about 
real or imagined shortcomings anc working them out 
in treatment, the patient may comolain to the evalua- 
tor about the therapist. In such cases, it is especially 
important for the different staff members to be clear 
about their roles and to encourage the patient to bring 
up these issues with the therapist, lesi the evaluator 
interfere with the psychotherapy by becoming in- 
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volved with the patient beyond the task of assessment. 
The opposite can also take place, with the patient 
cooperating with the therapist but being comparatively 
‘uncooperative with the evaluator. 

Differences in priorities and training further compli- 
cate the interactions between therapists, evaluators, 
and patients (4). Psychotherapists see themselves pri- 
marily as clinicians and may have less allegiance to the 
research tasks. Conversely, the evaluators may see 
their principal task as that of collecting information to 
answer the research questions. These different prior- 
ities can cause conflict when a judgment needs to be 
made about keeping a patient in the study in spite of an 
equivocal treatment response. There can be similar 
conflict about obtaining patient cooperation with the 
assessments: the patient may receive lukewarm en- 
couragement from the therapist and strong encourage- 
ment from the research staff. 


ATTITUDES ABOUT BEING EVALUATED 


The requirements of assessment make any outcome 
study public. It can be expected that therapists will 
have feelings about the monitoring of their patients for 
the assessment of treatment outcome, feelings about 
ratings of their therapeutic interventions (such as 
ratings of the quality of the therapeutic alliance), and 
concerns about the outcome of the study as a whole 
and whether their psychotherapy will be found to be 
efficacious. Therapists are also concerned about their 
responsibility to colleagues and to the profession and 
about the implications of the study for reimbursement 
through third-party payment: 

Assessment can take many different forms, includ- 
ing video- or audiotaping of psychotherapy sessions. 
With whatever procedures are used, the therapist's 
practices and effectiveness are under close scrutiny by 
people outside the therapeutic relationship. It has been 
our experience that all therapists are initially uncom- 
fortable with evaluation but that most relax after the 
initial period. The few therapists who remain uncom- 
fortable may manifest this covertly in failure to com- 
plete rating forms or to enable the patient to do the 
same, or failure to ensure that all therapy sessions are 
videotaped. Although the therapist's reluctance to be 
videotaped may be attributed to the patient, we have 
found in fact that few patients refuse to participate in 
videotaped sessions. 


SPECIFICATION OF THE PSYCHOTHERAPY 


An important development in the study of therapeu- 
tic outcome is the use of treatment manuals, which 
specify the procedures and techniques of the psycho- 
therapy to be used and ensure that there is uniformity 
in the procedures used by all the therapists. However, 
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adherence to manuals limits therapists’ flexibility» 
Thus, a balance must be maintained between following 
the specified procedures and adapting the treatment to * 
the needs of each patient. If the guidelines are fol- 
lowed in an overly rigid, ‘“cookbook”’ fashion, sponta- 
neous development of a helping alliance cat be under- 
mined. A tendency to follow the manual too closely 
was especially evident in the early training sessions 
with IPT. According to the IPT manual, there are 
approximately 12 tasks to be accomplished in the 
initial sessions, including a detailed review of the 
patient's significant current and past relationships. 
Rigidly proceeding down the list of suggested initial 
questions, rather than sensitively eliciting the patient's 
view of his or her problem, worked against a key 
feature of treatment, the development of an empathic 
therapeutic alliance. 

Therapists who were bound to a particular psycho- 
therapeutic approach that was quite different from the 
one being tested had difficulty using the procedures of 
the new therapy. For example, the focus in IPT is on 
symptom relief and/or resolution of one or more 
current interpersonal problems. Some therapists ex- 
pressed disbelief that patients could improve by dis- 
cussing their feelings about current interpersonal is- 
sues or their options with respect to current problems. 
Psychodynamic therapists have been reported to see 
sessions in which the patient expresses emotion and 
openly discusses the nature of the patient-therapist 
relationship as ‘‘good’’ and sessions characterized by 
discussion of current problems and future plans as 
"bad" (5). Reflecting this bias, several therapists in 
the pilot training program were reluctant to focus 
actively on current interpersonal issues or to discuss 
practical problems and posttreatment plans raised by 
their patients. 


DEALING WITH THE CONFLICTS 
Selection of the Therapists 


Given the commitment of effort and resources need- 
ed to conduct psychotherapy outcome studies, it is 
advisable to use experienced and highly competent 
psychotherapists, to provide a reasonable chance of 
demonstrating the efficacy of the therapy under study. 
However, the use of experienced therapists may exac- 
erbate some of the conflicts described earlier, since 
therapists who are committed to procedures that they 
have developed over time may be reluctant to revise 
their methods to conform to research needs. Problems 
may be averted by selecting experienced therapists 
whose current mode of treatment best approximates 
the therapy to be studied, who are committed to 
undertaking the study, and who can modify their 
methods to fit the protocol. 

Before therapists are selected, opportunities should 
be provided both for the potential therapists to learn 
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‘about the treatments under study and for the research 

staff to learn about the therapists’ typical treatment 
approaches. During the selection process, therapists 
should read the psychotherapy manual and view vid- 
eotaped sessions of the type of therapy to be per- 
formed so that they can make an informed judgment 
about their interest in participating. Likewise, re- 
search personnel should learn about the training, expe- 
rience, and interest of the therapist applicants and 
should view at least one videotaped session of each 
therapist at work to determine the compatibility of the 
therapist’s style and technical repertoire with those 
defined in the protacol. 

It is also important in screening therapists to be 
explicit about the requirements that the study will 
place on them and to evaluate the nature of the 
therapists’ interest in the work. The screening inter- 
view should determine that the therapist is 1) in 
theoretical agreement with the therapy to be undertak- 
en and willing to adhere to the treatment as described; 
2) aware of and willing to conform to the restrictions 
that the research protocol entails, including selection 
and random assignment of patients, time limitations of 
treatment, and sharing of clinical responsibility; 3) 
wiling to have the patient, the therapist, and the 
therapy evaluated; and 4) sympathetic to the need for 
determining efficacy of the treatment. 

While participating in outcome studies and adhering 
to these restrictions is certainly not an interest of all 
psychotherapists, we found that a cadre of highly 
experienced, well-trained, and talented psychothera- 
pists cculd be recruited to participate. Part of success 
in selecting therapists and conducting a study depends 
on being clear and explicit about the research require- 
ments. 

Finally, to prevent therapist dropout from delaying 
or halting the progress of a study of this kind, it is 
important to recruit and train more therapists than 
may actually participate in the clinical trial. This 
precaution will allow the study to proceed even if a 
therapist rejects the research constraints or a trainer 
decides that a therapist cannot conform to the require- 
ments of the protocol. 


The Training Program 


A training program is necessary even though the 
psychotherapists participating in psychotherapy out- 
come studies are highly skilled and experienced. 
Training experienced psychotherapists to participate 
in outcome studies is different from training neophyte 
psychotherapists. The latter involves transmitting fun- 
damental skills such as development of empathy, 
handling of transference issues, and/or timing of inter- 
ventions, all of which is intensive and time consuming, 
requiring a minimum of 2 years. Training experienced 
psychotherapists to participate in outcome studies, on 
the other hand, is brief and designed to modify the 
practices of fully trained clinicians so that they con- 
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form to the psychotherapy being studied. Since thera- 
pists are selected who are in theoretical agreement 
with the treatment, their own usual methods often 
require minimal modification. What is required is the 
development of a shared language and specified proce- 
dures. 

This is best accomplished by conducting a training 
sequence that combines both didactic and supervised 
practicum components. During the practizum phase of 
training, the therapists’ work w:th petients should be 
monitored via videotape and rated w th respect to their 
adherence to the specified psychctaerapeutic tech- 
nique. The training procedure must be sufficiently 
flexible to accommodate additional training cases and/ 
or more intensive supervision if these become neces- 
sary. Monitoring of therapists should ke continued, 
although at a less intensive level, durizg the initial 
phases of the outcome study, ta de:ect therapist drift 
and provide additional training and consultation as 
needed. The main purpose is to ensure that the therapy 
under study is the one that is actually seing carried 
out and that there is some consistency among thera- 
pists. 

An ongoing issue in the monitoriaz of therapists is 
how much variance is tolerated. In part, this depends 
on the nature of the therapy being testeC. At the very 
least the therapist must use those techniques and 
strategies that represent the defining cha-acteristics of 
the therapy and refrain from using techniques that 
define a different treatment approaca. For instance. in 
IPT for depression, the therapist must at minimum 1) 
deal with the depressive symptoms, 2) focus the 
therapy оп a limited number of treatment goals, 3) 
focus on interpersonal problem areas that seem to be 
associated with the onset and/or p2rpetuation of the 
current depressive episode, and 4) zctive:y engage the 
patient in a discussion of his or her current life 
situation. In contrast, the therap:st should not be 
overly directive or focus the the-apy primarily on 
uncovering the genetic origins of the patient's current 
difficulties. A certain amount of fexibility must, of 
course, be tolerated. For example, the style of the 
therapist, the material covered in individual sessions, 
and the precise timing of interventions must be left 
comparatively open. 

Although most of the training is devoted to the 
psychotherapy, the group process provides an oppor- 
tunity to identify, clarify, and discuss the research 
requirements and the restrictions imposed by the 
protocol. Such open discussion generates anxiety, but 
we have found that it also allows therapists to discuss 
the research procedures more specifically and to be- 
come zware of possible areas o2 conflict between their 
own priorities and those of tke protocol. In fact, a 
thorough airing of these 155025 usually leads to a 
reconfirmation of their commitment to the project 
based on a more complete understanding of what is 
involved. 
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Organizational Structure 


To facilitate the maximal participation and the effec- 
tive integration of staff in a psychotherapy outcome 
study, an organizational structure should be set up that 
provides for 1) monitoring the participation of the 
therapists and the evaluation staff to identify gaps in 
data collection and possible role confusions; 2) super- 
vising the psychotherapists to ensure that they are 
carrying out the treatment as specified in the manual; 
3) making judgments about clinical care that are in the 
best interest of the patient, if disputes arise (this 
should be done by a senior clinician not involved in 
providing the treatment under study or making the 
research assessments); and 4) arbitrating boundary 
problems in disputes engendered by different staff 
priorities and facilitating communication among study 
personnel. 


CONCLUSIONS 


We have emphasized the restrictions imposed by 
psychotherapy outcome studies and the potential con- 
flicts between the research and clinical goals. Al- 
though experienced investigators may be aware of 
many of these issues, the areas of conflict between 
research and clinical goals have rarely been explicated 
(4), and our own awareness of these issues has evolved 
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only over years of experience. Moreover, we. found 
that the frank discussion of these issues in our most 
recent training program helped prevent their recur- 
rence or minimiZed their disruptive effect. 

In fact, most of these problems occur infrequently. 
Psychotherapists who participated in our outcome 
studies often described it as a stimulating experience 
and welcomed the chance to determine the efficacy of 
their clinical practices. Thus, some of the clinicians 
who will ultimately provide the psychotherapy should 
be consulted when the study is designed. The clinician 
who fully understands the restrictions and limitations 
of a research protocol yet sees the outcome study as a 
challenge to enrich, improve, and extend patient care 
is the ideal participant. 
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. Effects of Thioridazine and Withdrawal Dyskinesias on 


- ' Workshop Performance of Mentally Retarded Young Adults 
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The authors conducted a two-part study of the 
effects of thioridazine and withdrawal dyskinesias on 
the workshop performance of mentally retarded 
young adults. In part 1, 80 mentally retarded 
subjects were divided into five groups of 16 


- according to administration, discontinuation, or 


nonadministration of thioridazine. The major finding 
was thet thioridazine can impair the workshop 
perforgiance of mentally retarded individuals. In part 
2, 28 subjects were divided into four matched groups 
of 7 subjects each whose thioridazine dose was 
abruptly or gradually discontinued and who did or 
did not have withdrawal dyskinesias. Workshop 
performance declined with the onset of the 
dyskinesias and improved as the dyskinesias 
subsided. (Am J Psychiatry 139:1447—1454, 1982) 


N euroleptic drugs are often used in the treatment 
of aggressive, psychotic, and various other be- 
haviors displayed by mentally retarded persons. It is 
currently estimated that more than 55% of the mental- 
ly retarded in institutions or community homes in the 
United States receive such drugs (1—3). Thioridazine is 
by far the most frequently prescribed neuroleptic for 
the mentally retarded and accounts for over 60% of all 
neuroleptic drug use in this population. 

There is a paucity of research examining the effects 
of neuroleptic drugs on learning and performance of 
the mentally retarded. Two studies using laboratory 
paradigms ‘have shown that neuroleptics can impair 
performance (4, 5), two studies have shown that under 
certain conditions intelligence test scores can be de- 
flated (6, 7), and three studies have shown that there 
can be an interference with the acquisition of adaptive 





Received April 27, 1981; revised Feb. 10, 1982? accepted March 1, 
1982. From the Department of Psychiatry, Western Psychiatric 
Institute and Clinic, University of Pittsburgh School of Medicine. 
Address reprint requests to Dr. Breuning, John Merck Program for 
Multip!y Disabled Children, Western Psychiatric Institute and Clin- 
ic, 3811 O’Hara St., Pittsburgh, PA 15261. 

Supported in part by grants MH-32206 and MH-30915 from 
NIMH. 

Copyright 9 1982 American Psychiatric Association 0002-953X/82/ 
11/1447/08/$00.50. 


behaviors and effectiveness of behavior management 
procedures (8—10). 

In view of the results of these studies, together with 
recent litigation and legislation prohibiting the use of 
neuroleptics in quantities that interfere with services, 
treatment, and habilitation for the mentally retarded 
(11), psychiatrists must carefully evaluat2 and balance 
expected therapeutic effects with potential adverse 
effects (12). However, none of the studies has system- 
atically examined the effects of a neuroleptic drug on 
habilitative tasks of a vocational ‘ог prevocational) 
nature. Vocational tasks are currently one of the most 
widely used methods of habilitation for the mentally 
retarded and have recently been shown to be sensitive 
measures of drug effects (9, 13). 

The present study was designed to advance the 
existing literature by examining the effects of thiorid- 
azine on a vocational workshop task representative of 
tasks carried out by thousands of mentally retarded 
persons in the United States. There were two parts to 
the study. In part 1 we examined the effects of 
thioridazine on the workshop performance of 80 men- 
tally retarded subjects. In part 2, select conditions of 
part 1 were replicated with additional controls for 
examining effects attributable 10 withdrawal and per- 
sistent (tardive) dyskinesias. 


PART 1 
Method 


Subjects and procedure. Our subjects were &) institutionalized 
mentally retarded persons selected from a .arger sample of individ- 
uals participating in a series of studies designed to assess neuroleptic 
drug effects in the mentally retarded. Each subjec: functioned within 
the upper-severe to middle-moderate range of mental retardation as 
measured by IQ and formal adaptive behavior assessment. Informed 
consen: was obtained from the legally responsib.e parent or guard- 
ian, and each of the subjects was determined by a physical therapist 
and neurologist not to have any identiciable perceptual-motor deficit 
that might affect workshop performance. 

Five groups of 16 subjects each were formed. Cescriptions of each 
group are presented below and relevant demographic information is 
presented in table 1. According to medical records, 60 subjects had a 
DSM-HI diagnosis of undersocialized, aggressive conduct disorder; 
5 were diagnosed as having undersocialized, noneggressive conduct 
disorder; 5 as having socialized, aggressive conduct disorder; and [0 
as hav:ng undifferentiated schizophrenia. 

Subjects were assigned to groups on the sasis of scheduled drug 
trials, with the restriction that eack memoer 3f a group have a 
matched counterpart in the other groups rvithig 1 year in age and 
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TABLE 1. Characteristics and Neuroleptic Drug History of Mentally Retarded Subjects in Two Parts of a Study? $ > EE 
ШЕГИН Consecutive 
Thioridazine Dose (mg) Mars Vears on 


Age (years) Sex IQ 





Per Day Per Kilogram Current Dose — Neuroleptic 








Subjects Mean Range М F Mean Range 





Mean Range Mean Range Mean Range 








Part 1 

Given thioridazine 
throughout study 
(N=16) 

Abruptly withdrawn 
from drug (N=16) 
Gradually withdrawn 
from drug (N=16) 
Given drug after 10 
weeks (N16) 

Not given drug through- 
out study (N= 16) 

Part 2 

Abruptly withdrawn 

_from drug; no diagnosis 
of dyskinesia (N=7) 
Abruptly withdrawn 
from drug; given diagno- 
sis of dyskinesia (N=7) 
Gradually withdrawn 
from drug; no diagnosis 
of dyskinesia (N=7) 
Gradually withdrawn 
from drug; given diagno- 
sis of dyskinesia (N=7) 


214 14-26 7 9 34 24-29 


197 15-24 8 8 33 19-52 


23.6 15-25 38 20-47 


224 15-25 9 7 36 22-46 


21.7 1424 8 8 36 21-53 


23.2 15-25 4 3 53 45-64 


219 15-25 3 4 56 47-61 


214 1424 5 2 61 50—69 


22.3 1526 5 2 60 53-69 





297.8 150-600 503 32-65 1.0 41  1.2-5.8 


286.7 100-450 486 2.7-7.0 1.4 3.4 9-37 


301.4 150-750 4.76 3.-59 1.2 4.2 10—28 


300.0 4.94 3.0-5.6 


306.4 100—700 4.54 30-60 15 426 2.9 .9-3.6 


317.6 150—750 442 3.0-6.3 1.3 .4-2.9 3.1 .10-3.4 


329.7 150—550 473 2.9-6.9 1.8 ·.6-3.1 4. 1.1-4.5 


318.4 200-600 486 3.0-7.0 1.7  .7-3.1 1.7 1.3-4.3 


The target behaviors for which the drug was given were equally distributed across groups and included physical aggression, destruction of property, disruption, 


yelling, and screaming. 


10% in IQ and drug dose). The five groups were 1) 16 subjects who 
were given thioridazine in the doses outlined in table 1 for the entire 
29 weeks of the study; 2) 16 subjects who received doses of 
thioridazine for weeks 1-10 of the study and then had the drug 
abruptly discontinued for weeks 11—29; 3) 16 subjects given the drug 
for weeks 1—19, had the drug gradually discontinued over weeks 20— 
22, and remained drug free for weeks 23—29; 4) 16 subjects who were 
no: given the drug for weeks 1—10 but were given the drug for weeks 
11-29; and 5) 16 subjects who were not given the drug for the entire 
29 weeks. f 

Subjects in the group experiencing abrupt withdrawal had their 
last dose of thioridazine on the final day of week 10. Subjects in the 
group experiericing gradual withdrawal were withdrawn over a 3- 
week period (weeks 20—22). Dose reductions were approximately 
50% per week, and discontinuation was complete (e.g., from 400 mg 
to 200 mg to 100 mg to 0 mg) on the last day of week 22. For both 
groups a placebo similar in taste and appearance to thioridazine was 
immediatelv substituted for the drug. Individuals in the group who 
started to receive the drug during weeks 11—29 began receiving 
thioridazine on the first day of week 11. The dose was 300 mg/day 
and there wes no titration from 0 mg to this dose. 

АП staff were unaware of the study and were completely blind to 
medication changes. To help control for effects that might occur due 
to tae initiation of thioridazine (i.e., due to receiving any pill), half of 
the subjects in the group who started getting the drug at week 11 
received a placebo from weeks 5 to 10. No differences in effect 
occurred between the two halves of this group. To help separate 
drug, placebo, and no-placebo effects, half of the subjects in the 
group that was withdrawn from the drug abruptly and in the group 
that never received the drug had their placebos discontinued gradu- 


ally between weeks 18 and 21 according to the procedure described ` 


by Breuning and associates (14). Again, no differential effects 
occurred across the two halves of either of these groups. To rule out 
the possibility of effects due to drug interactions, none of the 
subjects received any other medications throughout the course of 
the study (e.g., antiepileptics or anticholinergics). 

Workshop task. Each subject attended a workshop for 30 min 


each day, 5 days a week. There were | supervisor, 4 aides, and 12 
students (not all were subjects in the study) in the workshop. The 
workshop task was the assembly of a 15-part coaster bicycle trake 
(Bendix RB-2). Brakes were assembled individually rather than on 
an assembly line. That is, each brake was completely assembled by 
1 subject. A more detailed description of the method has deen 
provided by Gold (15, 16). Three response measures were taken. 
These were percentage of time on task, number of assemblies 
completed, and number and type of prompts required. A lengthy 
‘operational description of each response measure and method of 
data collection has been provided by Davis and associates (13). 
Interobserver agreement checks by the workshop supervisor were 
completed on 1596 of all the data collected. The mean percentage of 
agreement (agreement/total number of checks x 100) across sub- 
jects per session was 90.3%, with a range of 76.8% to 97.6% across 
sessions. 


Results and Discussion 


Figure 1 shows the mean weekly percents of time on 
task, brake assemblies completed, and prompts score 
for the five groups. 

Group analysis. The group data were analyzed using 
separate one-factor analyses of variance on the data 
from weeks 1, 10, 11, 12, 15, 20, 22, 23, 24, 25, and 29. 
Where an overall F ratio was significant, select follow- 
up comparisons were made using the Scheffé test (17). 
For all follow-up comparisons the criteria for signifi- 
cance and no significance were p<.01 or p.05; for 
brevity, only the F ratio ranges (Fs; e.g., Fs>16.3) are 
reported. 

The analysis of variance showed that with all three 
response measures there were no significant group 


Mean Range. 
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*.F(GURE 1. Weekly Workshop Performance of Mentally Retarded 
Subjects Receiving Different Neuroleptic Regimens? 


° Subjects given thioridazine throughout study (N=16) 
e Subjects abruptly withdrawn from drug (N=16) 
© Subjects gradually withdrawn from drug (N=16) 
• " Subjects given drug after 10 weeks (N=16) 
а Subjects not given drug throughout study (N=16) 





COMPLETIONS 








13 1 1 Ж УЕ Жы EA OS ENI OR SAR AER AE EA ЧЫ) ЖЕ ЧЫ ШЙ 





PROMPTS 








15 
WEEK OF STUDY 


*The dashed vertical line indicates when thioridazine discontinuation began. 
Gradual discontinuation was completed at week 22, The workshop task was 
assembly of a 15-part coaster bicycle brake. 


differences at week 1: F=1.34, df=4, 75, p».05. At 
week 10 there were no differences in time on task 
(F«1.0), but differences existed in the number of 
assemblies completed and prompts required: 
Fs= 12.74, 31.43, respectively, p<.01. Follow-up com- 
parisons showed that there were no significant differ- 
ences between subjects who received the drug 
throughout the study and those who were withdrawn 
from the drug abruptly or gradually: Fs<1.13. Howev- 
er, significant differences were observed on these two 
measures between the three drug groups combined 
versus the two no-drug groups combined: Fs>25.78. 
These findings show that at the start of the workshop 
task, all groups were performing similarly on all three 
measures, but by the 10th week the two groups not 
receiving thioridazine were completing more assem- 
blies and requiring fewer prompts. 

At week 11, overall Fs were significant on all three 
response measures: Fs>25.79, p<.01. Follow-up com- 
parisons showed that for each of the three measures 
there were no significant differences between the 
groups who continued to receive the drug and those 
who were withdrawn gradually (Fs<1.53), but there 
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were significant differences between thes? two groups 
and the group who started to rece:ve thioridazine at 
week 11: Fs>27.41. For the two groups not receiving 
thioridazine at the 10th week (those wko were nevér 
given the drug and those who were withdrawn abrupt- 
ly), there were no differences in time on task (Fs<1.0, 
p<.05), but the group who never received the drug 
was completing significantly more assemblies and re- 
quiring significantly fewer prompts (Fs>17.43). Of 
greatest importance here is the finding that there was a 
significant decrease in time on task an= completions 
and a significant increase in required prompts for the 
subjects beginning thioridazine treatmeat. 

At weeks 12 and 15, an overal. significant F was 
obtained only on the completions and prompts mea- 
sures: Fs>24.13 (F«1.24 for time on task). For the 
three groups receiving thioridazine at this point in the 
study (those who received it throughout the study, 
those who started to receive it at week 11, and those 
who would be gradually withdrawn at week 20), no 
significant difference on either measure was found 
with the follow-up comparisons. “or the two groups 
not receiving thioridazine at this poirt (those never 
given the drug and those who had been abruptly 
withdrawn), the follow-up compar:sons showed signif- 
icant differences in completions and prompts favoring 
the group that never received the drig (Fs>31.57). 
The performance of the group withdrawn abruptly on 
these two measures was also significantly different 
from (poorer than) the performance of :he group never 
medicated and the group w.thdrawn gradually 
(Fs>30.12). Thus, during the 1-week period between 
weeks 11 and 12, the decreases in performance seen in 
the group who had just started to receive thioridazine 
disappeared, and significant performaiace decrements 
occurred within the group who had been abruptly 
withdrawn from thioridazine. Th:s dezrement contin- 
ued at a significantly lower level. 

Comparisons at weeks 20 and 22 showed the same 
statistical findings as those at weeks 12 and 15 
(Fs«1.31 and Fs>21.43, respectively) with the excep- 
tion that the numbers of completed assemblies and 
required prompts by the group withdrawn abruptly 
were no longer significantly different from those of the 
groups who were never given the drug or were with- 
drawn gradually. This shows that by week 20 (the 10th 
week after abrupt withdrawal), the postwithdrawal 
decrease in completed assemb.ies and increase in 
required prompts of this group were no longer present. 

At weeks 23, 24, and 25 no significant group differ- 
ences were found in the time-on-task measure: 
Fs« 1.26. On the completions and prompts measures 
overall significant Fs were obtained: Fs>39.23. On the 
follow-up comparisons, the numbers of assemblies 
completed and prompts required by the group with- - 
drawn gradually were significantly different from those 
of the other groups not receiving thioridazine (those 
never given the drug and those withdrawn abruptly) 


* 
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(Fs>52.79). There were also significant differences 
between the two unmedicated groups on these mea- 
sures (Fs>36.48). For the two groups receiving thio- 
ridazine (those who received it throughout the study 
and those who started to receive it at week 11), no 
significant differences were found (Fs«3.01). These 
findings show an initial decrease in performance fol- 
lowing gradual thioridazine discontinuation similar to 
the decrease found after abrupt discontinuation. 

At the last week of part 1 of our study (week 29), 
significant overall Fs were again found only with the 
cempletions and prompts measures: Fs>28.15 
(F<2.12 for time on task). On the follow-up compari- 
sons for the three groups not receiving thioridazine, 
there were no significant differences in completions or 
prompts for the groups withdrawn abruptly and gradu- 
ally (Fs<2.81). However, the group that had received 
no thioridazine was completing significantly more as- 
semblies and requiring significantly fewer prompts in 
comparison with the group withdrawn abruptly and 
the group withdrawn gradually: Fs>18.74. For the two 
groups receiving thioridazine, the group that started to 
receive it at week 11 was completing significantly 
more assemblies and requiring significantly fewer 
prompts than the group that had been receiving the 
drug since the beginning of the study: Fs>16.13. One 
final comparison showed that the three no-drug groups 
combined were completing significantly more assem- 
blies and requiring significantly fewer prompts than 
the two drug groups combined: Fs>13.19. 

Overall, there were two significant findings. First, 
there were decreases in the numter of assemblies 
completed and increases in the number of prompts 
required following both abrupt and gradual withdrawal 
of thioridazine. The effect peaked more rapidly (within 
1 week) and lasted longer (10 weeks? following abrupt 
withdrawal than following gradual withdrawal (3 
weeks and 5 weeks, respectively). Second, at the end 
of 29 weeks the group that never received thioridazine 
was completing the greater number of assemblies and 
requiring fewer prompts, while the group that received 
thioridazine throughout the study was completing few- 
er assemblies and requiring the most prompts. 

Individual analyses. Analyses of data for individual 
subjects showed several findings not apparent in the 
group analyses. With regard to time on task, all 16 of 
the individuals in the group that was continually 
medicated and all 16 of the group that was never 
medicated showed no substantial changes (+5%) 
throughout the study. In the groups withdrawn abrupt- 
ly or gradually the largest percentages of individuals 
(56% [N=9] and 81% [= 13], respectively) showed no 
change. However, in both groups some individuals 
showed increases and a few decreases. The variance 
from these individuals negated any substantial change 
in mean group time on task. Of more interest is the fact 
that for 12 (75%) of the individuals in the group that 
started to receive thioridazine at week 11 there was an 
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initial decrease followed by an increase, then a return, 
to the previous level of performance. Close examina- 
tion showed that in all of these individuals, this effect 
peaked within the first two sessions (48 hours) follow- 
ing drug initiation and dissipated within the next two 
sessions (96 hours). З 

Individual analyses of the completion data showed 
that postwithdrawal decreases on this measure were 
determined by the performances of 7 (44%) and 6 
(3896) of the abruptly and gradually withdrawn sub- 
jects, respectively. Five (31%) and 7 (44%) of the 
subjects in these two groups showed immediate in- 
creases in performance. The remaining subjects in 
these groups showed different effects. As with the 
time-on-task measure, the group continually medicat- 
ed and the group never medicated displayed no sub- 
stantial changes (+5%). Of the remaining group— 
subjects who started to receive medication at week 
11—10 (63%) of the subjects showed performance 
decreases, most of which were transitory (8 of the 10 
subjects). Similar to the decreases in time on task in* 
this group, the effect occurred primarily during the 
first sessions following drug initiation and rapidly 
subsided. 

On the final measure, prompts, the subjects in the 
continually medicated and never medicated groups 
evinced no effect (X596). Following the initiation of 
thioridazine at week 11, 9 (5696) of these subjects 
showed a transitory increase in required prompts. 
Onset and dissipation of this effect were as described 
for the time-on-task and completions measures. This 
effect on all three measures suggests that there was a 
short-term sedative effect of thioridazine following its 
initiation. The only other notable effect on the prompts 
measure was that following thioridazine discontinua- 
tion, there was also an increase, then a decrease in 
prompts for 6 (38%) of the subjects who had been 


withdrawn abruptly. This finding was not apparent in ' 


the group analyses. Also, there was no evidence of a 
similar effect following the gradual withdrawal. The 
reason for this differential effect following abrupt 
versus gradual withdrawal is unclear and is currently 
being examined. 

Multiple correlation. In addition to the group and 
individual analyses, a multiple correlation (17) showed 
no significant relationship between thioridazine effects 
and age, sex, IQ, dose, number of years receiving the 
dose, and consecutive years receiving a neuroleptic 
drug (p>.05). However, the meaningfulness of the 
correlational findings is limited by the relatively small 
number of subjects per condition for this type of 
analysis. 


PART 2 


The results of part 1 of this study show that thiorid- 
azine can impair the workshop performance of mental- 
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"Ју retarded реїѕопѕ. However, following thioridazine 
discontinuation, the effects were somewhat idiosyn- 
cratic. Approximately equal numbers of subjects 
showed 1) immediate increases in performance after 
discontinuation or 2) initial decreases in performance 
followed by accelerated levels of performance after 
discontinuation. 

The reason for these idiosyncratic effects is unclear; 
however, we believe that withdrawal dyskinesias and 
symptoms were contributing factors. The logic for this 
belief was twofold. First, it has been reported that 
choreoathetoid and myoclonic movements of the 
arms, wrists, hands, and fingers occurring after neuro- 
leptic drug discontinuation can impair the performance 
of tasks requiring these body parts (e.g., buttoning, 
fastening [8]). Second, the percentages of individuals 


showing postdiscontinuation decreases in perform-. 


ance followed by accelerated increases in performance 
are remarkably similar to the percentages of mentally 
retarded and non-mentally-retarded individuals ex- 

“pected to experience neuroleptic drug withdrawal ef- 
fects (18). We addressed this issue in part 2 of the 
study. 


Method 


Subjects and procedure. The subjects were 28 institutionalized 
mentally retarded persons from the larger sample described for part 
1. Consent for participation was obtained and four groups were 
formed. 10 and adaptive behavior assessments showed that each of 
these subjects was functioning in the mild range of retardation. 
Descriptions of each group are presented below and relevant 
demographic information is presented in table 1. Twenty-four of the 
subjects had a DSM-III diagnosis of undersocialized, aggressive 
conduct disorder and 4 had a diagnosis of undifferentiated schizo- 
phrenia. 

Using the matching criteria described in part 1, we assigned the 
subjects to four groups: I) 7 subjects who received thioridazine for 
weeks 1-10 of the study and then were abruptly withdrawn from the 
drug for weeks 11—29 and who were not diagnosed as having 
dyskinesia, 2) 7 subjects with the same pattern of drug administra- 
tion and abrupt withdrawal who were diagnosed as having dyskine- 
sia, 3) 7 subjects who received the drug for weeks 1-19 and then 
were gradually withdrawn for weeks 20-29 and who were not 
diagnosed as having dyskinesia, and 4) 7 subjects with the same 
pattern of drug administration and gradual withdrawal who were 
diagnosed as having dyskinesia. 

Dyskinesia. The 14 subjects with dyskinesia were selected from a 
sample of 57 who had been systematically examined for withdrawal 
and persistent dyskinesias. There were five selection criteria for 
their participation in part 2 of the study: the individual had to 1) have 
previously been shown to have a withdrawal dyskinesia of at least 
mild intensity and lasting at least 6 weeks after thioridazine discon- 
tinuation, 2) currently be receiving thioridazine, 3) have no evidence 
of dyskinesia while receiving thioridazine, 4) be attending the 
workshop, and 5) have a matched counterpart in the other three 
groups. 

Assessments of dyskinesia and withdrawal symptoms (both be- 
fore and throughout the present study) were made 3 days before the 
onset of thioridazine discontinuation and at I-week intervals follow- 
ing the start of discontinuation. Weekly assessments continued 
throughout the study at 1-week intervals. The Withdrawal Emergent 
Symptom Checklist (unpublished 1974 manuscript by Engelhardt) 
was the primary assessment device and was administered by two 
registered nurses. The use of two nurses allowed for interrater 
reliability checks on the instrument. Reliability was 88.7% across 
subjects and ratings, with a range of 78.4% to 96.3%. In addition to 
this checklist, the nurses made detailed reports of specific body 
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parts showing abnormal movements (e.g.. choreoathetoid move- 
ments of fingers). 

Workshop task. Each subject attended tre workshop for 45 min 
each day, 5 days a week. There were 1 supervisor, 3 aides, and 10— 
12 students (again, not all of the s:udents werz part of this study) in 
the workshop. 

The workshop task was the assembly 5f a m.ock cam-switch 
actuator. Each actuator was asserabled individually, and there were 
a total of 74 steps to completion. The assembly zrocedure used a 
task analysis similar to that detailed by Bellemy ar d associates (19). 
Three response measures were taxen, Thess were steps completed 
per hour, percentage of norm, and wage. 

Prompts were not recorded because all subjects performed the 
task independently. Wages varied slightly oa an individual basis as 
part of an overall service plan and with pareat or guardian consent. 


Results and Discussion 


Figure 2 shows the mean number of ccmpleted steps 
per hour, daily percentage of norm, and total daily 
wage received. 

Group analyses. The same one-factcr analyses of 
variance, follow-up tests, and weekly data points 
described for part 1 were wsed. These analyses were 
performed only with the s:eps-per-hour measure be- 
cause corresponding changes in the other two mea- 
sures had to occur: these values were extrapolated 
from the steps-per-hour va_ues. 

At weeks 1 and 10, no significert differences be- 
tween groups were found: F=2.16, df=3, 24, p>.05. 

On weeks 11, 12, 15, 20, and 22, the overall Fs were 
significant: Fs>18.31. Follcw-up compar:sons showed 
that there were significan- differences between the 
abruptly withdrawn groups with (Fs>49.16) and with- 
out (Fs<2.93) dyskinesia but nct between the gradual- 
ly withdrawn groups with and withov: dyskinesia. 
Also, performance of the abruptly withdrawn group 
without dyskinesia was sigrificantly better (Fs>34.77) 
and performance of the abruptly witadra~n group with 
dyskinesia was significantly worse (Fs>26.43) than 
that of either of the gradually withdrawr: groups. This 
shows that the best performance was in the group no 
longer receiving thioridazine and not experiencing the 
dyskinesias. On the other hand, the worst perform- 
ance was in the group no longer receiving the drug but 
experiencing the dyskinesizs. 

The overall Fs were significant at weeks 23, 24, and 
25: Fs>21.18. On the follow-up comparisons, there 
were significant differences between the abruptly with- 
drawn groups with and without dyskinesia and be- 
tween the gradually withdrawn groups with and with- 
out dyskinesia: Fs>24.33. There were no differences 
between the two groups with dysk resia at weeks 23 
and 24: Fs>2.65; however. at week 25 the perform- 
ance of the gradually withdrawn group with dyskinesia 
was significantly worse than tha- of the abruptly 
withdrawn group with dyskinesia: F=17 29. The anal- 
yses of the data from these weeks confirms that 
mentally retarded persons teing withdrawn from thio- 
ridazine and not experienciag withdrawal dyskinesias 
are likely to show increases in workshop performance. 
Also, individuals in the process cf wi:hdrawal and 
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FIGURE 2. Weekly Workshop Ratings of Mentally Retarded Subjects 
With and Without a Diagnosis of Dyskinesia* 


в Subjects abruptly withdrawn from thioridazine; 
no diagnosis of dyskinesia (N=7) 
• Subjects abruptly withdrawn from drug; 
given diagnosis of dyskinesia(N=7) 
. s Subjects gradually withdrawn from drug; 
no diagnosis of dyskinesia (N=7) 
o Subjects gradually withdrawn from drug; 
given diagnosis of dyskinesia (N— 7) 





% OF NORM 








TOTAL WAGES (dollars) 
со 
© 


a 
о 


5 10 15 20 25 
WEEK OF STUDY 





aThe dashed vertical line indicates when thioridazine discontinuation began. 
Gradual discontinuation was completed at week 22. The workshop task was 
assembly of a mock cam-switch actuator. 


experiencing withdrawal effects are likely to show 
decreases in workshop performance. 

On the last week of part 2 of our study (week 29) no 
significant differences between the four groups were 
found: F=3.19, df=3, 24, p>.05. Thus, although there 
is likely to be a decrease in performance when a 
person experiences dyskinesia, it is highly probable 
that this performance decrease will subside, as do the 
dyskinesias. 

Individual analyses. Analysis of data on individual 
subjects showed that within 1 week following thiorid- 
azine discontinuation, all subjects with dyskinesia 
were displaying dyskinesias. Six of the 7 abruptly 
withdrawn subjects with dyskinesia exhibited lip- 
mouth-tongue movements (3 mild, 2 moderate, 1 se- 
vere) and 5 exhibited choreoathetoid and/or myoclonic 
movements (3 mild, 2 moderate). Five of the 7 gradual- 
lv withdrawn subjects with dyskinesia exhibited lip- 
mouth-tongue movements (3 mild, 2 moderate) and 4 
exhibited choreoathetoid and/or myoclonic move- 
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ments. Dyskinesias in these subjects “appeared only. 
following complete thioridazine discontinuation. “No 
other dyskinesias were present in these subjects, and 
only 2 subjects showed evidence of other withdrawal 
symptoms (mild vomiting in one, mild weight loss in 
another). Subjects in the abruptly and gradually with- 
drawn groups without dyskinesia showed no evidence 
of withdrawal dyskinesias or other withdrawal symp- 
toms throughout the study. 

The dyskinesias of 5 of the 7 abruptly withdrawn 
subjects with dyskinesia disappeared between weeks 9 
and 12 after thioridazine discontinuation (weeks 19-22 
in figure 2); for 1 subject the dyskinesias disappeared 
between the 6th and 7th week after discontinuation 
(weeks 16-17 in figure 2), and for the remaining 
subject the dyskinesias were still present after 52 
weeks. Decreased workshop performance was also 
still present after 52 weeks in this subject. The dyski- 
nesias of all 7 gradually withdrawn subjects with 
dyskinesia disappeared between the 3rd and 6th weeks 
after thioridazine discontinuation (weeks 25--28•1п fig-" 
ure 2). . 

Without exception, although with up to a 2046 
variation (SD=7.3%), the workshop data of the 14 
subjects with dyskinesia showed performance changes 
that corresponded with the onset and disappearance of 
the withdrawal dyskinesias. That is, in every case 
there was a decrease in performance that began with 
the onset of the dyskinesias, and as the dyskinesias 
subsided there were performance increases. А Pear- 
son product-moment correlation showed a highly sig- 
nificant statistical relationship between workshop per- 
formance and the onset and disappearance of the 
dyskinesias (r=.81, p<.01). Thus, even mild dyskine- 
sias can have a deleterious effect on habilitative behav- 
iors of the mentally retarded. 


GENERAL DISCUSSION 


There were three main findings in the present study. 
First, the results confirm the sensitivity of workshop 
tasks to drug effects. Second, thioridazine use is likely 
to suppress the workshop performance of mentally 
retarded persons. And third, mentally retarded people 
experiencing withdrawal (and in one subject, persist- 
ent) dyskinesias, even of mild intensity, may have a 
collateral] impairment in adaptive behaviors. 

Decreased workshop performance was common to 
all subjects receiving thioridazine. However, it is 
interesting to note that only 3 (996) of the subjects 
whose thioridazine was discontinued showed an in- 
crease in aggressive, psychotic, and other targeted 
behaviors (data not presented). This finding suggests 
that the same impairment was present in subjects who 
did respond to the drug (the target behaviors for which 
the drug was prescribed improved with drug treat- 
ment) and those who did not respond (the target 
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behaviors worstned or did not change with drug 
* treatinent) and is consistent with findings from recent 


'* "studies comparing the effects of thioridazine in mental- 


ly retarded subjects who did and did not respond to the 
drug (7). 

Following thioridazine discontinuation, both the 
abruptly and gradually withdrawn groups (part 1) 
showed significant decreases in workshop perform- 
ance. However, the patterns of effect were quite 
different. For both types of discontinuation the onset 
of the decreases was rapid; they lasted approximately 
14 weeks after abrupt discontinuation but lasted only 
approximately 6 weeks after gradual discontinuation. 
The reason for this differential effect is not clear, but 
the results of part 2, along with previous estimates of 
the percentage of subjects whose drug has been dis- 
continued who are likely to experience withdrawal 
effects (18, 20) and previous research showing that 
adaptive performance is impaired by dyskinesias (8), 
suggest that the workshop performance decreases 
Were attributable to group members experiencing 
withdrawal effects. Other explanations (e.g., state- 
dependent learning) are less tenable given the fact that 
several members of each group showed rapid in- 
creases in performance following thioridazine discon- 
tinuation. 

Regardless of why this effect occurred, the different 
patterns of workshop performance decreases have 
important clinical and research implications. First, it 
appears that gradual discontinuation is to be preferred 
to abrupt discontinuation because the withdrawal- 
related performance decreases became apparent soon- 
er and disappeared faster. Second, similar perform- 
ance deficits were found with individuals experiencing 
withdrawal effects even though not all subjects 
showed choreoathetoid/myoclonic limb movements. 
This finding suggests that variables other than obvious 
limb dyskinesias affect adaptive performance. And 
third, it is clear that research aimed at examining the 
effects of neuroleptic drug withdrawal must 1) incorpo- 
rate systematic assessments of withdrawal dyskinesias 
and symptoms, 2) continue these assessments over an 
extended period of time, and 3) evaluate the adaptive 
behaviors systematically for a much longer period of 
time than the conventional 4-week period. Until more 
specific lengths of time are empirically established, 
investigators should continue these combined assess- 
ments for at least 6-8 weeks following a gradual 
discontinuation (3-week period) and 14—16 weeks fol- 
lowing much more abrupt discontinuation. In view of 
the present findings, the results of previous studies 
without these measures that reported decreases in 
adaptive behaviors of the mentally retarded during a 4- 
week postwithdrawal period (e.g., reference 21) 
should be interpreted very cautiously. 

In concluding, we think two comments are in order. 
First, although other investigations (6, 8, 9) have 
suggested that several classes of neuroleptics (particu- 
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larly phenothiazines) may have simiar suppressing 
effects on adaptive behaviors, the present study evalu- 
ated only thioridazine. Replications with other neuro- 
leptics are needed. Second, the present study explored - 
only a narrow dose range (1.е., mears of 4.42 to 5.03 
mg/kg). Because thioridazine and other neuroleptics 
are effective therapeutic agents with some mentally 
retarded individuals, systematic examinations of the 
enhancing (i.e.. reduction of target behaviors) and 
suppressing effects of these drugs are warranted 
across a wide range of doses. This would begin the 
development of a clinical and research approach that 
could assist the clinician in selecting a neuroleptic and 
in balancing therapeutic effects with possible impair- 
ments in habilitative behaviors. 
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Family or Individual Therapy: The Ethics of Modality 


Choice 


BY ROGER C. SIDER, M.D., AND COLLEEN CLEMENTS, PH.D. 





The authors examine the ethical issues in choosing 
between individual and social unit (marital and 
family) therapies. Although usually neglected in the 
literature, these ethical questions are important and 
complex. A general systems perspective is used 

to provide a framework for ethical analysis. The 
core of the ethical problem is shown to be the 
interdependence and irreducible conflict inherent 
between the individual and social unit levels. The 
authors cutline a general systems approach to 
identification and consideration of these ethical 
issues in clinical practice. (Am J Psychiatry 
139:1455—-1459, 1982) 


he choice of therapeutic modality, one of the 
issues of pragmatic eclecticism, poses a complex 
dilemma in psychiatry (1, 2). Because psychiatric 
disorders usually are manifest at several levels simul- 


taneously—familial-interpersonal, intrapsychic-expe- . 


riential, and physiologic-somatic—there is pragmatic 
justification for intervention at any level of organiza- 
tion for which there is an effective treatment. Thus for 
a neurotically anxious patient, well-trained therapists 
might recommend benzodiazepines, individual psy- 
chotherapy, marital therapy, or some combination 
thereof. Usually these choices are made on the 
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grounds of predicted efficacy of the treatment or 
patient preference, or by appeal tc the therapist’s 
understanding of the nature of the disorder. In the 
latter case, not surprisingly, the therzpis:'s formula- 
tion is usually in terms of his or her own theoretical 
orientation, thus rendering the understanding of the 
disorder in terms that confirm the therapist's point of 
view. Efforts to select a treatment mcdality on a more 
rational scientific basis have been no:ably unsuccess- 
ful, because until now, with the exception of psychotic 
and severe affective disorders, it has been difficult to 
demonstrate the superiority of one treatment method 
over another. 

Exclusive preoccupation with the relative efficacy 
of various treatment methods obscures a dzeper issue: 
that we may be attempting to compare incommensura- 
ble items, not unlike the old problem of apples and 
oranges. More precisely, it is the ends or **zoods"' that 
are intended by various treatment modalities which 
may not be equivalent. 

In this paper we will argue that such inequivalence is 
the case, specifically in reference to the choice be- 
tween individual and social unit (marital and family) 
therapies and that the nature of the problem can be 
best understood as a conflict between two levels of 
organization within a general systems framework. 
Illustrative of the tendency to confoand 2thical with 
technical considerations is the use of the term *‘modal- 
ity.” In clinical parlance this word denotes method, a 
means to a therapeutic end. Further, i: connotes 
interchangeability and contingency, that tie modality 
in question can be readily substituted for another in 
view of evidence suggesting the alternative will be 
more ‘‘effective.’” Unrecognized is the fazt that with 
the choice of modality also goes the relative valuing of 
certain therapeutic outcomes. 

In order to explicate the ethical issues involved we 
will review the ethical responsibilities of tne therapist 
in regard to individual patients. These duties derive 
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from historically sanctioned principles of medical eth- 
ics that are well known and enjoy wide support. First 
codified in Greek medicine, they have undergone an 
' extended evolution and have recently been updated 
and detailed by the American Medical Association (3) 
and APA (4) For our purposes an apt summary 
statement by Pellegrino (5) will suffice: ‘‘The end of 
medicine, formally considered, is therefore a right and 
good healing action taken in the interests of a particu- 
lar patient.” The critical issue here is that the test of 
the ethical justification of any therapeutic intervention 
is that it benefits the identified patient. Thoughtful 
clinicians are aware, of course, that the application of 
this principle in clinical practice is highly complex, 
because it is not always obvious what is in the best 
interest of the patient. Even so, the "good" of an 
individual patient provides a relatively explicit criteri- 
on by which to evaluate therapeutic action. In classical 
individual psychotherapy therapists have carefully up- 
held this loyalty то the individual patient's good. 
Intrusions by third parties, whether they be spouse, 
family members, or agents of society, are politely but 
firmly rebuffed. This definite boundary is transgressed 
only in times of emergency (e.g., threatened violence, 
acute risk of suicide) and even then is usually justified 
in terms of the patient's good. 

When, however, the therapist takes as his or her 
patient a couple or a family unit, a major ethical issue 
immediately arises. This issue represents the same 
ethical problem involved in other conflict-of-good situ- 
ations such as the double-agency problem of forensic 
psychiatry, or the health planner/clinician dilemma 
concerning the best use of medical resources or the 
best medical treatment of the individual patient. As a 
result, it is a major ethical issue in medicine. In our 
specific, psychiatric situation, therapists' ethical com- 
mitments are no longer clear. Are they now commit- 
ting themselves, to paraphrase Pellegrino, to “а right 
and good healing action” taken in the interest of the 
marriage or the family? Or are they taking upon 
themselves the obligation to perform a *'right and good 
healing action” taken in the interest of each of the 
individuals involved simultaneously? Or are they com- 
mitting themselves to do both at once? In some cases a 
position is explicitly stated. For example, Bell (6), 
speaking of the therapist's own contribution to family 
therapy, stated, *'It starts from a non-sentimental but 
commanding commitment to seeking the well-being of 
families." There is, however, no uniformity of view 
among social unit therapists in regard to their primary 
ethical commitment, and there has been considerable 
change over time. Martin (7) summarized this evolu- 
tion, showing that although the goal of marital thera- 
pists 25 years ago was to maintain marital units, many 
contemporary marital therapists seek, rather, to maxi- 
mize individual fulfillment and see mutually satisfying 
marriages as one of the most important means of doing 
50. 
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THE ETHICAL CONFLICT j "E. 

The crux of the issue becomes clear in conceptualiz- 
ing the question of individual versus social unit thera- 
py in systems terms. Originally articulated by Weiss 
(8) and von Bertalanffy (9), this approach has been 
adapted recently by Brody (10) for medical ethics and 
by Engel (11) for clinical medicine. In this view there is 
a hierarchical ordering of natural systems based on 
levels of organization. Each level in the hierarchy 
represents an organized dynamic whole, a system of 
sufficient persistence and identity to justify being 
named. Its name reflects its distinctive properties and 
implies qualities and relationships characteristic for 
that level of organization. Each system is at the same 
time a component of higher systems. In the continuity 
of natural systems every unit is at the same time both a 
whole and a part. Finally, the individual (person) is the 
highest level of the organismic hierarchy and at the 
same time the lowest unit of the social hierarchy. 

Systems theory places in a theoretical framework 
what is a clinical truism: that every individual patient 
is part. of a family and every marital or family unit is 
made up of individuals. Thus at both the individual and 
social unit levels we are dealing with interrelated 
components and systems, with each system compris- 
ing components from the next lower level of organiza- 
tion. Moreover, applied clinically, it means that every 
marital or family problem is simultaneously an individ- 
ual problem for one or more persons. Conversely, 
dysfunction at the individual level will require adap- 
tive accommodation at the marital or family unit level 
or else dysfunction at the higher level will result. This 
elementary point is often overlooked by partisans of 
both individual and social unit therapies, because they 
tend to formulate problems primarily in terms of one 
level or the other. From the perspective of systems 
theory, however, each level is simply one manifesta- 
tion of a multilevel problem. To narrowly define a 
problem primarily in terms of a family system perspec- 
tive is not to think in general systems terms but, 
rather, to think at one level of the general system. The 
same is true at another level for those who define 
problems in primarily intrapsychic terms. 

Because every system, in order to survive, must 
maintain homeostasis within certain limits, pressure 
brought to bear on the system by any of its constitu- 
ents must not be excessive. If it is, the system will 
collapse. If we view the individual (person level) as a 
subsystem of a more global family system, we can see 


_that functional integrity at the family level is preserved 


by the maintenance of a controlled homeostatic state. 
A balance is maintained in which not only do the needs 
of the different individuals conflict with each other, 
but also the specific needs of the individuals can 
critically conflict with the balance of the family sys- 
tem. Put more concretely, if one or more .family 
members require more than the system can provide, 
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these demands” may precipitate the disintegration of 
. the family unit. In ethical terms, then, the good of one 
level may not be the good of another level. 

In order to maintain homeostasis, systems routinely 
sacrifice individual units. We tend to be repelled by 
social insects' capabilities for this and by social politi- 
cal systems’ use of this mechanism, but our own 
bodies, in response to trauma, preserve essential func- 
tions by such mechanisms (e.g., shock on a physiolog- 
ic level). Families, similarly, may extrude a member in 
order to maintain homeostasis. However, this is not 
the only inherent conflict between differing levels and, 
therefore, goals. What is good for the individual units, 
what will benefit their needs and interests seen from 
that level, may be neutral or even destructive to the 
goals and stability of the system. 

For example, in bringing modern medicine to the 
Tarahumara Indians living at a subsistence level but in 
a Malthusian population balance on the barren Mexi- 
can highlands, we would certainly lower the very high 
Child mortality rate (unpublished 1979 paper by West). 
From the perspective of the individual children saved, 
we would have succeeded. Unfortunately, the land 
cannot support an increased population, so our high- 
technology culture would affect the social mechanisms 
for balance, and a thousands-of-years-old social sys- 
tem would probably collapse. From the perspective at 
the social level, *they" would have their goal of 
survival fail, while from the perspective at the individ- 
ual level, they" would have their goal of survival 
achieved. The goals, expressed in the same words, are 
not really the same goals at all. 

Similarly, for individuals in families those accom- 
modations which may enable the social system to 
function best are not necessarily in the best interest of 
each of the individuals involved. Consider, for exam- 
ple, the stereotypic case in which the wife who needs 
and demands an open, close, communicative relation- 
ship with her husband in order to be fulfilled may be 
married to a man who, realisticallv, is unable to satisfy 
her neecs. As a therapist, one has several options. 
Certainly one can attempt to maximize the husband's 
responsiveness, to understand the roots of his affec- 
tive inhibition, and also, perhaps, to assist the wife to 
moderate her demands, understand their sources, and 
find partial gratification elsewhere. АП of this, howev- 
er, is a calculated risk because either party may decide 
that the improvement of marital functioning held out 
as a goal by the therapist is either unattainable or too 
costlv in personal terms. If this occurs, the marital 
relationship may rupture. 


THE CONFLICT AVOIDED 
With the exception of brief mention by Karasu (12), 


individual therapists rarely acknowledge this problem 
as a professional ethical dilemma in therapy. Although 
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they may discuss with the patient th» potential impact 
on other family members of the patien:’s behavior, 
they do not usually regard themselves as having a 
primary ethical commitment to other family members’ 
or to the family system itself. One might 2xpect social 
unit therapists to have increased sensitivity to this 
issue, but, although most marital or fam.ly therapists 
now think in terms of a family systems view (13-15), 
there is little awareness of inherent conflict of goods 
between the individual and social unit levels. Only 
Boszormenyi-Nagy and associates (16, :7) explicitly 
developed an ethical position. 

The customary procedure is, rather, to avoid the 
problem. This is done in one of three ways. First, it is 
possible to maintain that there is no fundamental 
conflict between therapeutic loyalty to the good of an 
individual patient or patients and їс the good of the 
marital or family unit of which they аге a загі. That is, 
to work for the good of one is to work for the good of 
the other, at least in the long run. Second, some family 
therapists, while recognizing a potential conflict be- 
tween individual (person level) good ала social or 
aggregate-level (two-person or family) good, always 
choose to resolve the conflict in favor cf one of the 
pair of competing loyalties. This assames a hierarchy 
of values, with an overriding value that makes the 
choice nonproblematic. Third, the ethical dilemma 
may be avoided if the therapist maintairs that he or 
she has no allegiance whatsoever, that his or her sole 
interest is in fostering the achievement of goals which 
will be defined by the participants in :he therapy. That 
is, as an agent of process, he or she is an advocate of 
process only and is uninterested in cutcome. Each of 
these perspectives needs to be critically evaluated in 
turn, for each rests on hidden but largely unexamined 
assumptions of most marital and family t2erapies. 

The first view, that individual and marital or family 
goods are ultimately in harmony, is iramensely appeal- 
ing to therapists. For most clinicians a combination of 
therapeutic idealism and ethical naiveté renders this 
option agreeable and nonproblematic. There is consid- 
erable merit in it, because in many ceses of successful 
treatment, whether individual or at a social unit level, 
the results are enhanced functioning and well-being at 
both levels. This is especially true where zommunica- 
tion difficulties and neurotic conflict Lave :mpaired the 
functioning of the social unit. In other cases, however, 
where defect or disability are primary causes of mari- 
tal or family dysfunction (e.g., chronic illness, invalid- 
ism, severe personality disorder, or psychosis), costly 
accommodations must be made at the individual level 
in order to ensure the functional integ-ity of the marital 
or family unit. As the therapy proceeds, the cost to 
one or more of the participants may te seen to exceed 
the potential benefit. In the current social climate, 
which swings between the value of irdividual growth, 
fulfillment, and autonomy and the value of social 
cohesiveness and sense of community, if is not sur- 
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prising that individuals are aware of a range of options 
and will not automatically choose to make persona! 
sacrifices for gain at the marital or family unit level. 

The second approach, in which the therapist may 
acknowledge a potential conflict between what is good 
at the person level and at the marital or family level, is 
resolved by assuming a hierarchy of values, with one 
cf the values overriding so that the choice is nonprob- 
 lematic. Thus, in cases of conflict, one opts for the 
. good of one over the other. This position entails both 
conceptual and ethical problems. Conceptually it be- 
trays a misapprehension regarding the nature of com- 
plex systems—that one can consistently sacrifice the 
good of one level without ultimately sacrificing the 
stability of the system at other levels. To be specific, if 
marital or family function is always endorsed over 
individual happiness, the social unit may break down 
anyway when the level of individual suffering becomes 
unbearable. Conversely, to always value individual 
pleasure and freedom over that of marital or family 
function is to risk precipitating narcissistic despair— 
the totally emancipated, autonomous individual who, 
having gained freedom from marital or family con- 
straints, is plunged into isolated anomie. 

From the ethical perspective the assignment of 
priority to one level over another usually lacks rigor- 
ous grounding. One looks in vain through the literature 
for an adequate ethical defense. Whether individual 
good is to be valued over marital or family gcod or the 
reverse, there must be sufficient justification. If not, 
therapists will merely reflect prevailing cukural pat- 
тегпѕ or personal prejudice, and the traditional ethical 
systems of utilitarianism or autonomy models will do 
no more than express the same conflict in philosophi- 
cal terms, rewording but not justifying the choice. 
` Third, social uni: therapists, like individual thera- 
pists before them, may claim ethical neutrality. That 
is, they may claim to function evocatively, not pre- 
scriptively, and pose as agents of process who have no 
investment in outcome. This is a particularly attractive 
option for marital and family therapists for whom the 
ethical issues are so complex. Such a position is 
epistemologically nonsensical and clinically impossi- 
ble, hcwever. To come into relationship with another, 
as Buber eloquentiy argued (18), is to be a subject in 
the presence of another subject. One cannot be or act 
in relationships without doing so as one who values 
certair outcomes. In every therapeutic move one 
makes one is upholding some values while neglecting 
others. The therapist cannot escape taking an ethical 
stand. This is not to condone a moralizing rigidity. It 
is, rather, to deny a total ethical relativism. 


CONCLUSIONS 


With these issues in mind let us briefly consider a 
case example. 
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Mr. and Mrs. А, aged 42 and 40, respettively, have beeh 
married for 20 years and have four children, ages 11 
through 18. Mr. А is employed as a plant manager in a 
small manufacturing company and Mrs. A is a homemak- 
er. Mrs. А calls to make an appointment because, as she 
puts it, ‘‘Although our marriage has been slewly deterio- 
rating over several years ] am beginning to feel I can go on 
no longer. I'm feeling anxious, depressed and unable to 
cope." At the end of a brief conversation she wonders 
whether the psychiatrist would like to see her alone or 
with her husband. 


How ought the psychiatrist to proceed? From the 
perspective of general systems theory we are faced 
with an ethical as well as a technical procedural 
question, because intervention could be aimed at two 
levels: the individual level—what is in the best interest 
of Mrs. A—or the marital level—what is best for the 
A's as a family unit. Moreover, although goals at both 
levels may be congruent, we would also be aware that 
the best interests as defined by the two levels of 
function may not be compatible but may sharply 
conflict. 

For the individual therapist the potential conflict is 
avoided by making a commitment unequivocally to the 
best interest of Mrs. A, a position of unilateral loyalty 
that Boszormenyi-Nagy and Krasner (16) claimed is 
unethical. For the marital or family therapist, howev- 
er, an ethically adequate evaluation cannot ignore 
serious consideration of the ‘‘goods’’ at both levels 
and their potential conflict. This can be done by 
considering the cost to each of the individuals involved 
and to the family system of the several possible 
treatment goals. Failing to discern these potential 
conflicts, the therapist may fail to do an adequate 
evaluation—a necessary prerequisite to an ethically 
informed modality choice. Consequently, he or she 
risks finding himself or herself with dual loyalties. In 
that case he or she may either vacillate between them 
or deny the gravity of the conflict by consistently 
siding with enhanced function at one level. 

Instead, we propose an honest exploration of indi- 
vidual and social level good in all such cases, an 
explicit statement of the therapist's loyalty when there 
is conflict between levels, and a realization by both 
individual and social unit therapists that their choice of 
psychotherapeutic modality is not only a matter of 
personal preference or efficacy of technique. It is also 
a matter of ethics. 
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Serum Levels of Anticholinergic Drugs and Impaired Recent 
Memory in Chronic Schizophrenic Patients 


BY LARRY E. TUNE, M.D., MICHAEL E. STRAUSS, PH.D., MARK F. LEW, 
EDWARD BREITLINGER, AND JOSEPH T. COYLE, M.D. 





The authors tested working or recent memory in 24 
stabilized schizophrenic outpatients who were taking 
psychotropic medication. Memory performance did 
not correlate with severity of schizophrenic 
symptoms, verbal IQ, or serum neuroleptic levels, 
but there was a significant inverse correlation 
between serum anticholinergic levels and 
performance on the memory task. The results 
suggest that therapeutic doses of anticholinergics 
may cause subtle impairments of cognitive functions. 
(Am J Psychiatry 139:1460—1462, 1982) 


D rugs that block central muscarinic acetylcholine 
receptors are commonly used to treat the acute 
extrapyramidal side effects that occur with neurolep- 
tics (1). Although excessive amounts of anticholiner- 
gics may precipitate a delirious state (2), lower doses 
of these drugs can produce subtle and relatively selec- 
tive impairment of higher cognitive functions; recent 
or working memory appears particularly vulnerable, 
whereas long-term memory and verbal IQ may remain 
relatively intact (3—5). In this study, we examined the 
relationship between performance of a recent memory 
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task and the serum levels of anticholinergies and 
neuroleptics in a group of chronic schizophrenic pa- 
tients. The results indicate a significant inverse corre- 
lation between memory performance and serum anti- 
cholinergic levels. 


METHOD 


After giving informed consent, 24 outpatients (13 men and `11 
women) were included in this study. All patients were diagnosed as 
having chronic schizophrenia according to Research Diagnostic 
Criteria (6). The average age of the patients was 35.7 years 
(range=20-S8 years), and their mean duration of illness was 4 years 
(range 2-30 years). The patients were symptomatically stable and 
were taking at least the equivalent of 200 mg/day of chlorpromazine 
(7) (fluphenazine decanoate, N=8; trifluoperazine, N=6; haloper- 
idol, N=5; thioridazine, N=3; and thiothixene, N=2); 15 were also 
taking anticholinergic drugs (benztropine, N—11; trihexyphenidyl, 
N=4) to contro! extrapyramidal side effects. Each patient was . 
administered a free recall memory test, which consisted of the 
following 10-item, single-syllable word list: bowl, truth, mind, bar, 
nail, chair, chance, fact, ship, and soul. All were common English 
words with Thorndike-Lorge (8) frequencies of A or AA. The words 
were recited by the examiner at a rate of 1 every 2 seconds; the 
subjects were instructed to recall as many of the words as they could 
in any order. The entire list was repeated to the subject after each 
recall trial until the list was recalled correctly twice in a row in its 
entirety or until 15 trials had been completed. The vocabulary 
subtest of the Wechsler Adult Intelligence Scale (WAIS) was then 
administered to assess general ability; the mean (+SE) score for the 
24 patients was 9.0+0.7 and is consistent with the standardized 
mean of 10. A structured interview was conducted by a psychiatrist 
(L.E.T.), who completed an abbreviated version of the Present 
State Examination of Wing (mini-PSE), which contains those items 
of particular relevance to schizophrenia (9, 10). Interviewing and 
blood drawing were conducted between 10:00 a.m. and 11:30 a.m. 
either before the psychological testing or after it, as a function of 
administrative convenience. 

Venous blood (10 ml) was collected in untreated tubes and 
allowed to clot at room temperature. The blood was then centrifuged 
to remove formed elements, and the serum obtained was then frozen 
at —20*C until assay in coded tubes. Portions of the serum were 
assayed in triplicate by a participant blind to clinical rating; the 
radioreceptor assay of Creese and Snyder (11) was used for neuro- 
leptics and the radioreceptor assay of Tune and Coyle (12) was used 
for anticholinergics. 
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RBQULTS . 


* Of the 24 patients, 14 could not recall all words on 2 
consecutive trials. For the 10 who learned all words, 
an average of 7.6 trials was required to reach criterion. 
As a теаѕйге of memory performance, the average 
number of correct words recalled per trial was used; 
the mean (+SE) score for the whole group was 7.2 
+0.2 words (range, 4.7-9.0). Average recall did not 
correlate with general ability as estimated by the 
WAIS vocabulary score (r=.21, df=24, p.10). For 
the 24 patients, the mean (X SE) score on the mini-PSE 
was 4.70.8 (range, 0—14), and the mean (+SE) serum 
levels of anticholinergic drug (in atropine equivalents) 
and neuroleptic drug (in chlorpromazine equivalents) 
were 12.0+2.5 pmol/ml (range, 0—38) and 32.0 10.0 
ng/ml (range, 2-190), respectively. The range of the 
mini-PSE scores indicates considerable variation 
among the patients with regard to the number of 
schizophrenic symptoms present. For these clinically 
stable optpatients, there was no significant correlation 
between mini-PSE scores and serum levels of anticho- 
linergics (r=.05) or of neuroleptics (r=.07). Although a 
weak association between mini-PSE scores and poor 
performance on the recall test was apparent, it did not 
achieve significance (r=.29, p>.10). However, a high- 
ly significant inverse correlation between increasing 
serum levels of anticholinergics and recall scores 
occurred (r=.51, p<.01)—higher serum levels were 
found to be associated with poor performance on the 
recall task. 


DISCUSSION 


Anticholinergic drugs play an important role in 
managing the extrapyramidal side effects associated 
with neuroleptic treatment (1). Effective management 
of these side effects is essential for the well-being of 
the patient as well as to ensure compliance in neuro- 
leptic treatment (13). Using a radioreceptor assay for 
anticholinergics that detects the anticholinergic prop- 
erties of drugs regardless of chemical structure (12), 
we found a marked variation in the serum levels of 
anticholinergics among patients receiving the same 
doses (12). Nevertheless, in a cross-sectional study of 
76 patients receiving both neuroleptics and anticholin- 
ergics, we observed a highly significant inverse corre- 
lation between the presence and severity of extrapy- 
ramidal side effects and serum anticholinergic levels 
(14); serum levels of anticholinergics in excess of 10 
pmol/ml in atropine equivalents were associated with a 
low incidence of neurologic side effects. 

In this cross-sectional study, we observed a signifi- 
cant inverse correlation between serum levels of anti- 
cholinergics and performance on a verbal recall test 
that assesses encoding of recent memories. We have 

‚ discounted several factors that might contribute to 
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impaired recall performance in these patients; e.g., 
performance on the test did not ccrrelate with the 
WAIS verbal IQ or with severity of schizophrenic 
symptoms. Furthermore, it is unlikely that impairment 7 
is due to neuroleptic treatment alone since no signifi- 
cant correlation was obtained between recall perform- 
ance and serum neuroleptic levels. Thus, the most 
parsimonious interpretation of the data is that the 
anticholinergic effects of drugs siga:ficently impair 
recall performance. 

In a recent prospective study of postoperative deliri- 
um in patients undergoing cardiac surgery, we found 
that elevated serum levels of anticholinergic drugs 
were highly correlated with the develcpment of deliri- 
um (15). In that study and in this one, serum levels 
associated with impaired cognitive funczons (15—20 
pmol/ml, in atropine equivalents) are only slightly 
higher than those which attenuated neuroleptic-in- 
duced extrapyramidal side effects (12, 14). This finding 
is not entirely surprising, since musczrinic receptors in 
the striatum, presumably involved in control of extra- 
pyramidal side effects, do not differ ia their affinity for 
antagonists from those receptors in the cerebral cortex 
and hippocampal formation which probz5ly mediate 
the effects of anticholinergics on ccgniti2n (16). Our 
results raise the concern that the therapeutic window 
for anticholinergic drugs in controling neuroleptic- 
induced extrapyramidal side effects may be quite 
narrow and suggest that subtle impairments of cogni- 
tive functions may appear at serum lzve.s associated 
with control of neuroleptic-induced neurclogic symp- 
toms. Our data highlight the need for longitudinal 
studies to assess the relationship between serum anti- 
cholinergics in the management cf neuroleptic-induced 
extrapyramidal symptoms and their impact on cogni- 
tive functions. 
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Abnormal Immune Response to Brain Tissue Antigen in the 


Syndrome of Autism 


BY ABRAHAM WEIZMAN, M.D., RONIT WEIZMAN, M.D., GEORGE A. SZEKELY, M.D., 
HENRICUS WIJSENBEEK, M.D., PH.D., AND ELLA LIVNI, PH.D. 


Cell-mediated immune response to human myelin 
basic protein was studied by the macrophage 
migration inhibition factor test in 17 autistic patients 
and a control group of 11 patients suffering from 
other mental diseases included in the differential 
diagnosis of the syndrome of autism. Of the 17 
autistic patients, 13 demonstrated inhibition of 
macrophage migration, whereas none of the 
nonautistic patients showed such a response. The. 
results indicate the existence of a cell-mediated 
immune response to brain tissue in the syndrome of 
autism. (Am J Psychiatry 139:1462-1465, 1982) 


he term “autism” was introduced into the child 

psychiatric literature by Kanner (1) in 1943 to 
characterize disturbances of affective contact in early 
childhood (onset before the:age of three years). Since 
then, various investigations (2) have been undertaken 
in an endeavor to categorize and define the etiology of 
this disease. Some investigators (3-6) proposed an 
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involvement of brainstem dysfunction in autistic chil- 
dren. Damasio and Maurer (7) suggested a neural 
bilateral dysfunction of the ring of mesolimbic cortex 
(located in the mesial, frontal, and temporal lobes), the 
neostriatum, and the anterior and medial thalamic 
nuclei as a result of perinatal viral infection or geneti- 
cally determined neurochemical abnormalities. To our 
knowledge, however, no evidence for diagnosable 
neuropathological changes in this disease has teen 
found as yet. 

Reactivity to human myelin basic protein measured 
by a migration inhibition factor test has been implicat- 
ed in the pathophysiology of a number of lesions 
involving the CNS, e.g., multiple sclerosis (8—10), the 
Guillain-Barré syndrome (11), the Vogt-Koyanagi- 
Harada syndrome (12), and in acute disseminated 
encephalomyelitis (13). 

The present study was undertaken to examine the 
possibility of cell-mediated autoimmune response to- 
ward human basic protein in the syndrome of autism. 
The presence of such a response might point to an 
accessible brain antigen and therefore strengthen the 
theory that an organic brain lesion, although neuro- 
pathologically undetectable, is involved in the patho- 
genesis of autism. We employed the migration inhi»i- 
tion factor technique by using the- autistic patients’ 
lymphocytes. 


METHOD 


The subjects of this study were 22 males and 6 females ranging in 
age from 6 to 22 years. All were studied intensively and evaluated as 
inpatients in the pediatric and adolescen: departments of three 
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hel psi hospitals. The subjects were divided into two 
gro 


` Subjects 


Autistic patients. Seventeen patients (15 males and 2 females) 
aged 7 to 22 years were diagnosed as suffering from the syndrome of 
autism according to the criteria suggested by the National Society 
for Autistic Children (2) and Cohen and associates (14). The criteria 
included an age at onset of less than 30 months, gross disturbances 
in social attachment, disturbances in verbal and nonverbal commu- 
nication, bizarre responses to various aspects of the environment, 
and severe disturbance of both appropriate affective expression and 
regulation of anxiety and arousal. The patients’ cognitive and 
adaptive skills as well as their behavioral acts demonstrated :he 
presence cf intellectual ability of globally retarded functioning. 
Motor development was within the normal range, with no evidence 
of gross dysfunction in motor skills, e.g., walking, running, and fine 
motor coordination. All the patients were physically healthy and 
without any evidence indicating diagnosable organic brain syn- 
drome. Evaluations were independently carried out by three of us 
who are child psychiatrists (A. W., R.W., G.A.S.); complete agree- 
ment was required for the establishment of this diagnosis. 

Control subjects. Eleven patients (7 males and 4 females) aged 6 
to 19 years comprised the control group; they were selec:ed 
according to the differential diagnosis of the syndrome of autism 
suggested зу the National Society for Autistic Children (2) end 
Rutter (15). Five of the patients were diagrosed as having childhood 
schizophreaia on the basis of the presence of definable thought 
process and content disorders and perceptual distortions as pro- 
posed in DSM-IH, and by Fish and Ritvo (16). Three of the group 
were mentally retarded based on the following criteria: an IQ score 
below 70; developmental delays in motor, social, and cognitive 
areas; and adaptive skills below the normal range, although their 
social interrelationship and emotional attachments were appropriate 
to global level of intellectual competence. Patient | suffered con- 
comitantly from deafness of unknown origin. One child suffered 
from emotional deprivation, which was diagnosed according to a 
history of institutionalization at the age of 3 years and symptoms of 
failure to thrive, apathy, and withdrawal; he was hospitalized in a 
psychiatric ward because of disturbances in interpersonal relation- 
ships and behavior disorders. One patient, diagnosed as having 
chronic organic brain syndrome due to encephalitis at the age of 4 
years, had symptoms that included a poor memory, attention and 
concentration deficiencies, disturbances in impulse control, mcod 
lability, and hyperkinesis. One subject suffered from developmental 
aphasia. The diagnosis was made on the basis of expressive lan- 
guage dysfunction, although her inner language, communicative 
intent, attachment, and social motivation were intact (17). 

Of the 17 autistic patients, 6 had been drug free for at least 1 
month. Eleven autistic patients were treated with phenothiazines 
and/or butyrophenones. Of the 11 subjects in the control group, 10 
were treated with identical drugs at similar dosage and | patient 
received diazepam. 


Procedure 


Cell-mediated response to human myelin basic protein was stud- 
ied by the macrophage migration inhibition test. 

Antigen. Human basic protein was extracted from the myelin of 
human brain according to Hirshfeld and associates (18). A concen- 
tration of 10 ug/ml of this preparation, which did not affect the 
normal migration of macrophages (18), was selected as the optimal 
dose o£ antigen in the macrophage migration test. 

Lymphocytes. Twenty milliliters of heparinized venous blood 
were used. Lymphocytes were separated from whole blood by 
Ficoll-Isopaque density gradient centrifugation (19) and washed 
twice with phosphate-buffered saline and once with M-199 Hank's 
medium containing penicillin and streptomycin. 

Macrophages. Macrophages were obtained from the peritoneal 
cavity of randomly bred guinea pigs that had been injected with 20 


ml of paraffin oil 5 days earlier (20). The macrophages were washed 


twice with phosphate-buffered saline and once with M-199 Hank's 
medium and brought to a concentration of 8 x 107 cells/ml M-199 
containing 15% heated fetal calf serum. 
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TABLE 1. Clinical Characteristics and Migratian Indizes of 17 Autis- 
tic Patients 








Age Drug Treatment Migration 
Patient (years)* Sex (mg/day Index? 7 

1 12 м Levomepromazine, 25 71 

2 11 M Propericiazine, 8 ‚78 

3 9 M Levomepromazine, 25 77 

4 7 M Propericiazine, 5 0 

5 14 M Propericiazine, 5; 79 

haloperidol, 5 

6 16 M Thioridazine, 130 73 

7 16 F Levomepromazine, St ‚89 

8 16 Е Propericiazine, 5 .80 

9 19 M Propericiazine, 10 .51 
10 18 M Propericiazine, 10 .80 
11 22 M Thioridazine, 75 73 
12 12 M None .63 
13 10 M None 70 
14 9 M None 1.0 
15 9 м Мопе i 7 
16 10 M None 72 
17 17 M None .98 





аМеап (+50) аве= 13.35-54.27. 
*Mean (+50) migration іпбех=.78+.12, 


Macrophage migration inhibition factor test. This test was рег- 
formed by a modification of Rajapakse ага Gl ynn's technique (21). 
A mixture of 8 x 10° packed lymphocytes with .5 ml of macrophage 
suspension (lymphocyte concentration in the zusper.sion was 2096) 
was packed into capillary tubes by centrifigatior. and put into 
chambers filled with M-199 containing antigen and in chambers 
without the antigen. Each chamber contained one capillary tube. 
The migrations were allowed to proceed overnight at 37°С in an 
atmosphere of .5% СО». The results were obtained from the mean 
migrations of the duplicates in the differert chambers, with a 
maximal divergency of 15% between them. The migracion index was 
calculated according to the formula: 


Migration index = 
area of migration of lymphocytes + macropaages + antigen 
area of migration of lymphocytes + тасгорлареѕ — antigen 








area of migration of macrophages + antigen 
area of migration of macrophages ~ antigen 


A migration index of .80 or less was considered as migration 
inhibition (22). 

The migration index levels were evaluated statistically using 
Student's t test. This was a double-blind study where the migration 
inhibition factor results were not available to the clim.cians; neither 
was the laboratory team apprised of the diagnoses until the end of 
the work. 


RESULTS 


Table 1 shows the clinical. details and the migration 
indices of the autistic patients (group 1). Of the 17 
autistic patients, 13 (76%) demonstreted inhibition of 
macrophage migration (migration mhibition factor 
from .51 to .80). The lymphocytes of the other 4 
patients (patients 4, 6, 7, 17) did not affect the migra- 
tion of macrophages. Six (35.3%) of the 17 patients 
were drug free for at least 1 month (patients 12 through 
17). The mean (+SD) migration index of the drug-free 
autistic patients did not differ significantly 7-om that of 
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TABLE 2. Clinical Characteristics and Migration Indices of 11 Control Subjects x $ 
ооз en _ A 
Age Drug Treatment Migration 
Patient (years) Sex _ Diagnosis __ (mg/day) Index? 
1 8 M Mental retardation, deafness Propericiazine, 5 .86 
2 11 M Schizophrenia, childhood type Levomepromazine, 50 E 1.08 
3 9 M Emotional deprivation Levomepromazine, 25 .93 
4 9 Е Chronic organic brain syndrome Levomepromazine, 25 1.04 
5 6 M Mental retardation Propericiazine, 5 1.08 
6 19 F Mental retardation Diazepam, 15 £8 
7 17% M Schizophrenia, childhood type Thioridazine, 100 .£6 
8 15 Е Aphasia, developmental type Levomepromazine, 25 1.C 
9 13 M Schizophrenia, childhood type Thioridazine, 100 S7 
10 13 M Schizophrenia, childhood type Haloperidol, 10 1.05 
H IH F Schizophrenia, childhood type Thioridazine, 75 0 





?Mean (XSD) age=11.95+4.02. 
*Mean (+SD) migration index=.97+.09. 


the patients under medication (.79+.16 versus .77+.12 
migration index, respectively). 

The clinical details and migration indices of the 
control group are summarized in table 2. АП 11 pa- 
tients had negative migration indices. A significant 
difference was obtained between the migration indices 
of the autistic patients and the control group (.78+.13 
versus .97+.09) (t=4.23, df=26, p<.001). 

The mean age of the autistic patients did not differ 
significantly from that of the control group (13.35+ 
4.27 versus 11.95+4.02 years). 


DISCUSSION 


The syndrome of autism is defined as a failure to 
develop normal social relationships, with communica- 
tion disturbances of motor, social, adaptive, and cog- 
nitive developmental rates and sequences (2). We 
performed various investigations in order to elucidate 
possible biochemical etiologies of this disorder, in- 
cluding examination of metabolism of biogenic 
amines, amino acids, hormones, trace elements, plas- 
ma dopamine B-hydroxylase, and free fatty acid me- 
tabolism. No specific biochemical markers or devi- 
ations were demonstrated. Detailed reviews of bio- 
chemical studies in the syndrome of autism have 
been published їп articles written by Cohen and 
Young (23), Ritvo (24), and DeMyer and associates 
(25). 

Abnormal responses to sensory stimuli, such as 
auditory, vestibular, visual, tactile, olfactory, and 
proprioceptive, have been described. Whether these 
features are due to emotional disturbances (26, 27) or 
to organic brain lesion (6, 7) is still controversial. 
Neurological syndrames such as phenylketonuria, 
hypsarrhythmia, and encephalitis caused by fetal ru- 
bella infection that may result in autistic features, as 
well as other brain dysfunctions, raise the possibility 
that autism is associated with organic brain lesion (7). 
Extensive neurological examinations, including 
EEGs, demonstrated that signs of neurological dys- 


function appear more frequently in autistic chilcren 
than in normal children (28, 29). 

In one study (30), computerized tomography (СТ) 
scans revealed that 4 of 22 autistic patients had abnor- 
mal scans. This study and others (31, 32) suggested 
structural irregularities of the brain but could not 
indicate any specific, single abnormal pattern in this 
syndrome. 

Damasio and Maurer (7) proposed the hypothesis 
that the features of autism (a combination of social, 
linguistic, cognitive, emotional, and behavioral distur- 
bances) might be sequelae of dysfunction of bilateral 
neural structures, while others (3—6) suggested a lower 
involvement at the brainstem level. 

In our present study, 13 of the 17 autistic patients 
tested showed a positive migration inhibition factor 
response to human basic protein, while none of the 
subjects in the control group responded to this antigen. 
This finding is, to the best of our knowledge, the rst 
report of the existence of autoimmune response to 
brain antigen in autistic children. Many of the autistic 
children are exposed to antipsychotic drugs implicated 
in inducing autoimmune phenomena (33), and the 
assumption that such drugs might be the cause o? an 
excess of human basic protein antigen could be made. 
Our remarks show that none of the 11 patients in 
the control group who were receiving similar medica- 
tions and dosages responded to human basic protein. 
Furthermore, 6 of the 17 autistic patients had been 
drug free, and yet the percentage of patients who 
responded to human basic protein in this subgroup was 
the same as that for patients who were receiving drug 
treatment. 

This result confirms that reported by one of us (34), 
suggesting that psychoactive.drugs are not responsible 
for the appearance of a positive migration inhibi-ion 
factor test to human basic protein in patients suffering 
from primary affective disorders and schizophrenia. 
The common phenomenon of sensitization to human 
basic protein both in the autistic syndrome and in long- 
term schizophrenia independent of drug treatment (19) 
suggests that an immunopathological reaction toward 
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} icky уш might be involved in the pathological 
\ proc Ss of these diseases. 


Our finding of a positive migration inhibition factor 
test toward human basic protein in the group of 
autistic patients suggests that an undetectable brain 
lesion assoctated with autoimmunity may play a role in 
the pathogenesis of autism. 
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Intensive Treatment with Haloperidol of queden dte aane e 


Chronic Schizophrenic Patients 


BY LEO E. HOLLISTER, M.D., AND DAVID Y. KIM, M.D. . 





The authors treated 11 treatment-resistant 
schizophrenic patients with steadily increasing doses 
of haloperidol to determine the therapeutic range of 
plasma concentrations in such patients. Six patients 
responded, usually within a few weeks of treatment 
and at doses of 50 mglday or less; plasma 
concenirations ranged between 17 and 42 ngíml. 
Five patients were unresponsive, despite treatment 
for 13—22 weeks, doses of haloperidol of 180-270 mgl 
day, and plasma concentrations of 51-225 ng/ml. 
Doses greater than 150 mgíday appear unnecessary, 
because lesser doses generally provide plasma 
concentrations of 20-50 ng/ml. Failure to respond 
within 2 months of reaching such doses or plasma 
concentrations augurs for continued lack of 
response. (Am J Psychiatry 139:1466-1468, 1982) 





or a number or years the approach to treating 
treatment-resisíant schizophrenic patients with 
antipsychotics has been that “тоге is better” (1). This 
practice has been extended to routine treatment of 
schizophrenia in a process known as ''rapid neurolep- 
tization” (2). Doses of drug that were unthinkable with 
such low-potency antipsychotics as chlorpromazine 
are possible when such high-potency drugs as haloper- 
idol, fluphenazine, cr thiothixene are used. Now that it 
is possible to monitor plasma concentrations of a 
number of antipsychotics, the issue of defining a range 
of therapeutic plasma levels has been raised. Relative- 
ly few attempts have been made to define such ranges, 
and these have been rather tenuous. The majority of 
studies have shown little relationship between serum 
or plasma concentrations of haloperidol and clinical 
response, although some have shown a correlation 
with common side effects such as drowsiness, weak- 
ness, or seizures (3—5). 
The problem of the drug-treatment-resistant schizo- 
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phrenic patient remains unsolved. We chose to study 
the effects of treatment with haloperidol in such pa- 
tients largely because it is now one of the most widely 
used antipsychotic drugs and because the issue of 
plasma concentrations and clinical response was not 
likely to be confounded by significant amoun:s of 
active metabolites of the drug. We have attempted to 
answer two questions. 1) How intensive should the 
treatment of such patients be? 2) Would determination 
of plasma concentrations of drug be helpful in defining 
the parameters of treatment? 


METHOD 


From a sample of men aged 18—65 years who were hospitalized at 
a mental bealth center, had a confirmed diagnosis of chronic 
schizophrenia. and did not have any of the usual reasons for 
exclusion from a drug study, we selected 11 (age range, 21—52 years; 
median age, 28 years). Only I patient was married; 6 were diagnosed 
as having chronic schizophrenia, paranoid type, and 5 as faving 
chronic schizophrenia, undifferentiated type. Ten patients had had 
more than 2 years of prior drug treatment for schizophrenia, ard 6 of 
the 11 had a current hospitalization of more than 1 year's duration. 
In short, the group consisted of young, treatment-resistant chronic 
schizophrenic men. 

Most patients were treated with initial doses of 10—20 mg/cay of 
haloperidol. although 3 patients were started directly on doses of 
80-90 mg/day because of previous refractoriness te lower doses of 
the same drug. Patients stayed at each dose level for at least 1 week 
in order to reach steady-state plasma concentrations for that dose. 
Then the dose was increased by increments of 10-30 mg/day each 
week until it became clear that the patient was showing a definite 
clinical response. The maximum doses used in these patients ranged 
from 30 to 270 mg/day, and 8 of the 11 patients received 60 mg/day or 
more. 

Blood samples were taken at the end of | week of treatment with a 
given dose and were obtained 8-12 hours after the last dose of drug 
had been given. Plasma was separated and immediately stored at 
—4*C unti] analyzed by gas chromatography with a nitrogen-ohos- 
phorus detecter. Recoveries of halperidol from serum averaged 
98%. Sensitivity of the assay was | ng/ml, and reliability was £5% at 
10 ng/ml. i 

At the end of each week of treatment and before any adjustment 
of dose, patients were rated on the Clinical Global Impression Scale 
for the severity of their illness. Severity ranged гот "normal" 
(rating of 1) to “among the most extremely ill patients” (rating of 7). 
A similar estimate was made of the degree of improvement or 
worsening during the preceding week, ranging from ‘very much 
improved” (rating of 1) to "very much worse"' (rating of 7). Pacients 
were also rated at monthly intervals on the Brief Psychiatric Rating 
Scale (BPRS). We found that the weekly ratings on the Clinical 
Global Impression Scale were more sensitive to detecting change. 
Responsive patients were defined as those who showed a shift of 
two or more grades toward a more favorable response as judged by 
severity of illness (e.g., from "severely ill" to "mildly ill": and 
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í таб 1. Age and Response Data of 11 Chronic, Treatment-Resistant, Schizophrenic Men During Intensive Treatment with F alofferidol 
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Data from Intensive Treatment with Halcperidol 








Age Dose Range Dose Length of Treat- Plesma Concen- 
Patient Group (years) (mg/day) (тпр) ment (weexs)^ tration (ng/ml)» 
Responders e 
1 52 15—60 45 3 29 
2 30 80—120 90 8 32 
3 28 15—30 30 2 17 
4 28 15—40 40 4 42 
5 21 15—30 30 3 28 
6 23 10—60 50 13 19 
Nonresponders 
7 35 90-270 270 15 225 
8 35 15—240 240 18 135 
9 21 20-180 180 13 51 
10 27 А 90-210 210 22 81 
115 25 15-45 45 4 5 





*For responders, these data pertain to the time of response; for nonresponders, they represent maximum values. 


*Noncompliant patient. 


confirmed ty ‘the judgment of definite improvement from the 
preceding week and ultimately by a reduced BPRS total pathology 
score. 


RESULTS 


As shown in table 1, 6 patients were responders to 
treatment and 5 were nonresponders to even the most 
intensive treatment. Among the 6 responders, im- 
provemert became evident after 2-13 weeks of treat- 
ment, most often in the first 4 weeks. The dose of 
halperidol at the time that improvement became evi- 
dent ranged from 30 to 90 mg/day (most were 50 mg/ 
day or less), and the plasma concentrations of drug 
ranged from 17 to 42 ng/ml. 

The 5 nonresponders underwent a much more ag- 
gressive treatment program. One patient in this group 
(patient 11) was clearly noncompliant (i.e., his plasma 
concentration was far too low for the daily dose of 
drug being given) and treatment was terminated. The 
remaining 4 patients failed to respond despite a dura- 
tion of treatment that ranged from 13 to 22 weeks, 
doses of halperidol from 180 to 270 mg/day, and 
plasma concentrations of drug from 51 to 225 ng/ml. 

The daily dose of haloperidol correlated well with 
plasma concentrations among 72 samples analyzed 
(r=.85). The apparent therapeutic range for these 
chronic, treatment-resistant patients was between 20 
and 50 ng/ml. Such concentrations were attained with 
doses of 30-150 mg/day. Plasma concentrations below 
the lower limit of 20 ng/ml were found with doses in 
the range of 15-60 mg/day. Plasma concentrations 
above the upper limit of 50 ng/ml were obtained always 
with doses less than 150 mg/day. 

As has been the general experience with high-dose 
haloperidol.therapy, adverse reactions were not a 

, major problem. None were encountered that were not 
expected. 


DISCUSSION 


A Swedish group largely concerned with the phar- 
macokinetics of haloperidol (6) has estimated that the 
therapeutic plasma concentrations of the drug might 
be in the range of 3-10 ng/ml. A range of 8—18 ng/ml 
was found among newly exacerbated schizophrenic 
patients, most of whom could be managed by outpa- 
tient treatment (7). An Australian study suggested that 
a lower limit of the therapeu-ic range might be around 
10 ng/ml (8). A conservative estimate, thererore, might 
be a lower limit of 10 ng/ml as a concentration to be 
attained in a patient not yet showing a clinical re- 
sponse to haloperidol. The problem was to define an 
upper limit to the therapeutic range. Our findings in a 
refractory group of patients indicate that this limit is 
40—50 ng/ml. If refractory »atients are likely to re- 
spond to such treatment, the chances are that they will 
respond rather quickly, i.e., within weeks of treat- 
ment, or to much larger doses and/or higher plasma 
concentrations. It is still a puzzle why some patients 
seem to be almost totally unresponsive to zatipsychot- 
ic drug therapy. Some researchers (9) have suggested 
that these patients may have more "'orga-icity," but 


that assertion has not been proven. 


As a practical matter, when undertaking an inten- 
sive treatment program with haloperidol for the treat- 
ment-resistant chronic schizophrenic patient, one 
might use the following guidelines: 1) the required 
daily doses should probably range betweea 30 and 150 
mg/day—little is gained by using higher doses; 2) 
plasma concentrations in the range of 20—50 ng/ml 
should provide an adequate therapeutic trial; and 3) 
failure to respond to such doses of drug or such levels 
of plasma concentration within 2 months of attaining 
such doses or plasma concentrations probably indi- 
cates that the patient will be unlikely to respond to this 
particular antipsychotic. For reasons that are still 
unclear, some patients who fail to respond to one 
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antipsyčhotic drug may respond to another; therefore, 
a single failure should not impede further efforts to 
help the patient. 
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Dexamethasone Suppression Test and Cortisol Circadian 
Rhythm in Primary Degenerative Dementia 


BY MURRAY RASKIND, M.D., ELAINE PESKIND, M.S., MARIE-FRANCE RIVARD, M.D., 


RICHARD VEITH, M.D., AND ROBERT BARNES, M.D. 


Before the dexamethasone suppression test (DST) 
can be accepted as a valid diagnostic tool for 
aifferentiating depression from dementia, it must be 
aemonstrated that dementing illnesses per se are not 
associated with a positive DST. The authors studied 
cortisol circadian rhythm and the overnight DST in 
15 nondepressed patients with advanced primary 
degenerative dementia and 15 normal control 
subjects. Seven dementia patients and no control 
patients were DST positive. The DST-positive 
dementia patients had a blunted predexamethasone 
circadian cortisol rhythm. These results cast doubt 
on the utility of the DST in diagnosing depression 
that complicates advanced primary degenerative 
dementia. (Am J Psychiatry 139:1468-1471, 

1982) 
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D epression can complicate Hou of a dement- 

ing illness and further со? ipromise already im- 
paired cognitive and behavioral function (1). Unfortu- 
nately, making an accurate diagnosis of depression in 
the presence of dementia can be very difficult. Depres- 
sion and dementia have several signs апа symptoms in 
common, and data obtained from the clinical interview 
of the forgetful and often dysphasic dementia patient 
can be difficult to interpret. Given these diagnostic 
problems, an objective biological measurement that 
could help diagnose depression in the demented pa- 
tent would be useful. 

The finding of early escape of plasma cortisol from 
suppression by dexamethasone appears to differenti- 
ate endogenous depression from other psychiatric 
diseases (2). It has been suggested (3, 4) that the 
overnight dexamethasone suppression test (DST) can 
be useful in differentiating depression from dementia; 
that is, a positive DST (early escape of plasma cortisol 
from dexamethasone suppression) would favor the 
diagnosis of depression in the cognitively impaired 
patient. Before the DST can be accepted as a valid 
diagnostic tool for the differentiation of depression 
from dementia, it must be demonstrated that dement- 
ing illnesses per se are not associated with a positive 
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T. A recent study (5) found a high incidence of 
abnormal DST results in a group of elderly patients 
with dementia who did not have major depressive 
illness. We evaluated the cortisol circadian rhythm 
and the overnight DST in patients with advanced 
primary degenerative dementia. 


METHOD 


Our subjects were 15 male inpatients on a dementia research unit 
and 15 medically and psychiatrically healthy male controls living in 
the community. The mean (X SE) ages of the inpatient group and the 
control group were 64.2:-2.3 years and 67.7£2.5 years, respective- 
ly. All but 2 patients had had onset of dementia before they were 65 
years old (presenile onset subtype). The mean age at onset of 
dementia for the 15 patients was 56.8+2.2 years (range, 47-77 
years). anc the mean duration of illness was 7.40.6 years (range, 
3-11 years’. All patients met DSM-III criteria for primary degenera- 
tive dementia. In addition, we applied the following exclusionary 
research criteria: 1) history of alcoholism, serious head trauma, or 
hypoxia; 2) chronic obstructive pulmonary disease, hypertension, or 
diabetes mellitus requiring drug management, and/or previous myo- 
cardial infarction; 3) abnormal thyroid function test, Bi; level, or 
VDRL; 4) history of cerebrovascular accident or focal neurological 
sign(s); 5) brain CT scan evidence of cerebrovascular accident or 
other focal intracranial pathology; 6) classic Parkinson's disease or 
history of parkinsonian motor signs antedating onset of cognitive 
deterioration; or 7) chorea or family historv of Huntington's disease. 

Of 10 former patients in our center diagnosed by these criteria 
before their deaths, 9 had classic findings of Alzheimer's disease on 
postmortem neuropathologic examination. 

АП patients had advanced dementia as manifested by an absence 
of any correct responses on the Short Portable .Mental Status 
Questionnaire (6) and by dysphasia severe enough to grossly impair 
meaningful speech. Although a few of the dementia patients mani- 
fested blunted affect and some degree of social withdrawal, all 
remained interested in eating and were able to respond positively to 
interactions with family and staff. Furthermore, two experienced 
geropsychiatrists, one of whom was blind to the nature of the study, 
agreed that none of the dementia patients was suffering from a 
depressive disorder. 

Dementia patients were prospectively rated by the same investi- 
gator (M.R.) on the tension item of the Brief Psychiatric Rating 
Scale (7). This item is rated on a 7-point ordered category rating 
scale in which a rating of I indicates ''not present” and a rating of 7 
indicates ‘‘extremely severe." A similarly rated depressive appear- 
ance item was also used based on observable behaviors such as 
blunted affect, crying episodes, and social withdrawal. In no patient 
was depressive appearance a pervasive feature of the clinical 
picture. 

All subjects (patients and controls) were free of congestive heart 
failure, hepatic or renal disease, infection, or any other medical 
illness or medications reported to affect the DST (2). The weights of 
all subjects had been stable for at least 2 months before the study. 
Four dementia patients were maintained on low-dose antipsychotic 
medications (thiothixene, 2 mg b.i.d., or loxapine, 5 mg b.i.d.) for 
management of episodic assaultive behavior. 

Blood semples for baseline cortisol levels were obtained at 8:00 
a.m., 4:00 p.m., and 10:00 p.m. At 11:00 p.m., subjects were 
administered | mg of dexamethasone orally. Actual ingestion of the 
dexamethasone was observed by one of the investigators (E.P.) for 
all dementia patients. Blood samples for postdexamethasone corti- 
sol levels were obtained at 8:00 a.m.. 4:00 p.m., and 10:00 p.m. the 
following day. Blood samples were centrifuged at 3000 rpm at —4?C 
within 30 min of drawing; plasma samples were stored at —70?C. 
Plasma cortisol levels were measured in duplicate with a specific 
radioimmunoassay (Clinical Assays GammaCoat '™I Radio- 
immunoassay Kit). Inter- and intraassay reliabilities were 9.6% and 
3.4%, respectively. A positive DST was defined as a plasma cortisol 
equal to cr greater than 6.0 ug/dl on zt least one of the three 
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postdexamethasone samples (8). We refer to subjects with a positive 
DST as nonsuppressors and those in whom all postdexamethasone 
cortisol values were below 6 g/dl as suppressors. 

Because there is evidence that plasma cortiscd values are distrib-. 
uted in a log normal manner (9), cortisol values were log-trar.s- 
formed before t tests or correlations were performed. Differences 
between groups were examined with Strdent's t test and relation- 
ships between variables with Pearson product-roment correlations. 
All tests were two-tailed. All data are reported as mean +SE. 


RESULTS 


Seven of 15 dementia patients and none of the 
control subjects were nonsuppressors (ҳ2=6.71, df=1, 
p«.01) Although mean postdexamethasone cortisol 
levels tended to be higher in the dementia group, there 
were no significant differences between patients and 
controls on any baseline or postdexemethasone corti- 
sol measure (table 1). 

When the dementia patients were divided into sup- 
pressor and nonsuppressor groups, we evaluated the 
baseline (predexamethasone) cortisol circadian rhythm 
in suppressor patients, nonsuppressor patients, and con- 
trol subjects by comparing 8:00 a.m. to 4.00 p.m. and 
4:00 p.m. to 10:00 p.m. baseline cortisol levels. The 4:00 
p.m. baseline cortisol did not differ from the 8:00 a.m. 
baseline cortisol in the nonsuppressor patients (table 1). 
In all other comparisons, the fall in plesma cortisol from 
8:00: a.m. to 4:00 p.m. and from 4:00 p.m. to 10:00 p.m. 
was significant (at least p<.02). 

Nonsuppressor patients had significantly higher 
mean cortisol levels than did suppresso: patients at 
10:00 p.m. baseline and at all three postdexametha- 
sone times (table 1). Because 10:00 p.m. baseline 
cortisol was higher in nonsuppressors than in suppres- 
sors (p<.01), 10:00 p.m. postdexamethasone and 
mean postdexamethasone cortisol values were ex- 
pressed as a percentage of 10:00 p.m baseline cortisol 
values. Percentage of 10:00 p.m. bzseline was sig- 
nificantly higher in the nonsuppressors than in the 
suppressors for both 10:00 p.m. postdexametha- 
sone and mean postdexamethasone cortisol values 
(50.2% +8.6% versus 22.2%+6.9%, t—2.56, p<.02; 
and 79.6%+6.9% versus 33.9%+7.0%, t=4.60, p< 
.001, respectively). 

We found no significant differences between the 8 
suppressors and the 7 nonsuppressors m mean age 
(64.6+3.0 апа 63.7+3.6 years, respectively), age at 
onset of dementia (56.9+2.5 and 55.7+4.0 years), 
duration of illness (7.70.9 and 7.02:0.9 years), and 
depressive appearance ratings (3.1+9.6 aad 2.0+0.4). 
Tension ratings were significantly hizher for the non- 
suppressors than for the suppressors (5.3+0.6,versus 
1.8+0.3, t=5.14, p<.001), and the mean tension rat- 
ings of all patients and the mean of their three postdex- 
amethasone plasma cortisol levels were significantly 
correlated (r=.754, p=.001). Depressive appearance 
and tension were rated as not present in all control 
subjects. 
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TABLE 1. DST Results in Patients with Primary Degenerative Dementia and Normal Control Subjects ° A 
Plasma Cortisol Levels (u.g/dl) 
Baseline (Predexamethasone) _ Postdexamethasone = 
8:00 a.m. 4:00 p.m. 10:00 p.m. 8:00 a.m. 4:00 p.m. 10:00 p.m. 
Group Mean SE Mean SE Mean SE Mean SE Mean SE  'Mean SE 
Patients with dementia (N=15) 12.9 1.7 10.2 1.6 4.5 0.9 2.0 0.6 4.0 1.1 2.0 0.6 
Nonsuppressors (N=7F 13.3 2.5 12.6 1.8 6.8 1.4 3.6 1.0 77 1.2 3.6 1.0 
Suppressors (N=8) 127 2.5 8.1 2.4 2.5 0.8 0.6 0.2 0.7 0.3 0.6 0.3 
Normal control subjects (N=15) 14.6 11 8.3 0.8 4.4 0.5 0.7 0.2 1.4 0.4 0.9 0.3 





*Significantly higher levels then suppressors at 10:00 p.m. baseline (t—3.13), 8:00 a.m. роз!чехашешазопе (t=3.29), 4:00 p.m. postdexamethasone (t=7. 16). and 


1C:00 p.m. postdexamethasone (t=3.21) (p<.01, log-transformed data). 


The 4 patients receiving antipsychotic medication 
were equally distributed between the two groups. One 
patient taking thiothixene and 1 patient taking loxapine 
were nonsuppressors. 


DISCUSSION 


Of the 15 patients with primary degenerative demen- 
tia, 47% were DST positive, a percentage similar to 
that described in nondemented patients with endoge- 
nous depression (8). Therefore, primary, degenerative 
dementia, at least in its advanced stages, should be 
added to the list of diseases that are associated with a 
high frequency of positive DSTs. These results con- 
firm the finding that a positive DST is common in 
patients with dementia (5) and cast serious doubt on 
the utility of the DST in the diagnosis of depression 
that complicates advanced primary degenerative de- 
mentia. 

The fact that we compared chronically hospitalized 
patients with a nonhospitalized control group raises 
the possibility that the higher incidence of nonsuppres- 
sion in the patients could have been a function of 
hospitalization. All of the patients had resided in the 
same ward environment for at least 6 months and thus 
experienced a stable long-term care setting that was 
probably more equivalent to a home environment than 
to an acute hospital setting. Furthermore, other hospi- 
talized nondepressed psychiatric patients, such as 
those with schizophrenia or neuroses, do not have an 
increased incidence of dexamethasone nonsuppres- 
sion (8, 10). 

Although two experienced geropsychiatrists agreed 
that none of the patients had a depressive disorder, 
one cannot completely rule out the possibility that at 
least some of these uncommunicative patients were 
also suffering from an occult depression. However, to 
explain an incidence of 47% nonsuppressors on the 
basis of unrecognized depressive disorder, one would 
have to make the unlikely assumption that all or 

. almost all of the patients were suffering from endoge- 
nous depression. 

The higher tension ratings of nonsuppressors and 
the significant correlation between tension ratings and 


postdexamethasone cortisol levels in all of the patients 
with primary degenerative dementia can be interpreted 
to suggest that resistance to dexamethasone suppres- 
sion and the blunted baseline circadian rhythm in 
nonsuppressors reflect a nonspecific physiologic hy- 
perarousal. On the other hand, recent data are compat- 
ible with a more primary neuroendocrine explanation 
of the observed resistance to dexamethasone suppres-- 
sion. Significant reductions in hypothalamic norepi- 
nephrine content (11, 12) and neurohistologic evidence 
of cell loss in the noradrenergic locus ceruleus (13) 
have been documented in patients with primary degen- 
erative dementia. Because the hypothalamic-pituitary- 
adrenocortical axis is inhibited by a central о-айгегег- 
gic mechanism (14, 15), reduction of central norad- 
renergic activity could explain resistance to dexa- 
methasone suppression in advanced primary degerer- 
ative dementia. 
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High Alcoholism Rate in Patients with Essential Tremor 


BY DWIGHT SCHROEDER, M.D., AND HENRY А. NASRALLAH, M.D. 








The authors reviewed the charts of 36 patients 
discharged from a VA medical center with a 
diagnosis of essential tremor over a 10-year period 
for evidence of alcohol dependency or abuse and for 
family history of alcoholism and other psychiatric 
disorders. А sex- and age-matched sample of 
patients admitted during the same period for 
herniorrhaphy was used as a control group. Patients 
with essential tremor had a significantly higher 
frequency of alcohol dependence and abuse than 
control subjects and also had a much higher rate of 
positive first-degree family history of alcoholism. The 
authors suggest that essential tremor is an important 
cause of secondary alcoholism. (Am J Psychiatry 
139:1471-1473, 1982) 





ssential tremor is a familial tremor (1) of 4—12 Hz 
' frequency, the cause of which is still unknown (2). 
The tremor usually involves the distal parts of the 
upper exiremities but may also appear in the trunk and 
lower extremities. It is generally absent when the 
person is at rest and becomes apparent with intention, 
increasing muscle tone, or anxiety (3). 
The treatment of choice for essential tremor is a B- 
adrenergic receptor blocker such as propranolol (4), 
but the benzodiazepines and alcohol are also effective 
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in reducing the tremor (1, 2, 5). In a previous report (6) 
we observed that patients who are alcoholic some- 
times have a personal and/or family history of essential 
tremor. Such patients usually claim that they started 
drinking regularly because they noted that alcohol 
could control their *'shakes," albeit for a short period 
of time. 

It is reasonable to assume that patients with essen- 
tial tremor are more likely than the general population 
to abuse alcohol for self-medicating purposes and are 
therefore at higher risk of becoming chronically alco- 
hol dependent. However, we have found по study in 
the literature to confirm this hypothesis. In this paper 
we present a controlled study of the frequency of 
alcoholism as well as alcohol-related psychiatric disor- 
ders in patients with essential tremer ani their fam- 


_ ilies; our findings lend support to the above hypothe- 


SIS. 


METHOD 


We obta:ned a computer printout on all patients discharged from a 
Veterans Administration (VA) medical center with z diagnosis of 
essential tremor over a 10-year period. Thirty-six patients, all men, 
with a mean age of 59.1 years and a range of 30—81 years, were 
identified as the study group. An age-matched group of 36 male 
patients admitted during the same 10-year period fcr a hernicrrha- 
phy procedure was used as a control group. Surgical control charts 
were excluded if the presence or absence of alcohclism was not 
clearly documented. 

Charts of both the patients with essential tremor and the ccntrol 
patients were reviewed for DSM-III criteria of alechol-abuse or 
dependence and other psychiatric diagnoses often associated with 
alcoholism, including depression, anxiety neurosis, and organic 
brain syndrome. Family history of essential tremor, alzohol abuse or 
dependence, and psychiatric disorders was also documented. How- 
ever, a psychiatric family history was not always available in the 
surgical charts. The sequence of onset of essent а! tremor and 
alcoholism was noted in the study group. 
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ТАВГЕ 1. "Differences Between Patients with Essential Tremor (Study Group) and Herniorrhaphy Patients (Control Group). 


ALCOHOLISM IN PATIENTS WITH ESSENTIAL TREMOR 
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Study Group (N36) 


2" 


Control Group (N=36) 








Item i N % N % Statistical Difference 
Alcohol abuse or dependeace 24: 66.7 9 25.0 p<.005 (х2= 12.6) 
Other psychiatric illness 14 38.9 3 8.3 p<.01 (y?=6.82, with Yates gorrec-ion) 
Family history of tremor 21 58.3 0 p<.0000007 (Fisher's exact test) 
Family history of alcoholism H 30.6 1 2.8 p<.005 (x?=8.05, with Yates correction) 
Family history of other psychiatric illness 4 ILI 3 8.3 n.s. . 
Family history of alcoholism in patients 
who themselves were alzoholic I1] 45.8» 0 p<.000003 (Fisher's exact test) 





aOf these patients, 23 had the onset of tremors before the onset of heavy drinking. 


*Percent based on N=24. 


RESULTS 


Our results are summarized in table 1. Significantly 
more patients with essential tremor than control sub- 
jects fulfilled DSM-III criteria for alcohol abuse or 
dependence. There was also a higher frequency of 
other psychiatric illnesses in patients with essential 
tremor than in control subjects. Five patients with 
essential tremor also had a major depression, 2 had 
bipolar depression, 3 had anxiety disorder, 2 had 
organic brain syndrome, 2 were drug dependent, 1 had 
antisocial personality. 1 was schizoaffective, and | had 
schizophrenia. In contrast, among the control subjects 
only 1 had bipolar depression, 1 had anxiety disorder, 
and 1 had organic brain syndrome. 

Twenty-three of the 24 patients with essential trem- 
or who also were alcoholic experienced the onset of 
tremor before the onset of heavy drinking, indicating 
that the tremor was not due to alcohol withdrawal. 
There was significantly more family history (mostly in 
first-degree relatives) of alcoholism in patients with 
essential tremor compared with the control group (see 
table 1). All 11 patients withr essential tremor who had 
a family history of alcoholism were themselves alco- 
holic, but none of the control patients who abused 
alcohol or were alcohol dependent had a positive 
family history of alcoholism. 

There was no significant difference in the frequency 
of family history of other psychiatric illnesses between 
the patients with essential tremor and the controls. 


DISCUSSION 


The data confirm that patients with essential tremor 
are significantly more likely to develop alcohol abuse 
or dependence than a sex- and age-matched surgical 
control group. The mean age of the patients in both 
groups was 59.1 years, an age by which the presence 
or absence of alcoholism is usually established. It is 
noteworthy that in 96% of the patients with essential 

. tremor, the tremor predated the onset of alcoholism. 

Alcohol in subintoxicating doses has long been 
known to improve the symptoms of essential tremor. 
Within 10—15 min after ingestion patients experience a 


decrease in the tremor (2). However, the effects last 
only for a few hours, and repeated alcohol ingestion is 
required for continuous effect. This occasionally leads 
to regular drinking and, eventually, chronic alcoholism 
in an individual with essential tremor who discovers 
the beneficial effect of alcohol for the ‘‘shakes’’ and 
continues to self-medicate to obtain relief. In 1949 
Critchley (1) said, ‘‘Some patients find that a heavy 
dose of spirits would temporarily check the tremor and 
this factor has appeared only too often to have served 
as an excuse for the habit of intemperance."' 

It is possible to assume that many patients with 
essential tremor have secondary alcobolism due to 
chronic self-medicating with alcohol in order to con- 
trol the tremor. However, the present study also 
shows that there is a significantly higher first-degree 
family history of alcoholism in patients with essential 
tremor and alcoholism compared with control patients 
with alcoholism. This high family rate of alcoholism 
may be interpreted in one of three ways: 1) in the 
patients themselves essential tremor in family mem- 
bers led to their higher rate of alcohol abuse or 
dependence, 2) the patients with essential tremor in 
this study happened to have a higher genetic loading 
for alcoholism independent of the essential tremor, 3) 
essential tremor and alcoholism are genetically linked 
and therefore are manifested together at a higher rate 
in families of patients with essential tremor. 

Another significant finding is the higher incidence of 
psychopathology in patients with essential tremor 
compared with the control patients but no significant 
difference in family history of psychiatric illness be- 
tween the two groups. Because of the lack of consist- 
ent documentation of family history of psychiatric 
illness in the control charts, findings related to family 
history in this study must be regarded as questionable. 
The psychopathology of the patients with essential 
tremor included mainly disorders that are frequently 
associated with alcoholism, such as depression, anxi- 
ety, schizophrenia, drug abuse, antisocial personslity, 
and organic brain syndrome. It is possible to speculate 
that the neurochemical basis for alcoholism, depres- 
sion, and anxiety may be partially related to that of 
essential tremor. Further studies in that regard are 
warranted, especially in the light of the frequent 
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срехіѕіепсе of these illnesses as well as the claims of 
` efficecy of B-adrenergic blocking agents such as pro- 
pranolol in their treatment (7). 


The management of patients in whom alcoholism is . 


discovered to be secondary to essential tremor should 
include the ise of propranolol, which is considered the 
primary treatment of essential tremor (4). It is possible 
that if the tremors are controlled, the need for alcohol 
may be curtailed. However, it is also likely that 
patients with chronic alcohol abuse or dependence will 
still require the counseling and psychotherapeutic re- 
habilitation that alcoholic patients require due to the 
pervasive effects that chronic drinking inflicts on the 
personal, family, social, legal, and employment as- 
pects of their lives. Propranolol has also been shown 
to be more effective than placebo or diazepam during 
the maintenance treatment of alcoholics in relieving 
symptoms of tension and depression (8, 9), which may 
frequently lead to recidivism in abstinent alcoholics. 
The finding of increased personal and family history 
of alcoholism in patients with essential tremor sug- 
gests a strong association between essential tremor 
and alcoholism. Further research is needed to show 
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whether the treatment of patients with essenti4l tremor 
with propranolol leads to the control or prevention of 
their alcoholism as well as of other coexisting disor- 
ders such as depression, anxiety, or drug abuse. 
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Schizophrenic, Schizoaffective, and Depressed Patients 


BY KATHLEEN L. BENSON, PH.D., AND VINCENT P. ZARCONE, JR., M.D. . 








The authors measured the middle ear muscle activity 
during REM sleep of normal subjects (N=13) and 
patients with schizophrenia (N=11), schizoaffective 
disorder (N=8), or major depressive disorder 
(N=10). The rates of middle ear muscle activity for 5 
schizophrenic patients were higher than the highest 
rates of the other groups. The patients with major 
depressive disorder had normal rates, and the rates 
of those with schizoaffective disorder were below 
normal. Within the schizophrenic patients, high 
middle ear muscle activity could not be directly 
attributed to background sleep disturbances, age, 
anxiety, depression, or diagnostic subtype. (Am J 
Psychiatry 139:1474—1476, 1982) 


istorically, there has been considerable specula- 
tion concerning the relationship of dreaming to 
psychosis. With the recognition of the close associa- 
tion between dreaming and REM sleep, many studies 
(1-7) of REM sleep physiology in schizophrenic pa- 
tients have been undertaken. The majority have fo- 
cused on the tonic aspects of REM sleep, that is, 
changes in the timing or amount of REM sleep. A few 
have also examined the brief, intermittent bursts of 
activation occurring against this tonic background, 
which are known collectively as REM sleep phasic 
events. In the periphery, these include twitches of the 
skeletal musculature, activation of the middle ear 
muscles, and activation of the oculomotor system. 
Only the last, REM sleep eye movement, has been 
studied in schizophrenic subjects. These studies of 
REM sleep tonic and phasic events not only failed to 
reveal any consistent abnormality of REM sleep but 
2150 failed to demonstrate the specificity of any pur- 
ported abnormality to schizophrenia. 
We (8) recently described the characteristics of 
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REM sleep middle ear muscle activity in normal 
subjects. We observed a very high level of internight 
reliability and suggested that such a stable physiologi- 
cal index might serve as a trait measure in a psychiat- 
ric setting. In this paper we report on middle ear 
muscle activity during REM sleep in schizophrenic 
patients. We observed abnormally high rates in almost 
half of the schizophrenic subjects studied. The speci- 
ficity of this measure was strongly suggested by the 
fact that patients with schizoaffective disorder dis- 
played below-normal levels of REM sleep middle ear 
muscle activity. 


METHOD 


The participants in our study were 42 men, ages 19 to 54 years, 
"ho were veterans of the U.S. Armed Forces; 13 were normal 
subjects who were living and working in neighboring communities. 
The remaining participants were 29 psychiatric patients at the Palo 
Alto Veterans Administration Medical Center who met Research 
Diagnostic Criteria (9) for chronic or subchronic schizophrenia, 
schizoaffective disorder, or major depressive disorder. All patients 
were actively symptomatic. Of the 11 schizophrenic patients, 3 were 
undifferentiated and 8 were paranoid. Of the 8 patients with schizo- 
affective disorder, | was manic and 7 were depressed. The remain- 
ing group consisted of 6 patients with primary depressive disorder 
and 4 patients with secondary depressive disorder. All patients were 
unmedicated during the study and had been off neuroleptic treat- 
ment for at least 2 weeks and off antidepressant treatment for at least 
3 weeks. Informed consent was obtained from all participants after 
our procedures were fully explained. 

We monitored the EEG, electromyogram, and electro-oculogram 
for 6 consecutive nights. Tympanic acoustic impedance (middle ear 
muscle activity) was recorded on nights 1-4 only. The standard 
sleep variables were scored according to the Kechtschaffen and 
Kales (10) conventions. The first 2 nights were adaptation nights; 
thus our middle ear muscle activity and sleep data were all-night 
totals averaged across nights 3 and 4. The eye movement data were 
all-night totals averaged across nights 5 and 6. In addition to 
recording these sleep variables, we administered a psychometric 
test battery, including the Zung Self-Rating Depression Scale and 
the State-Trait Anxiety Inventory, to all participants. 

In humans, middle ear muscle activity is inferred from changes in 
the compliance of the tympanic membrane, which are measured 
with acoustic impedance techniques (11). In the absence of middle 
ear muscle activity, the AC-coupled acoustic impedance recording 
traces a pulsating baseline coincident with heart rate. For each 
subject, the amplitude was adjusted in such a way that the peak-to- 
peak excursion of the pulses approached | cm. To allow for a speed 
of | cm of paper per second, the polygraph chart is ruled in 2.5-sec 
divisions; this division became our unit of anzlysis for scoring 
middle ear muscle activity. Any 2.5-sec epoch showing one or more 
acoustic impedance deflections was scored as middle ear muscle 
activity if the deflections occurred in the absence of artifact, if they 
exceeded twice the average baseline-to-peak amp.itude, and if they 
indicated a period of more than 0.3 sec. To normalize for differences 
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TABLE 1. Middle Ear Muscle Activity During REM Sleep in Normal 
Controls and Schizophrenic, Schizoaffective, or Depressed Patients 





Middle Ear Muscle Activity 
(epoch/min of REM sleep) 








Group Е М Median Minimum Maximum 
Normal 13 0.67 0.27 1.74 
Schizophrenic 11 1.17 0.05 8.01 
Schizoaffective 8 0.27 0.15 0.78 
Depressed 10 0.57 0.14 1.66 





in REM time, we chose for the deperdent variable the number of 
epochs of middle ear muscle activity per minute of REM sleep. Our 
scoring method allowed а maximum rate of 24 epoch/min. 


RESULTS 


A Kruskal-Wallis nonparametric one-way analysis 
of veriance (ANOVA) for middle ear muscle activity 
durirg REM sleep revealed significant differences be- 
tween diagnostic groups (p<.03). Median, minimum, 
and maximum values for’ middle ear muscle activity 
are presented in table 1 by diagnostic category. A post 
hoc analysis of middle ear muscle activity by Mann- 
Whitney U tests (two-tailed) revealed the following 
results: schizophrenic patients had higher rates than 
the patients with schizoaffective disorder (p<.05), 
normal subjects (p<.12), and patients with depressive 
disorder (р<.13). Patients with schizoaffective disor- 
der had lower rates than normal subjects (p<.004) and 
those with major depressive disorder (p<.10). There 
was no difference between normal subjects and pa- 
tients with major depressive disorder or, within the 
depressive group, between patients with primary and 
secondary diagnoses. 

Given the very broad range of middle ear muscle 
activity within the schizophrenic group, for this group 
we calculated Spearman rank-order correlation coeffi- 
cients for middle ear muscle activity and the following 
variables: age, Zung depression scores, trait anxiety 
scores, sleep onset latency, total sleep time, stage 4 
minutes and percent of total sleep time, REM period 
minutes and percent of total sleep time, average REM 
period length, latency to the onset of the first REM 
period, and the rate of REM. sleep eye movement 
activity. None of the resulting coefficients was signifi- 
cant at <.10. 


DISCUSSION 


Several conclusions can be drawn from these re- 
sults. First, the wide range of scores in the schizo- 
phrenic patients is consistent with the heterogeneity 
displayed in other siudies (12-15). The intragroup 
variance associated with such heterogeneity reduces 
the likelihood of establishing statistically significant 
intergroup differences at conventionally accepted 
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probability levels. The frequency distributiofi of mid- 
dle ear muscle activity during REM sleep showed that 
7 of the 11 schizophrenic patients (64%) were beyond 
the range of the schizoaffective patients. Of these 7 
schizophrenic patients, 5 (45% of the tota ) exceeded 
the range of both the normal controls and <ke patients 
with depressive disorder. Second, in its potential to 
distinguish schizophrenic from schizoaffective pa- 
tients, middle ear muscle activity rate during REM 
sleep may provide a diagnostic tocl with a high level of 
specificitv: all patients with middle ear muscle activity 
rates above the normal range were schizophrenic. 
Also, as a group; the schizophrenic patients had 
significantly higher middle ear muscle activity rates 
than those with schizoaffective disorder. Third, those 
schizophrenic patients with high rates of middle ear 
muscle activity did not have a generalized higher 
frequency of all REM sleep phasic events. Their eye 
movement rates were comparable with those of the 
schizophrenic patients with normal middle ear muscle 
activity (16.0 and 20.8 eye movements рет minute of 
REM sleep, respectively). The higher phasic event 
activity was observed only in the auditory domain. 
Fourth, more frequent middle ear muscle activity 
cannot be attributed to changes in background sleep 
characteristics, REM sleep variations in particular. 
Total REM time was 103 min for the schizophrenic 
patients with middle ear muscle activity within the 
normal range and 102 min for those with rates above 
the normal range. Similarly, the average REM period 
length was essentially the same for both subgroups, 
ie., 26 min and 25 min. Fifth, the relationship of 
middle ear muscle activity to clinical status is not well 
defined. As indicated in table 2, all of the schizophren- 
ic patients were actively symptomatic and not in 
remission. Patients 1—5 are those with hizh rates of 
middle ear muscle activity and cannot be distinguished 
from the remaining patients on the basis of chronicity 
or RDC subtype (paranoid or undifferentiated). Those 
patients with high rates of middle ear muscle activity, 
appear to have more coherent and pervasive delusion- 
al systems. f 

Finally, higher frequency of middle ezr muscle 
activity in schizophrenia may be a trait or biologic 
marker or may only parallel exacerbations in schizo- 
phrenic symptoms. We have some limited longitudinal 
data that bear on this issue. Three of the patients with 
high middle ear muscle activity—patients 1.2, and 5— 
were each restudied after they had taken aeuroleptic 
medication for 9 months, 6 months, anc 1 month. 
respectively. Although conventional sleep variables 
revealed a sedative effect in all 3, 2 of the patients 
showed & decrease in middle ear muscie activity, 
whereas 1 showed an increase. Onlv in 1 of the 2 
patients with reduced middle ear muscle activity who 
was taking medication was the reduction paralleled by 
a waning of clinical symptoms. The patient whose 
middle ear muscle activity increased ехрепепсес a 
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MIDDLE EAR MUSCLE ACTIVITY DURING REM SLEEP 


TABLE 2. Characteristics and REM Sleep Middle Ear Muscle Activity of 11 Schizophrenic Patients 
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Age Duration Middle Ear Muscle Activity 
Xatient (years) RDC Subtype (years) Symptoms (epoch/min of REM slzep) 

1 30 Chronic paranoid 27 Chronic auditory hallucinations with 8.01 
well-organized grandiose delusional А 
system 

2 25 Subchronic paranoid 1 Well-organized delusions of persecution 4.25 
with auditory hallucinations 

3 27 Chronic paranoid 22 Pervasive persecutory delusions with 2.52 

. auditorv hallucinations 

4 30 Chronic undifferentiated 22 Grossly delusional with thought disorder 2.21 
and chronic auditory hallucinations 

5 28 Chronic paranoid 10 Unremitting delusions of persecution 2.09 
with auditory hallucinations 

6 26 Chronic paranoid 3 Delusions of persecution and control 

7 28 Subchronic undifferentiated 1 Thought disorder, suspiciousness, silly 
affect; diagnosed as manic at 
rehospitalization 1 year later 

8 21 Subchronic paranoid, >I Delusions and auditory hallucinations; 0.76 
sociopathic features 

9 32 Chronic paranoid >4 Auditory hallucinations and grandiose 0.33 
and persecutory delusions 

10 30 Chronic undifferentiated >7 Marked thought disorder and grandiose 0.14 
delusions with visual and auditory 
hallucinations z 

H 19 Subchronic paranoid <} Hallucinations and grandiose delusions; 0.05 


onset linked to abuse of hallucinogens 





slight exacerbation of symptoms. Although these data 
are only suggestive, they do indicate that middle ear 
muscle activity can remain higher than normal over a 
period of months even in the presence of neuroleptic 
medication and тау also covary with changes in 
clinical status. 


N 
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To determine how denial of illness affects the 
relationship between self-reported psychological 
state and cardiac status, the authors studied 204 
men with heart disease. Differing degrees of denial 
masked the relationship between multiple-vessel 
coronary disease and tension, depression, or fatigue. 
At I-year follow-up, denial confused the relationship 
between fatigue and cardiac state. Denial may 
augment or diminish risk; patients with high denial 
who did not complain of depression or tension had a 
higher risk for coronary disease, and patients with 
low denial who complained of fatigue had more 
morbidity at follow-up. Because of its variable 
effects on illness and its role in confusing the 
relationship between psychological state and 
disease, denial must be evaluated carefully. (Am J 
Psychiatry 139:1477-1480, 1982) 


he phenomenon of denial in heart patients has 

been studied in terms of its frequency (1), its effect 
on survival in the cardiac care unit (2), its influence on 
subsequent rehabilitation (3, 4), and its association 
with type A personality (5, 6). In this paper we 
examine the impact of denial on a different set of 
cardiac variables—the angiographic extent of vessel 
disease and the development of morbidity in the first 
year after catheterization. Primarily we used a statisti- 
cal analysis to study these variables in 204 men. We 
scored denial and the emotional risk factors of depres- 
sion, tension, anger, and fatigue on quantitative re- 
search scales. The advantage of this empirical ap- 
proach is that we can examine the interplay of denial 
anc other emotional factors іп a large number of 
patients. The disadvantage is that our rating of emo- 
tional factors is derived from research scale scores 
rather than clinical observation. 
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A second focus of this paper is the potential con- 
founding effect of denial on the relationship between 
other psychosocial factors and cardiac disease. As a 
practical problem for therapy and research, one could 
assume that denial complicates the assessment of a 
patient's emotional state. One might expsct, for in- 
stance, that a habitual denier would not consciously 
experience or acknowledge anxiety or depression. 
This possible effect of denial on the self-report of 
anxiety, depression, etc., poses a problem for studying 
the relationship between emotional factors and cardiac 
disease where denial is a commonly used defense and 
where anxiety and depression are related t2 the devel- 
opment of myocardial infarction and poor subsequent 
rehabilitation (7, 8). 

We have defined denial as ‘Һе conscious or uncon- 
scious repudiation of all ог a portion of the total 
available meaning of an ilIness in order to allay anxiety 
and to minimize emotional stress'' (9). [t is beyond the 
scope of this paper to review the many alternate 
perspectives on denial. Some see it as à primitive 
unconscious defense distinct from or overlapping with 
repression (10-12); others define it as a potential 
coping resource (13—17) or relate it to alexithymia (the 
inability to put feelings into words) (13—20). 


METHOD 


This study was a collaborative investigation of the psychiatry and 
cardiology services at Massachusetts Ceneral Hospital (21. 22). 
Over 2 years, 216 men admitted for angiography beczuse of probable 
coronary artery disease were considered for enrollmezt in the study. 
In 3 cases, the primary physician felt it inadvisable for the patient to 
participate; 6 patients declined to participate and 3 patients were 
ineligible because of critical medical condit.an, coexisting other 
major medical problems, or cardiac catheterizatior primarily be- 
cause of valvular heart disease. The final sample consisted of 204 
men. 

All patients were seen before angiography. Denial was measured 
with the short version of the Hackett-Cassem semistructured inter- 
view (23). To the patient the interview questions seer. spontareous; 
in reality, the questions are planned and are arranged in such a way 
that no matter how the patient responds, the answer can be assigned 
to one of the categories of denial. The interv:ewer listens for the 
patient's acknowledgement of fear, worry, or apprehension regard- 
ing his health and his general tendency to experienze such feelings 
under stress. The first part of the interview, for example, centars on 
how the patient made decisions regarding his hospitalization. Asked 
how he came to be admitted, the patient will respond in one of four 
ways. The patient who does not deny at all will say tazt he is worried 
about his health and wants help from the doctors. The patient who 
uses some denial will phrase the decision for hospitalization not so 
much in terms of worries and fears but in terms of intellectual 
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curiosity ("iust wanted to know how bad it was’’). A patient using 
progressively more denizl will project his own fear onto others such 
as the doctor or spouse, stating in effect, "I'm not worried; I’m here 

because my wife was worried," or "My doctor was worried." 
Finally, an extreme response would be that no one was worried or 
curious but that the hospitalization was a consequenze of some sort 
of bureaucratic misunderstanding or misdiagnosis. 

The interview proceeds with questions about the patient's emo- 
tional reactions to the cardiac symptoms and his general tendency to 
feel fear when in danger. The median denial score (—.473) in our 
sample was used to divide the patients into a group with a high level 
of denial and a group with a low level of denial. In addition, an 
Objective written questionnaire, the Profile of Mood States (POMS) 
(24), was used to assess patients' current levels of tension, depres- 
sion, anger, and fatigue. 

Cardiac catheterization was performed by physicians unaware of 
our earlier risk factor evaluations. А coronary artery was considered 
significantly diseased if angiography revealed a stenosis of more 
than 5095. Four coronary artery segments were counted (left main, 
left circumflex, left anterior descending, and right coronary arter- 
jes). Because patients with no vessel disease are a diverse group, 
including patients with unknown diseases, coronary artery spasm, 
and cardiac neurosis (21, 25), we focused initially on a homogeneous 
population, the 171 patients who had coronary vessel disease. In this 
sample we examined how the four emotional factors were related to 
the extent of disease. 

We obtained a 1-year follow-up interview with 90% of the patients 
or next of kin to learn which variables were associated with the 
development of substantial cardiac morbidity (defined as death, 
resuscitation, myocardial infarction, or hospitalization because of 
heart condition). Twenty-five percent of the patients had developed 
a morbid condition in the follow-up period (22). 

We used Pearson correlations to examine the association between 
the emotional states and the angiographic findings. The patients with 
high levels of denial and those with low levels of denial were studied 
separately to see if denial affected the relationship between emotion- 
al state and vessel disease. Because morbidity at follow-up was 
classified merely as “ргеѕепі” or ‘‘absent,’’ correlation analyses 
were not used. Instead, we examined the emotional distress scores 
of the morbid and the nonmorbid groups with Student's t tests. 
Again, the high- and low-denial groups were studied separately. 


The first step of our analysis was to determine if denial confounds . 


the relationship between emotional variables and vessel disease or 
morbidity. If such confounding occurs, one may assume that the 
conclusions regarding such relationships will be different between 
the high- and low-denial groups. ` 
The second step was tc examine the consequences of denial in 
those instances where denial appeared to be a confounding variable. 
To clarify our approach, let us take as an example the relationship 
“between denial, depression, and vessel disease. If denial helps an 
individual, the clearest indication of this would be a significant 
positive association between a high level of depression and vessel 
disease in those who operly acknowledge their emotional distress 
(the group with a low denial level) and no such relationship in the 
patients with a high level of denial. On the other hand, if denial is 
harmful to an individual, the clearest sign of this would be a 
significant negative association between depressior and vessel 
disease in those who do rot acknowledge emotional distress (the 
group with a high level of denial) and no such relationship in those 
with a low denial level. A similar logic would hold true for tension, 
anger, and fatigue. 


RESULTS 


Table 1 presents the findings relating emotional 
variables to the extent of coronary artery disease 
*controlling for denial. Anger was found unrelated to 
vessel disease whether denial was present or absent. 
However, tension and depression were significantly 
related to vessel disease but only in the patients with 
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TABLE 1. Relationship Between Emotional Variables and Extent of 
Coronary Artery Disease in 171 Men Controlling for Denial 


Emotional 
State? and Correlation Between Emotion 
- Denial Level and Multiple-Vessel Disease (r) Significance 
Tension 
Low denial —.08 n.s. 
High denial —.2 р<.05 
Depression 
Low denial I n.s. 
High denia! —.22 р<.05 
Anger - 
Low denial —.11 n.s. 
High denial —.13 ns. 
Fatigue 
Low denial —.28 р<.01 
High denial +.01 n.5. 


aRated on the Profile of Mood States. 


TABLE 2. Relationship Between Emotional Variables and Morbidity? 
at 1-Year Follow-Up in 190 Men Controlling for Denial 








а . Emotional State Score? i *Signifi-. 
Denial Level No Morbiditys Morbidity: {df=93) cance 
Tension | 

Low denial 12.2 14.6 +1.57 n.s. 

High denial 10.0 9.7 —0.17 2.8. 
Depression 

Low denial 6.8 9.4 +1.03 2.8. 

High denial 5.8 6.0 +0.14 11.8. 
Апрег 

Low denial 4.2 6.8 +1.10 n.s. 

High denial 4.0 2.4 —1.64 n.s. 
Fatigue 

Low denial 4.3 8.8 +3.48 p<.001 

High denial 5.6 5.1 —0.38 n.s. 


Morbidity defined as death, resuscitation, myocardial infarction, or hospital- 
ization because of heart condition since initial evaluaticn. 

On the Profile of Mood States. . 

"In the group with no morbidity, 72 had low denial levels and 69 had high 
levels of denial. In the group with morbidity, 23 had low denial levels end 26 
had high denial levels. 


high denial levels; fatigue was related to vessel disease 
only in the low-denial group. 

Tension, depression, and anger were unrelated to 
morbidity regardless of the patient's denial level. 
Fatigue was significantly related to the developmert of 
morbidity in the patients with low denial levels but not 
in those with high denial levels (see table 2). The effect 
cf the interaction of denial and fatigue on morbidity 
was significant at p<.005 when examined subsequent- 
lv with a two-way analysis of variance. 


DISCUSSION 


Our initial hypothesis was that denial confuses the 
relationship between emotional factors and various 
pathological outcomes in heart patients; our data sup- 
port this hypothesis. The relationships between vessel 
d.sease and tension, depression, and fatigue were 
significantly affected by considering the patient’s pat- 
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tern of denial. In addition, denial significantly influ- 
enced the relationship between fatigue and subsequent 
morbidity. 

The effect of ignoring denial highlights its impor- 
tance. In qur earlier work (21, 22, 25) analyzing the 
relationships between large numbers of risk factors 
and cardiac outcome, we did not find a relationship 
between any of the emotional distress variables and 
the cardiac outcomes. In this study, however, half of 
the analyses showed a significant relationship between 
the distress variables and cardiac disease, but only 
after denial was controlled for. These findings suggest 
that, because denial is so common among heart pa- 
tients, it is difficult to draw sound inferences from self- 
report psychological testing in this population. The 
fact that there may be a significant relationship be- 
tween an emotional variable and cardiac pathology in 
patients with low denial levels but not in patients with 
high denial levels, or vice versa, emphasizes the 
importance of gauging the patient's denial before mak- 
ing coflclusions. 

Can we glean any further information about the 
effects of denial, i.e., does it increase or decrease risk? 
If there were an association between emotional dis- 
tress and cardiac disease and if denial sheltered the 
individual from experiencing or acknowledging dis- 
tress, we would expect to find a significant positive 
association for patients with low levels of denial, 
whereas for patients with high denial levels the dis- 
tress would be unrelated to disease. This pattern was 
found in the relationship between fatigue and subse- 
quert morbidity. In patients who did not deny, a high 
level of fatigue was associated with subsequent mor- 
bidity; however, in denying patients fatigue was not 
associated with morbidity. Denial apparently ‘‘detoxi- 
fied" the relationship between POMS fatigue scores 
and later morbidity. A different and perhaps chance 
beneficial effect of denial was observed in the relation- 
ship between fatigue and vessel disease. Here, a low 
fatigue level carried a poor prognosis unless denial was 
also present. 

If emotional distress and cardiac disease are not 
directly related but denying the emotional distress 
increases the individual's cardiac risk, we would ob- 
serve a significant inverse relationship between dis- 
tress and disease for patients with high denial levels 
but no such association for those with low denial 
levels. This pattern was observed for both tension and 
depression in relation to vessel disease. In the patients 
with low denial levels tension and depression were 
unrelated to vessel disease, and in patients with high 
denial levels those who did not acknowledge tension 
and depression had more extensive coronary disease. 

There is a complex interaction between denial and 
other emotional factors that bears consideration in 
evaluating heart patients. Patients with high denial 
levels do not (or perhaps cannot) acknowledge emo- 

. tional distress, and thus denial invariably complicates 
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recognition and treatment of anxiety znd defression. 

In the introduction to this paper we alluded to the 
controversy over the definition of denial and theg 
question of its risks or benefits. Our 3indings tend to 
support the notion that denial may convey either risk 
or benefit. We found that there are times when denial 
of an affect is associated with a better outcome; this 
finding is consistent with the work of Hackett, 
Cassem (23) on denial as an effective coping | strategy. 
However, with some affects and with some;6utcomes, 
the denial of distress is associated with a poorer 
clinical outcome; this finding is compatible with theo- 
ries regarding denial as a pathological defense. Both 
sets of observations about denial's risks or benefits 
should be regarded as provisional and needing confir- 
mation in further studies. The one central, consistent 
finding is that overlooking denial or failing to take it 
into account may confuse and distort the interpreta- 
tion of research findings. Furthermore. by overlooking 
denial, the physician may unwittingly ignore the need 
for psychiatric consultation. 
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Factitious Psychosis: Phenomenology, Family History, and 
Long-Term Outcome of Nine Patients 


BY HARRISON С. POPE, JR., 


Factitious psychological symptoms are defined in 
DSM-III as symptoms that are under the patient's 
voluntary control. Using specific criteria for the 
presence of voluntary control, the authors. identified 
a cohort of 9 patien:s with factitious psychotic 
symptoms from among 219 patients consecutively 
admitted to a research ward for psychotic disorders. 
The phenomenology and family history of the 
patients suggested that they were a homogeneous 
group. All had similar DSM-III personality 
disorders, and most had a remarkably poor long- 
term outcome. (Am J Psychiatry 139:1480—1483, 
1982) 





actitious disorder with psychological symptoms is 
defined in DSM-III by the following three criteria: 


A. The production of psychological symptoms is appar- 
ently under the individual's voluntary control. 

B. The symptoms produced are. not explained by any 
other mental disorder (although they may be superim- 
posed on one). 

C. The individual's goal is apparently to assume the 
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“patient” role and is not otherwise understandable in the 
light of the individual's environmental circumstances (as 
is the case in Malingering). 


Although this is a newly defined diagnostic entity in 
DSM-III, similar.concepts have been proposed over 
many years, under such names as hysterical psychosis 
(1-3), the Ganser syndrome (4), and pseudopsychosis 
(3). The term factitious psychosis seems particularly 
useful in that it implies no etiological theory for the. 
symptoms but indicates that they are not attributable 
to a bona fide psychotic disorder. To date, however, 


most of the literature on such cases consists of case 


reports or theoretical impressions. These have recent- 
lv been reviewed by Bishop and Holt (5). In the 
present study we attempted a more systematic exami- 
nation of the phenomenology, family history, and 
long-term outcome of a cohort of patients diagnosed as 
having factitious psychosis from a series of 219 pa- 
tients consecutively admitted to a research ward for 
the study of psychotic disorders. 


METHOD 


We reviewed the charts of 219 consecutively admitted patients to 
Bowditch I, a research ward for the study of psychotic disorders at 
McLean Hospital. This group represented all patients admitted 
during the period January 1, 1974, to July 1, 1977. Further details on 
this sample of patients can be found in a previous paper (6). 

Most of the 219 patients had been screened and were initially 
assumed to have genuine psychotic disorders appropriate for re- 
search. However, after evaluation on the ward, no less than 14 
(6.4%) of these patients were felt to have probable or definite 
factitious psychotic symptoms. From a detailed reexamination of 
the charts of these 14 patients, one of us (H.G.P.) identified 9 
patients with definite factitious psychosis using the following crite- 
ria, which represent an amplification of the DSM- IH criteria cited 
earlier: 
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"TABLE 1. Characteristics of 9 Patients with Factitious Psychosis 
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First-Degree Relatives 


Diagnosis by 
Psychological 
Testing N 


Other DSM-III 
Diagnoses 


° Age 
Subject Sex (years) 


1 М 24 


UA 


Latent schizo- 
phrenia 


Borderline and 
avoidant person- 
ality disorders 


Borderlirie and 
narcissistic per- 
sonality disor- 
ders, hallucino- 
gen abuse 
Histrionic and 
borderline per- 
sonality discr- 
ders, alcohol 

and barbiturate 
dependence 
Borderline and 
histrionic person- 
ality disorders, 
alcohol abuse 
Borderline and 
histrionic person- 
ality disorders 
Borderline and 
histrionic person- 
ality disorders 
Adjustment dis- 
order, histrionic 
personality 
disorder 
Histrionic, bor- 
derline, and 
avoidant person- 
ality disorders, 
amphetamine 
abuse р 
Histrionic person- Manic-depressive 
ality disorder, illness 
conversion 

disorder 


Schizophrenic - 3 
character 


Adjustment reac- 3 
tion of adoles- 
cence 


20 


26 


27 Borderline per- 3 
sonality in de- 
compensation 
Chronic thought 4 


disorder 


28 


-l 
*T 


30 — 7 


Chronic schizo- 5 
phrenia 


b 


39 


а) = worst, 4=best. 
‘Patient was adopted. 


1. Alleged delusions or hallucinations not explained by an actual 
DSM-III psychotic disorder. 

2. Clear evidence of voluntary control manifested by at least two 
of the following: 

a. Admission of voluntary control (e.g., confiding to a staff 
member that symptoms were fabricated). 

b. Unconventional and fantastic '*psychotic" symptoms lacking 
in stereotypy (e.g., a patient denied ideas of reference or hallucina- 
tions of any type except to complain that she saw the entire cast of a 
well-knowr: television soap opera issuing from her closet). 


c. Unconventional response of symptoms to the environment | 


(e.g. a patient's longstanding *'*paranoid delusions” vanished within 
10 minutes after she swallowed a single dose of 5 mg of trifluopera- 
zine but then instantly reappeared 1 month later when she was told 
she would be discharged. Another patient abruptly and completely 
stepped ‘‘hallucinating’’ when it was suggested that he might require 
transfer to a state hospital). 

In order to maximize the reliability of the diagnosis, we excluded 
patients in whom there existed a possible mixture of real and 
facti-cious rsychotic symptoms, thus producing a narrowly defined 
population. This exclusion left us with a cohort of 9 patients. 





Rating of Outzome? 


ә Везї Best Freedom Globa“ 
Number of Social Occupational fror. ASSESS- 
Relatives with Func- or Academic Residual ment of 
Diagnosis tion Function Symptoms Outcome 
Alcohol abuse {1 3 4 3 £ 


relative), obses- 
sive-compulsive 
disorder (1), possi- 
ble major depres- 
sive disorder (1) 
Histrionic (1) and 
antisocial (1) per- 
sonality disorders 


Major depressive 
disorder (1). con- 
duct disorder, un- 
dersocialized, ag- 
gressive (1) 


Major depressive 
disorder or dysthy- 
mic disorder (1) 


Alcohol depen- 





dence (2) 

Alcohol depen- 

dence (1) 

None 3 2 2 2 
Major depressive 0 0 0 0 


disorder or dysthy- 
mic disorder (1), ad- 
justment disorder 
with depressed 
mood (1) . 


After index patients were selected, a second rater (J.M.J.), aware 
only of the diagnosis of factitious psychesis and blird to al] other 
data from the index admission, conducted a 4- to 7-year follow-up on 
the patients by telephone interview, personal in:erview, interviews 
of immediate family members, and/or review of sbsequent hospital- 
izations. Social and occupational function, level of residual symp- 
toms, and global assessment of outcome weré each rated on a 0- to 
4-point scale using methods previously described (6) (0=worst 
outcome and 4=best outcome). 

Family history was then rated from the detailed notes in the charts 
by a third rater (B.J.), who was kept blind to the entire nature cf the 
study until his ratings were completed. Relatives were assigned 
diagnoses of probable or possible psychiatric disorders using PSM- 


UI criteria. © 
t 


RESULTS 


The results are summarized in table 1. The 9 index 
patients included 2 men and 7 women ranging in age 
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from 20 to*39 years. All of the patients met DSM-III 
criteria for either borderline personality disorder or 
pistrionic personality disorder; 5 met the criteria for 
bóth. Drug or alcohol abuse was found in 4 patients. 

Psychological testing, performed on 7 of the pa- 
tients, produced a wide range of diagnoses. Apparent- 
ly none of the patients was diagnosed as having 
ctitious psychotic symptoms on the basis of test 


‚еп when this diagnosis was already suspect- 
results; 


ed on the war 

Seven of the 
psychiatric disorder % 
patient, an adoptee, was 
degree relatives of these 8 
some diagnosis; 5 (15.2%) ha 
sive disorder, although only ТО? these had had un- 
equivocal major depression ith melancholia. No 
first-degree relative was reported to have ever dis- 
played psychotic symptoms. A\vailable information 
about second- and third-degree jrelatives revealed a 
high incidence of alcohol dependence and depressive 
disorders in 6 of the 8 families. However, no cases of 


patients had a family history of 
Се family history of the ninth 
available). Of the 33 first- 
obands, 13 (39.4%) had 
some form of depres- 


bipolar disorder or schizophrenja were noted among : 


any of the relatives. f 

Long-term follow-up produced striking results. At 
the time of follow-up 4 to 7j years after the index 
admission, 1 of the 9 patients had committed suicide, 4 
others were currently hospitalized, and 3 more had 
had one or more subsequent rehospitalizations. Only a 
single patient had never been rehospitalized, and even 
this patient had spent more than a year in a halfway 
house after discharge. 

The poor outcome of the factitious psychosis pa- 
tients is illustrated in table 2, where they are compared 
with schizophrenic, schizoaffective, and manic pa- 
tients from our earlier study of the same 219 patients. 
On all four indices of outcome, the factitious psychosis 
patients scored significantly more poorly than the 
comparison groups of manic or schizoaffective pa- 
tients, and they closely paralleled the DSM-II schizo- 
phrenic patients. Thus, factitious psychotic symptoms 
tentatively seem to represent a grave prognostic sign. 


DISCUSSION 


In the past, descriptions of factitious psychotic symp- 
toms have ranged їп a spectrum from hysterical psycho- 
sis, in which the symptoms are inferred to arise from 
unconscious motives, to malingering, in which the 
symptoms are inferred to be entirely conscious and 
premeditated. Our group of patients was selected only 
on thg basis of apparent voluntary control of the symp- 
toms, regardless of whether this control seemed based 
Фп conscious or unconscious motives. In spite of this 
range of "consciousness" of motivation, our patients 
emerged as a rather homogeneous group. All had similar 
DSM-III personality disorders, and all but one had a 
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TABLE 2. Long-Term Outcome of Patients with Factitious Psychosis, · 
Schizophrenia, Schizoaffective Disorder, or Manic Disorder 





Outcome^ 


Schizoaffective 


Schizo- Disorder, Manic „ Factitious 
phrenia Manic Type — Disorder Psychosis* 
Outcome Index (N=42) (N=52) (N=34) (N=9) 
Best social 
function 1.4 3.5 3.6 1.4 
Best occupa- 
tional or 
academic 
function 1.6 3.7 3.7 1.7 
Freedom 
from residual 
symptoms 1.7 3.5 3.7 1.1 
Global assess- 
ment of 
outcome 1.3 3.2 3.1 1.3 





аРегсепіѕ of patients followed up are as follows: those with schizophrenia, 
64.2%; schizoaffective disorder, 67.3%; manic disorder, 52.996; faccitious 
psychosis, 100%. 

*Qz poor, 1—fair, 2=moderately good, 3=very good, 4« excellent. 
*Factitious psychosis versus manic disorder, p«.01 on all four comparisons: 
factitious psychosis versus schizoaffective disorder. p«.01 on ЭП four 
comparisons (Wilcoxon rank sum test, two-tailed). Ail other differences were 
not significant. 


poor outcome. Thus, pending detailed studies, it may be 
useful at first to examine factitious psychosis patients as 
a single group, disregarding the degree of unconscious 
motivation that the clinician infers. 

It should be noted that our criteria selected a 
somewhat narrower group than the criteria of Hol- 
lender and Hirsch (1) for hysterical psychosis or the 
criteria of Bishop and Holt (5) for pseudopsychosis. 
Both of these groups cited reactivity to an environ- 
mental event as a major criterion. However, Hollender 
and Hirsch went on to specify that the symptoms 
usualy disappear within 3 weeks with little or no 
residue, and they did not propose specific criteria to 
assess the presence of voluntary control. Thus their 
cohort would probably include some nonfactitious 
patients who would fall under the DSM-III rubric of 
brief reactive psychosis. Bishop and Holt more explic- 
itly included criteria to assess secondary gain from the 
symptoms, thus presumably selecting a more purely 
voluntary group than Hollender and Hirsch. However, 
Bishop and Holt themselves suggested that their acute 
patients also might be placed under the heading of 
brief reactive psychosis in DSM-III. Our criteria were 
narrower than those of either of these previous groups 
in that we required explicit evidence of voluntary 
control. Thus our patients would fall under DSM-III 
factitious disorders and would probably not include 
patients with DSM-III brief reactive psychosis. Final- 
ly, it should be added that both of the previous groups 
included evidence of hysterical personality disorder 
among their criteria; we focused specifically on evi- 
dence of voluntary contro] and made no a priori 
assumptions about underlying personality style. 
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Our findings suggest that factitious psychosis is not 
a rare disorder. Of 219 patients, 14 (6.495) had proba- 
ble factitious psychotic symptoms and 9 of these 
(4.196) had definite factitious psychosis. Considering 
thet most of our patients were specifically screened for 
a research ward investigating psychotic disorders, the 
prevalence of factitious psychosis among unscreened 
putative ‘‘psychotic’’ patients might be even higher. 
Furthermore, we excluded from our sample patients 
who also had a DSM-III diagnosis of a real psychotic 
disorder. Yet several true psvchotic patients from our 
series of 219 patients apparently displayed factitious 
psychotic symptoms in addition to their real ones, in 
the same manner that factitious seizures are often seen 
in patients who also have true epilepsy (7). Adding this 
group would increase the prevalence of factitious 
psvchosis still further. 

The high prevalence of factitious psychosis suggests 
that the clinician should alwzys suspect this possibili- 
ty, particularly in patients with borderline personality 
"disorder or histrionic personality disorder—diagnoses 

that were noted in all 9 of our patients. Indeed, one 
might speculate that ''brief dips into psychosis” or 
“borderline psychotic symptoms,” often assumed to 
occur in patients with borderline personality (8—10), 
might a: times represent factitious symptoms rather 
thzn actual psychotic disorders. 

Of course, it could be argued in reverse that our 
patients' psychoses were not factitious at all but 
represented actual brief psychotic episodes in patients 
with borderline or hysterical personalities. This would 
be at odds with several of our observations: 1) our 
patients were selected using specific criteria for the 
clear presence of voluntary control, 2) no true psy- 
chotic episodes were found in any first-degree rela- 
tives of our patients, 3) the long-term outcome of the 
factitious patients was significantly worse than that of 
comparison manic or schizoaffective patients in spite 
of the fact that the latter experienced real psychotic 
episodes that were usually more severe and less tran- 
sient than those of the factitious group, and 4) none of 
the 9 patients went on to develop an episode of a 
typical psychotic disorder at any time during the 
follow-up interval. In fact, 8 of the 9 displayed inter- 
miitent or continuous factitious symptoms (by our 
criteria) during this period. 

These four observations—particularly the apparent 
stability of the diagnosis over time—suppori the valid- 
ity of the diagnosis of factitious psychosis in these 9 


patients. There are still, of course, no absolutely ` 


objective external validators for the diagnosis, but this 
is the case for most other diagnoses in psychiatry as 
well (11). Although our sample was too small to permit 
more detailed conclusions on these points, it at least 
seems clear that the clinician should remain constantly 
suspicious of the possibilitv of factitious psychotic 
symptoms in borderline or histrionic patients, in the 
same manner that one often suspects such patients of 
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displaying factitious medical symptoms. ¢ 

Finally, our data suggest that the prognosis in facti- 
tious psychosis is poor—significantly worse than in. 
comparison manic or schizoaffective patients (see tæ ` 
ble 2) and even slightly (but nct significantly) worse 
than in comparison patients with schizophrenia. Fail- 
ure of clinicians to recognize the factitious nature of 
the symptoms in many of our patients further com- 
pounded the problem: all 9 patients had been exposed 
to neuroleptics, none with a clear -esponse, and 2 
currently displayed symptoms of tardive dyskinesia. 
Multiple lengthy hospitalizations on wards filled with 
actual psychotic patients made many of our patients 
increasingly adept at mimicking actu2. psychotic 
symptoms, making differential diagnosis гг. treatment 
even more difficult. In a manner analogous to patients 
with factitious medical symptoms, several of our pa- 
tients quickly rejected clinicians who suggested that 
their ‘‘psychosis’’ might not be genuire and sought out 
other clinicians who were willing to trea: them, often 
in long-term psychotherapy and pharmacotherapy, 
with the assumption that the symptoms ‘vere real. 

Although they are not ''real,"' factitiocs psychotic 
symptoms nevertheless may represent a grave prog- 
nostic sign. Eight of the 9 patients studied spent 
months or years in mental hospitals during the follow- 
up period; 4 were hospitalized at the time of follow-up; 
апа 1 had committed suicide. Therefore, the correct 
recognition of factitious psychotic symptoms may rep- 
resent only the first step in a long and difficult course 
of treatment. On the basis of this prelimiaary study, it 
appears that acting crazy may bode more ill than being 
crazy. 
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Sexual Histories and Premenstrual Affective Syndrome in 


Psychiatric Inpatients 


SEXUAL HISTORIES AND PREMENSTRUAL AFFECTIVE SYNDROME Ат J Psychiatry 139:11, November 1982 


BY RICHARD C. FRIEDMAN, M.D., STEPHEN W. HURT, PH.D., JOHN CLARKIN, PH.D., е 
RUTH CORN, M.S.W.. AND MICHAEL S. ARONOFF, M.D. 


Of 45 female inpatients with schizophrenia, 
depression, borderline personality, or depression and 
borderline personality, 28 met criteria for probable 
or definite premenstrual affective syndrome. Of these 
28, 16 had abnormal sexual histories, compared with 
only 1 of the 17 women who did not have 
premenstrual affective syndrome. Of the 12 patients 
with both depression and borderline personality 
disorder, 9 had both premenstrual affective 
syndrome and abnormal sexual histories. The 6 
patients who had been raped all met the criteria for 
premenstrual affective syndrome. The authors 
suggest that premenstrual affective syndrome may 
siznify unresolved sexual conflicts in subgroups of 
psychiatric patients. (Am J Psychiatry 139:1484— 
1486, 1982) 


he relationships between sexual history, premen- 

strual affective disorder, and psychiatric diagnosis 
have received scant attention. Coppen (1) noted that 
sexual difficulties were significantly correlated with 
menstrual pain and irritability in psychiatric patients. 
These data were, however, derived from a study of 
sexual dysfunction in married women. Glass and asso- 
ciates (2) found that histories of gynecological, mari- 
tal, or sexual problems appeared to predispose vulner- 
able women to psychiatric emergencies. In this article 
we report on tbe sexual histories of psychiatric inpa- 
tients and compare the histories of women who met 
specified criteria for premenstrual affective syndrome 
with those of women who did not. 


METHOD 


The study was carried out in a suburban inpatient service over 7 
months. Patients were interviewed by a research nurse if they were 
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between 14 and 45 years of age, were not pregnant or taking oral 
contraceptive medication, and were given a diagnosis on admission 
of major affective disorder, borderline personality disorder, or 
schizophrenia. А menstrual history was taken to determine the 
presence of premenstrual affective syndrome according to the 
(slightly modified) criteria of Kashiwagi and associates (3). These 
criteria include specific behavioral and somatic symptoms during at 
least 1 of the last 3 premenstrual days. The behavioral symptoms 
include depression, tension, crying easily, decreased energy, and 
increased mood or energy. The somatic symptoms include swelling 
of legs and/or abdomen, tenderness of breasts, and weight gain. For 
probable premenstrual affective syndrome, dysphoric moa of at* 
least moderate severity and at least one somatic symptom are 
required. In addition, patients must either rate the overall severity of 
symptomatic impairment as moderate or severe or judge that 
someone else would be able to recognize when they were about to 
begin menstruation. For definite premenstrual affective syndrome, 
both of these latter two criteria are required. 

In our study, patients were asked about the premenstrual and 
menstrual phases of their last three cycles. We extended the 
premenstrual interval to 1 week. We deleted ‘‘crving easily” and 
added ‘‘agitated,’’ “panicky,” and ‘‘hostile-assaultive.’’ Although 
we retained the ‘increased mood’’ item, it was not used as a 
behavioral symptom in determining the presence of premenstrual 
affective syndrome for any patient in our study. 

Subsequently, a chart review for definite psychiatric diagnosis 


-was conducted by judges blind to the menstrual data. Patients were 


given a DSM-III diagnosis if they unequivocally met DSM-III 
criteria for a specified condition. In equivocal cases, a second rater 
made an independent chart review. If the two independent review- 
ers agreed on a diagnosis, the patient was given that diagnosis. If the 
two independent reviewers disagreed, a third reviewer independent- ` 
ly reviewed the chart. The diagnosis chosen by two of the three 
reviewers was used. If all three disagreed, the patient was dropped 
from the study (N=3). We report here on 45 patients in four 
diagnostic groups: schizophrenia (М= 13), major depressive episode 
(М = 11), major depressive episode plus borderline personality disor- 
der (N12), borderline personality disorder without axis I diagnosis 
(N=9). 

Sexual history was determined by judges blind to both the 
menstrual history and the diagnosis. Chart reviewers were instruct- 
ed to note unequivocal evidence of DSM-III criteria for sexual 
disorder. Cases in which documentation was suggestive but not 
explicit were considered negative. Reviewers were also instructed 
to note the presence of grossly abnormal sexual history such as 
incest or rape. These abnormal sexual histories were considered 
pesitive if documented in the chart by multiple clinicians as having 
occurred.and not being the product of patients’ fantasies. 


RESULTS 


As table 1 shows, of 28 patients who satisfied 
criteria for probable or definite premenstrual affective 
syndrome, 16 (57%) had grossly abnormal sexual 
histories. In contrast, of 17 patients who did not meet 
criteria for probable or definite premenstrual affective 
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TABLE 1. Abnormal Sexual Histories of 17 Female Psychiatnc Inpatients М 
Аре 
Patient Diagnosis (years) Sexual History . "s 
I Depression 4] Raped et age 30 
2 Depression 34 Unplanned pregnancy at age 18; while pregnant, patient developed multiple sclerosis. 
and the child's father left her 1 month before delivery; baby was given up for adoption 
3 Schizophrenia 22 Raped zt age 16 
4 Schizophrenia 22 Sexuallv molested by an adult at age 5 
5 Schizophrenia 18 Raped et age 16 
6 Borderline A 19 Gender identity disorder since juvenile period of childhood 
7 Borderline 15 Repeated sexual contact with stepfather and prostitution s:nce age 12 
8 Borderline plus depression 18 Raped zt age 16 
9 Borderline plus depression 22 Sexual contact with her father's friend at age 8; oral sex with 2 older brothers since 
` early adolescence; abortions at ages 15, 19, and 20 
10 Borderline plus depression 41 Raped twice at age 21; 3 abortions between ages 22 and 28; incest witk older brother 
and sex with older brother's friends since age 7 
ll Borderline plus depression 37 Totally inhibited sexual desire after gynecological surgery at age 25 
12 Borderline plus depression 17 Ego-dystonic homosexuality since age 11 
13 Borderline plus depression 18 Gender identity disorder since juvenile period of childhood 
14 Borderline plus depression 25 Raped zt age 14 
15 Borderline plus depression 15 Ego-dystonic homosexuality since age 13 
16 Borderline plus depression 21 Ego-dystonic homosexuality since age 19 
7: Schizophrenia 21 Gave birth out of wedlock at age 17—her parents were observant Ca'holics and had 


had several **unwed mothers" boarding with them during patient's ear v adolescence: 
А parents described her as а “гебе[`` and were quite angry about her zregnancy. but 
allowed her to have the child 


«This patient denied having a history of premenstrual affective syndrome. 


syndrome, only 1 (596) had a comparably abnormal 
sexual history. This difference is statistically signifi- 
can: (x?=9.74, p<.005). | 

The 6 women who had been raped and the 2 who had 
had medical abortions (three abortions each) all had 
premenstrual affective syndrome. Of the patients who 
did not meet the criteria for premenstrual affective 
syndrome, none reported that they had been raped, 
experienced incest, or had an abortion or met DSM-III 
criteria for sexual pathology. However, 1 patient had 
had a baby out of wedlock and gave it up for adoption. 
The pregnancy and subsequent events had been ex- 
tremely painful to this young woman. 


DISCUSSION 


In the present study it was not possible to ascertain 
the precise chronological relationship between the 
occurrence of abnormalities of sexual history and the 
onset of premenstrual affective syndrome. The or:ginal 
purpose of the investigation was to compare incidence 
of premenstrual affective syndrome between patients 
with differing diagnoses. We did not determine time of 
onset of premenstrual aifective syndrome but whether 
it was present during the past hree menstrual periods. 
The data we report here were determined from subse- 
quent chart review. However, most abnormalities had 
occurred years before the present investigation and 
none first occurred within the past year. The nature of 
the abnormality and the correlation with premenstrual 
affective syndrome does support the hypothesis that 
the two categories of events might be causally related. 


However, it is also possible that premenstrual affec- 
tive syndrome and abnormal sexual history are both 
related to а common factor, such as psychiatric ciag- 
nosis. It is noteworthy, for example, that of 12 patients 
who had both an axis I diagnosis of depression and an 
axis II diagnosis of borderline personality disorder, 9 
had both premenstrual affective syndrome and abnor- 
mal sexual histories. 

In trying to account for the fact tha: borderline 
patients are predominantly female, Stone (4) empha- 
sized the role of behavioral influences associated with 
the menstrual cycle. However, he also suggested that 
abnormal early sexual trauma may influence the devel- 
opment of borderline syndrome. Our date »oint to an 
association between a wide variety of abnormalities of 
early sexual history and the concurrent presence of 
borderline personality disorder and majo- depressive 
episode. Interestingly, of 9 patients diagnosed as bor- 
derline without depression, only 2 had abrermal sexu- 
al histories. Of 12 patients diagnosed as having major 
depressive disorder without borderline syndrcme, 
only 2 had abnormal sexual histories. 

Although a variety of abnormalities of sexual behav- 
ior were found in this sample, the percentage of 
patients who were raped is noteworthy. Every patient 
who had ever been raped (4 during adolescence, 2 
during adulthood) had premenstrual affective syn- 
drome. To our knowledge, an association b 
rape and premenstrual affective ѕупіготе has 
been previously reported. Felice and associates 
observed that as many as 5096 of -ape victims are 
adolescents and noted that adolescert гаре may have 
adverse consequences for adult psychosexual behav- 
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ior. Aliheugh they reported that psychosomatic com- 
plaints were common sequelae to rape, they did not 
: specifically identify the occurrence of premenstrual 
"affective syndrome. We note that the history of having 
been the victim of sexual aggression was obtained by 
multiple clinicians of different disciplines in each case. 
Thus, we believe that such incidents actually occurred 
and were not the products of fantasy. 

It is now many years since Frank (6) described 
premenstrual tension and Benedek and Rubenstein (7, 
8) published their classic investigation of the relation- 
ship between the free associations of psychoanalytic 
patients and the phases of the menstrual cycle. The 
latter study was particularly notable because it dealt 
with complex relaticnships between different types of 
affects. It presented a model by which sexual feelings 
could, for example, be meaningfully linked to other 
types of feelings, such as anxiety, anger, and depres- 
sion or well-being. 

Since that study evidence (9) has been accumulating 
that the sexual behavior of girls and women may in 
fact be influenced by the menstrual cycle. Elsewhere 
(10) we have pointed out how diverse types of behav- 
ioral symptoms could theoretically be associated with 
sexual behavior. For example, if intensity of sexual 
desire fluctuated with the menstrual cycle, so presum- 
ably would symptoms resulting from unconscious con- 
flicts exacerbated by the desire. 

Our findings lend themselves to biopsychosocial 
speculation. We suspect that if the subjective meaning 
of sexual events is negative, for a variety of reasons, 
and if the adaptive capacities of women are already 
impaired because of psychiatric illness, then many 
patients will regularly experience premenstrual symp- 
toms to the degree that criteria for premenstrual 
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affective syndrome are fulfilled. Although the psycho- 
dynamic reasons for this would theoretically be those 
suggested by previous psychoanalytic investigators, 
the psychopathological subgroups of individuals in our 
study are quite different from the neurotic, individuals 
previously described. The data we present in this 
article are therefore not only of interest with regard to 
the etiology of premenstrual symptoms but also sug- 
gest that these symptoms might constitute evidence 
that conflicts about earlier sexual traumata have not 
been resolved. 
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Patients and physicians correcily identified 
medication assignments in 70% of the cases in a 
doub.e-blind trial of an appetite suppressant. The 
breach of the double-blind design may have kad 
therapeutic consequences; correct identification was 
associated with favorable outcome. These findings 
suggest that requirements for describing the side 
effecis of medications to patients before they give 
informed consent may help them guess which 
medication they receive and thus may influence the 
integrity of double-blind studies and the results of 
controlled trials. (Am J Psychiatry 139:1487—1489, 
1982) 


he double-blind design is a cornerstone of re- 

search in clinical pharmacology (1—3), serving to 
control for bias created by the expectations of pa- 
tients, physicians, and observers (4—6). The integrity 
of the double-blind study depends on whether patients 
and physicians are actually *'bind" to the identity of 
the agent being administered. Few studies have as- 
sessed the ''blindness" of the double-blind procedure; 
none has previously associated blindness with thera- 
peutic effect. We report here a study in which patients 
and оһуѕісіапѕ were able to break the double-blind 
code and in which identification of the active mecica- 
tion may have influenced the therapeutic response. 


METHOD 


Fifty-seven obese women volunteered for an outpatient weight 
contrcl program. Their mean age was 40.7 years (range, 22-65 
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years) and the mean percentage of overweight was € 4% (range, 
2196-14496). Most of the women were of micile sccioeconomic 
status and over half were housewives. They met in groups for 16 
weekly behavior modification sessions. The the-apists ‘vere a psy- 
chologist who led two groups and a resident phy: ician ло led three 
groups. Within each group, patients were asegned randomly to 
active medication (fenfluramine) or a placebo, according to double- 
blind procedures. One clinical pharmacist filled the prescriptions 
and another pharmacist dispensed the medicatiom. A physician blind 
to the assignments administered the medication and adjusted the 
doses. 

The initial dose was опе 20-mg tablet t.i.d., hich was adjusted 
according tc reports of side effects (for both drug and placebo 
patients). The dose was lowered to as little as 2С mg/day if reported 
side effects were severe. If side effects were abs:nt or 1zlerable, the 
dose was increased to a maximum of 160 mg/day At the 8th and 15th 
weeks of treatment, patients and group leadzrs were asked to 
indicate into which of five categories they believed the patients had 
been assigned: certain drug, probable drug, tncerta.n. probable 
placebo, or certain placebo. Physicians' estimates were obtained for 
all 57 subjects and patients’ estimates for 49 st bjects. Since there 
were only minor differences between 8- and 16-week estimates, only 
analyses of the 16-week evaluations are presented here The distri- 
bution of weight losses for the ‘‘certain’’ and ''p-obablz"' categories 
did not differ, so data were grouped into three categories: drug, 
placebo, and uncertain. 

Informed voluntary consent as specified by tre local instituticnal 
review board was obtained from all patients. The consent form 
described the nature of the drug/placebo study and 1 szed the side 
effects associated with use of the active drug. 


RESULTS 


Therapists’ estimates closely paralleled patients’ 
estimates (table 1). Thirty-five patients (71%) correctly 
identified either active medication or p.aceko (p«.002, 
by t test for number correct vs. numbe- incorrect), and 
only 8 (1626) were uncertain. There wzs no systematic 
bias among the 6 patients (12%) whc were in error: 
false positives accounted for 6% and false negatives 
for 6%. Forty (70%) of the therapists” estimates were 
correct (p«.004, by t test for number correct vs. 
number incorrect), and only 3 (576) were uncertain. 
Again, there was no systematic bias among the 14 
therapist errors: false positives accourted for 12% and 
false negatives for 12%. 

Drug versus placebo estimates werz more likel 
be based on the presence or absence of side e 
(patients, 85%; therapists, 66%) than эп appetite s 
pression or weight loss (patients, 1526; therapists, 
34%). Presumably, this explains wh” more patients 
taking medication were correct (79% {һал were pa- 
tients receiving placebos (64%). The mos: common 
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TABLE 1. 'Patients' and Physicians' Estimates of Medication and 
Placebo Assignments 





Patients' Actual Assignments 








Estimates Medication (N=28) Placebo (N=29) 
By patients? 
Medication 19 3 
Placebo 3 16 
Uncertain 2 6 
By physicians 
Medication . 19 
Placebo 7 21 
Uncertain 2 1 





aPatients” estimates were for 49 subjects only (assigned medication, N=24; 
assigned placebo, N25). Physicians’ estimates were for all 57 subjects. 


FIGURE 1. Weight Changes for Medication and Placebo Subjects, 
with Their Estimates of Medication Assignment 
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“side effect was dry mouth, followed by fatigue and 
dizziness. 

Patients receiving fenfluramine lost significantly 
more weight (mean, 9.1 kg) than did patients receiving 
placebo (mean, 5.6 kg) (t=2.52, df=47, р<.05). 
Knowledge of drugrplacebo assignment was associat- 
ed with outcome (figure 1). Patients whose estimates 
were correct lost more weight (mean, 8.0 kg) than 
those whose estimates were incorrect (mean, 3.3 kg) 
(t=2.13, df=39, p<.05). Most of this effect was con- 
tributed by patients receiving active medication; a 
one-tailed t test showed that those -with correct esti- 
mates lost more weight (mean, 9.6 kg) than those with 
incgrrgct estimates (mean, 3.9 kg) (t=1.83, df=20, 

p<j05). Differences in mean weight loss for placebo 
jents with correct and incorrect estimates (6.1 and 
2.6 kg, respectively) did not reach statistical signifi- 
cance. The weight losses of uncertain patients did not 
differ from those of other patients. Since uncertain 
patients could not be considered correct or incorrect in 
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their estimates, their data were excluded from Ше 
analysis. To evaluate the contribution of belief in drug/ 
placebo assignment independent of correctness of 
identification, we compared patients who believed 
they were taking the drug with those who believed 
they were taking the placebo. These two groups did 
not differ in weight loss. 


DISCUSSION 


There are two major findings of this report: 1) both 
patients and physicians could identify the active medi- 
cation in a double-blind placebo-controlled trial (over 
two-thirds of the patients identified their medication 
assignment, a figure that rose to 79% for those receiv- 
ing active medication), and 2) correct identification of 
the active agent was correlated with therapeutic re- 
sponse. The implications of these findings are grave: 
the double-blind methodology, a cornerstone of clinj- 
cal pharmacology, can be breached and may be'endan- 
gered by the demands of institutional review boards 
for increasingly detailed informed consent. 

This problem is not entirely new. Reports of breach- 
es of the double-blind procedure by either patients or 
physicians have occurred with respect to at least three 
agents. In a study of the prophylactic use of ascorbic 
acid for the common cold, Karlowski and associates 
(7) found that correct estimates of drug assignment 
outnumbered incorrect estimates by a ratio of 3.5:1 by 
patients receiving placebo as well as by those receiv- 
ing ascorbic acid. Marini and associates (8) found that 
80% of patients taking lithium correctly identified their 
drug assignments; the accuracy of patients taking 
placebo was no better than it would have been by 
chance. Stallone and associates (9), however, reported 
that neither patients receiving lithium nor their physi- 
cians could accurately identify drug assignment. Phy- 
sicians' estimates follow a pattern similar to that of 
patients. Three studies of minor tranquilizers (10—12) 
found that physician estimates for drug patients were 
more accurate (55%, 80%, 66%) than for placebo 
patients (50%), and one study (13) found that physi- 
cians could not accurately identify medication zssign- 
ments. 

The new and disturbing problem raised by this study 
is that breaching the double-blind design may have 
therapeutic consequences. Clearly, a correlation be- 
tween identification of an active agent and therapeutic 
response does not prove that the former caused the 
latter. Other explanations are possible. The relation- 
ship could have been a coincidence despite the statisti- 
cal significance of the results. It could have resulted 
from a correlation between the therapeutic effect and 
the severity of side reactions produced by fenflura- 
mine. As a result, patients who lost more weight might 
have been those whose more severe side reactions 
helped them identify the medication. There may be. 
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othe: explanations. None seems particularly likely, 
however, and we are left with the distinct possibility 
that breaking the double-blind code has therapeutic 
consequences. If so, a major method of medical re- 
search is ig danger. 

How did this problem arise? The informed-consent 
procedures used in the study bear a major responsibil- 
ity. The patients reported that the detailed consent 
forms alerted them not only to the possibility that they 
might receive a placebo but also to the specific side 
effects that they might encounter if they receivec the 
drug. With this information, it was relatively easy for 
them to detect their medication assignment, and a 
number of the subjects indicated that the procedures 
served as a challenge to do so. 

Current trends in the activities of institutional re- 
view boards promise little relief for this problem. 
Although the Food and Drug Administration as long 
ago as 1966 mandated that informed-consent explana- 
tions to subjects specify "hazards reasonably to be 
expected” (14), much discretion has been left to 
individual institutional review boards by the Depart- 
ment of Health and Human Services. As is perhaps to 
be expected, individual boards are interpreting ''haz- 
ards'' with increasing stringency (15). Not only must 
all patients be informed that they mav receive a 
placebo but many boards, including the one that 

, reviewed this study, require that the patients be in- 
formed of all side effects of any medication that they 
may receive. The stimulus for breaching the double- 
blind design may thus be increasingly common. 

If breaking the double-blind code becomes more 
common as a result of increasingly broad requirements 
for informed consent, what can be done? There are at 
least three possible courses of action. 

1. The integrity of the double-blind design might be 
protected by the use of an ''active" placebo that 
contains an agent that mimics the symptoms produced 
by tae medication. This approach has encountered 
problems in the past and, given the growth cf ethical 
strictures, is likely to encounter them in the future. 
The ethical considerations that promoted the use of 
detailed consent forms would hardly support the use of 
an agent of no therapeutic efficacy, designed only to 
harm and not to help, especially in view of findings 
such as those of Lipman and associates (16) that an 
active placebo may actually inhibit the therapeutic 
response то an active medication. 

2. Consent forms could indicate that a placebo is 
also capable of producing side effects, but the propri- 
ety of suggesting symptoms is questionable, as has 
been argued forcefully by Loftus and Fries in their 
editorial "Informed Consent May Be Hazardous to 
Your Health’’ (17). 

3. Anagent of known effectiveness (and known side 
effects) can be used in addition to an inactive placebo. 
The effectiveness of the drug to be tested is then 

. measured by the difference bezween its superiority to 
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placebo and the superiority to placebo of thé agent of 
known etfectiveness. This method was introduced 
before the era of detailed informed-consent proce- `. 
dures, and it seems well worth continng, even 
though it can be used only when an agen: of known 
effectiveness is available and, even.then, can only 
partly repair the damage to the double-blind proce- 
dure. 

Our results were obtained in one study of one 
disorder with one medication administered under spe- 
cial circumstances. Clearly, they can be zeneralized 
only with caution. Yet the problem thev raise is 
sufficiently serious to call for further study. Fortunate- 
ly, such a study should not be difficult and can be 
carried out with little effort in the course of mos: 
controlled clinical trials. We urge that such efforts be 
undertaken. 
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The Effect of Marital шн: on Stress in Medical School 


BY ROBERT H. COOMBS, PH.D., AND FAWZY I. FAWZY, M.D. 


Two competing explanations have been offered to 
explain why the unmarried experience greater 
stress—the protectionlsupport hypothesis (emotional 
support from a spouse offsets daily tensions) and the 
selection hypothesis (the more emotionally mature 
individual marries). To assess these hypotheses, the 
authors compared the difference in stress levels 
between 61 married and unmarried students during 
the stressful years of medical school. Stress was 
measured each year by attrition rates, self-reports, 
and interviews with spouses. The stressors of 
medical school were more severe for the single 
students; moveover, stress levels of formerly single 
students declined after marriage. The authors believe 
these results affirm the protectionlsupport 


hypothesis. (Am J Psychiatry 139:1490—1493, 1982) 


t is well documented that many members of the 

medical profession experience emotional distur- 
bances manifested by anxiety and depression, alcohol- 
ism, drug addiction, and suicide (1). It has also been 
noted that this trend begins upon entry into medical 
school (2, 3). 

Some medical educators have suggested that mar- 
ried medical students make a more successful adapta- 
tion to medical school than their unmarried classmates 
and that married students also appear more relaxed 
and better motivated (4). This observation is consist- 
ent with a growing body of literature that shows the 
marital state to be related to lowered levels of stress, 
as indicated by number of psychiatric hospital admis- 
sions (5); presence of schizophrenia (6) and alcoholism 
(7); suicide rates (8); morbidity and mortality rates (9); 
and psychological well-being and happiness (10). 

Competing explanations have been oifered. The 
first, the protection/support hypothesis (5), posits that 
married individuals experience less stress because the 
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emotional support from spouses offsets daily tensions. 
According to this view, an understanding and attentive 
mate reaffirms the self-esteem of the beleaguered 
individual and provides opportunities to ventilate feel- 
ings in an atmosphere of care and concern. Proponents 
of this view point out that by minimizing and resolving 
stressful experiences, supportive spouses increase the 
likelihood that perceptions of life experiences will be 
more positive and reduce the potential that accumulat-, 
ed tensions will result in pathology (11). 

The second explanation, the selection hypothesis, 
first explicated by (Ódegaárd (12) in 1946, posits that" 
the relationship between marital status and life stress 
is spurious because both factors are explained by a 
common influence, emotional maturity. According to 
this reasoning, emotionally mature people are more 
likely than immature ones to take on the responsibil- 
ities of marriage; and because of this personality 
quality, they are also more likely to deal effectively 
with stress. 

The theoretical efficacy of these competing explana- 
tions has been debated for more than three decades. 
Because longitudinal data have been absent, however, 
to our knowledge neither hypothesis has been con- 
vincingly demonstrated or disproved. What is. needed 
is a developmental analysis of stress levels among 
individuals who move from single to married status (or 
vice versa). Only then can definitive comparisons be 
made concerning which explanation—selection or pro- 
tection/support—is most appropriate. 

The objectives of the present study were to deter- 
mine by longitudinal analysis the difference in stress 
levels between married and unmarried medical stu- 
dents and thereby to ascertain the relative merits of 
the selection versus the protection hypotheses. 

Medical students are ideal subjects for this analysis 
because they provide a natural control for personality 
maturity. When applying for medical school, appli- 
cants are screened to eliminate those who suffer from 
personality disorders. Applicants are tested and inter- 
viewed by a variety of professionals, with the intent of 
selecting only the most intelligent, motivated, and 
stable individuals. 

Despite such screening procedures, however, emo- 
tional impairment among medical students and phvsi- 
сїапз is comparatively high. A substantial proportion 
of students come to the attention of staff psychiatrists. 
The suicide rate is reportedly 1!^—2!^ times higher for 
male physicians—and 4 times higher for female phvsi- 
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cians—than for the general population (13, 14). Seen 
from another perspective, the equivalent of one gradu- 
ating class annually commits suicide (15). Clearly a 
medical career is an emotionally hazardous undertak- 
ing. с 


METHOD 


The study population consisted of an entire class of 61 medical 
students entering a private East Coast medical school and spouses 
of the married students. One-fourth (27.4%) of the entering class 
were married. By the second year, the percentage of married 
studeats had increased to 41.7%. During the junior and senior years, 
the percentages were 51.726 and 58.696, respectively. As far as could 
be determined, none of the unmarried students cohabited for any 
length of time with a person of the opposite sex, and none was 
married to & classmate. Being primarily white males, they typified 
the traditional medical student. All subjects were in the prime of life 
(early 20s), of almost equal ages (only 2 were older than 25 years), 
enjoyed good health, and, as a group, experienced most of the same 
daily stresses and vicissitudes. 

Stress was measured by actual and anticipated attrizion (with- 
drawing from school or considering such action) and by self-reports 
of anxiety. In addition, spouses were interviewed regarding their 
views about stress and their role in providing emotional support. 

Each student and spouse was interviewed by one of us (R.H.C.) at 
the end of each year of medical training. During these sessions, 
students were asked about the degree of anxiety and stress brought 
about by the following 14 experiences: initial cadaver experience, 
fear of receiving low grades, fear о? inability to absorb course 
material, loneliness, conflict about being in a dependent and helpless 
role, limited recreational and social opportunities, deferred sexual- 
ity, ocher sexual problems, fear of ccntagious disease, discussing 
marital and sexual problems with patients, performing intimate 
physical examinations, fear of error in diagnosis or prescription, 
dealing with patients suffering from chronic or terminal disease, and 
death of patients. 

To facilitate the statistical analysis, a 7-point scale was used: 1 
represented little or no anxiety/stress and 7 signified a great deal of 
anxiety/stress. After the subjects ind:cated a point on the stress 
scale for each of the potential stressors, they were asked to 
elaborate on the nature of their feelings. All interviews were tape- 
recorced and transcribed. 

Mean stress scores were obtained for both married and unmarried 
students in each of the 14 stress areas. A difference-of-mean test was 
used to assess statistical significance. 


RESULTS 


The combined evidence indicates that medical 


school is a more stressful experience for unmarried ` 


medical students than for married ones. Of the 7 
students who withdrew during the 4-year training 
period, 6 were unmarried; 3 students withdrew in the 
freshman year, 2 in the sophomore year, and 2 in the 
senior year. Among those who continued, 43% of the 
44 uamarried students considered the possibility of 
withdrawing as contrasted to 3396 of their married 
classmates. During the second year, the percentage of 
married students who thought of quitting dropped to 
23%, but the proportion of unmarried students who 
cons:dered withdrawing remained approximately the 
. same (44%). 

When the students were ranked according to the 
.amount of stress reported during the freshman year (a 
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summated score of the 14 stress areas), thcsé with the 
highest stress scores were invariably unm zrried; the 
top fifth of tke list was occupied exclusive s by single," 
students. The mean stress score for all 14 items was 
3.50 among :he single students and 3.04 among the 
married students (p<.05). 

An analysis of specific stressors revealed that aca- 
demic and social pressures accounted for the most 
differentiation between married and unmarried stu- 
dents. Single students consistently repcrted more 
stress than married students concernirg deferred sexu- 
ality (t=3.34, df=59, p<.005), loneliness (t=2.66, 
df-59, p<.01), inability to learn all course material 
(t=1.61, df=59, p<.10), being in a helpless and depen- 
dent role, fezr of receiving low grades. limited social 
outlets, and other sexual problems. 

No significant differences were fourd, however, for 
those stresscrs related to patient coatact. Although 
single students experienced a slightly greater degree of 
stress in dealing with cadavers and with chranically or 
terminally ill patients, married students reported more 
anxiety with respect to error in diagnosis talking to 
patients about sex and marital problems, the death of a 
patient, and performing intimate physical examina- 
tions. Fear of contagion was equally stressful for 
married and single students. 

The failure of patient-oriented s:ressors tc discrimi- 
nate between married and single stud2nts s probably 
due to the fact that these freshmen had net yet dealt 
with patients Only cadavers and persona contagior: 
were actually within the realm of {Рег experience; 
other patient-oriented stressors were projected ones. 
Because patient contact was limited curing the fresh- 
man year, anxieties about performing rectal examina- 
tions, coping with death, etc., were aroused by antici- 
pated difficulties rather than real апа ammediate ones. 
In contrast, however, loneliness, se»ual -ustration. 
and other social and academic issues were current and 
urgent problems at the time of the inrial ir.terview. 

As with previous studies, the obser ed relationship 
between marital and emotional stress may te account- 
ed for in mcre than one way. One possibility (he 
selection hypothesis) is to reject the relaionship as 
spurious, since the antecedent variable (marital status) 
and dependent variable (stress) are each dependent 
upon a common variable (emotional mat rity). Ac- 
cording to this view, the mature studeat is more likely 
to survive the challenging vicissitudes of medical 
training and, being prepared to assume the responsibil- 
ities of marriage, is more likely to be marr ed. 

The data, however, do not support this interpreta- 
tion. The mean stress score (based сп 14 stressors) 
decreased significantly among studen:s who marked 
during medical school—from 3.78 amcng sangle пе№- 
men who married during the following year to 2.90 in 
the sophomore year (t=1.8, df=12, р<.05 :; by com- 
parison, the mean stress score among unma Tied soph- 
omores was 2.47 (t=2.65, df=66, p< 005). A similar 
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decrease in mean score also occurred among students 

who married in the year following the sophomore 

г interviews—from 3.35 while single sophomores to 3.02 
‘as married juniors (1=1.85, df=8, p<.05); the mean 
stress score for all unmarried j juniors was 3.66 (t 1.65, 
df=52, p<.05). 

A more tenable explanation of the relationship be- 
tween marital status and emotional stress is that 
marital partners provide emotional support for their 
mates and thereby reduce tension (the protection/ 
support hypothesis). The interview data provide ample 
support for this view. 

Unmarried students, especially those who have no 
roommates, often feel isolated and lonely. Even the 
most confirmed singles sometimes find themselves 
envying the companionship that their married class- 
mates seem to enjoy with their spouses. As one male 
student revealed, ‘‘Sometimes I think it would be 
awfully nice to come home to a wife instead of an old 
empty room.'' Another added, ‘‘When I put down my 
books, there's nothing there, and I say to myself, 
‘What am I going to do?’ It's really bad when there's 
no real stimulus other than medicine." 

"Unmarried students generally perceived their mar- 
ried classmates as being more relaxed and self-as- 
sured, and there are a number of reasons to suggest 
this perception is an accurate one. Married students, 
having companionship and a regular and healthy outlet 
for their sexual urges, tend to be much more content. 
Students who marry during medical school comment 
on how they have changed in this regard. As one put it, 
"Now that I'm married I don't feel like a dirty old man 
anymore, There's really no reason now to be опе,” 

At school, studen:s are judged almost entirely on the 
basis of their achievement. Mates and family mem- 
bers, however, place more emphasis on who you are 
rather than on what you can do. Unmarried students— 
at least those in our study population—rarely live at 
home, and thus they have fewer opportunities to be 
regarded as total personalities. Consequently, they are 
prone to feel that they are always ‘оп stage,” strain- 
ing to deliver a performance that will impress a critical 
audience. In the competitive, depersonalized medical 
school setting, many students ''don't really feel like 
human beings.” 

Married students, on the other hand, enjoy daily 
contact with accepting, sympathetic persons who en- 
courage them in their work, rejoice in their successes, 
and stand by them despite their failures. It is under- 
standable that single students sometimes envy class- 
mates who can come home to a spouse who cares, or, 
as one student expressed it, ‘‘someone who has dinner 
iv for you, rubs your back, provides a shoulder to 

on at any hour, and builds you up when you are 
поа: 

‘Most of the spouses who were interviewed felt that 
it was their role to cheer their mates on in success and, 
in defeat, to patch up their wounds and send them 
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back into the fray. For example, one spouse said; 
“Although my husband hasn't failed anything this 
year, he hasn't done as well as he did in college, and he 
constantly needs to have his ego built up. I feel that it 
is my responsibility to make him feel good 3nd to build 
his confidence again.’ | 

Some mates even felt personally responsible for 
their partners' success or failure. When their marital 
companions did not do well, these spouses asked 
themselves, ‘‘Is it due to me or the marriage?" Newly- 
weds were eager to compare postmarital academic 
performance with premarital achievements in order to 
“see if I have been a good or a bad influence." 

Because there is a partner caring for and believing in. 
the individual, a married student usually does not have 
the motivational problems that sometimes beset single 
students, a fact that does not escape some faculty 
observers. The idea of dropping out of medical school 
occurs regularly to many first- and second-year stu- 
dents. But the single student may not have the same 
incentives to continue that his married classmates may 
have. '*Nobody wants to work just for oneself, at least 
not me. You have to have a feeling that you are 
working for someone besides yourself; it's an emotion- 
al concern, the feeling of having someone in your life 
that matters more.” 


CONCLUSIONS 


The data suggest that the married student is better 
equipped to withstand the rigors of medical training 
and to emerge emotionally intact from the experience. 
The stress generated by the unrelenting pace cf the 
medical student’s tasks, the distressing nature of some 
of the training, the competition of talented and deter- 
mined peers, and the extraordinary premium placed 
upon achievement often result in considerable anxi- 
ety. 

The longitudinal data examined here seem to rule 
out the selection argument as a viable explanation of 
the relationship between marital status and life stress. 
Despite the potential conflicts and concerns inherent 
in marriage, as reflected by divorce statistics, the 
mental hygiene function of marriage is affirmed by our 
data (11). The psychic protection and support pro- 
vided by a marital partner appear to effect a signifi- 
cant alleviation of the medical student’s anxiety and 
stress. 

Often the unmarried student’s life style lacks such 
an outlet. Friends are one source of support, but the 
medical student will rarely reveal deep feelings to 
associates, especially if they are, in at least some 
sense, rivals. Therefore, the single student’s most 
pressing and personal problems may remain unre- 
solved, thus rendering the single individual more vul- . 
nerable to heightened levels of stress than the married 
student. : 
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Pornographic Imagery and Prevalence of Paraphilia 


BY PARK ELLIOTT DIETZ, M.D., M.P.H., AND BARBARA EVANS, M.S. 





The authors classified 1,760 heterosexual 
pornographic magazines according to the imagery of 
the cover photographs. Covers depicting only a 
woman posed alone predominated in 1970 but 
constituted only 10.7% of the covers in 1981. 
Bondage and domination imagery was the most 
prevalent nonnormative imagery and was featured in 
17.296 of the magazines. Smaller proportions of 
material were devoted to group sexual activity 
(9.8%), tranvestism and transsexualism (4.4%). and 
other nonnormative imagery. The authors suggest 
that pornographic imagery is an unobtrusive 
measure of the relative prevalence of those 
paraphilias associated with preferences for specific 
types of visual imagery and for which better data are 
lacking. (Am J Psychiatry 139:1493—1495, 1982) 








S toler has suggested that the study of pornography 
can shed light on the content and dynamics of 
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fantasy in the perversions (1) and on the communica- 
tion of fantasy between persons (2). Interests in por- 
nography, at least among paraphiliacs, tend t= be fixed 
and narrow (3). Although some pornography is con- 
sumed for its curiosity value (3, 4), the imagery of 
pornography tends to correspond :o the preexisting 
fantasy imagery of the consumer (1—4). Thus, the 
prevalence of a specific type of imagerv in pornogra- 
phy is an unobtrusive measure of the prevalence of the 
corresponding fantasy among the consumers. 

The value of this measure depends on the adequacy 
of other sources of prevalence data, the degree to 
which the fantasy imagery lends itself to oictorial 
display, and the degree to which sources other than 
pornography successfully compete for the same mar- 
ket. We studied the imagery of heterosexuai porno- 
graphic magazines to generate descriptive data on 
materials currently sold and to generate clues to the 
prevalence of those paraphilias associated with prefer- 
ences for specific visual imagery. 


METHOD ` 


The nation's most notorious pornography distric: is prozably 42nd 
Street in New York City. In one recent year, over 2,X 0 women 
were given tours of the area in groups of 20 by Мотел Against 
Pornography (5). We randomly selected 4 shops from a list of the 
14 shops on West 42nd Street between 8th Avente and the 
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TABLE 1. Gover Imagery of Heterosexual Pornographic Magazines Sold in 4 Shops 
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Shop | Shop 2 __Shop 3 __ Shop 4 

Jj imagery N 96 N 96 N % N 96 ый М % 
Bondage and domination 35 17.0 82 19.6 52 9.4 125 21.4 294 16.7 

Bondage and domination Ы 
directory 0 4 1.0 2 0.4 2 0.3 8 0.5 
Spanking 3 1.5 Il 2.6 4 0.7 5 0.9 23 1,3 
Women fighting 2 1.0 3 0.7 2 0.4 2 0.3 9 0.5 
Leather garments 1 0.5 0 0 1° 02 2 0.1 
Rubber garments 2 1.0 1 0.2 0 4 0.7 7 0.4 
Exaggerated shoes and boots 1 0.5 0 1 0.2 2 0.3 4 0.2 
Enema administration 1 0.5 2 0.5 2 0.4 12 2.1 17 1.0 
Transvestite and transsexual 31 15.0 5 1.2 31 5.6 11 1.9 78 4.4 
Pseudochild 20 9.7 4 1.0 8 1.5 28 4.8 60 3.4 
Pseudolesbian 7 3.4 10 2.4 13 2.4 17 2.9 47 2.7 
Ргерпапсу { 0.5 0 1 0.2 2 0.3 4 0.2 
Anal intercourse 6 2.9 $ 1.4 6 1.1 9 1.5 27 1.5 
Extremely large breasts 3 1.5 5 1.2 23 4.2 27 4.6 58 3.3 
"Swingers" directory 0 36 8.6. 52 9.4 15 2.6 103 5.9 
Group sexual activity 20 9.7 52 12.4 47 8.5 54 9.2 173 9.8 
Couple in sexual activity 52 25.2 157 37:5 238 43.2 210 36.0 657 373 
A woman posed alone 21 10.2 4l 9.8 69 12.5 58 9.9 189 10.7 
Total 206 100.1 419 160.1 551 100.1 584 99.9 1,760 99.9 





Avenue of the Americas that had a sign or window display which 
indicated to passers-by that sexually explicit printed materials 
were available for retail sale (1 exclusively homosexual shop was 
not included). 

In each of the 4 sampled shops, we classifiec every unique 
magazine-format publication that had a photograph of one or more 
women or cross-dressed men on the cover and that was displayed as 
new merchandise. Each item was classified according to the imagery 
of the cover photograph(s). Fewer than 10 items were ambiguous, 
and we classified these items jointly. (Even though the materials we 
studied were not wrapped in cellophane, we relied on cover photo- 
graphs so that our findings could be compared with those in other 
settings where cellophane is used.) 


RESULTS 


Each shop had its magazines arranged roughly in 
accordance with the cover imagery, the frequency 
distributions of which are shown in table 1. The 
common imagery o7 bondage and domination pornog- 
raphy is а woman bound with ropes, handcuffs, 
chains, shackles, constrictive garments, or other mate- 
rials; a woman dressed in leather, rubber, or constric- 
tive garments posed in a threatening stance; or a 
similarly dressed woman overseeing a bound or cross- 
dressed man. Gags, taped mouths, blindfolds, and 
hoods are also common. Torture is depicted through 
clothespins, clamps, and vises attached to the breasts 
or genitals, burning or the dripping of hot wax onto the 
skin, and extreme postures such as hanging by the 
wrists or ankles. Less frequently, a man is depicted 
thrgatening a woman with a gun or knife, raping her, 
cutting her skin with apparent bleeding, or strangling 
her. The degree of violence depicted ranges from a 
stern glance to apparent murder. Some photographs 
are such that it would take little suspension of disbelief 
to imagine that the woman was dead. Two shopkeep- 


ers were asked if they had any ''pictures showing 
blood." The first complained that they had been 
“taken off the market because they're illegal,” and the 
second complained that “и sells out so fast we can't 
keep it in stock.” 

Magazines featuring spanking, women figating, 
leather or rubber garments, exaggerated shoes and 
boots, and enema administration (6) tended :o be 
displayed in or adjacent to the floor space devoted to 
bondage and domination magazines. One magazine 
depicted six men and women smeared with mud, one 
showed two women fighting in mud, and one showed a 
man being diapered. Transvestite magazines and those 
depicting partial transsexuals (7) were displayed as a 
group, except in one shop where a few were located 
among the homosexual materials. 

Pseudochild pornography was identifiable by juve- 
nile costumes, settings, and accessories and by titles 
emphasizing youth. Although many of the models 
appeared young, none was preadolescent. One pseu- 
dolesbian magazine and two showing couples had 
titles implying that the relationship wzs incestuous. 

Bondage and domination directories and ‘‘swing- 
ers” directories purport to contain listings of women, 
couples, and a few men willing to engage in specified 
sexual activities. The listings are arranged geographi- 
cally and provide either a post office box address or, in 
a few magazines, a telephone number. 

The majority of magazines of all types depicted 
women wearing high heels and lingerie. Fellatio was 
depicted about as frequently as vaginal intercourse 
and much more commonly than cunnilingus, except in 
the bondage and domination materials, where, if there 
was direct sexual contact at all, it tended со be 
cunnilingus. 


= = — — 


Am J Psychiatry 139:11, November 1982 


DISCUSSION 


In :970 the Commission on Obscenity and Pornogra- 
phy reported that the sexual content of ‘‘adults опу” 
magazines had progressed from nudist magazines in 
the early $960s, through detailed depictions of the 
genitalia in 1967 or 1968, to implied sexual activity in 
June 1970. From the mid-1960s through June 1970, 
fetish magazines featuring rubber and leather wearing 
apparel, lingerie, and high-heeled boots were pro- 
duced in *'relatively small quantities," and depictions 
of bondage, domination, and spanking were ‘‘availeble 
in limited quantities." Photographs of ‘‘actual sexual 
intercourse graphically depicting vaginal and/or oral 
penetration" accompanied by legitimating text were 
sold exclusively under the counter (8). 

The extent to which the ‘‘adults only" magazine 
market has changed in the last decade is not widely 
recognized. The materials that were the mainstay of 
the market in 1970, showing only a woman posed 
alone, constituted 10.7% of the merchandise in our 
sample, with the other 89.3% of the merchandise 
comprising materials formerly unavailable or sold only 
under the counter. Images of fellatio and of women 
wearing high heels and lingerie were as prevalent as 
images of vaginal intercourse, suggesting that they 
have »ecome normative sexual imagery. 

In contrast, the extremely low prevalence cf imag- 
ery specifically limited to women fighting, leather 
garments, rubber garments, exaggerated shoes and 
boots, and pregnancy suggests that an extremely small 
audience depends on these specific images for sexual 
arousal. The prevalence was slightly higher for imag- 
ery of spanking, enema administration, and anal inter- 
course and considerably higher for transvestite imag- 
ery, suggesting correspondingly larger audiences. 
None of these forms of imagery is suppressed, and it is 
doubtful that other sources compete successfully for 
the same market. 

Suppression probably explains the absence of true 
child pornography (including believable incest depic- 
tions) and zoophiliac imagery. Many paperback novels 
devoted tc incest and pedophilia and a few films 
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depicting bestiality were available in the sarge shops. 

The most important observation of this study is that 
17.2% of the materials reviewed were explicitly devot- . 
ed to bondage and domination. Although the imagery: 
of many of these materials tempts one to label them 
**sadomasochistic," as some proclaim themselves to 
be, we have avoided that term for three reasons. First, 
we agree with Stoller (1) that sadism and masochism, 
in the broadest sense, play a part in all pornography. 
Second, many bondage and domination magazines do 
not depict suffering or bodily injury, the expected 
imagery of an audience meeting DSM-III criteria for 
sexual sadism or sexual masochism. Third, we believe 
that too little is known of the practitioners and subcul- 
ture of bondage and domination to permit clear delin- 
eation between sexual sadism, sexual masochism, and 
other paraphiliac bondage and domination imagery. 
Some members of that subculture have voiced strung 
opposition in the underground press to being catego- 
rized with sadists and masochists and have called for 
scientific research on their own sexual practices. The 
fact that bondage and domination imagery is by far the 


'most prevalent nonnormative imagery of current het- 


erosexual pornography suggests that such research is 
overdue. 
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Bright Artificial Light Treatment of a Manic-Depressive Patient with a 


Seasonal Mood Cycle 


BY ALFRED J. LEWY, M.D., PH.D., HERBERT A. KERN, NO3MAN E. ROSENTHAL, M.D., 


AND THOMAS A. WEHR, M.D. 


The authors have recently shown that sunlight and bright 
artificial light can suppress human melatonin secretion. 
They now report on a patient with a seasonal mood cycle 
whose winter depression remitted when his hours of daylight 
were lengthened with bright artificial light. (Am J Psychiatry 
139:1496-1498, 1982) 


In most warm-blooded species, circadian rhythms 
are synchronized ^y the 24-hour light/dark cycle, and 
seasonal rhythms are regulated by the length of day- 
light (1). Because humans routinely use artificial light 
to extend daylight со a constant length the year round, 
one might assume that the human environment is 
without seasonal time cues. Recently, however, we (2) 
have shown that human melatonin secretion can be 
suppressed by sunlight and by bright artificial light but 
not by light of ord:nary indoor intensity. 

These findings suggest that extending our hours of 
illumination with ordinary indoor light probably does 
not interfere with seasonal rhythms cued by the chang- 
ing length of sunhght throughout the year. Further- 
more, these findings raise the possibility that human 
circadian and seasonal rhythms can be regulated by 
bright artificial light substituted for sunlight. The fol- 
lowing is what we believe to be the first published 
report in which light is used to experimentally manipu- 
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late a biological rhythm in a manic-depressive patient 
with a seasonal mood cycle; his winter depression 
remitted after several winter days were extended with 
bright artificial light. 


Case Report 


The patient was a 63-year-old married man who hed been 
seen by one of us (A.J.L.) for 2 years; he had been diagnosed 
according to the Research Diagnostic Criteria (3) as having 
bipolar II major depressive disorder. When depressed, he 
was withdrawn, self-critical, and anxious; he lost interest in 
normally pleasurable activities, complained of lack cf ener- 
gy, and feared going to work. When hypomanic, 3e was 
energetic and outgoing; he required less sleep and often had 
racing thoughts. His mood swings began when he was 35 
years old, although he was not aware of a seasonal pattern in 
these episodes until the age of 46 and was not diagnosed as a 
manic-depressive until the age of 49. АП attempts го treat 
this disorder with tricyclic antidepressants, monoamine oxi- 
dase inhibitors, or lithium failed because of his inability to 
tolerate the side effects. - 

The onset and offset of each hypomanic and depressive 
episode were well documented in a daily diary he had kept 
for the last 14 years (table I). His hypomanias usual. v began 
in January or February and were 22 weeks in duration; his 
depressions typically began in July and were always a: least 
29 weeks in duration. In 1974 he was depressed for an entire 
year, and between 1975 and 1977 his depressions lasted 
somewhat longer than usual, giving his mood cyzle the 
appearance of a circannual, rather than a seasonal, rhythm. 
However, in 1978 his depressive and hypomanic episodes 
returned to their typical seasonal pattern. 

During the first week of December 1980 (when dawn was 
at 7:00 a.m. and dusk was at 5:00 p.m.), he was 16 weeks into 
a depressive episode and, according to past experienze, was 
not due to switch for at least 13 weeks. For 10 days he was 
exposed to 2000 lux of fluorescent light (Vita-Lite) Eetween 
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BLE 1. Onset and Offset of One Patient's Hypomanic and Depres- 
sive Episodes Over 14 Consecutive Years 








Episode and Week of Week of Duration 
Year Onset? Offset? (weeks) 
Нуротапіс 
1967 3 26 23 
1968 4 27 23 
1969 5 26 21 
1970 4 26 22 
1971 3 26 23 
1972 3 25 22 
1973 3 26 23 
1974 5 27 22 
1975-1976 31 2 23 
1976—1977 47 18 23 
1978 6 27 21 
1979 6 28 22 
1980 12 33 21 
Depressed 
1967—1968 26 4 30 
1968--1969 27 5 30 
1969—1970 26 4 30 
1970—1971 26 3 29 
1971-1972 26 3 29 
. 01972-1973 25 3 30 
1973-1974 26 5 31 
1974—1975 27 31 56 
1976 2 47 45 
1977-1978 18 6 40 
1978—1979 27 6 31 
1979—1980 28 12 36 
1980 33 49 165 


3] «first week of year; 52=last week of year. 
bAn unusually short depressive episode occurred upon lengthening his winter 
days with bright artificial light. 


his time of awakening (6:00 a.m.) and 9:00 a.m. and between 
4:00 p.m. and 7:00 p.m., thereby extending his photoperiod 
to 13 hours (a spring photoperiod). His mood was evaluated 
based on self-ratings (100 mm line visual analog mood scale 
[50 mm=euthymia] [4]), nurses’ ratings of depression (modi- 
fied 15-point Bunney-Hamburg mood scale [5]), and activity 
monitoring (6). 

After 4 days the patient appeared to switch ou: of his 
depression: self-ratings of mood increased from a mean 
(X SD) of 20+2 to 39x 1 mm, nurses’ ratings of depression 
declined from 4.5 to 1.0, and 24-hour activity counts in- 
creased from a mean of 4,748+35 to 7,0035 1,074. 

In order tc evaluate the biologic activity of the light used 
in this trial, we measured its effect on suppressing the 
patient's nighttime melatonin secretion. On the last night of 
the study, he was awakened between 2:00 a.m. and 4:00 a.m. 
and exposed to the same light as during the previous 10 days. 
Blood was drawn through an indwelling venous catheter 
between 1:00 a.m. and 3:00 a.m. Plasma melatonin was 
measured using the gas chromatography-mass spectrometry 
assay of Lewy and Markey (7). Melatonin levels averaged 
123 pg/ml before the lights were on; they declined 88% to 15 
pg/ml curing light exposure; and they increased to 79 pg/ml 
after the lights were turned off. 


Discussion 


Our patient was exposed to light that was biological- 

ly effective in that it suppressed nighttime melatonin 
,'levels to approximately those of daytime levels. The 
same light, when used to lengthen the patient's winter 
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days, appeared to terminate his winter depression well 
before the usual time of the year. Although his re- 
sponse could have been a coincidence or due to a . 
placebo effect, we hypothesize that he switched out оѓ“ 
his depression as a result of exposure tc a spring 
photoperiod. 

Treatment of more patients with winter depression 
is currently being evaluated in a modifed crossover 
study using yellow fluorescent light of ordinary inten- 
sity to control for possible placebo respoases. Certain- 
ly, most patients with affective disorders do not have 
obvious seasonal rhythms, and affective episodes can 
occur at any time of the year in unipolar and bipolar 
patients with or without seasonal rhythms; however, 
winter depression appears to be more prevalent than 
previously realized (8). 

In a recent survey (8), we found that the hypomanic 
episodes of many patients with seasonal mood cycles 
began to remit after the summer solst:ce. These pa- 
tients typically became increasinglv depressed in the 
early fall and winter, with a remission that began 
between the winter solstice and the vernal equinox. As 
in the present case report, these patients appear to 
respond more to day length than to other environmen- 
tal factors :hat change throughout the year. 

Suppression of melatonin secretion is a useful mark- 
er for hypothalamic effects of light (9, 19). The retino- 
hypothalamic tract conveys photic informat.on to the 
suprachiasmatic nucleus, which is thought to be the 
endogenous pacemaker that generates several circadi- 
an rhythms (9), including the nighttime vise and dav- 
time fall in melatonin levels (9, 10). Although melato- 
nin has a role in the regulation of seasoaal rhythms in 
many animal species, this hormone does not necessari- 
ly mediate the effects of light on biologizal rhythms in 
humans (1, 10); however, light sufficiently mtense to 
suppress melatonin secretion is presumably capable of 
affecting other human biological rhythms as well (10). 

The present case report supports the hy pothesis that 
humans have seasonal rhythms that respond to sun- 
light and bright artificial light. Future clinical studies 
of physiolegic and pathologic biological rhythms in 
humans should be undertaken with the know-edge that 
bright artificial light and sunlight might Fzve ziological 
effects that ordinary room light lacks. Our findings 
suggest that sunlight may be an important environmen- 
tal time cue for human biological rhythms and that 
bright artificial light may be a potential -reatment 
modality. 
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L-Tryptophan in the Maintenance Treatment of Bipolar II Manic-Depressive Illness 


BY BERNARD D. BEITMAN, M.D., AND DAVID L. DUNNER, M.D. 


А 63-year-old woman with bipolar II illness failed to respond 
to imipramine and lithium but responded well to a trial of L- 
tryptophan alone for 11 months. Although doses and mecha- 
nisms have not yet been determined, L-tryptophan may be a 
treatment alternative when lithium is ineffective. (Am J 
Psychiatry 139:1498-1499, 1982) 


Lithium is well established as the treatment of 
choice for the prevention of recurrent mania and is 
also very effective in the treatment of recurrent de- 
pression (1). In this case report we describe a woman 
with recurrent incapacitating depressions and occa- 
sional hypomanic bursts (thereby fulfilling the diag- 
nostic criteria for bipolar II manic-depressive illness) 
who responded well to low doses of L-tryptophan after 
failures with maintenance trials of imipramine and 
then lithium. 

The literature on the effectiveness of tryptophan in 
the treatment of manic-depressive illness is equivocal. 
Prange and associates (2), in a double-blind crossover 
study of 10 manic patients, alternately treated them 
with 6 g of L-tryptophan and 400 mg of chlorpromazine 
ahd found the two treatments equally effective. How- 
ever, Chambers and Naylor (3), in a double-blind 
placebo-controlled trial of 2 g of L-tryp:ophan with 10 
manic patients, found it to be no better than placebo. 
Murphy and associates (4) found tha: L-tryptophan 
had a moderate effect in mania. In the treatment of 
depression, L-tryptophan was found to be effective in 5 
of the 10 double-blind comparative studies with doses 
ranging from 3 to 16 g over 10—40 days. Van Praag (5) 
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suggested three reasons for the variable responses of 
depressed patients to L-tryptophan. 1) Patients may 
have received insufficient doses in part because some 
of the dose may have been metabolized in the liver by 
the enzyme tryptophan pyrrolase, which can be inhib- 
ited by nicotinamide. 2) A high initial tryptophan 
concentration that is plasma free may be correlated 
with better response. 3) There may be a therapeutic 
window effect, making doses that are too high ineffec- 
tive. 

Chouinard and associates (6) reported a case in 
which 12 g of L-tryptophan seemed to potentiate the 
effect of lithium in a bipolar patient who had failed to 
respond to lithium alone. It is unclear, however, from 
their report whether lithium was necessary in the 
continued treatment of the patient because they did 
not withdraw the lithium at any time’ during the 16 
weeks of combined treatment. There appear to be no 
studies of the use of L-tryptophan as a maintenance 
treatment. 


Case Report 


Ms. A was a 63-year-old married mother of two children 
who stated that her depression began 3 months after a 
hysterectomy and oophorectomy 16 years earlier. She 
claimed that the depressions occurred twice per vear in 
August and in January or February. They were character- 
ized by insomnia, social withdrawal, severe anhedonia, lack 
of interest in ordinary activities, fatigue, difficulty in concen- 
trating, anorgasmy, decreased interest in sex, and unreason- 
able feelings of guilt over her symptoms of depression. She 
had no appetite or weight changes, and she was not suicidal. 
She reported that she had periods of elation accompanied by 
much social activity, during which time everything felt right 
with the world. She insisted that these periods were only 
slight variations from her base line of spontaneity, gaiety, 
and enthusiasm. She described no clearly manic episodes. 
One year after her operations she sought help from her 
internist, who prescribed estrogens and then testosterone, 
both of which were discontinued. Between the ages of 54 and* E 


57 Ms. A saw two other internists, and they began her on low 
ЕД 


"e 


Ат J Psychiatry 139:11, November 1982 


ses of imipramine (50—75 mg/day), to which she responded 
favora»ly. After Ms. A was on the medication for 3 weeks, 
her depression subsided. Shortly after her symptoms subsid- 
ed, she stopped taking imipramine. When a depression 
recurred, she followed the same medication pattern. By the 
time Ms. А was 57 years old she was no longer receiving a 
positive response from imipramine, and she sought a psychi- 
atric evaluation at a psychiatric clinic. At that time she was 
euthyroid while taking 3 g of thyroglobulin and 1.25 mg of 
conjugated estrogens. When she was 62 years old, the 
regimen of thyroglobulin was changed to .3 g of levothyrox- 
ine socium. 

By the time of the psychiatric evaluation Ms. A һай heard 
of lithi1m treatment, but she was unwilling to undertake it. 
Instead, her psychiatrist suggested that she raise her dose of 
imipramine to 100 mg. She raised the dose on her own to 150 
mg, and after a month she reported that she was happy and 
euphoric. She was advised to continue taking the imipra- 
mine, but she decided to lower the dose herself and gradually 
became depressed again. Ms. A reported for treatment 
sporadically and only when she felt depressed. She was then 
transferred to the care of one of us (B.D.B.). 

• М5. A continued her pattern of sporadic visits only when 
depressed and continued to adjust her medications on jer 
own. She was reluctant to accept the diagnosis of manic- 
depressive iliness, and she did not vant to start lithium. We 
raised her imipramine to 250 mg, at which time she had a 
blood level of 210 ng/m! of imipramine and 44 ng/ml of 
desipremine. She was receiving some benefit, but her re- 
sponse time increased from 3 to 9 weeks, and her depres- 
sions seemed to come more frequently. After a clear manic 
episode, she was willing to try lithium. 

When she was 61 years old, Ms. A began lithium and 
discontinued imipramine. Her blood levels averaged .7 mEq/ 
liter (.€—.9) at a lithium dose of 750 mg/day. Her depressions 
became less severe for most of the course of lithium thera»y, 
but they became longer and recurred more frequently. As 2 
years drew to a close, Ms. A became increasingly more 
frustrated because her depressions once again became more 
severe. Two years later she began to take 2 g of L-tryptophan 
in diviced dases while continuing the lithium. Within 2 days 
her mcod returned to normal. А few weeks later she was 
asked to stop the L-tryptophan in an A-B-A design. After 2 
days sne became depressed again. She started taking L- 
tryptophan again and developed normal mood within 2 days. 
Four months after starting the L-tryptophan Ms. A stopped 
the lithium and noticed that she became slightly more 
hypomanic. Then 3 months later she became mildly de- 
pressec; she raised the tryptophan dose to 2.67 g and felt 
better within 2 days. She continued taking 2.67 g for 2 weeks 
and then returned to 2 g with пс change in her mood. 
Approximately 4 months later (several weeks before Christ- 
mas) she became hypomanic (excessive happiness and re- 
duced sleep). Afterward she became severely depressed, 
raised ker dose to 2.67 g, felt better after 3 days, and reduced 
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the dose to 2 р after 10 days with no change in тоо. She has 
remained in almost complete control of her mocd for more 
than 45 weeks using L-tryptophan. 


. 


Discussion 


Since lithium is not always effective in the treatment 
of bipolar disorders, physicians need to hzve other 
alternatives available, Carbamazepine may be an alter- 
native (7), but antidepressants may trigger mania. _- 
Tryptophan appears to have given Ms. A excellent 
control over her mood, perhaps by stimulatirg produc- 
tion of serotonin. Low serotonin levels may permit 
fluctuations in catecholamines to cause mania (high 
catechols) or depression (low catechols). Once cor- 
rected, serotonin levels may then prevent affective 
swings (2). A number of mechanisms may be responsi- 
ble for our patient's presenting complainzs. These 
mechanisms, based on a lower than normal amount of 
tryptophan available to the brain, include a poorly 
functioning transport system and an increased degra- 
dation of dietary L-tryptophan (8). Although trypto- 
phan is quite expensive and may require concomitant 
ascorbic acid and/or nicotinamide (9), it appears to be 
safe and may be considered an alternative mainte- 
nance treatment in bipolar patients who are unrespon- 
sive to or unable to take lithium. The effective dose 
range appears to be quite wide (2-12 g/day", which 
may indicate the absence of a therapeutic window. 
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Adverse Reactions Suggesting Amoxapine-Induced Dopamine Blockade | | 


- BY THOMAS E. STEELE, M.D. 


Two patients treated with amoxapine had reactions—typical 
dystonia in one and a complex resembling the neuroleptic 
malignant syndrome in the other—suggestirg that amoxa- 
pine may have impcrtant antidopaminergic or neuroleptic- 
like activity at standard therapeutic doses. (Am J Psychiatry 
139:1300-1501, 1982) 


Although the antidepressant amoxapine is known to 
share, with antipsychotic agents, antidopaminergic 
properties (1), few reports suggest this may be clinical- 
ly important. Recent reviews of amoxapine (2, 3) do 
not mention extrapyramidal effects such as dystonia, 
akathisia, or parkinsonism. However, galactorrhea 
and elevated prolactin caused by therapeutic doses of 
amoxapine suggest a dopamine-blocking effect in the 
tuberoinfundibular pathway (4). Furthermore, earlier 
animal work suggests that amoxapine's 7-hydroxy 
metabolite is active against the striatal dopaminergic 
systems presumed to be involved in extrapyramidal 
moter abnormalities (5). The only specific mention of 
extrapyramidal effects I could locate was two cases of 
"parkinson-like symptoms, swelling of the tongue, 
and difficulty in swallowing” in 2 of 13 patients treated 
with amoxapine; the doses received by these 2 patients 
were not reported (6). | report here two cases in which 
amoxapine played an important role in producing 
adverse reactions generally attributed to dopamine 
blockade. 


Case Reports 


Case 1. Mr. A was a 27-year-old man who had experi- 
enced sleep continuity disturbance, irritability, and de- 
pressed mood for 2 months. His family physician had 
prescribed 50 mg/day of doxepin for 1 week: when this 
produced little change, it was discontinued and 150 mg b.i.d. 
of amoxapine was begun. After taking a total of 600 mg in 2 
days. Mr. A rapid y developed neck stiffness, conjugate 
deviztion of his eyes, and tongue protrusion; when he was 
seen in our emergency room, a typical torticollis-like dys- 
tonia was diagnosed. Within half an hour after he received 50 
mg i.m. of diphenbydramine, his dystonic symptoms had 
disappeared. 
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Case 2. Mr. B, a 45-year-old psychiatric inpatient weigh- 
ing 73 kg, met DSM-III criteria for major depression, recur- 
rent, with psychotic features. He demonstrated rihilistic 
delusions and marked psychomotor retardation. His only 
previous psychiatric admission had been for a brief episode 
of “schizophrenia” 25 years earlier. 

Mr. B received 5 mg of haloperidol on his first 3ospital 
day, then 15 mg/day for the next 5 days; the haloperidol was 
discontinued after hospital day 6. He also received 2 mg/day 
of benztropine on hospital days 2 through 6. During this time 
he experienced no extrapyramidal symptoms except mild 
subjective stiffness. Amoxapine (200 mg/day) was begun on 
hospital day 7 and was increased to 300 mg/day on day 10. It 
was noted 4 days later (8 days after haloperidol was discon- 
tinued and 7 days after amoxapine was begun) tha: Mr. B 
had a parkinsonian gait and posture. Two days later it was 
recommended that he engage in more ward activities to • 
"diffuse his restless energy." Considering his initis] motor 
retardation, his continued depressive affect, and his prefer- 
ence for social isolation, Mr. B's ‘‘restless energy" probably 
represented akathisia rather than an improvement in his 
depression. He resumed taking 10 mg/day of haloperidol 
without concomitant benztropine 1 day later; 3 days later 
(hospital day 20) the amoxapine was increased to 400 mg/ 
day. The following day Mr. B developed a fever of 39.8?C, 
and he had an increase in parkinsonian signs (rigidity, 
cogwheeling of his arms, and mask-like facies). Over the 
next 4 days his fever abated, having gone no higher than 
40.4C. His white blood cell count while he was febrile 
ranged from 7,300/mm? to 9,500/mm?, with an increase in 
immature granulocytes. Liver function studies revealed ele- 
vated SGPT (2.5 times the upper limit of normal), elevated 
SGOT (2 times the upper limit of normal), and elevated 
lactate dehydrogenase (1.7 times the upper limit of normal), 
with normal bilirubin and alkaline phosphatase. A search 
failed to reveal the presence of bacterial and viral infections 
known to cause fever and elevated liver enzymes: only 
mycoplasma titers showed an acute (1:8) to convalescent 
(1:64) rise. In the absence of abnormal lung findings, howev- 
er, mycoplasma infection was thought not to have played a 
significant role. Mr. B's liver functions returned tc normal 
within 14 days, except for the SGPT, which was normal in 19 
days. Although psychotropic medication was discontinued 
when his fever developed, he had a degree of bradykinesia, 
shuffling gait, and masked facies that persisted for 2 weeks. 


Discussion 


Mr. A presented a straightforward extrapyramidal 
reaction of the type frequently seen with high-potency 
antipsychotic agents. It is apparent that amoxapine 
doses within the manufacturer's guidelines can rapidly 
lead to a substantial dystonic syndrome. In addition, 
some instances of amoxapine-induced agitation (7) 
might represent unrecognized akathisia. Aithough 
some (2) report that amoxapine possesses important* 
anticholinergic effects, others (8) suggest that the drug 
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ks free of anticholinergic action. If the latter is true, 
amoxapine's propensity to cause extrapyramidal 
symptoms would be heightened, since a relative cho- 
linergic dominance resulting from the drug's dopamine 
blockade would not be antagonized by a concomitant 
anticholinérgic effect. 

Mr. B's case suggests a possible effect that mav be 
less frequent but potentially more serious: precipita- 
tion ог aggravation of a symptom complex sharing 
some features of the neuroleptic malignant syndrome. 
This syndrome is considered to result from dopamine 
blockade (9), especially in sensitive or predisposed 
indiv:duals (10); symptoms may reflect a response to 
the muscular rigidity and immobility of a severe extra- 
pyrarnidal syndrome rather than primarily a neurolep- 
tic-induced hypothalamic dysfunction (10). Although it 
is possible that haloperidol was solely responsible for 
the svndrome in Mr. B, a commonly reported minimal 
daily dose of haloperidol in reports of neuroleptic 
malignant syndrome is 15 mg, and this patient's total 
haloperidol dose (120 mg) was relatively quite low (9). 
The cetails of Mr. B's dosage schedule for haloperidol 
and amoxapine suggest that amoxapine may have 
played a synergistic, or possibly primary, role. Be- 
cause amoxapine's antidopaminergic activity seems 
sufficient to at least contribute to the development of 
the nzuroleptic malignant syndrome, it is conceivable 
that with further clinical use, cases of this syndrome 
caused by amoxapine alone will appear. Although 
some (2) suggest that the neuroleptic dose of amoxa- 
pine is much higher than the antidepressant dose, 
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others (1) believe that the neuroleptic aad asitidepres- 
sant doses are similar. Because neuroleptic malignant 
syndrome is probably underdiagnosed (9,, 80), a high-, 
index of suspicion will be needed to recognize it if it i$ 
produced by a drug not usually viewed as г neurolep- 
tic. Furthermore, some amoxapine-treated patients 
may need to take a concomitant antipa-kinsonian 
medication. 
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Abnormal Dexamethasone Suppression Test Results in Chronic 


Schizophrenic Patients 


BY MaNTOSH J. DEWAN, M.D., ANAND K. PANDURANGI, M.D., MICHAEL L. BOUCHER, PH.D., 


BENJAMIN F. LEVY, M.D., AND LESLIE F. MAJOR, M.D. 





The authors performed the dexamethasone suppression test 
(DST) on 20 nondepressed, nonmelancholic chronic schizo- 
phrenic patients. Their findings of 3096 nonsuppression and 
of spontaneous normalization cause the authors to question 
the uszfulness of this test in the general psychiatric popula- 
tion. (Am J Psychiatry 139:1501—1503, 1982) 
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The dexamethasone suppression test (OST) has 
gained wide acceptance as a reliable biological test 
with which to support the diagnosis of melancholia (1), 
to indicate choice of treatment, and to judge prognosis 
(2). It appears to delineate a subgroup of subjects with 
depression that is primary (3) and that has e-dogenous 
features, a late onset, and recurrences (2). These 
depressed subjects have a family history of cepression 
and a propensity to commit suicide (4). Further sup- 
port for the usefulness of the DST stems frcm studies 
which indicate that about 50% of patients with primary 
depression have a positive DST response while none 
of the patients with secondary depression do (3). In 
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addition, psychotrepic drugs do not effect DST results 
(1). 

Postdexamethasone nonsuppression is reportedly 
highly specific for melancholia, and the false-positive 
rate in normal subjects and psychiatric patients with- 
out melancholia is only 426 (1). To our knowledge, 
there are no reports of nonsuppression in schizophren- 
ic patients. For example, none of the 15 subjects in 
Carroll and associates' study (5), none of the 48 
subjects in Schlesser and associates' report (3), and 
none of the 25 subjects in Gold and associates' study 
(6) of schizophrenic patients had an abnormal DST. 
There are, however, references to nonsuppression 
among some schizoaffective and catatonic patients 
(J.S. Carman and associates: ‘‘Dexamethasone Non- 
suppression: Predictor of Thymoleptic Response in 
Catatonic and Schizo-Affective Patients," presented 
at the 1980 annual meeting of the Society of Biological 
Psychiatry, Boston). 

As part of a larger study, we administered the DST 
to a cohort of chronic schizophrenic patients and 
found a significantly higher rate than expected of 
abnormal DST results. In addition, in some of these 
patients the DST responses returned to normal (sup- 
pression) spontaneously. To our knowledge, both of 
these findings have not been previously reported. 


Method 


Our cohort comprised 20 male patients diagnosed according to 
DSM-III as having chronic schizophrenia. Schizoaffective and 
schizophrenic patients with concurrent major depression were ex- 
cluded from this study. Diagnostic subtypes of schizophrenia were 
as follows: 10 (50%) undifferentiated, 6 (30%) paranoid, 3 (15%) 
disorganized, and 1 (5%) catatonic. The subjects’ mean age was 28.3 
years (range, 22-40 years), and their mean duration of illness was 
7.7 years (range, 2-18 years). After informed consent was obtained 
and medical exclusion criteria (1) were ruled out, 1 mg of dexameth- 
asone was given to each patient at 11:00 p.m. The next day a 4:00 
p.m. blood sample was taken and assayed by fluorometry to 
determine the patient's cortisol level. At the same time each patient 
was evaluated on the Brief Psychiatric Rating Scale (BPRS) and the 
Hamilton Rating Scale for Depression; the rater was blind to the 
patient's blood cortisol levels (5 g/dl or above was considered 
nonsuppression). 

We considered a score of 17 or greater on the 21-item Hamilton 
scale to indicate significant depression (17 is the cutoff score used 
for outpatient research on depression and is more sensitive than the 
cutoff score of 25 used for drug research on depression). 


Results 


Of the 20 chronic schizophrenic patients, 6 (30%) 
had abnormal DST responses. АП 20 patients had а 
Hamilton score of less than 17, and none met the 
DSM-III criteria for melancholia. Table 1 lists the 
cortisol levels and BPRS and Hamilton scale scores 
for the 6 nonsuppressors. 

Comparing the group of nonsuppressors (N=6) with 
the group of suppressors (N14), we found no signifi- 
cant difference in their scores on the BPRS and the 
Hamilton scale. In addition, postdexamethasone corti- 
sol levels did not correlate significantly with the BPRS 
or Hamilton scale scores. 
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TABLE 1. Post-DST Cortisol Levels and BPRS and Hamiltan zud 
Scores of Nonsuppressing Chronic Schizophrenic Patients 








Serum Cortisol BPRS Hamilton 
Patient Level (u.g/df)* Score Score! 
1 16.2 41 16 
5.5 48 ° 16 
2 8.4 37 6 
4.2 26 2 
3 6.7 35 10 
2.4 31 5 
4 7.2 39 5 
5 5.6 ` 56 15 
6 11.4 49 16 





?Test repeated for patients 1, 2, and 3 at 38, 26, and £3 days, respectively. 
*Mean (+80) score was 42.8+8 for nonsuppressors (N=6) and 38.9+ 10.4 for 
suppressors (N14); the difference was not statistically significant. 

cA score of 17 ог more indicates a substantial depression. Mean (+50) score 
was 11.35 for nonsuppressors (N=6) and 10.0+6.9 for suppressors (N14); 
the difference was not statistically significant. $ 


As shown in table 1, 3 of the 6 nonsuppressors were 
given the DST 26—53 days later without any change in 
their treatment regimen (which included essentially. 
neuroleptics—none was given antidepressants, lithi- 
um, or electroconvulsive therapy [ECT]. Two 
showed a spontaneous return to suppression, and the 
other's cortisol level dropped from 16 pg/dl to 5.9 рр/ 
dl. There was no significant change in their Hamilton 
scale and BPRS scores between the initial blood 
drawing and the repeat drawing. 


Discussion 


Our finding of 30% nonsuppression of post-DST 
serum cortisol levels in 20 chronic schizophrenic pa- 
tients at a 4:00 p.m. blood drawing disagrees with the 
specificity and diagnostic confidence of 95% found by 
Carroll and associates (1). In fact, if cortisol levels had 
been drawn at 11:00 p.m. as well, about 20% more 
nonsuppressors might have been detected (1). Further, 
in view of our findings of spontaneous changes in the 
test results, we speculate that retesting the group of 
suppressors would show spontaneous nonsuppression 
in some and would add to the false-positive pool. 

These data and the 53% nonsuppression reported in 
nondepressed demented patients (7) support Coch- 
ran's theoretical caveat (8) that the 9596 specificity and: 
diagnostic confidence is "heavily dependent on the 
prevalence of the disease in the population tested" 
and, for example, falls to about 50:50 if there are only 
10% true melancholic subjects in the population being 
tested. 

There are no ready explanations as to the underlying 
mechanism of, or factors influencing, the false positiv- 
ity reported in 426 of normal subjects and nonmelan- 
cholic psychiatric patients (1), in 5396 of demented 
patients (7), or in 3096 of this group of chronic schizo- 
phrenic patients. Equally confounding at present is the 
spontaneous return to normal suppression. These data 
raise serious questions about both the specificity and • 
reliability of the DST in a general psvchiatric popula- 


” 
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lus In addition, since DST nonsuppression appears 
nonspecific for depression, it must not be used as an 
indication for treatment with the secondary amines, 
lithium, or ECT, as recommended by the literature (2 
and Carman and associates' unpublished work). This 
is particulérly important in the case of nonsuppressing 
demented and schizophrenic patients because of their 
increased susceptibility to psychosis while taking anti- 
depressants. 

There are, however, several possible clinical corre- 

lates suggested by our small sample of nonsuppressing 
chronic schizophrenic patients. Two of the 6 patients 
were overweight, and obesity is known to be associat- 
ed with DST nonsuppression (9). Two others had their 
neuroleptics lowered a few days before the DST, and it 
may be postulated that this ccnstitutes physiological 
stress whizh alters DST results. One patient had made 
12 suicide attempts in the past 10 years. Two siblings 
of another patient had committed suicide, but the 
patient had never made a suicide attempt himself. 
"These factors raise the possibility that, like nonsup- 
pressing depressed patients (4), nonsuppressing chron- 
ic schizophrenic patients may »e at particular risk for 
suicide. To our knowledge, the effect of obesity and 
medication changes on DST results has not been 
studied in a psychiatric population. 

Since this and other recent studies question the 
value of the DST in the diagnosis and management of 
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patients, we urge caution for the present in tne inter- 
pretation and use of the DST; we feel that senal DSTs 
іп a large sample of chronic schizopareni: patients. 
seem warranted in order to extend end с:агіѓу the 
findings and hypotheses raised here. { 


REFERENCES 


1. Carroll BJ, Feinberg M, Greden JF, et al: A speci&z laboratory 
test for the diagnosis of melancholia. Arch Ge- Psychiatry 
38:15-22, 1981 

2. Brown WA, Qualis CB: Pituitary-adrenal disinhi tion in de- 
pression: marker of a subtype with characweristic : linical fea- 
tures and response to treatment? Psychiarv Ве. 4:115-128, 

' 1981 

3. Schlesser MA, Winokur G, Sherman BM: 4ypotk:lamic-pitu- 
itary-adrenal axis activity in depressive illness. Arzh Gen Psy- 
chiatry 37:737-743, 1980 

4. Coryell W, Schlesser MA: Suicide end the dexamethasone 
suppression test in unipolar depression. Am I Psychiatry 
138:1120-1121, 1981 

5. Carroll BJ, Curtis GC, Mendels J: Neuro-endocrim: regulation 
in depression, II: discrimination of depressed “som nonde- 
pressed patients. Arch Gen Psychiatry 33:1951-1853, 1976 

6. Gold MS, Pottash ALC, Extein I, et al: Diagnosis æ` depression 
in the 1980s. JAMA 245:1562-1564, 1931 

7. Spar JE, Gerner R: Does the dexamethasone tes; distinguish 
dementia from depression? Am J Psychiatr ~ [39:223—240, 1982 

8. Cochrar. P: DST and the diagnosis of melincho:z (itr to ed). 
Arch Gen Psychiatry 38:1067, 1981 

9. McHardy-Young S, Harris PWR, Lessof MH, ег : Single dose 
dexamethasone suppression test for Cush ng's swndrome. Br 
Med J 2:740—744, 1967 


Use of the Microphage Migration Inhibition Factor Test to Determine the Caus= of 
Delayed Hypersensitivitv Reaction to Haloperidol Syrup 


BY YIFRAH KAMINER, M.D., ALAN APTER, M.D.. SAM TYANO, M.D.. ELLA LIVNI, PH.D., 


AND HENRICUS WIJSENBEEK, M.D. 





A violent psychotic patient responded to haloperidol syrup 
but developed an urticarial reaction. An immunological test, 
the macrophage migration inhibition factor test, showed the 
allergic factor to be a nonactive constituent of the syrup; this 
finding permitted the safe use of haloperidol tablets. v Am J 
Psychiatry 139:1503--1504, 1982) 





Eypersensitivity reactions to antipsychotic drugs 
usually necessitate switching to other medications. 
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This can lead to difficult managemert problems with 
the violent psychotic patient who is difficult to control. 
In this paper we present a case of delayed -ypersensi- 
tivity reaction to haloperidol syrup, which 5, as far as 
we know, the first to be reported. Br using an immu- 
nological test, the macrophage migration inhibition 
factor test, we were able to show that rae allergic 
reaction was due to the preservative met-ylparaben. 
As methylparaben is not a constituemt of tle haloper- 
idol tablet formulation, we were able to coatinue sale 
and efficacious therapy with halcper dol tablets. 
Case Report 


Mr. A, aged 17 years, was transferred to >ar unit from 
another hospital because of violent hom cidal cehavior. He 
was unmanageable despite receiving a ccmbinzmon of chlor- 
promazine, thioperazine, and promazine in high doses. 
When he was admitted his medication wa: changed to 
chlorpromazine tablets. 
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A chlorpromazine dose of 2000 mg/day controlled Mr. A's 
behavior, but he was confused and his speech was blurred. 
Attempts to reduce the dose resulted in reappearance of the 

‘violent behavior. For this reason, his medication was 
switched to haloperidol tablets (100 mg h.s.), with good 
results. Problems with compliance, however, led us to 
substitute syrup for the tablets. Within 36 hours an urticarial 
maculopapular rash appeared over all of Mr. A's body 
except his face. All drug treatment was stopped and a blood 
sample was taken for a migration inhibition factor test (1), 
which showed that Mr. A was not allergic to the haloperidol 
itself but to one of the other constituents of the syrup. We 
were thus able to reinstitute treatment with haloperidol 
tablets and Mr. A continued to make progress. 


Method 


The migration inhibition factor test was performed by incubating 
Mr. A'slymphocytes and the macrophages of normal guinea pigs (1) 
with the examined drugs in concentrations that did not inhibit the 
free migration of macrophages alone. The macrophage migration in 
the presence of Mr. A's lymphocytes and the suspected allergenic 
drug was compared with that in the absence of the drug. The results 
were expressed as a migration index. A migration index of 0.80 or 
lower was considered to constitute a significant inhibition of macro- 
phage migration, which is known (2) to correlate with cell-mediated 
immunity in vivo. The test was performed three times (see table I). 
1) Mr. A's lymphocytes were introduced to the haloperidol solution 
and the háloperidol tablet; a significant macrophage inhibition was 
obtained with the syrup, whereas no response to the tablet was 
Observed. 2) Tests were then performed with methylparaben, lactic 
acid, and the haloperidol solution; Mr. A's lymphocytes responded 
to the haloperidol solut:on and to the methylparaben but not to the 
lactic acid. 3) Tests with combinations of haloperidol tablet and 
methylparaben and haloperidol tablet and lactic acid showed a 
positive response of Mr. A's lymphocytes to the mixture containing 
methylparaben, thus increasing the probability that this agent was 
the allergenic agent. 


V 


Discussion 


Paraben is the product of esterifying p-hydroxyben- 
zoic acid with methanol (3). These substances have 
been used as bacteriostatic and fungostatic agents 
since 1930. They are used as preservatives in many 
parenterally and orally administered drugs, including 
vitamins, antibiotics, diuretics, antihypertensive 
agents, heparin, insulin, and antipsychotic drugs (3, 4). 
To our knowledge, there have been no reports of 
hypersensitivity phenomena of either the delayed or 
immediate type after orally administered parabens (3). 
Only two cases of immediate hypersensitivity to local- 
ly injected parabens, which were used as preservatives 
for local anesthetics, have been reported (5, 6). 

All the parabens are capable of inducing cutaneous 
allergic responses of the delayed hypersensitivity type 
(їп about 3% of cases) (3, 7). As with the parabens, 
other seemingly innocuous “‘inactive’’ substances in 
the pharmacological preparations of antipsychotic 
drugs may be responsible for side effects. As in this 
report, immunologic tests may aid in making more 
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TABLE 1. Macrophage Migration Inhibition Factor Index of Allergic 
Reaction Between a Patient's Blood Serum and Constituents of 
Haloperidol Formulations 





Index* 
Test 2 





Suspected Allergen Test 1 Test 3 





Haloperidol 
Syrup 
1 ug/ml 1.0 76 ‚73 
10 pg/ml .90 .68 .66 
50 pg/ml 80 70 74 
Tablet | 
10 pg/ml 
50 pg/ml 
Methylparaben 
50 pg/ml 5 76 
250 ug/ml 54 
Lactic acid 
10°M 1.0 
10° M 1.0 ‚95 
105 M 1.0 
Combinations 
Haloperidol tablet and 
methylparaben 
1 pg/m! haloperidol and 50 
pg/ml methylparaben 
10 pg/ml haloperidol and 100 
ug/ml methylparaben 73 
250 mg/ml haloperidol and 250 
ug/ml methylparaben .60 
Haloperidol tablet and lactic acid 
1 pg/ml haloperidol and 10° M 
lactíc acid .92 
10 ug/ml haloperidol and 10° M 
lactic acid .85 
250 ug/ml haloperidol and 10* M 
lactic acid .87 


*A migration index of .80 or lower is considered te reflect a significant 
inhibition of macrophage migration, which is known (2) to correlate w th cell- 
mediated immunity in vivo. 


specific diagnoses and thus enable the clinician to 
safely continue treatment by means of another mode 
of administration. 
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GENETICS 





Psychobiology and Psychopathology, Vol. 1: Genetic Research 
Strategies in Psychobiology and Psychiatry, edited by Elliott 
S. Gershor, M.D., Steven Matthysse, Ph.D., Xandra О. 
Breakefield, Ph.D., and Roland D. Ciaranello, M.D. Pacific 
Grove, Calif., Boxwood Press, 1981, 451 pp., $38.50. 


What do nematodes, chimeric mice, and nervous po:nter 


dogs have to do with psychiatry? They are all members of 


the bestiary that geneticists use in attempting to trace the 
pathway from strands of DNA to »sychiatric disorder. Add 
to this menagerie the tools used in genetic analysis, rarging 

.from the test tube to the computer, and one begins to 
appretiate the breadth of subject matter in this volume. The 
work is a collection of papers and presentations from a 1979 
meeting of the American College of Neuropsychopharmacol- 
ogy. The topics echo not only the promises and excitement 
in a feld expecting great things but also the heterogeneous 
disciplines that rally around the genetic banner. 

Ge-shon's introduction gives g valuable overview and 
lends organization to the volume, which consists of five 
sections. The first deals with in vitro strategies aimed mainly 
at identifying properties of primary gene products—pro:eins 
and enzymes. In our opinion chapter 5 by Omenn should be 
chapter 1. It contains a useful glossary of terminology and 
sets the stage for a discussion of genetic polymorphisms. 
Housman and Gusella discuss the use of restriction endonu- 
cleases that recognize and cleave DNA at specific sites and 
the development of probes that detect resultant fragments. 
This recombinant DNA approach, currently a hot area in 
molecular biology, offers the promise that an exhaustive map 
of the human genome may be available within the next 
quarter-century. Three chapters discuss two-dimensional gel 
electrophoresis, a technique that has greatly enhanced the 
ability to separate proteins and iso-enzymes, enabling the 
detection cf new genetic polymorphisms. Of interest is the 
paper by Comings, who has ident:fied a polymorphism that 
may be associated with depression. 

The second major section deals with cell-culture technolo- 
gies. The initial pages of Breakefield’s chapter contain an 
excellent overview of both the potentials and pitfalls of these 
methods, and a paper by Pettegrew describes the application 
of fluorescent spectroscopy to celi cultures. 

The third section, titled Studies of Heritable Psychobio- 
logical Variations, is largely a miscellany. Two chapters, one 
by D.W. Bailey and the other by J.C. DeFries, deal with 
methods used by animal breeders to detect genetic variation. 
The remaining chapters report empirical work ranging in 
topic from a description of the ‘‘nervous’’ pointer dog (a 
breed artificially selected for fearfulness) to the use of EEG 
in the genetics of human behavior. 

Section four is devoted to the ‘‘computerniks”’ of the field. 
Here we find a welcome departure from the traditional 
conference report dealing with quantitative methods in ge- 


netic analysis. Instead of reporting new methods, three of 
the eight papers discuss computer simulation 5f methods 
already in use. Perhaps this portends a trend -oward pin- 
pointing strengths and weaknesses in existing mathematical 
models and calculating the power of various strztegies used 
to resolve the complex issues of genetic and cv tural trans- 
mission. The final section of the book is a round-table 
discussion of the research already reported. 

Do not expect an introductory text for the novice, a 
review of “traditional” strategies like family, tw n. or adop- 
tion studies, or even a discussion of the empirical evidence 
implicating genetic factors in psychiatric discrders. The 
dilettante in psychiatric genetics will quickly be detected by 
this volume because some knowledge of molecular genetics. 
neurochemistry, and quantitative analysis is assumed. Even 
among the experts in the field, few could claim 2xpertise in 
all the areas sampled. Neither will one find a full-course 
dinner. Instead, one encounters a smorgasbord of tasty 
treats. 

The book's main strength—indeed the rezson why it 
deserves a place on the bookshelves of any researcher 
interested in psychobiology and genetics of psyzhiatric dis- 
order—is that it brings various recipes to one table to be 
sampled. Granted, several dishes are miss:ng. For example, 
there is no detailed treatment of developmental genetics, 
such as Benzer's important work cn fate mapping, and 
cytogenetics has no representative (it ever. fails to make the 
index). Yet there is enough here to sat.sfy the appetite. 
especially of those hungry for information about neurotrans- 
mission. We congratulate the editors for a job well done in 
organizing people from diverse backgrounds and the authors 
for the clear, lucid presentation of their отп research 
findings. 

One minor disappointment is the choice of dessert. We are 
offered gelatin instead of gateau. For a few min: tes at least, 
individual researchers emerge from their own nizhes to enter 
an academic show and tell, but at the end we receive the 
impressior that these individuals, having tasted 2ach other's 
recipes, will go back to cooking the same olé brozh instead of 
being tempted to embark on new culinary adventures. Out- 
side of the heterogeneity problem (the conjecture that one 
psychiatric illness may actually be a collectiom of distinct 
genetic syndromes), there is little discussion of the themes 
and problem areas that should unite the dispa-ate areas of 
genetics in its attack on psychiatric disorder. For example, 
studies on laboratory animals and on humans sv zgest impor- 
tant genetic effects on such a wide variezy c^ behavioral 
phenotypes that we might suspect a large number of protein 
polymorphisms in the brain. Yet very few po. ymorphisms 
have been identified. “How come?” is an inte-esting ques- 
tion that is not raised. Perhaps the technology far uncovering 
different aileles is too insensitive; aficionados of two-dimen- 
sional electrophoresis (e.g., Comings) should czrefully con- 
sider the limitations of this method (e.g., Elliot: chapter 2). 
Or perhaps the genetic link is not in the solutiom proteins in 
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the brain; 1 may be in processes that determine the number 
of neurons (e.g., R2is and associates, chapter 16) or in 
„membrane proteins :e.g., Boehme and Ciaranello, chapter 
' £7). The kernels for a discussion on this topic are there, but 
no blossom appears. 

But this is a peccadillo, not a mortal sin. With no available 
road map to guide us from DNA to behavior, this volume 
places us at an inters2ction of many roads. Some will be cul- 
de-sacs, others may lead to the right destination. Kety 
(chapter 32) suggests that finding the right path may involve, 
'among other things, dumb luck. If dumb luck is being at the 
right place at the right time, we add that the successful 
scientist is the one who happens upon the right place at the 
right time and realizes it. To maximize these chances for the 
psychiatric geneticis:, we suggest careful digestion of this 
volume and attendarce at апу future conference organized 

along these lines. 


GREGORY CAREY, PH.D. 


PETER McGurrIN, M.D. 
St. Louis, Mo. 
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Eating, Sleeping, and Sexuality: Treatment of Disorders in 
Basic Life Functions, edited by Michael R. Zales, М.Р. New 
York, Brunner/Mazel, 1982, 299 pp., $25.00. 


“This must be a good book,” was a visitor's comment 
when he noticed the title. It is, but, as the subtitle suggests, 
for reasons unlike the ones my visitor assumed. Instead of 
depicting life's Epicurean pleasures, the book offers a 
learned account of life's vexations, those variations in 
human form and expression that Fellini is prone to portray in 
his movies. 

The papers, which are introduced and edited with great 
care by Michael Zales, were originally prepared for the 1981 
annual scientific meeting of the American College of Psychi- 
atrists held in Tucson, Ariz., on the theme ‘‘Disorders in 
"Basic Life Functions.’’ As Shervert Frazier, then president 
of the American College of Psychiatrists, states in his 
foreword, one purpose of the meeting was to promote the 
profession’s movement toward primary identification as 
physicians; certainly the theme of the conference helped 
smooth the way. 

The book is organized along nature’s still mysterious 
hierarchy: eating, sleeping, sexuality. Without food, little 
sleep is slept; lack 5f food and sleep wear down sexual 
desire. Since under contemporary cultural conditions, Puri- 
tan standards have a:l but disappeared and scarcity of food 
or rest if they do occur are usually temporary, the discussion 
of issues of deprivation plays a negligible role in the book, 
with the exception o? anorexia netvosa, where privation is 
self-imposed. By contrast, all kinds of problems created by 
the abundance and ‘ow cost of food, by expectations of 
‘normal’? sleep, and by the cultural requirement for sexual 
competence can nov be recognized. 

The book consists of 13 chapters with 4 essays covering 
each of the major themes. The 13th chapter, which slightly 
strays from the therratic line, consists of Julius Axelrod's 
Stanley R. Dean Award Lecture, a theoretical paper on 
“The Fate of Catechclamines and Its Impact in Psychophar- 
macology." Written-by a pioneer in psychopharmacology, 
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the paper is remarkable in its simplicity and makes TS 
reading for students in the field. 

The theoretical counterpart {о Axelrod's paper is the 
article on the ‘‘Physiclogy and Psychology of Hunger and 
Satiety’’ by Garfinkel and Coscina, which introduces the 
section on eating. It is a meticulous review of the anatomical 
pathways, hormonal and metabolic substrates, neurochemi- 
cal influences, and behavioral and cognitive factors that bear 
on hunger and weight regulation. Precisely by edducing 


-virtually every bit of known information, the authors high- 


light the missing knowledge: we are still far from compre- 
hending the mechanisms regulating normal and abnormal 
eating or weight control. Halmi presents a succinct paper on 
“The Diagnosis and Treatment of Anorexia Nervosa.” In 
the diagnostic part, which includes case vignettes to illus- 
trate multiaxial DSM-III diagnoses, Halmi mentions that 
amenorrhea. was omitted from the DSM-III criteria as a 
result of an editing error. Hospital treatment for the acute 
phase has the aim of nutritional and weight restoration 
assisted by behavioral techniques and drugs, supplemented 
with family counseling and psychotherapy. 

In his well-organized article on ‘‘Two Psychological Treat- 
ments for Obesity,’’ Stunkard describes how he achieved the 
nearly impossible: evaluating the effectiveness of psycho- 
analytic treatment. He conducted a survey study of patients 
in whom—and this is important—obesity was incidental. 
Stunkard was able to demonstrate the effectiveness of psy- 
choanalytic treatment, including long-term maintenance of 
weight loss, for mild to moderate obesity. The rest of the 
chapter is devoted to a thoroughly expert descripticn of the 
rationale and specifics of behavioral techniques commonly 
used in weight control programs. 

For treating extreme degrees of obesity, extreme mea- 
sures were introduced in the late 1950s. Castelnuovo- 
Tedesco reviews the ‘‘Surgical Treatment of Obesity: Psy- 
chiatric Aspects" (what is really meant is superobesity, 
where patients have at least doubled their normal weight). 
Over the years, less drastic but still effective operative 
techniques have evolved: the jejuno-colic anastomosis, 
which resulted in serious complications such as electrolyte 
disturbances, was eventually replaced by a jejuno-ileal anas- 
tomosis. Increasingly, gastric bypass procedures thai reduce 
gastric capacity through a variety of techniques are consid- 
ered first choice. Castelnuovo-Tedesco has found major 
psychopathology to be rare among superobese patients and, 
although definite psychiatric screening criteria have not been 
developed, recommends the exclusion of patients with major 
psychiatric disorders and those who are ambivalent, emo- 
tionally unstable, or impulsive. That most patients for whom 
surgery has been fairly successful have adjusted well and 
reacted positively to bypass surgery despite sometimes 
protracted ill health may surprise those who thought of 
Obesity as a symptom and a defense. 

The section on sleep disorders medicine occupies with 
good reason the largest portion of the book. Sleep research- 
ers have been unusually productive in their investigations 
into the physiology and pathologv of sleep and have suc- 
ceeded in reestablishing the continuum between the awake, 
conscious state and the eyes-closed (as Roffwarg puts it), 
reversible state of unconsciousness, sleep. Except for con- 
tinuing the Freudian tradition by remaining curious about 
dreams, we psychiatrists have tended to ignore the sleeping: 


- state. Orr, Roffwarg, and Altschuler express concern that 


physicians have neglected to inquire into or to monitor the » 
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.quality of their patients’ sleep; at worst, we prescribe 
hypnotics without making a diagnosis. 

Clearly in an attempt to remedy the situation and to 
convey some of the basic facts, the editor has taken more 
than che usual care to organize the sleep section: there is no 
redundancy, and each paper conveys a certain amount of 
information, is well written, and is interesting to read. 

In his chapter “Оп the Biology of Sleep,” Orr reviews the 
developments that have occurred in sleep research since the 
initial observations of Kleitman, Aserinsky, and Dement in 
1967 of periodic rapid eye movements (REM) during sleep 
and their association to dreaming. It is now known that REM 
sleep is qualitatively ditferent from non-REM sleep. REM 
sleep constitutes an activated state: dreaming is continuous, 
brain metabolism is high, substantial alterations in heart rate 
and respiratory rate occur with periodic deviations in sys- 
temic blood pressure, body temperature becomes poikilo- 
thermic, and there is inhibition of postural muscles—all signs 
indicative of greater than normal variances in hypothalamic 
regulatory control. Orr devotes a substantial part of his 
chapter to the alterations of respiratory function during 
sleep The basic somnographic recordings, the electroen- 

*cephalogram (EEG), the electrooculogram (EOG), and the 
submental electromyogram (EMG) have now been comple- 
mented by monitoring a variety of other physiological pa- 
rameters. For the study of sleep-related respiratory disor- 
ders, inspiratory and expiratory ventilatory airflow, pulmo- 
nary resistance, and thoracic breathing movements are 
monitored to determine dysfunctions (e.g., obstructive sleep 
apnea) that can result in hypertension, right ventricular 
failure, and hypersomnolence. 

Parenthetically, in reading the sleep section I was im- 
pressed with the fact that clinicians in sleep research have an 
admirable gift for developing precise descriptive terms for 
sleep-related phenomena, a gift which seems equaled only 
by а fondness for converting the just-coined intelligible term 
into a less intelligible abbreviation. Whereas all of us have by 
now become accustomed to REM and non-REM sleep and 
PSG for polysomnogram, new advances have generated new 
terms. For example, GER stands for sleep-related gastro- 
esophageal reflux; disorders of initiating and maintaining 
sleep are called DIMS; disorders of excessive somnolence 
become DOES; and excessive daytime sleepiness is EDS. 

Rotfwarg, who chaired the committee that developed the 
Diagnostic Classification System of Sleep and Arousal Dis- 
orders (1), coauthored the chapter on ‘Тһе Diagnosis of 
Sleep Disorders” with Altschuler. The paper is outstanding 
becatse it is, more than any other in the book, devoted to 
teaching: how to evaluate sleep complaints, variations in 
sleep requirements, and how to take a sleep history. A 
samp.e history with screening questions is included along 
with a reprint of the new diagnostic classification system. 
Four major categories of sleep disorders are recognized: 1) 
disorders of initiating and maintaining sleep (insomnias), 2) 
disorders of excessive somnolence, 3) disorders of the sleep- 
wake schedule, and 4) dysfunctions associated with sleep, 
sleep stages, and partial arousals (parasomnias). Roffwarg 
and Altschuler review the first and the third categories and 
the clinical conditions associated with each of them in depth. 
The remaining two classes, the disorders of excessive sleep 
and tae parasomnias, are covered in a fine clinical paper by 
Williams, Derman, and Karacan. Complaints of excessive 
daytime sleepiness have only recently been related to disor- 

e derec nighttime sleep. The best-krown disorders associated 
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with excessive somnolence are narcolepsy and ;leep apnea, 
but a variety of other conditions, including psychiatric 
illness, can lead to excessive sleepiness; these are also 
reviewed. It may not be well known that Sleepwalking, 
which is classified under the parasomnias, is nct rare (from 
10% to 20% of the population are said to have experienced 
sleepwalking) and that males are affected more often than 
females. 

There are conditions that can be diagnosed more reliably 
during sleep than during wakefulness. Fcr example, sleep 
research has provided the tools for distinguishing organo- 
genic from psychogenic erectile impotence. Karacan, Wil- 
liams, Derman, and Aslan, in their chapter on ‘‘Impaired, 
Sleep-Related Penile Tumescence,’’ describe the multidis- 
ciplinary diagnostic procedure used for the evaluation of 
impotence. This paper also can be recommended as a model 
for an expert yet intelligible description of a complicated 
evaluation process. 

The section on sexuality is somewhat obliquely shaped. 
Although Seymour Levine writes a thoroughly expert and 
enjoyable paper on ‘‘The Biology of Sex^ tha: covers the 
research exploring determinants of male and female sexual 
behavior in all kinds of mammalian spec:es (rats, squirrel 
monkeys, macaques), research on humar. sexual develop- 
ment and behavior is only alluded to. Levine cn one occa- 
sion half-seriously challenges the sound experimental evi- 
dence suggesting that hormones are essential Гог initiating 
and maintaining the intricate sequence of sexual behavior by 
arguing that no studies have been done showing that normal 
hormonal levels (testosterone levels, for instance) are asso- 
ciated with sexual behavior. The three remaining papers 
address sexual problems in humans. In a fairly short paper 
on “The Psychodynamic Approach to the Treatment of 
Sexual Problems,” Judd Marmor describes several somatic 
techniques used to treat sexual dysfunctions in the late 
nineteenth and early twentieth centuries. Some of these 
techniques are now regarded as clumsy or outrizht injurious 
and make an insensitive remark or error committed in the 
course of behavior therapy or psychotherapy look like a 
trifle. The conceptualization of sexual dysfunctions seems to 
have moved from a previous lofty metapsychological posi- 
tion (libidc) to the physiologic phases (desire, excitement, 
and orgasm), and so has their treatment. Marmor claims that 
contemporary treatment places more emphasis on perform- 
ance anxieties, situational factors, anc personalizy structure 
than on infantile sexual conflicts. What he does not explain 
is how personality problems can be addressed without 
examining the patient's conflictual feelings, expectations, 
and attitudes within the therapeutic ог analytic relationship 
(i.e., through the transference), expectations that invariably 
will be linked to childhood experiences and conflicts, be they 
sexual or ronsexual. 

Golden describes ‘‘Behavioral Approaches to Sexual 
Problems." He addresses the topic with such articulate 
directness and states the treatment aspects with such benign 
frankness that there can be no doubt that his personal appeal 
sustains а good part of the therapeutic momentum. He 
discusses contraindications for sex therapy along with attitu- 
dinal changes, communication training, expanding the sexu- 
al repertoire, resistance, and systematic desensitization. 
Many readers will have misgivings about tae practice of the 
therapist's self-disclosure, not merelv because self-revela- 
tion generally is considered improper bu: because it may 
unnecessarily burden an already oppressec patient. The last 
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in the series of articles on sexuality is Stoller's bold, 
exceptionally well-conceived, and fluently written article 
titled **Near Miss: Sex Change Treatment and Its Evalua- 
'tion." Stollér debates the controversies concerning sex 
change treatment, including the flaws in method of clinical 
studies, with such a keen and commanding grasp of the 
subject matter that this chapter is a delight to read, if only as 
an example of scientific prose. Stoller believes in differenti- 
ating between primary transsexuals, who, although anatomi- 
cally and physiologically males, are feminine in appearance 
and represent, with hermaphrodites, a handful of those who 
want sex change, ard secondary transsexuals, who have “а 
pretty intact sense of maleness and femaleness" but are 
severely disturbed in their masculinity and femininity. Sex 
change surgery, Stoller argues, should have been considered 
experimental treatment, conducted only within the context 
of controlled studies. Without this precaution, there is very 
little evidence now that sex change has done or will do much 
good; afew primary transsexuals may be the exception. 
This book can be highly recommended to every practicing 
physician and psychiatrist; it is carefully edited and well 
prepared. In certain areas, for example obesity or the 
catecholamines, some of the information may not be new. 
The sleep section, however, contains material that will be 
novel to most physicians. Other papers simply provide 
enjoyable reading for clinicians who want to remain in- 
formed about the biological basis of psychiatry.  ' 
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Psychophysiological Aspects of Sleep, edited by Ismet Kara- 
can, M.D., D.Sc. (Med.). Park Ridge, N.J., Noyes Medical 
Publications, 1981, 219 pp., $32.00. 


This volume contains the selected proceedings of the 1979 
Third International Congress of Sleep Research held in 
Tokyo. The 34 papers are organized into six thematic 
sections: Sleep and Eiological Rhythms, Neurophysiology of 
Sleep, Sleep Disorders, Pharmacology of Sleep, Computer 
Analysis of Sleep, znd Functions of Sleep and Dreaming. 
Missing from the volume, certainly to the regret of clinicians 
and clinical scholars, are the complete presentations from 
the symposia on the neuroendocrinology of sleep and seda- 
tive-hypnotic drugs, both of which were part of the Congress 
itself. The volume represents a somewhat dated (1979) array 
of reviews among which the reader can choose and not feel 
forced to read from cover to cover nonstop. А positive 
aspect of the proceedings is the international flavor of sleep 
research: the chapters are contributed by authors from nine 
countries, although the majority of chapters are by Japanese 
and American researchers. 

By far the most comprehensive section is Computer 
Analysis of Sleep, which serves as a reminder that a new 
phase of sleep research has already arrived. The authors 
emphasize the practical application of computers in sleep 
research and sleep cisorders medicine, ranging from scoring 
of EEG sleep stages to techniques of spectral and coherence 


Am J Psychiatry 139:11, November 1982 


. 


! 


analysis. Paul Naitoh's concluding paper (Wanted: A 
Cookbook") provides a needed historical and critical per- 
spective on the field of automated analysis in sleep research. 
Other sections of the book would have benefited from a 
similar overview, including a brief recapitulation cf points 
raised by the audience—the questions and argaiments that 
have always made the sleep meetings anything but sleepy. 

For the reader interested in sleep disorders, the paper by 
Bedrich Roth gives an interesting though somewhat idiosyn- 
cratic perspective on the diagnostic classification of the 
sleepy patient. Surprisingly, only 18 of Roth's 740 patients 
were diagnosed as having sleep apnea, and fully 207 were 
called ''idiopathic." Since the time of the Congress, a 
nosology of sleep and arousal disorders has been published 
(1), and, as evidenced by a recent collaborative case series 
(2), the number of sleepy patients with idiopathic diso-ders is 
very much smaller than in Roth's data. Broughton and 
colleagues present a cross-cultural study of the im»act of 
narcolepsy on the lives of patients. They also discuss the 
possible relation of narcolepsy and depression at a clinical 
and electrophysiological level. 

Readers following the application of sleep research to the 
psychobiology of major psychiatric disorders may find the 
section on biological rhythms of some interest. For example, 
Enco contrasts the effects of eastward and westward travel 
by airplane on the composition of sleep and its temporal 
organization. Westward flight is associated with reduction of 
REM latency, but eastward flight is not. One current hypoth- 
esis to explain the reduction of REM latency in depression is 
that it reflects similar alterations in circadian.phase. The 
papers by Inoye, Ibuki, and Stephan and associates, all 
clearly written, present data from animal studies on the 
circadian regulation of the sleep-wake cycle. 

The sections on the neurophysiology and pharmacclogy of 
sleep are the least comprehensive, although Drucker-Colin's 
paper on the role of a specific polypeptide in modulzting or 
triggering REM sleep addresses an issue of perennial interest 
to neuropsychologists and psychiatrists alike. 

Finally, the introductory essay by Dement and Karacan 
(two ''grandfathers" of the sleep movement) provides а 
timely reflection on the prospects for sleep researzh and 
Sleep disorders medicine in the 1980s and ends with a call for 
renewed commitment to the field, especially by young, 
scholarly clinicians (many of whom are psychiatrists), who 
are urged to consolidate an identity as sleep specialists. 
Whether this book will succeed in its stated goal of °*тесгий- 
ment" will be hard to measure, but one hopes and expects 
that it will indeed contribute to the generation of innovative 
sleep research proposals with attractive priorities from the 
funding sources, to wider involvement of sleep researchers in 
the review process itself, and to teaching medical students and 
young physicians this vital aspect of neuroscience. 
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Psychopharmacology of Sleep, edited by David Wheatley. 
New York, Raven Press, 1981, 256 ор.. $29.00. 


With the growing interest in the area of sleep disorders 
medicine and the rapid expansion of sleep disorders centers. 
there is a geed for the physician to acquaint himself or 
herself with the recent advances as well as the critical агзаѕ 
in the psychopharmacology of sleep. Although the focus of 
this volume is on the pharmacology of sleep and its applica- 
tion to the treatment of patients with sleep disorders. a broad 
variety of basic issues, including the phylogeny of sleep. the 
role of neurotransmitters in sleep, benzodiazepine receptors. 
and sleep peptides, provide both an interesting and compre- 
hensive background to the prescription and the appropriate 
choice of hypnotic medications for patients who complain of 
sleeping difficulties. 

The volume is divided into two broad categories. The 
Nature of Sleep and Clinical Somnopharmacology. In each 
section there are outstanding reviews. The chapters by Drs. 
Koella and Drucker-Colin on the roles of neurotransmitters 
and endogenous sleep peptides are noteworthy. In addition. 
the section on the benzodiazepine receptors by Dr. Skolnick 
and his colleagues is particularly relevant to the sleep 
clinician, given the widespread use of benzodiazepines for 
the symptomatic treatment cf insomniac patients. The prac- 
tical issues of sleep disruption follcwing rapid travel across 
several time zones and the optimization of drug effects by 
using information from circadian rhythm studies (chrcno- 
pharmacology) are reviewed by Drs. Wegmann. Klein. and 
Reinberg. Although the chapter on sleep phylogeny docs not 
always critically evaluate some of :he relevant issues (e.g.. 
the relationship between temperature and sleep). it none:he- 
less provides a basic background to the mystery of slee» in 
many different species. 

The section of the book on Clinical Somnopharmacology 
covers pharmacokinetics of hypnotics, the daytime residual 
effects of hypnotics, the effects of hypnotics on sleep. and a 
brief review of the sleep disorders. The chapter dealing with 
the effects of drugs on sleep deals exclusively with the 
subjective response of patients to various sleeping medica- 
tions and is written primarily for the physician who must 
manage the day-to-day sleeping problems of his or her 
patients. No objective sleep laboratory data are presented, 
and a word of caution must be sounded to those dealing with 
a patient who presents with the complaint of insomnia. 
Insomnia may be a symptom of many different sleep disor- 
ders, including upper-airway sleep apnea, narcolepsy. noc- 
turnal myoclonus, or circadian rhythm disturbance. In some 
instances, such as in the case of the patient who has upper- 
airway sleep apnea, hypnotics may, in fact. be life threaten- 
ing. Ideally, all patients with the complaint of insomnia 
should be screened in the sleep laboratory to rule out 
conditions that are exacerbated by sleeping pills. However, 
the physician, by being sensitive to the signs and symptoms 
of these disorders, can screen out inappropriate patients by 
taking a careful history. 

This issue of inappropriate prescribing practices is not 
addressed in this book, but it is coming to light as more 
advances are made in understanding the many types of 
insomnia. A more current review of the literature in the area 
of insomnia would be appropriate here. Similarly, although 
the various sleep disorders are reviewed in the last chapter 
of the book, more current literature, such as the Аѕѕосігпоп 

e of Sleep Disorders Centers nosology of the sleep disorders 
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(1). should be incorporated. In fact. given the oxective of 
this volume. a chapter on the pharmacological treazments of 
sleep disorders would have been appropriate. 

The final section of the book. a round-table discussion of - 
whether new hypnotics are needed. is particular y interest- 
ing and presents many different philosophies regarding the 
use of hypnotics—ranging from the elimination ог hypnotic 
use to the development of nonpharmacclogical treatments of 
insomnia. 

In summary. some of the most informative chapters in this 
book deal with the basic mechanisms that are relevant to the 
physician when he or she considers whether to prescribe 
sleeping pills. However. the relationship between sleep 
disorders and use of hypnotics is not examined w:th much of 
the current literature on sleep disorders in mind. $ 
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PSYCHOTHERAPIES 


Integrated Psychotherapy, by Ferdinand Knobloch, M.D., 
and Jirina Knobloch, M.D. New York, Jason Arovson, 1979, 
422 pp.. no price listed. 


In a brilliant metaphor drawn from microbiolzgy. Lewis 
Thomas (1) reasoned that we are most affected by life forms 
different from. but very little different "rom. our own. 
Fertility of interaction appears to be a functicn of slight 
gradients of variation. In intellectual matters as well it seems 
that progress depends on a proper tension. neither too great 
nor too small, between competing ideas. The fielc of psycho- 
therapy has been a virtual battleground for wide y disparate 
views of conflicting theories and techniques, but there are 
signs of a fruitful confluence. Ferdinand and Jirina Knobloch 
are Czechoslovakian psychoanalysts now workiag in Cana- 
da, whose efforts in intensive group therapy lzd them to 
sociolological emendations of psychoanalytic thecry. Draw- 
ing from their classical European education, eclectic and 
rich in philosophy and letters, the authors extend »sychody- 
namic concepts directly toward the new epistzmology of 
modern family therapy. 

It is refreshing that two modern clinicians raise again such 
questions as the relevance of Descartes and Copernicus for 
psychotherapeutic practice, and they reexpose us to discus- 
sions of the doctrine of free will and definitions of personal 
responsibility. Drawing such basic philosophica. inquiries 
through clinical practice and adding reflections from sociolo- 
gy, ethology. and systems theory, the authors “crge a rare 
and respectably old-fashioned bridge between clzssical and 
avant-garde concepts. There are careful descriptions of the 
Knoblochs' clinical work, with attention to detail and amble 
documentation through anecdotal material. Their program is 
multifaceted, but at its heart is an intensive short-term group 
therapy experience concentrated into a 4-6-week stay in a 
countryside residential therapeutic community. Some read- 
ers will be critical that the author-therapis:s do not eschew 
coercion in their efforts to assist the achievement of personal 
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freedom and resronsibility. Integrated psychotherapy is 
applied »with a sometimes heavy hand in that there is 
deliberate and systematic creation of powerful group pres- 
_ Sures to discourage ‘‘maladaptive’”’ behavior. It is clear here 
‚апа elsewhere that such techniques are quickly effective at 
breaking old neurctic forms, but it is less clear that these 
breakthrough experiences are accompanied by the emotional 
growth which best ensures the durability of such change. It 
does seem paradoxical that so often those who delve into the 
philosophy of individual freedom seem to respect it less in 
practice than in theory. The unique clinical aspect of inte- 
grated psychotherapy is in its creation of a setting where 
realistic and dynamically active family configurations can 
evolve. Thus the residential treatment center exposes indi- 
vidual psychotherepy patients to the powerful and some- 
times dramatically effective leverage of family therapy. 

On a more mundane level, integrated psychotherapy 
raises economic questions. The patient selection excludes 
the seriously ill, and so it is irrelevant that a 13-week course 
of treatment of a relatively healthy patient costs only 36.7% 
of a comparable invatient stay, because such a hospitaliza- 
tion would never take place. Such arguments are not reas- 
suring. А treatmen: form for outpatients must be measured 
against comparable alternate outpatient costs, but the rele- 
vant data are hard to come by. What the Knoblochs have 
established in Vancouver is an expensive, multifaceted 
system that would be difficult to duplicate, despite their 
arguments about the ready transfer of their techniques to 
conventional treatment settings. 

Integrated Psychotherapy is an integrated statement of the 
work of two lifetimes. It bears the highly individual stamp of 
its authors, and because of the breadth of their education and 
depth of their personal experiences there is an originality 
here of special interest to those working in group and family 
therapy. Their amalgam of psychoanalysis, clinical experi- 
ence, and modern and classical studies affords a fresh, yet 
(and one hesitates to use these words) quaintly European 
offering. 
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Transference Neurosis and Transference Psychosis: Toward 
Basic Unity, by Margaret I. Little. New York, Jason Aron- 
son, 1980, 315 pp., $25.00. 


Margaret Little, a now retired British psychoanalyst, was 
trained in psychoanalysis in the 1940s during the height of 
the theoretical conzroversies between Melanie Klein and 
Anna Freud. Like most British and European analysts, she 
was influenced by both camps. She joined neither and, 
instead, became an adherent of the ideas of Winnicott, a 
person she describes as so independent he refused to join the 
group of ‘‘independent analysts’’ formed as a result of the 
controversies. Little herself says, ‘‘This is not a tidy book." 
Not a systematic treatment of neurotic and psychotic trans- 
ferences, as the title suggests, it is an uneven collection of 
papers, personal thoughts, poems, and an unusually candid 


Am J Psychiatry 139:11, November 1982 


Ф 
dialogue with Langs. In essence, the book is a record of 
Little's evolving clinical ideas concerning patienis who 
suffer from what she calls “psychotic anxiety.” Throughout 
she contrasts neurotic anxiety, for which classice! psycho- 
analytic theory and technique suffice, and anxiety over 


psychological survival, annihilation, or chaos, the anxiety of . 


patients who failed in childhood to develop sufficient psychic 
“continuity.” 

The 14 papers that make up the main part of the book were 
written between 1950 and 1978. Most have been published 
previously. Their strong point is that thev show an analyst at 
work. (Little tells Langs that Masud Khan says about her, 
“Oh, of course she doesn’t know anything about theory or 
metapsychology,’’ and she adds, And he wouldn't be very 
far out!” [p. 303].) Little honestly and courageously uses the 
psychoanalytic method in an inadequately charted clinical 
area, always attempting to expand psychological knowledge 
and therapeutic effectiveness. The major significance of her 
writings is that, like Winnicott, she tried to fathom the very 
group of disorders which still occupy the center of psycho- 
analytic attention at the present time—the wide spectrum of 
disorders variously designated borderline psychotic, border- 
line, narcissistic, and, more recently, disorders of the self. 

Little makes no bones about the fact that her work draws 
heavily on her own personal struggles with psychological 
illness and a number of incapacitating breakdowns (only one 
of these necessitated hospitalization for a brief time); on her 
personal experiences in an unsuccessful ‘‘classical’’ psycho- 
analytic treatment with Ella Freeman Sharpe, an adherent of 
Anna Freud's views; and on the very different experience of 
a maturation-promoting, integrative second analysis with 
Winnicott. The two analyses of Margaret Little form the 
backbone of her clinical and scientific contributions. much 
as the two analyses of Harry Guntrip (1, 2) are crucial to the 
respective contributions of Guntrip and Kohut. From Sharpe 
she learned negatively—that the analysis of neurotic (oedi- 
pal) conflict ‘‘missed everything about me that mattered” (p. 
281); that the theory and technique designed for neurosis 
consistently overlooked the nonverbal, personal dimension 
of patient-therapist interaction. From Winnicott she learned 
positively—that a ‘‘facilitating environment" and ''good 
enough holding"' are vital to the treatment of the patients in 
question. 

These learning experiences, coupled with her own clinical 
failures with nonneurotic patients, are the source, then, of 
the interrelated concepts she develops: transference psycho- 
sis or delusional transference, *'basic unity,” direct presen- 
tation of reality in the area of delusion, and countertransfer- 
ence in its positive and negative dimensions. In brief, these 
concepts reflect the view that patients suffering from surviv- 
al anxiety, whatever their psychiatric diagnosis, must get 
back by means of regression to an undifferentiated state of 
psychological fusion or oneness with the analyst, that is, to 
basic unity. Putting this in Winnicott's terms, Little believes 
that the patient must regress to a greatly feared and greatly 
needed 100% dependence, to what she considers a delusion- 
al replica of the nonverbal] mother-infant ‘‘one-body”’ rela- 
tionship of the first year of life. In the treatment of areas of 
delusion, she argues, the analyst (therapist) must present 
reality to the patient in very direct ways. The reality that is 
available is in the therapist or analyst himself or herself—in 
his or her functions, person, personality. The reality is found 
through nonverbal interaction as well as verbal interpreta- 
tions of the transference and countertransference. This 


enables the patient to sort out self from nonself, shift from, 
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Melusion to reality, and mourn his or her lost infantile 
omnipotence. Little provides clinical examples to illustrate 
her technique of using her own boredom, anger, hate, fear, 
love, etc. (countertransference) to present reality to the 
patient. And clinical examples illuszrate what Little regards 
as the unmastered countertransference, which is inimical 
because it yndermines patients’ first initiatives and self- 
affirmative steps. (Little is extraordinarily forthright in trac- 
ing these ideas to her view that Ella Sharpe's unconscious 
jealousy, envy, and competition for success was an under- 
mining element in her first analysis.) 

The presentation of Little's search for a better theory and 
technique of treatment for patients who need self-strength- 
ening would have been greatly enhanced by editorial com- 
mentary placing her search in a larger context. While Little 
and many British analysts were taking the path of fostering 
regressions in the belief that earliest infancy with the mother 
needed to be, and could be, relived, the entire field of 
psychoanalysis was facing precisely the same types of 
patients and precisely the same set of theoretical and clinical 
problems. Thus in the United States, ego psychologists “ike 
Franz Alexander were also trying to use the analyst himself 
or herself to provide ‘‘corrective emotional experiences" by 
reviving Ferenczi's and Rank's ''active techniques.'' At the 
same time, other ego psychologists were trying to deal with 
the same therapeutic difficulties by techniques aimed at 
fostering the “therapeutic” or "working alliance," a rela- 
tionship with the analyst as a ‘‘real’’ person, ‘‘пем object," 
"sustaining object," etc. 

Little's claims for her own contributions are modest. In 
chapter 3, first published in 1957, she writes, ''We can only 
know .. . that we are contributing то the future of analysis, 
and that today's changes will look different to those who 
come after us’’ (p. 80). How do Little’s ideas on regression 
to ‘basic unity” and the technique of using countertransfer- 
ence to present reality look today? The answer depends оп 
the analyst's theoretical orientation. To Langs and the “ate 
Alfred Flarsheim (who wrote the introduction) these ideas 
are a guide to current-day psychotherapy and analytic prac- 
tice, as weil as a program for future research into the 
therapeutic interaction of patient and therapist. From my 
point of view, Little's ideas, as well as those of the ego 
psychologists, the Kleinians, etc., look like transitional 
theory and technique. Reaching well beyond either id or ego 
psychology toward a self psychology, Little and Winnicott 
tried to fill in a gap in psychoanalytic theory and practice 
that has been filled more effectively—for the present at 
least—by a discovery of the greatest importance: many 
patients suffering from faulty ''continuity'"" and "'survival 
anxiety" (a term I believe preferable to ''psychotic anxi- 
ety") establish the treatable self-object transferences de- 
scribed by Kohut and his coworkers. These transferences 
are not delusional or psychotic, nor does the patient experi- 
ence the analyst or therapist as the mother of infancy. 
Instead, the analyst is experienced as a latter-day, new 
edition of the parents (father as well as mother) in their 
multiple roles, with their multiple strengthening functions. 
On the one hand, the psychic work of the analysis is 
accomplished in connection with the analyst's bit-by-bit 
explanations of the transference of needs for specific psy- 
chological functions, which are experienced as strengthen- 
ing, of the discontinuity-producing effects when these func- 
tions are insufficiently available, and of the continuity- 
fostering effects when the missing functions are reinstated. 

„ On the other hand, the work is accomplished by the patient's 
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still intact capacity to resume normal psychological! develop- 
ment and, bit by bit, to begin to take over reede J functions 
for himself or herself where the therapist inevitably leaves 
off and/or fails. . 
Many of Little's unsystematized clinical Observations * 
adumbrate some of Kohut's basic discoveries. Fcr example. 
after an analysis was terminated she came to realize that for 
the patient she was the father who should have helped her to 
deal in childhood with her mother's mental illness (p. 67). 
Had she ''discovered"' this psychological :ruth she would 
have also gone on to discover that her technique of present- 
ing ‘‘reality’’ with the use of countertransfe-ence (she even- 
tually told the patient she was bored with her endless 
complaints about her mother) entirely missed tke patient's 
need for the strengthening father-ally. Nevertheless there is 
enduring vzlue in Little's insistence that psychoanalysis 
cannot stop with insights into neurotic comict, valuable as 
these are foz the neurotic patients who do not st-uggle with 
psychological survival; in her emphasis on the fact that 
environmental (parental personality) defici: and continuity 
disorders go hand-in-hand; and in her challenge to the entire 
field of psychoanalysis—to arrive at an effective theory and 
technique for patients who need self-strengthening. More 
important than any of these, however, Little's ertire cont~i- 
bution, like Winnicott's, rests on a searching spirit. which is 
best exemplified in a memorable anecdote. Discussing with 
Langs what she learned from Winnicott, she recalled. ''I 
once said that I wished I could have got to him sooner. but 
he answered that he could not have done my analysis 
sooner—he would not have known enougF'' (p 300). The 
future of psychoanalysis rests on spirits such as these. 
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Psychoanalysis: Critical Explorations in Contemporary The- 
ory and Practice, edited by Alan M. Jacobson, M.D., and 
Dean X. Parmelee, M.D. New York, Brunner!Mazel, 1982, 
219 pp., $22.50. 


This compendium of nine individuallv prepared essays by 
a group of colleagues comes from selected psychiatry de- 
partment grand rounds at Massachusetts Geaeral Hospital in 
Boston. The purpose of the volume is to provide psychia- 
trists of different orientations with an update of psychoana- 
lytic theories and their utility in the clinical settiag. 

The collection begins with a scholarly, well-written cháp- 
ter by William W. Meissner on ‘Тһе History of the Psycho- 
analytic Movement." Meissner, fortunately, does not pre- 
sent us with a factual narrative organized on а temporal 
axis—instead, his ‘‘history’’ consists of tying together the 
progression of concepts as they were linked together. Thus 
we see the evolution of the repressive mode from the 
cathartic model and how this later concept links with 
Freud's idezs about infantile sexuality, the structural model, 
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transference and therapeutic alliance, and. later, object 
relations theory. 

Chapter 2 discusses a contemporary appraisal of the 
psychology of women. Malkah Notman’s presentation is 
clear, comprehensive, and useful. I do not know if there was 
an organizing principle to this volume, however, because the 
third contribution, by Gerald Klerman, deals with ‘‘Testing 
Analytic Hypotheses: Do Personality Attributes Predispose 
to Depression?” The research reported is interesting and the 
investigative method is skillfully woven into the study most 
effectively, but the chapter—like the following ones on the 
treatment of patients with primitive personalities, the psy- 
chotherapy of children, psychoanalytic group psychothera- 
py, family therapy, couple and sex therapy, the supervision 
of psychotherapy, and a future prospectus for psychoanal- 
ysis—stands alone. 

This collection is of high quality and gives the readers a 
good overview, but each of the chapters could have been a 
review article in a high-level psychiatric journal. After 
finishing the volume, I felt I could have filled out a form for 
continuing medical education credits. The index is adequate, 
the bibliographic references are appropriate, and the writing 
style is of uniform, excellent quality throughout. The book 
can be useful to the clinician, the student, and the psychiat- 
ric specialist who is not intimately in touch with psychoana- 
lytic theories past and present but who wishes to be in- 
formed of what is being debated, challenged, and affirmed by 
her or his psychoanalytic colleagues. 


GEoncE Н. PorLock, M.D., PH.D. 
Chicago, Ill. 


SCHIZOPHRENIA 





Schizophrenia, by John S. Strauss, M.D., and William T. 
Carpenter, Jr., M.D. New York, Plenum Medical Book Co., 
1981, 212 pp., $22.50. 


This book provides a short and clear introduction to the 
facts and problems of schizophrenia. Its approach is genu- 
inely interdisciplinary as expressed from the outset in the 
interactive developmental systems model, which accommo- 
dates biological, psychological, social, and other factors as 
well as their interaction over time. We regard this approach 
and the corresponding thoughtful weighing of evidence and 
arguments as important merits of the book. 

Chapter 3 gives an illuminating orientation about the 
problems of definition and diagnosis of schizophrenia. But in 
spite of its clarity it is tough reading for the biological 
researcher, because of the considerable uncertainty that still 
remains in the delimitation of ‘schizophrenia’ and the 
heterogeneity of groups of patients defined as ‘‘schizophren- 
ic." The research strategy of comparing schizophrenic pa- 
tients, other patients, and normal subjects with respect to 
certain measurements (biological or psychological) does not 
seem very promising according to this chapter. Another 
strategy would be to perform a measurement on ungrouped 
patients, and then compare this measurement with other 
types of measurements and observations made on the same 
persons. The observations might well include psychiatric 
diagnoses made according to various systems, e.g., various 
options from the flexible diagnostic system for schizophre- 
nia, recommended by the authors. 
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Such a debunking of psychiatric diagnosis in biological 
and psychological research would receive further support 
from a paper by John Strauss and associates (1), in which the 
question in the title is answered mainly in the negative. We 
think that this paper, which agrees with work done in France 
(2), is highly relevant to the discussion of theediagnosis of 
schizophrenia; therefore, we find it remarkable that it is not 
quoted in this discussion in the book. 

Writing on the dopamine hypothesis in the chapter on 
biological etiologies, the authors make the important state- 
ment that ‘‘at the current stage of psychiatry, experiments 
for proving or disproving any hypothesis definitively are rare 
indeed" (p. 89). We subscribe fully to this statement, but as 
a complement we would suggest a heightened alertness to 
possible signs of convergence between the results from 
different areas of investigation. With respect to the dopa- 
mine hypothesis we think there are such signs of conver- 
gence between psychiatric, neurologic, pharmacologic (clini- 
са] and experimental), neurophysiologic, ethologic, and 
stress studies. As rightly pointed out by the authors, howev- 
er, the evidence from biochemical studies on humans is still 
uncertain. Such a heightened alertness to possible conver- 
gences would of course be in good agreement with th 
interdisciplinary approach of this book. 

In the chapter on general principles of treatment, the 
authors make some very considerate remarks about drug 
treatment. For example, they report that the removal of 
uncomfortable hallucinations in some cases was associated 
with a sense of loss and abandonment (p. 149), an observa- 
tion that has also been made in our hospital. Such clinical 
experience could give rise to a more general reflection about 
the testing of drugs and other therapies: the evaluation of 
such tests might with advantage be divided into two steps. 
First, is there any demonstrable effect? Second, is the effect 
beneficial? As clearly illustrated by the book, the arguments 
in the two steps of evaluation will be very different, which 
is, . of course, an important reason for holding them 
apart. 

This two-step analysis may also be advantageous in the 
discussion of etiologies. For example, it has been argued that 
the genes, which are involved in the transmission of mental 
diseases, may have as their main function the transmission 
of traits valuable for survival (e.g., creativity). This aspect is 
barely hinted at in the book (p. 119) but seems to be of 
profound significance for the general attitude and the choice 
of problems in etiologic research. 

It is an important merit of the book that it covers so much 
material in a limited space, and we therefore find it appropri- 
ate that the literature references are selective. But we must 
criticize that the selection has a strong national (American) 
bias. Thus there is omission of the important French critique 
of the concept of schizophrenia as well as the European and 
Japanese contributions to the dopamine hypothesis (i.e., the 
important convergences on dopamine and stereotyped be- 
havior emerging from various types of animal and human 
studies). : 

ln summary, however, we have found so much inspira- 
tion, thoughtfulness, and information in this book that we 
regard it as an addition of lasting value to our library. 
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CHILD PSYCHIATRY 





The Psychoanalytic Study of the Child, Vol. 36, edited by 
Albert J. Solnit, M.D., Ruth S. Eissler, M.D., Anna Freud, 
LL.D., D.Sc., Marianne Kris, M.D., and Peter B. Neu- 
bauer, M.D. New Haven, Yale University Press, 1981, 450 
pp., $35.00. 


The papers in this volume provide more than a record of 
the year's achievements in child analysis. They constitute an 
overview of the developmental perspective in psychoanal- 
ysis. 

The volume begins with a tribute to Marianne Kris, who 

. died in 1980. This is followed by 13 essays in honor of 
Dorothy Burlingham, who died in 1979. The seminal influ- 
ence of Mrs. Burlingham on developmental research at 
Hampstead Clinic is reflected in the scope of these essays. 
The third section is composed of papers delivered at the 1979 
forum at Hampstead Clinic on the significance of insight in 
psychoanalytic theory and practice. These papers reflect 
Anna Freud's continuing interest in evolving a developmen- 
tal perspective within clinical theory. The final two sections 
are concerned with clinical theory aad applied psychoana- 
lytic work. 

Of the 13 interesting essays in the section on development 
I shall single out 6 for special mention. Edgcumbe's paper on 
a developmental line for acquisition of language and Freed- 
man's paper on the difference between speech and language 
are challenging expositions that deal with the relationship of 
psychological and biological influerce within the infant- 
caregiver system. Both of these articles expand understand- 
ing of the developmental significance of early interactional 
processes that determine the eventual integration of geneti- 
cally coded maturational schemas into the total functioning 
infant. Brinich's profile on deaf children and Will’s profile on 
blind children retrospectively survey the complexity of 
developmental problems encountered by sensorily impaired 
children. The systematic application of traditional tools of 
metapsychology seems inadequate to explain problems of 
synthesis of emergent structure. Anna Freud addresses 
these problems in an illuminating paper on the diagnostic 
significance of developmental lines. She proposes two mod- 
els of development that complement each other. The model 
of compromise formation describes the synthesis of drive, 
ego, superego, and environment into a person's character. 
The deficit mcdel describes arrests and failures of synthetic 
organization that breed later conflic:. Deficits result from 
sensory motor deficiencies, inadequate parental responsive- 
ness, and atypical ego and superego development that inter- 
feres with smooth neutralization of sexual energy for ego 
functioning. This paper represents a major expansion of 
Anna Freud's formulation about neurotogenesis from tradi- 

pal emphasis on the pivotal significance of the Oedipus 
complex. Colonna's moving report on two blind adolescent 
hoys followed since infancy who achieved success through 
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their own efforts and Dibble and Cohen's study of *dentical 
twins are examples of longitudinal research. D Eble and 
Cohen reexamine the nature-nurture question by usmg eight , 
sets of twins on whom interpair comparisons Werz made. ° 
Although stable continuities in development evolved from 
environmental interaction with the constitutional endow- 
ment of the twins, the authors also point to discont.ruities in 
development that resulted from multivariate deter-rinants. 
Papers from the symposium on insight indicate that the 
psychoanalytic situation is a fertile field in which to observe 
epistemological processes. Anna Freud, in her introduction, 
asserts that analysis not only restores knowlecge lost 
through the action of defense and symptom formazion but 
also adds new knowledge about mental processes that is not 
spontaneouslv available to an individual once deve opment 


` has ceased after adolescence. Although she mentior s excep- 


tions, such as creative people, and special people, such as 
Sigmund Freud, who are driven to discover truth, in her 
view development is not open-ended and becomes rigid in 
adolescence, when the balance of id and ego are regulated by 
stable defense systems. Pollock disagrees and гог to 
learning processes that remain open-ended throuzhout a 
person's lifetime. An example is spontaneous remin scence, 
which he feels is similar to working through and mourning in 
psychoanalys:s. Pollock and Abrams agree that the acquisi- 
tion of new personal knowledge proceeds agains! internal 
resistance to making new connections. The process .s facili- 
tated by communication to another person, pointinz to the 
significance ої interactional systems in development as well 
as clinical psychoanalysis. Abrams acknowledges Fat what 
a person can learn from a situation is limited bv the »sycho- 
biological cognitive organization that is available et a given 
time. This is important in child analytic work. Saengold 
defines insight as metaphor. Through metapho-, in his 
opinion, a person can reexperience affec:-laden dis: nctions 
of inside and outside that catalyze separation-indiv duation 
processes. Valenstein presents a historical conceptual re- 
view of changing perspectives on psychoaralytic insight. 
Psychoanalysis provides a contextual and conceptual frame- 
work that fac:litates learning. The exchanges between ana- 
lyst and patient are analogized to the intant-zaretaker field 
in which experience is first organized ard *'learned." 
Mangham emphasizes a similar point in his discussion. 
Although diverse and rich, these papers also poin: to the 
absence of a systematic learning theory in psychoanalysis. 
This is startling, given the clinical prominence of insight as 
the factor that produces changes in attitudes in a meurotic 
person. 

In the third section, papers by Richards and Ritv2 take up 
aspects of current clinical theory. Richards compzres the 
clinical explanatory power of conflict theory and psychology 
of the self as explicated by Kohu- (1). He concludes that 
conflict theory is adequate to account for psychopathology 
associated with developmental disturbances. Althewugh his 
criticisms of Kohut's self psychology are cogent, his "eliance 
on conflict theory to explain the bizarre patholog: of the 
patient presented seems forced and unconvincirg. Ritvo 
presents a group of patients who suffer from developmental 
disturbances in their capacity to experience signal affects. 
He formulates that their helplessness and passivity n adult 
life is determined by deficits in primary autonomous struc- 
tures caused by inadequate environmental responses to their 
attempts at communication in earliest irfancy. Education, 
more than interpretation, seems to be the appropriate inter- 
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vention fbr individuals organized in this mode. The necessity 
for psychoanalysis to have more than one model of the mind 

.With appropriate modes of intervention at each level of 
organization of experience seems to be evident from these 
papers. . 

The last article in the volume, by Grubrich-Simitis, ex- 
plores the cumulative trauma that exists in victims of the 
Holocaust and the intense countertransference responses in 
analysts who are witnesses to their suffering. The author is 
German and uses a Kleinian approach to explain the origins 
of counteraggression in analysts who withhold empathy and 
minimize the seriousness of the disability in these people. 
This is a sensitive clinical application of a developmental 
theoretical system that has been questioned from many 
quarters. 
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Measuring Emotions in Infants and Children, edited by 
Carroll Izard. New York, Cambridge University Press. 1982, 
347 pp.. $29.50. 


In 1872, Darwin nypothesized that from the beginnings of 
human life there are six to nine universal emotional expres- 
sions. He characterized these expressions as the ''feeling or 
awareness side of instincts." In 1890, James stated, “We 
never really know what emotion an individual is experienc- 
ing until he or she tells us." This volume, based on seminars 
held by the Social Science Research Council's Committee on 
Social and Affective Development During Childhood, can be 
viewed as a compendium of the state of the art of observa- 
tional and research techniques of measuring emotions. The 
book will interest psychiatrists because it touches on the 
ontogeny of emotional expression and the interplay of emo- 
tional expression with state and trait characteristics. 

Izard's introduction is complete and critical. It considers 
the various contributions fairly, giving them appropriate 
place in the history of ideas about how one measures 
emotions. : 

Part 2 of the volume is made up of series of chapters on 
psychobiological functions and correlates of emotions and 
includes a review cf endocrine and heart rate research as 
well as a careful analysis of the systems approach that offers 
the most complete description of emotion. 

Part 3 presents research concerning recognition of emo- 
tional states according to categorical or dimensional ap- 
proaches. This research uses a series of rating systems such 
as the Maximally Discriminate Facial Movement Coding 
System (MAX) and Izard and Scherer's vocal expression 
scheme, which demonstrates that the fundamental frequency 
of vocal expression is the best indicator of emotional state. 

Lewis reviews research on the development of gaze 
behavior. He also addresses the heuristic value of the 
ethological approach, which provides important information 
about how observers attribute emotional value within con- 
texts. The individual infant will also show characteristic 
differences in emotional expression, as Darwin suggested. A. 
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chapter on a rating system called Profile of Non-Verbal 
Sensitivity (PONS) is instructive as a complement to other 
clues to attribution based on the value given to facial 
expression. Other chapters concern social intelligence and 
the careful validation and reliability of emotional recognition 
systems for infants and younger children. ` 

M. Hoffman presents an important discussion of empathy 
as a vicarious affective response in relation to match of 
emotions between persons. Hoffman points to antecedents 
and consequences of empathic behaviors and their relation 
to altruism. He intelligently brings together (as does 
Schwartz in her intersystems analysis) the idea that levels of 
cognition are of utmost importance in relation to the esti- 
mates of emotional matching as development progresses. 
Hoffman directs his attention to issues of the degree of 
match and a listing of cues that might be important in 
deciding whether an affect is indeed empathic. Five mecha- 
nisms can be identified: 1) classical conditioning, 2) direct 
association, 3) mimicry, 4) symbolic association, and 5) role 
taking. This approach posits the possibility of global empa- 
thy before person permanence; egocentric empathy when 
the child is fully aware of self and others as distinct physical 
entities; and, finally, empathy for another's fee[ings їп 
relation to general life condition. These issues seem general- 
ly more important to psychiatrists who are interested in 
psychotherapy, as are the chapters relating to intersvstems 
analysis with respect to the degree to which heart rate 
change, EMG recordings of facial expression, and subjective 
experience of emotion are integrated with studies o? psycho- 
somatic and affective disorders. 

The final three critical chapters in this volume are gratify- 
ing to the reader because they provide all the important 
scientific cautions regarding the foibles of tough-minded 
research. Even though reliable techniques that have been 
subject to many validation studies are available, their prag- 
matic relevance is sometimes not easily grasped. It is clear, 
however, that a science of emotion is possible. This volume 
is intelligently organized to provide the reader with a clearer 
view of what are the difficulties in emotion research. The 
investigators are well-known psychologists: Izard, Kagan, 
Hoffman, Lewis, Scherer, and Schwartz are among the 
authors who might be better known to those in developmen- 
tal psychology and child psychiatry. 

The tradition within child psychiatry and psychosomatic 
medicine that seeks to determine the links between physio- 
logical state and emotional expression as well as the integra- 
tion of systems at different observational levels relating to 
consciousness of emotion are most relevant to research on 
pathological emotional states and traits that can be studied 
bv the techniques presented. Moreover, perhaps some of the 
techniques described can be applied to sufficiently large 
populations to be able to select out factors indicating poten- 
tial for pathological behavior or pathological emotional de- 
velopment. Although the authors do not dwell on psycho- 
pathology, there are passing references to some of these 
issues, and psychiatrists interested in the ontogeny of emo- 
tions or pathological affective states should review this 
volume and judge for themselves how it can enrich our 
clinical concepts of developmental psychopathology. Simi- 
larly, the chapters on empathy are of importance to those 


within dynamic psychiatry who espouse empathy as a mode - 


` 


of listening and neglect its possibilities for scientific scrutiny. 
Hoffman's article is a sobering and rational approach to the 
issue and could well serve as an encouraging antidote to, 
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those who would mystify—rather than help us understand 
better—what are the elements of empathic and altruistic 
listening. Scherer's careful arguments regarding the meaning 
of emotional behavior in a behavior-by-situation analysis 
also bring us closer to a psychosocial realization of emotion 
in practice. Another important idea for psychiatrists to study 
is the match between personal emotional ontogeny and 
ontogeny across cultures. 

These last issues bring us back to the quotations from 
Darwin and James. There is some good evidence for the 
innateness of human expressiveness, but the ultimate state 
of self-consciousness of emotion is expressed by human 
categorization. This notion presupposes that the develop- 
ment of cognition and social labeling are important features 
of how human beings index their inner experiences. Al- 
though we cannot yet return to the hope of the James Lang 
theory that every emotion has its individual physiologic 
substrate, there does seem to be a growing body of evidence 
that differential facial expression and not heart rate changes 
or autonomic changes are individualized. Indeed, they are 
perceived by the individual as a sign of emotional arousal 
that is labeled. The private act emerges as expressions that 
then take on important ethological functions in that the 
expressions become social appeals that are useful for human 
growth, development, and interchange. 

Although the text is detailed and has careful descriptions 
of scale development, channeled understanding, etc., gener- 
al psychiatrists could read carefully and selectively in this 
book and broaden their understanding of what has been 
learned since Darwin and James and how it applies to the 
problems of affective disorder and affective development. 


THEODORE SHAPIRO, M.D. 
New York, N.Y. 


Hypnosis and Hypnotherapy with Children, by G. Gail Gard- 
ner and Karen Olness. New York, Grune & Stratton, 1981, 
397 pp., $29.50. 


Hypnosis, cast into relative obscurity in the practice of 
psychiatry over the past 60 to 70 years, has been gaining 
ever-increasing popularity as a useful adjunct in dealing with 
the multiplicitv of emotional disorders encountered in clini- 
cal practice. This acceptance is based, in part, on the careful 
scientific questioning and research of the phenomenon of 
hypnosis and professional writings stating the strengths and 
weaknesses, uses and abuses, and pros and cons of hypno- 
therapy. Hypnosis and Hypnotherapy with Children is a 
shining example of an honest, critical, questioning, and 
enthusiastic look at hypnosis today. 

The book begins not with the often traditional overview, 
but with a 4-page chapter (the shortest section in this book) 
titled Scenes of Childhood." This unique, terse beginning 
sets the theme for the entire book and immediately informs 
the reader that what is to follow is based on the authors’ 
deep clinical understanding and appreciation of children, 
coupled with a solid background and experience in hypnosis. 
Drs. Gardner and Olness tell us, in these first 4 pages, that 
children are excellent hypnotic subjects and why. They then 
devote the remainder of their book to stimulating clinical 

formes of the diverse uses of hypnosis and address the 
many unanswered questions regarding hypnotherapy with 
qhildren and adolescents. 
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The book is divided into two main sections *with an 
appendix of almost 100 pages. The first section is composed 
of an interesting historical overview, particularly over the . 
past 200 years, of the uses of hypnosis with children, which 
dispels the often-held myth that hypnotherapy for children is 
a relatively recent addition to the armamentarium of health 
care professionals. The next chapter follows in Icgical pro- 
gression: it examines the normative studies over the past 2 to 
3 decades of hypnotizability of children. This is followed bv 
a chapter examining through a careful review of the litera- 
ture why children, as a group, are more responsive to 
hypnosis than adults. In both these chapters, the authors 
give graphic evidence that they are not about то skirt issues 
in order to sway the reader. to their own obvious bias toward 
the usefulness of hypnotherapy. Rather, they elezt to pre- 
sent conflicting data and opinions, leaving the reader with 
some measure of confusion. The section concludes with a 
chapter describing hypnotic induction techniques Zor chil- 
dren. АП of the basic ingredients of induction techn:ques are 
offered here, along with many helpful hints for the experi- 
enced and the novice practitioner. 

The second section of this book addresses the broad range 
of medical, dental, and psychological problems of children 
and adolescents that may be treated by hypnotherapy. 
Chapters include treatment techniques for such prozlems as 
habit disorders, pain control, phobias, sleep disorcers, con- 
version reactions, enuresis, tics, learning disabilities, asth- 
ma, warts, hemophilia, and headaches. There is an abun- 
dance of clinical material packed into these chap:ers. The 
breadth and depth of Drs. Gardner and Olness' experience 
with hypnotherapy are most evident in the clinical examples 
they cite; these are balanced with excellent refzrerces from 
the professional literature. A chapter оп 3yprctherapy with 
the terminally ill child presents a detailed description of the 
various uses of hypnotherapy for the dying child. А tender, 
poignant case description of a child dying of leukemia is 
presented; however, this chapter seems somewhat out of 
place with the rest of the clinical material in the baok and 
also somewhat long. The last chapter in this section address- 
es the future. The authors acknowledge that even in the face 
of more and better designed and controlled studies, hypnosis 
and hypnotherapy are still poorly understood; thev invite 
professional curiosity and welcome the challenge of research 
to prove some current beliefs incorrect. 

The book closes with a long appendix devoted to the 
description and administration procedures of the Children’s 
Hypnotic Susceptibility Scale and the Stanford Hypnotic 
Clinical Scale for Children. Although the reacing of these 
sections is somewhat tedious, they offer many aelpful ideas 
for hypnotherapy and should not be skipped. 

Drs. Gardner and Olness have produced a truly exception- 
al book, one long awaited. It is well written, well edited, and 
well referenced. It is probably best read in sequence initially 
and returned to again and again for those sections of 
particular clinical interest. 

For the practitioner already familiar with hypnzsis this 
book represents a highly polished gem. It is packed with 
fresh ideas, stimulating clinical vignettes, and cha'enging 
research questions. This is clearly not a ‘‘how-to-do-it”’ 
cookbook of hypnotherapy; it offers not a panacea but a 
critical look at an extremely useful therapeutic adjuact for 
professionals working with children. 

For those unfamiliar with or even skeptizal toward hypno- 
sis, the book invites a curiosity in health care professionals 
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who work with children to explore the usefulness of hypno- 
sis and hypnotherapy in their clinical work. 

^ RICHARD M. Sarves, M.D. 
. Baltimore, Md. 


The Adolescent: A Psychological Self-Portrait, by Daniel 
Offer. Eric Ostrov, and Kenneth I. Howard. New York. 
Basic Books, 1981, 184 pp., $14.95. 


This is the latest research product of the Offer Self-Image 
Questionnaire, an instrument that has been administered 
widely by the authcr and his colleagues since 1962. To date. 
it has been completed by a total of over 15,000 normal (i.e.. 
randomly selected), delinquent, psychiatrically disturbed. 
and physically ill teenagers in the United States, Australia, 
Israel, and Ireland. It contains 130 items (covering the 
psychological self, the social self, the sexual self, the familial 
self, and the coping self), for which the adolescent, on a 6- 
point scale, ranks how well each item describes him or her. 
The reader must keep in mind that this is the adolescent's 
subjective self-description, not an objective description of 
how the adolescent actually acts or is seen by others. 
Although one may forget this while absorbing the data, this 
is not because Offer fails to remind us. Indeed, the authors 
stress their belief that adults (especially mental health pro- 
fessionals) ‘have created a ‘generation gap’ by systematical- 
ly distorting the adolescent experience” (p. 129). As the title 
of the book indicates, the portrait presented here is the one 
that the adolescent believes and/or wants us to believe. It is a 
legitimate path of inquiry. but I. at least, cannot help 
remembering the d'storted image portrayed on the T-shirt 
popular with teenagers and accompanied by the exhortation 
"Trust me." i 

The normal subjects in the study were tested in the early 
1960s and late 1970s and were drawn from cooperative 
middle-class students of suburban high schools, although the 
authors state that these data are comparable to limitec 
scores obtained on the same questionnaire from minority 
students in inner-city schools. The Australien and Irish date 
came from public end private schools, but the Israeli figures 
came from adolescents in a youth organization and from 
several kibbutzim. The emotionally disturbed youths came 
from inpatient and outpatient facilities, and the adolescents 
in the physically ill group had or were suspected of having = 
wide range of illnesses. Many of the delinquent subjects 
came from inpatient units for emotionally disturbed delin- 
quents. As is readily apparent, various types of sampling 
problems exist and undoubtedly influenced the findings. 

In terms of the psychological self, the vast majority of the 
normal adolescents felt good about themselves most of the 
time. No age or cross-cultural differences were found, bu: 
boys’ self-images were somewhat better than girls’. The 
delinquents and the physically ill felt less good about them- 
selves, and the psychiatrically disturbed adolescents per- 
ceived themselves least well. 

In terms of the social self. the normal acolescents of the 
1960s saw themselves more positively than did their counter- 
parts 10 years later. and older adolescents scored higher than 
younger adolescerts. The delinquent and physically ill 
groups scored relatively low. Although the emotionally 
disturbed teenagers scored high on the morals scale. they 
ranked lowest overall for self-esteem. 
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In terms of the sexual self, the majority of adolescents, 
especially the boys, were unafraid of sex and found it 
pleasurable. The physically ill teenagers were the only group 
that tended to score low in this area. 

In terms of the familial self, the distinct majority of normal 
and physically ill teenagers found their family lize to be 
positive, although the ill adolescents tended to feel they were 
a burden. In striking contrast, disturbed and delinquent 
adolescents as groups did not feel part of their families and 
did not share their values. 

In terms of the coping self, more than 80% of normal 
teenagers reported themselves as upbeat, coping, and ready 
for life. This is the only area in which definite cross-cultural 
differences surfaced. The Israelis scored higher than the 
Americans, who scored higher than the Australians and the 
Irish. The physically il! noted problems coping with the 
social world, and the disturbed and delinquent groups felt 
least able to cope. 

Although one may wonder, for example, about the mean- 
ing and accuracy of the disturbed adclescents’ negative 
descriptions of their families or the delinquents' claim of 
high self-control, the authors have provided us as clinicians 
and researchers with a rich portrait of adolescen;s’ selfe 
assessments. That many of these features are different from 
our own perceptions is what makes the book an important 
contribution. Most adults may need to undervalue teenagers, 
and most teenagers may need to overvalue themselves. 

This concise, carefully written book points out these 
discrepancies and speculates on the reasons for them. We 
can always quibble with the research design, but the authors 
have provided a treasure-trove of data. This is a bock worth 
reading and worth arguing about. 


JOHN E. SCHOWALTER, M.D. 
New Haven, Conn. 


The Changing Legal World of Adolescence, by Franklin E. 
Zimring. New York, Free Press (Macmillan Publishing Co.), 
1982, 201 pp., $14.95. 


The author, a professor of law and Director of the Center 
for Studies in Criminal Justice at the University of Chicago, 
wrote this book in 1979-1980 while a fellow at the Center for 
Advanced Studies in the Behavioral Sc.ences. During that 
time he struggled with the dilemmas inherent in laws dealing 
with adolescents. One of the immediate things that ғ psychi- 
atric reader notes is the lack of a clinical framework. This 18 
not a criticism but, rather, something the psychiatrist may 
benefit from. It allows the psychiatrist to step out of a 
viewpoint based solely on how one profession views the 
problems of adolescence. It is sometimes difficult for the 
psychiatrist to realize that a population be or she ceals with 
can also be involved with another profgssion rely ng on a 
quite different theoretical framework znd not necessarily 
dependent on psychiatry. . 

If there is anything characteristic abcut coming to terms 
with adolescence, it is that no one approach will suffice. It 
can only be hoped that attorneys will feel a corollarv need to 
acquaint themselves with materials on adolescence outside a 
legal framework. Professor Zimring plunges us into the 
middle of an existing dichotomy in whick. "actors" (meaning 
human adolescents) are arbitrarily sorted into either ‘‘juve- 
niles" or “adults.” That the adolescent may not fit either, 
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gategory—he or she may not be a child or a functional 
adult—is exactly where the author joins the issue. It leads 
him into a legal analysis of key -cases that have affected 
adolescents. ` 

A different question in children's rights litigation has been 
the autonomy of minors in making their own decisions. The 
issue is raised when these decisions differ from what parents 
or guardians want and when it is unclear if an adolescent 
can make an independent decision. Constitutional issues 
arise when there is governmental intervention on one side. 
Such intervention occurs on the basis of protecting the 
interests of one side in the face of the other. Questions arise 
concerning the breadth of parental rights and parental 
authority against the constitutional assertions of their 
children. 

From the traditional common law position of the child as a 
piece of property owned by the parents, a series of court 
decisions in the United States, beginning in the 1920s, 
reenforced the constitutional basis of parents' rights to make 
decisions for their offspring. Although these decisions were 
in the context of the government attempting to supersede 
family decision making, the result established parental con- 
trol. These cases involved issues such as parents who 
wanted their children taught a foreign language in a private 
school, the right not to attend public schools, and a more 
recent case in 1972 in which the U.S. Supreme Court 
decided that the Amish need not send their children to public 
or private schools but could provide their own education. 
The state could supersede parental decision making for 
children only if physical or mental harm to the child had been 
demonstrated or could be inferred. 

Where Zimring's book takes up the issue is in the variant 
of adolescent autonomy as opposed to state regulation or 
contrary parental wishes. The question is, What are the 
"liberty interests" of the adolescent? Four complex cases 
are presented for appraisal. One is the chaotic situation of 
states regulating the legal age at which alcoholic beverages 
can be purchased. Lowering the drinking age increases 
traffic fatalities among younger drivers, yet fatalities remain 
higher still among the 20- to 25-year-old age group. Second is 
the question of when an adolescent ceases to be a minor in 
the sense of having an enforceable right to receive support 
for living or for college tuition. The result of the voting rights 
amendment in California was to shift the age of support to a 
lower age. 

The third case, Carey v. Population Services [nternation- 
al, was a 1977 New York case (republished in the appendix 
to this book). The issue was the right of an adolescent to 
purchase contraceptives. A statute had imposed criminal 
liabilities for selling or distributing contraceptives to minors 
under the age of 16. The position of the.state was that the 
statute functioned to deter promiscuous sexual activity. This 
position was rejected, not only on grounds of doubts about 
the efficacy of the approach but because the state would be 
in the role of punishing adolescents by promoting pregnan- 
cies and the birth of unwanted children. Justice Powell 
pointed out that the statute would unconstitutionally impinge 
on the right of parents to distribute contraceptives to their 
children. However, to illustrate judicial inconsistency, par- 
ents who gave their children pornographic materials could be 
prosecuted for contributing to the delinquency of a minor. 

A fourth case involved curfew ordinances. A Pennsylva- 
nia mother and her 12-year-old son claimed a curfew statute 
«infringed on the rights of the boy to travel and move where 
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he pleased, as well as to speak, associate, and asse'nble with 
others. It would thereby infringe on "family autonomy.” A 
district court, upheld by a circuit court, did not see this as a. 
violation of the equal protection of the laws but, rether, as a ' 
method of protecting youngsters from harm and suppressing 
crime. Yet if a 12-year-old has a constitutiona. right to 
contraceptives, should he or she have the right to walk the 
streets at night? 

The cases in question make up part of the so-called 
“revolution in juvenile justice." Before the Gaui case in 
1966, the U.S. Supreme Court had never accepted a case 
involving juvenile rights. Since then it has eccepced many 
involving civil commitment, corporal punishment, 'ury trials 
in juvenile court, and political demonstrations. 

A pervasive developmental problem keeps intrudi 8. 
What аге the boundaries of manhood or womanhood? How 
do courts handle the matter of earlier maturity? How {do they 
react to assertions of children's liberation? Zimring points 
out the false analogy with racial and gender equality ih which 
the goal has been to be blind to skin color and sex. Yet, 
although there are a few who advocate full equality of all 
minors with adults, most see the problem in the'light of 
something less than abolishing the legal relevance of the 
concept of youth. The main arguments for maintaining a 
legal distinction between youths and adults are the benefits 
of protecting a transitional stage of developmen: so that 
whatever burdens are imposed on adolescents ar» tempo- 
rary. Thus rights are postponed but not abrogatec. Telling 
18-year-olds that they cannot drink for a couple of years is 
different from telling them they can drink only if they change 
their skin colcr. 

What Zimring argues for is something beyond the division 
into minors or adults in the legal system. He argues for a 
‘least harm” or the ‘‘least worse’’ approach. Under this 
guideline, the cases establishing the rights of juv2niles to 
choose certain medical procedures, use contraceptives, get 
venereal diseases, and use drugs or alcohol are seen as 
examples of state guidance rather than recognition of auton- 
omy. Public policy promotes the rule that something should 
be done about these situations rather than igncring them. To 
ignore such issues would be to give minors the specious right 
to have venereal disease without parental consent. In fact, 
the parent may be able to compel treatment over the child's 
objections. The battle is often fought on issues of privacy 
versus parental authority in which principles are less helpful 
tham prudence. 

The author does not restrict himself to platitudes. In 
discussing difficult cases involving adolescents, he proposes 
a system of rules somewhere between those of minors and 
adults. If adolescence is seen as a transition in wh:ch rules 
for minors do not foster autonomy and decisior-making 
responsibility and rules for adults may squash autonomy 
from their harshness, a need for an intermediate arca of law 
can be seen. Adolescence can then be viewed as a period 
where a ''learner's permit” is given. If there are any general 
principles for strategies in dealing with the variations among 
adolescents, it is in terms of when extending a privilege may 
create danger and special qualifications are needed to do 
something. Zimring notes, ''Age-grading within adolescence 
is particularly appropriate when the capacity to test compe- 
tence is weak and the consequences of mistakes threzten the 
individual or others in the community with substantial harm. 
In such cases, minimum ages may also be necessary to 
insure that kids grow up a bit before they risk maxing the 
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wrong kind of mistaxes. Age-grading isn't so bad after all, if 
we don't misuse it” (p. 132). 


: САВ, P. MALMQuisT, M.D. 
2 Minneapolis, Minn. 
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Hysteroid Dysphoria 


Sir: In their article ‘‘Hysteroid Dysphoria: An Unsuccessful 
Attempt to Demonstrate Its Syndromal Validity’? (October 1982 
issue), Robert L. Spitzer, M.D., and Janet B.W. Williams, D.S.W., 
presented interesting material, but the relevance of their analyses to 
the conceptual issues was not clearly thought through. Further, their 
conclusions did not reflect their own analyses. 

Searching for a hysteroid dysphoric pattern by surveying clini- 
cians who are unfamiliar with the clinical features involved is a low- 
power tool. The apprcach should be heuristic, an attempt to detect 
whether certain patterns exist at all, rather than one that dismisses 
highly significant findings as of only slight magnitude. 

They present three analyses: a test for the existence of the 
hysteroid dysphoria triad, a correlational analysis, and a contrast of 
patients with the triad versus all other patients with regard to 
atypical symptoms. Tke most appropriate analysis is the study of 
conjoint symptoms. 

Patients positive for the hysteroid dysphoric triad (3.1%) occurred 
more than twice as frequently as expected from the hypothesis of 
random association of symptoms (1.33%). Drs. Spitzer and Williams 
did not conduct a statistical test; however, this difference is striking- 
ly significant (x?=29.8, df=1, p<.0001). Because this was a hypoth- 
esized association its detection should be viewed as a major 
confirmation of the hysteroid dysphoria hypothesis. 

Instead, the authors denied the importance of this finding, saying 
that one would expect individuals with histrionic personalities to be 
particularly sensitive to interpersonal rejection. In fact, Klein was 
the first to suggest that a subset of patients with histrionic personal- 
ities suffer from an affective vulnerability, an abnormally heightened 
sensitivity to interpersonal rejection, which frequently initiated an 
affective disorder, namely, hysteroid dysphoria. This was, and still 
is, a marked departure from the prevailing view of histrionic 
personality as a purely characterological defect for which drug 
treatment would be a mistake. It is a real finding, not a definitional 
tautology. 

In a second, less well conceived attempt to deal with the hysteroid 
dysphoria concept, Drs. Spitzer and Williams concluded that “the 
syndromal validity of kvsteroid dysphoria is not supported” by their 
study because patients who fit the required mood, personality, and 
usual precipitants pattern ‘‘were not more likely to have substantial- 
ly more atypical symptoms than patients without this pattern.” 

These conclusions are incorrect both factually and conceptually. 
Patients with the hysteroid dysphoric constellation of mood, person- 
ality, and precipitants did have significantly more atypical features 
than all others. Drs. Spitzer and Williams dismissed their own 
finding as too small to 5e important. However, they should realize 
that tHeir methods systematically underestimate the magnitude of 
this effect to an unknown degree. If one assumes a true prevalence 
of 5% and generously estimates the sensitivity and specificity of 
their items as 0.8, then probably less than 4046 of the triad-positive 
sample would actually have hysteroid dysphoria. This would mark- 
edly decrease the meaa difference found. The importance of the 


statistical test is to indicate that there is a real difference znd not to 
estimate its size. 

Further, since it was never postulated that hysteroid dysphoric 
patients had a monopoly on atypical features, Drs. Spitzer and 
Williams created a straw man by arguing that patients with the triad 
should have more atypical symptoms than any other pattern. It » 
would be illogical for us to affirm such a monopolv given our interest 
in considering hysteroid dysphoria as a subtype of atypical depres- 
sion (1, 2). 

Meehl (3) demonstrated the fallacy of testing for syndrornes on the 
basis of a correlation matrix because clear syndromes, embedded in 
a mixture of other groups, may produce zero or even negative 
overall bivariate correlations. However, Drs. Spitzer and Williams 
pursued this dubious course. Yet again, without analysis for signifi- 
cance, they dismissed their strikingly significant correlations of 
histrionic personality with atypical symptoms (r=.15, t=5.52, 
p<.0001) and with hysteroid mood (г=.11, t=4.02, p«.0001) as 
"small," but we tend to disagree. 

The Spitzer-Williams study was badly flawed because two of their 
three analyses were tangential to the issues, but all three produced 
surprising findings that were then explained away by the authors. 

In association with Quitkin and colleagues, we are currently 
studying the responsivity of patients with atypical depression to 
phenelzine, imipramine, or placebo in a 6-week double-blind con- 
trolled trial. Those patients who also meet criteria for aysteroid 
dysphoria (2) are randomized separately. Preliminary reports (4) of 
this ongoing study indicate specific MAO inhibitor benefit for the 
whole study population. Of the 17 hysteroid dysphoric patients 
studied to date, 6 of 6 responded to phenelzine, 4 of 8 to imipramine, 
and | of 3 to placebo. If this trend continues, hvsteroid dysphoria 
will emerge as a specific MAO-inhibitor-responsive syndrome. 

Meehl (3) pointed out, 


We have here a mind-boggling fact: No accepted entity in 
psychopathology has owed its initial discovery to formal cluster- 
ing methods, whether those invented by psychologists, biologists, 
or statisticians. In fact, I know of no agreed-upon instance where 
taxometrics has been mainly responsible for definitively settling a 
controversy about an already ''noticed"' syndrome, e.g., as to its 
existence if disputed, its specific etiology, whether it should be 
sub-divided, or subsumed under another accepted category as a 
forme fruste, and so on. 


The Spitzer-Williams article does not break this record. 
Further work is needed, of course; we Коре that it will be 
completed before DSM-IV. 
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DoNarp F. KLEIN, M.D. 
Е MICHAEL К. LiEBOWITZ, M.D. 
New York, М.Ү. 


Drs. Spitzer and Williams Reply 


Sir: Drs. Klein and Liebowitz are singularly unimpressed with the 
logic of our analysis in our study, which attempted to examine 
Klein’s hysteroid dysphoria concept. Whereas we concluded that 
the results lend no support to the syndromal validity of the concept. 
they conclude that the results, in fact, constitute a ‘‘major confirma- 
tion of the hysteroid dysphoria hypothesis."' 

Their first point is that we surveyed ‘‘clinicians who are unfamil- 
iar with the clinical features” of the disorder. It is true that most 
clinicians are certainly not familiar with the concept of hysteroid 
dysphoria, but all of the individual clinical features of the disorder 
are in fact well recognized. Clinicians are hardly unfamiliar with 
such notions as histrionic personality, the stress of interpersonal 
rejection causing short-lived episodes of depression, and such 
“atypical” symptoms as overeating, oversleeping, and reactivity of 

* mood., 

Their next point is that our finding that the ‘‘hysteroid dysphoric 
triad'" occurred more than twice as frequently as expected by 
chance constitutes a ‘‘major confirmation of the hysteroid dysphoria 
hypothesis.” Does it? As proposed by Klein (until the above letter). 
the concept of hysteroid dysphoria involves the joint occurrence of 
four, not three, features: 1) histrionic personality, 2) the stress of 
interpersonal rejection, causing 3) short-lived episodes of depressed 
mood, and 4) "atypical" symptoms associated with the depressive 
episodes. We find it remarkable that Drs. Klein and Liebowitz now 
refer to a ‘‘hysteroid dysphoric triad” consisting of merely the first 
three features, whose joint occurrence in our study they regard as a 
“real finding." We certainly agree that it is a ‘‘real’’ finding but, as 
we noted in our paper, it is hardly a new finding. 

As noted even in that ancient document DSM-II, published in 
1968, features of histrionic personality disorder include ''emotional 
instability [and] over-reactivity." Further, it is noted that “these 
personalities are also ... usually dependent on others." The 
resemblance cf this description, which antedated the first reference 
to hysteroid dysphoria, to Klein and Liebowitz's ‘‘hysteroid dys- 
phoric triad’’ is striking. Klein may well have been the first to 
suggest that drug treatment is appropriate for ‘‘a subset of histrionic 
personalities (who] suffer from an affective vulnerability ... to 
interpersonal rejection," but he certainly was not the first to note 
that many individuals with histrionic personality react with affective 
symptoms to loss of interpersonal supports. 

Since we regarded the essence of the hysteroid dysphoriz concept 
as the joint occurrence of the four features noted earlier, we 
concluded that the syndromal validity of the concept was not 
supported because patients with the first three features did not have 
substantially more atypical symptoms (the fourth feature) than 
patients without all of the first three features. Because of the large 
sample size (N 1,324) the difference of a third of a symptom was 
just statistically significant (p<.05, one-tailed t test), but we would 
again emphasize that such a small difference cannot be detected 
clinically. We cannot accept their argument that mere rejection of 
the null hypothesis (no difference at all) is terribly interesting. In 
considering issues of validity, it is always the strength of the 
association between measures and not the presence of a nonzero 
relationship that is at issue. Klein and Liebowitz argue that because 
of less than perfect sensitivity and specificity of the items, the true 
difference mav actually be larger, but the burden is on them to refine 
the concept and demonstrate in a study that the difference is actually 
substantially larger than we found. 

Klein and Liebowitz examine our table of intercorrelations and 
note that there is evidence of a relationship between histrionic 
personality and atypical symptoms as well as the characteristic 
mood. However, we noted in our paper that the table also showed 
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no relationship between the atypical symotoms ard either the 
characteristic stress or the characteristic mood. 

Klein and Liebowitz cite an ongoing study in which tFey find that 
patients with ‘atypical depression" differentially -spond tO. 
MAOIs. Further, they state that a subset of hysteroid dysphoric 
patients «also may respond differentially to MAOIs. However, the 
validity of the concept of hysteroid dysphoria as a distinct diagnostic 
entity would only be supported if it could be shown that Ife patients 
with hysteroid dysphoria were significantly more responsive to 
MAOIs than the other patients with ‘atypical depressizn.'" They 
make no such claim. 

Finally, they quote Meehl's well-known statement the! taxomet- 
rics has never ‘‘definitively’’ settled a controversy abou: an already 
noticed syndrome, We never claimed that our study was definitive 
and that the syndrome of hysteroid dysphoria (all four features!) 
does not exist. We certainly agree with Klein and Liebowitz that 
further work is needed on hysteroid dysphoria before :t should be 
considered for inclusion in DSM-IV. However, we do zelieve that 
the results of our study raise serious question about the validity of 
the concept. 


ROBERT L. SPrrzzr, M.D. 
JANET B.W. WILLIAMS, D.S.W. 
New York, N.Y. 


Combining Treatments for Depression 


Sin: In “Social Skills Training Compared with Pharmazotherary 
and Psychotherapy in the Treatment of Unipolar Depression" 
(December 1981 issue), Alan S. BeHack, Ph.D., anc associates 
found that psychosocial interventions were demonstrzbly more 
effective than medication in maintaining unipolar depressed patien:s 
in treatment end that the use of а tricyclic antidepressent in fact 
caused a decrease in the effectiveness of social skills tratmng. These 
conclusions and the method used in this study raised questions that I 
feel deserve clarification. 

The finding that pharmacotherapy either alone or in combination 
with psychotherapy produced the highest rate of prerra:ure treat- 
ment termination is indeed puzzling. The authors are incorrect in 
stating that ‘the high dropout rates are comparabe to those 
reported by Weissman and associates" (1). In Weissman and 
associates’ study, in contrast to Dr. Bellack and associates’ study, 
the dropout rate for patients receiving combined psvchotrerapy and 
pharmacotherapy was much lower than for patients receiving either 
treatment alone. Another study (2), not mentioned by zhe authors, 
has shown that patients are more likely to complete treatraent when 
it consists of pharmacotherapy and psychotherapy in ccmbination 
than if it consists of either treatment alone. A more recent study (3) 
found no evidence for a negative interaction between psvchotherapy 
and pharmacotherapy. 

Dr. Bellack and associates found that treatment terminations 
occurred early in the group receiving only pharmacotherapy. In fact, 
my analysis of their data shows that at least 2566 of 1ле dropouts 
from the group receiving pharmacotherapy alone terminated by the 
third week of treatment. Perhaps they had not beer :акіпр the 
medication long enough to have had a response. Furthermore, the 
presence of adequate tricyclic plasma levels was not documented. 
These patients may in fact have been experiencing side effects from 
the highly anticholinergic amitriptyline used in this study. If this 
occurred, and the medical staff or the therapists cid not pay 
appropriate attention to the depressed patients’ concerns regarding 
side effects, then one would not be surprised if the dropout rates 
were high. Furthermore, depressed patients often соте :o treatment 
with the expectation that they can be helped by psychological 
techniques. The introduction of medication can be viewed by the 
patient as an intrusion into the psychosocial therapy and an mdica- 
tion that the patient's illness is organic and cannot be helped by 
psychosocial techniques (4). 

The authors stated that the various treatments for depression have 
been based on different theoretical models of depressior end behav- 
ior change and ''they should not all be effective." The evidence to 
date (1-3, 5) suggests that different treatments can be 2fective for 
unipolar depression and can be additive. Furthermore, there are 


LETTERS TO THE EDITOR 


` 


1522 


many illnesses in medicine and psychiatry for which there is more 
than one efficacious treatment. 


The combination cf drugs and psychotherapy in psychiatric” 


-freatment is widely used but little understood. However. depression 

is one area of psychiatry where the interplay between pharmaco- 
therapy and psychosocial! therapy is therapeutically relevant. To a 
great degree, the patient's response to medication is a function of 
the transference currently prevailing in the therapy. If the transfer- 
ence is mainly positive, patients respond to medication -and a 
positive placebo response occurs. If it is mainly negative, the patient 
is likely to be suspicious of medication, develop side effects, and 
resist its proper use. Psychosocial therapies are influenced by the 
medication as well. If things go well and drug therapy is successful, 
the positive transference is intensified and its magical qualities are 
reinforced. If things gc badly, the therapist's failure will confirm the 
depressed patient's feeling that the parental figure on whom he has 
been depending has let him down again. Further studies need to be 
done to determine whether pharmacotherapy and psychosocial 
therapy’ may in fact be synergistic when administered by one 
therapist who is capable of using all the data.generated by his 
interactions with the patient. 
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ANTHONY J. ROTHSCHILD, M.D. 
Belmont, Mass. 


Nadolol Use for Cerebellar Tremor 


Sir: B-Adrenergic-receptor-blocking agents have for some time 
been recognized as being very effective with congenital familial 
action tremor. Much ta my surprise, nadolol has proven extremely 
successful in controlling disabling cerebellar tremors in the four 
patients with whom I Fave tried the drug. The tremors were of the 
action type with marked dysmetria and dysergia on the finger-to- 
nose tests. 

In all four cases the tremor was so disabling that the patients were 
hardly able to feed themselves without spilling their food. The oldest 
patient, 72 years of age, had had his tremor for 40 years. For a 
number of years he would not wear shoes with laces because he was 
unable to tie them. He currently is taking 80 mg/day of nadolol; by 
my observation and his estimate, his tremor has improved 75%. He 
probably will be given a larger dose of nadolol in the future if his 
blood pressure remains stable. He suffered a stroke about 40 years 
ago. 

The tremors of the other three patients improved 95%—100% after 
they began taking 80-120 mg/day of nadolol. The youngest patient, 
age 42, also had a parkinsonian tremor associated with a severe 
cerebellar tremor. He probably got the parkinsonian tremor through 
his habit of sniffing carbon monoxide through the floor of his father's 
car on Sunday afternoon drives. He dearly loved to sniff the exhaust 
that would come through the floor and would then go to sleep on the 
floor. These patients kad all been alcoholics but were no longer 
drinking. They were.extremely grateful for having their tremors 
controlled. 

Irealize that four cases is not a very big series, but in view of the 
dramatic improvement in these, patients I can do nothing but 
recommend that every patient with a cerebellar tremor be given a 
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trial on a B-adrenergic-receptor-blocking agent if there are no. 
contraindications. 


. RoBERT V. EDWARDS. M.D. 
4 Sheridan, Wyo. 


. 
Error in Medical Terminology 


Sir: On balance, I find the Journal to be :houghtful, scholarly, 
and relevant to the practice of psychiatry. However, the-e is one 


recurrent deficiency that was exemplified by an error in ‘‘Diazoxide . 


in the Management of Severe Hypertension After Electroconvulsive 
Therapy” by Robert P. Kraus, M.D., and Rorald A. Remick, M.D. 
(April 1982 issue). In their very useful article, the authors recom- 
mended ‘‘following diazoxide infusion with a potent thiazide [sic] 
diuretic such as furosemide.’’ Furosemide, cf course, is a potent 
diuretic, but it is not a thiazide diuretic. 

Some, I am sure, would argue that a psychiatric journal should not 
be held to rigorous use of medical terminology. | contend that our 
specialty is inseparable from medicine and that a dual standard of 
authorship or editing-injures both the Journal and psychiatry. 


Georce М. McNEIL, M.D. 
Portland, Me. 


* 
Dr. Kraus Replies 
Sir: Dr. McNeil is quite correct in noting tke error in our report, 


in which we referred to furosemide as a thiazide diuretic. It is not. 
Although as a sulfonamide it has some similarities to the taiazides,. 


its chemical structure is quite distinct with the addition of a zarboxyl . 
: group (1). 


We apologize for this oversight in our report and thank Dr. 
McNeil for bringing it to our attention and that of your readers. 
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RonERT P. Kraus, M.D. 
Vancouver, B.C., Canada 


Comments on Dexamethasone Suppression Test Results 


Sir: Several aspects of ‘The Dexamethasone Suppression Test in 
Outpatients with Primary Affective Disorder and Healthy Control 
Subjects” by Jay D. Amsterdam, M.D., and associates (March 1982 
issue) merit discussion. First, their results for patients are not 
strictly comparable with those of others. They found abnormal 
dexamethasone suppression test (DST) results in 26% of the patients 
using a l-mg dose of dexamethasone. To compare this figure 
favorably with the figures of 33% and 25% reported by my col- 
leagues and me (1) and by Brown and associates (2) is unrealistic 
because these comparison figures were obtained with a 2-mg dose of 
dexamethasone. There is a marked dose effect on the sensitivity of 
the DST (3). Their sensitivity of 26% is notably less than zhe 49% 
that the I-mg DST yielded in our hands (3). The source of the 
difference probably lies in the selection of patients. Dr. Amsterdam 
and associates studied a heterogeneous group of patients with 
primary affective disorder. We studied a more homogeneous group 
of carefully diagnosed melancholic patients. 

Second, it is not correct that ‘Carroll and associates [3] reported 
24% nonsuppression at 8:00 a.m." We reported that 24% of the 
nonsuppressors were detected by the 8:00 a.m. blood sample. 

Third, their high rate of abnormal DSTs in “normal” subjects is 
not consistent with other data. Normal subjects will indeed maintain 
normal suppression during the DST. The onus is on Amsterdam and 
associates to explain why their subjects did not. No other group that 
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has studied this question reports a specificity rate similar to the law 
figure of 85% found by them. The pooled specificity data on over 170 
normal subjects from several centers known to me is 95%. 

Fourth, Amsterdam and associates used the 1963 report by 
Connolly and associates (4) as supporting evidence for their low 
DST specificitv results. They should have noted that the Connclly 
study was cdimpletely uncontrolled on the critical matter of interfer- 
ing drugs. Indeed, concurrent drug intake is not even mentioned in 
the report. In 1967—1968 the interference of drugs such as barbitu- 
rates, anticonvulsants, and sedative hypnotics with the DST was not 
yet recognizec. In British hospitals in the mid-1960s the use of 
barbiturates and similar drugs (glutethimide, methyprylon) for seda- 
tion and sleep in medical and surgical wards was almost routine. The 
most likely explanation of the high rate of abnormal DSTs in the 
study by Connolly and associates is that these were mostly false- 
positive results caused by drugs. 

The influence of such drugs on the DST was documented in the 
late 1960s (5), and the mechanism of their interference (acceleration 
of metabolism of dexamethasone) was identified in the early 1970s 
(6). Connolly and associates knew nothing of this when tkey 
published their report in 1968. In the 1980s, however, we should be 
aware of these issues and, accordingly, discount the significance of 
their report. As in most areas of study, knowledge of the history of 
this field can provide important perspectives and can prevent 
mistaken conclusions from being repeated in the literature. 
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BERNARD J. CARROLL, M.D., Ph.D. 
Ann Arbor, Mich. 


Dr. Amsterdam and Associates Reply 


Sır: We appreciate the opportunity to respond to Dr. Сагго: 5 
provocative comments on our article. He suggests that the sensitiv- 
ity of 2596 in our study is probably related to the heterogenecus 
nature of our patient group. In fact, the patients included in our 
study were selected on the basis of endogenous features, and all 
fulfilled Research Diagnostic Criteria for major depressive disorder, 
primary, endogenous subtype. Most would now meet the current 
DSM-III criteria for major depressive disorder, melanchclia sub- 
type. Howeve-, factors other than diagnosis may contribute to 
differences in the DST sensitivity in depression. Some investigators 
(1) have suggested that age, psychosis, and family history may 
influence the sensitivity of the DST and account, in part. for variable 
rates of nonsuppression. Our patients were only moderately de- 
pressed (mean+SE Hamilton score of 20.4544), relatively young 
(35.7+1.3 years), not acutely suicidal, and not psychotic. Using 
diagnostic criteria similar to those used with our outpatients, Caroff 
found that an older and more severely ill inpatient population 
demonstrated a cortisol nonsuppression rate of 66% (unpublished 
data), Thus, when the DST results of hospitalized patients and 
outpatients are compared, several clinical factors, not only diagno- 
sis, may be of importance in determining the rate of DST non- 
suppression. 
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Dr. Carroll points out that the cortisol nonsuppression'after DSTs 
of a group of hospitalized, nonacute medical/surg:cal aatients re- 
ported by Connolly and associates probably resultec from: the use of 
sedative/hypnotic agents, which those patients may have received. • 
Connolly and associates did not mention the use of any medication 
by these subjects, and it is purely conjectura: to assume that this is 
the only reason for DST nonsuppression. A review of eazh patient's 
chart would be necessary before a firm conclusicn соці be made 
showing that 211 DST nonsuppressors in this part:cular study were 
receiving sedative/hypnotic agents. In any event, we Fave been 
Struck by the limited data published on the overnigh: DST (especial- 
ly the 4:00 p.m. sampling time) in patients other than tiose with a 
psychiatric illness, as well as in healthy controls. 

With regard to the nonsuppression rate of 15.1% in aur healthy 
volunteers, we would reiterate a few points. We did not expect to 
find nonsuppression in our healthy subjects and were qui:e surprised 
to find 3 nonsuppressors in the initial group of 25 subjects studied. 
We felt that it was important to extend the size of the semple and 
observed that the same pattern continued for the ertire group of 53 
healthy subjects. As noted in our article, these subjects were 
carefully screened and the 8 nonsuppressors reinterviewed to verify 
that they were free of any history of medical or psychiatr c problems 
or any recent medication use. Within the limits that one can define 
for such matters, we feel quite confident that the figures re»orted fcr 
this control group are reliable. 

When we initiated this study, the literature on the 4:00 p.m. 
cortisol level after DST was scanty. Because of the great interest in 
this procedure for depressed patients, it seemed particukerly impor- 
tant to evaluate responses to the DST in healthy subvects. Dr. 
Carroll mentions personal knowledge of 175 normal sub;ects who 
had a pooled specificity rate of 96%. In contrast, other ir vestigators 
have reported zortisol nonsuppression after DSTs in 22% of healthy 
controls (2), 1196 of nondepressed, hospitalized patieris (3). and 
14.7% of neurotic depressive patients (4). The important issue of 
specificity must await results from further studies inzorporating 
large numbers of healthy controls and comparison patierts, tested 
under rigorous control procedures, to clarify the true potertial of the 
DST for both research and clinical applications. 
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Jay D. AMSTERDAM, M.D. 
ANDREW WINOKUR, М.Г. PH.D. 
STANLEY CaroFF, M.D. 
Philadelphia, Pa. 


Bulimia and the Dexamethasone Suppression Test 


Sin: I read with interest “Bulimia Related to Affective Disorder 
by Family History and Response to the Dexamezhasone Suppres- 
sion Test" by James I. Hudson, M.D., and associates ‘May 1982 
issue). Their data suggest close parallels between the two disorders. 
However, just as it has become increasingly clear that most, «if not 
all, of the endocrinological abnormalities associated wich anorexia 
nervosa reverse with resumption of normal eatirg pa-erns апі 
normal weight (1), I think similar questions must be raised in regard 
to bulimia. Specifically, Dr. Hudson and associates did act provide 
data concerning the frequency of binging, the types cr frequencies of 
attempted purging (vomiting, laxative or enema use, concurrent 
amphetamine or diuretic use), or the presence or absence of 
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associated selectrolytic abnormalities. As Carroll and colleagues 
pointed out (2), intervening medical illnesses may affect the dexa- 
methasone suppression test; it would be reasonable to wonder 

, whether the physiological stresses of vomiting several times a day 
(as these patients often do) would not also influence the hypothalam- 
ic-pituitary-adrénal axis, whether in and of itself or by creating 
disturbances in electrolyte or acid/base balance. Such variables alsc 
need to be examined :n this patient group. 

Perhaps, with саге ш] characterization of family history, symp- 
tomatic differences, and biological variables, we may begin to 
understand and be better equipped to approach therapeutically this 
increasingly common, puzzling, and clinically different group of 
patients. 
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JANE M. Worr, M.D. 
Burlington, Vt. 


Dr. Hudson and Associates Reply 


Sin: Dr. Wolf raises a very important point in her letter: namely. 
could the metabolic stress of binging and vomiting per se account for 
the abnormal dexamethasone suppression test (DST) results we 
observed in patients with bulimia? Unfortunately, we do not have 
precise data on the frequency of binging and vomiting for the 
patients reported in tne study. However, 6 of the 9 patients who 
received the DST were in the hospital for 1 week before the 
administration of the DST; during this time they were not binging or 
vomiting and they had normal electrolytes and SMA-I2 profiles. We 
have subsequently studied the DST in an additional 35 patients for 
whom we knew the f-equency of binging. Seventeen (48%) had a 
positive DST. We found no correlation between frequency of 
binging (1-35 timesyweek) and post-DST plasma cortisol level 
(r=—.07, n.s.). 

In addition, we conducted (1) an open trial of imipramine for the 
treatment of bulimia :n which 6 of 8 patients showed a greater than 
5096 reduction of binge-eating episodes. This finding lends further 
support to the hypothesis that bulimia is a form of affective disorder 
and indirectly supports the view that the DST abnormalities ob- 
served in bulimia are due to affective disorder and not metabolic 
abnormalities, Furthermore, with regard to anorexia nervosa. al- 
though weight loss can account for most of the endocrinologic 
abnormalities observed in this illness, as pointed out by Dr. Wolf, 
one report by Walsh and associates (2) suggests that the cortisol 
abnormalities cannot be accounted for solely by weight loss. 
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Lead,Levels and Confounding Variables 


Sır: In "Mental Retardation and ‘Nontoxic’ Lead Levels" (June 
1982 issue) Oliver J. David, M.D., and associates commented that 
the literature on the association between elevated lead level and 
intelligence ‘‘is rife with confusion and controversy."' This is true. 
However, almost everyone now working on the topic agrees on the 
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necessity of controlling confounding variables. including parental 
intelligence and social factors. These conditions, knawn to be 
related to the intelligence of children, have been negatively related 
to lead level. The importance of social factors in his data led 
Winneke to reverse his previous report of an association between 
lead concentration and IQ (paper presented at the Conference on 
Environmental Toxicology, Dusseldorf, Germany, March 1982). 
Inadequate control of confounding variables was one of the condi- 
tions that led me to reverse my previous position and to conclude 
that if there are effects of low lead levels, they are minimal (1). 

In spite of a general consensus on the importance of controlling 
confounding variables, Dr. David and associates provided no data 
on these conditions in their contrasts of retarded children who had a 
known etiology of retardation with those whose etiology was not 
known. The "known etiology" conditions are found through all 
levels of parental intelligence and social status. Retardation of 
unknown etiology is associated with parental factors aid social 
class, yet neither envirónmental nor genetic determinants of retarda- 
tion or developmental deficit were mentioned in this report. The 
possibility of pica was also ignored. 

The investigators assumed a medical model for the *‘illness’’ 
(their term) of retardation. When the etiology was not traced to a 
diagnosed condition, primarily perinatal, it was considered to be a 
toxic response to lead level. Even working within their model of 
biologic variability, to say that a condition as extreme as retardation 
is due to lead levels as low as they reported (mean=25.03 g/dl, 
SD=9,16) stretches credibility. ^ € ^ 

The medical model assumes a close correspondence between 
etiology and illness. Nevertheless, it is known that many children 
with some of the listed etiological conditions (e.g., premazurity, low 
Apgar scores) have no sequelae and that the occurrence o? intellec- 
tual deficit in these children depends in large part on social factors. 
The rather simplistic medical model just does not fit. 

The data of this study are remarkably similar to data reported 
previously by David and associates (2). It appears as if a sir.all group 
of additional cases was added to the previous data and the statistics 
were recalculated. The grave weaknesses of the previous report and 
other studies by David and colleagues have been discussed else- 
where (3, 4), yet this same kind of repor: is published again, 
continuing to add to the confusion and controversy. 

I share the concern of other health professionals regarding expo- 
sure of children to lead-based paint and other concentrated sources 
that can produce lead poisoning. However, studies using flawed 
design, such as those by Dr. David and assoc:ates, contribute to an 
exaggerated concern about low-leve] lead exposure. This concern 
has a number of negative effects, not the least of which is the 
distraction of attention from social and genetic factors in the 
development of children. 
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CLAIRE B. ERNHART, PH.D. 
Cleveland Ohio 


Retroperitoneal Fibrosis and Haloperidol 


Sir: Retroperitoneal fibrosis is a chronic inflammatory condition 
affecting the cellular tissue surrounding the great vessels in the 
lower lumbar area (1). The condition must be distinguished from 
other causes of obstructive uropathy. The fibrous constriz:ion may 
obstruct the inferior vena cava and infrequently the aorta. Rarely, 
the process spreads to the upper part of the abdomen and mediasti- 
num, leading to obstruction of the duodenum, bile ducts, and 
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superior vena cava. Frequently it involves the midportion of the 
ureters, which are pulled medially. Ureteral compression leads to 
hydronephrosis and finally to zzotemia. The disorder is most 
common in middle-aged men, who complain of abdominal and low- 
back pain, ancrexia, weakness, weight loss, and fever. Urinary 
symptoms include frequency, hematuria, and polyuria. If the 
obstruction becomes complete, anuria may develop. The prognosis 
is good if the odstruction is relieved within 3 weeks of onset. 

Although the cause of retroperitoneal fibrosis is often unknown, a 
number of cases have been described that have been attributed to 
drug hypersensitivity. Although the majority of such cases have 
been linked to methysergide, mos: commonly used in the treatment 
of migraine, other drugs, such as tartrate of ergotamine, hydral- 
azine, certain sulfonamides, certain diuretics. reserpine, amphet- 
amines, antihistamines, and certain steroics have also been implicat- 
ed in the development of this disorder. 


Ms. A was z 45-year-old woman who, when her symptoms of 

obstructive uropathy were first noted, had been receiving 5-15 mg/ 
day of haloperidol for the previous 8 years as treatment for chronic 
schizophrenia. During that time she had also been receiving ben2tro- 
pine, an antiparkinsonian drug. 2 mg b.i.d. Before haloperidol was 
used in her treatment, she had been receiving both chlorpromazine, 
in varying doses up to 600 mg/day. and fluphenazine, up to 15 mg/ 
day, for about 5 years. 
, The symptoms she presented to her family physician were abdom- 
inal and*pelvic pains, left leg pain, and left ankle edema. Radiologi- 
cal examination revealed no kidney abnormalities, but a mass was 
palpable in the pelvic area. Laparotomy revealed a picture typical of 
retroperitoneal fibrosis: the left kidney and ureter were obstructed 
by fibrosis. The right kidney and ureter were not affected. Surgery 
was performed to relieve the obstruction and 1 year later Ms. A 
showed no evidence of residual damage. 


We have found in the literature only one other case linking the 
occurrence of retroperitoneal fibrosis to the prolonged use of 
haloperidol (2). Although retroperitoneal fibrosis is at present only 
suspected as a complication of the use of psychotropic drugs. it isa 
condition with serious implications and therefore should be zonsid- 
ered if a patient who is being treated with neuroleptics, and 
especially haloperidol, develops symptoms of obstructive uropathy. 


REFERENCES 


I. Thorn GW, Adams RD, Braunwald E, et al: Harrison's Principles of 
Internal Medicine, 8th ed. New York, McGraw-Hill Book Co, 1977 

2. Nolen P, Talin d'Eyzac А, Yver L, et al Fibrose retroperitoneale et 
vesadol. J Urol Nephrol (Paris) 84 676-677. 1978 


J. JOEL JEFFRIES, M.B. 

W. ALAN LYALL, M.D. 

KALYNA BEZCHLIBNYK, B.Sc.PHARM. 
PauL M. РАРОЕЕ, M.D. 

FRANCES NEWMAN, M.A. 

Toronto, Ont., Canada 


Water Intoxication and Lithium 


Sin: After reading *‘Demeciocycline in the Prophylaxis of Self- 
Induced Water Intoxication” by Ralph A. Nixon, M.D., Ph.D., and 
associates (June 1982 issue), I wondered why the authors strayed so 
far from the psychiatrist's usual drug armamentarium. Lithium’s 
common association with polyuria is felt to be due to inhibition of 
antidiuretic hormone (ADH) at the level of the renal tubule (due, 
specifically, to the inhibition of ADH-sensitive adenylate cyclase in 
tubular cells (1). This action would seem to be close to, if not 
identical with, the action ascribed by the authors to demeclocycline. 

In short, it would seem that either lithium ion or demeclozycline 
could produce the desired increase in free water clearance in 
patients with water intoxication due to psychogenic polydipsia. The 
great body of clinical experience that stands behind lithium would 
seem to argue for use of this more familiar agent. 
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GEORGE NEAL MCNEIL. Jr.. M.D. 
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Dr. Nixon Replies 


Sir: Lithium interferes with the cellular action of antidiuretic 
hormone (ADH) and produces nephrogenic diabetes insipidus in 
man. Although in several case studies (1. 2) lithium has zeen used 
with partial success to treat the syndrome of inappropriate secretion 
of ADH, the available evidence suggests thal it should not be the 
first choice of medication for this disorder. Forrest and associates 
(3) demonstrated the superiority of demeclocyclin2 over lithium in 
treating chronic cases of syndrome of inappropriate sezretion of 
ADH secondary to various medical disorders. Demeclocycline 
restored normal sodium concentrations in all 19 patients treated with 
this agent, whereas lithium had no therapeutic effect in the 3 patients 
to whom it was given. Two of the lithium-treated patients developed 
serious adverse CNS effects. including confusion. discrientation. 
paresthesia, and hyporeflexia. at serum lithium coacentra ions less 
than or equal to .8 mEg/liter. Serious CNS toxicity, including hy- 
poreflexia and coma, has also been observed (2. 31. LitFium levels 
well below the psychiatric therapeutic range mav be effective in 
certain cases of syndrome of inappropriate secretior of ADH 
without causing adverse reactions (2). but this has not been well 
studied. When water intoxication is episodic. as it was with our 
patient and is with many psychiatric patients, the use o” lithium is 
potentially more problematic. In the presence of sodium depletion. 
lithium resorption in the renal proximal tubules :s enhanced and 
sodium and lithium are maximally conserved. Therefore. a serum 
lithium level that is appropriate when serum sodium conceztration is 
normal may rise to toxic levels during an acu:e ep:sode 3f hypona- 
tremia. Finally, chronic lithium administration may alsz interfere 
with the action of aldosterone and. in theory, Zavor sodium loss (4) 

In contrast to lithium. the efficacy of demeclocvcline in treating 
syndrome of inappropriate secretion of ADH secondary to medical 
disorders has been repeatedly demonstrated (3, 5). Demeclocycline 
is well tolerated and serious adverse reactions are uncommon in 
patients with normal renal and liver function. Its efficacy and safety 
in psychiatric patients with self-induced water intoxicaticn needs to 
be tested more extensively. On the basis of the present evidence, 
however, demeclocycline seems to have practical advartages ove- 
lithium to treat this disorder. 
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The Original Goals of Meditation 


Sir: I would like to expand on a point raised эу Deane E Shapiro, 
Jr., Ph.D., in "Overview: Clinical and Physiological Comparison of 
Meditation with Other Self-Control Strategies ' (March 12 issue), 
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that Eastern and phenomenological perspectives have been little 
investigated but may provide important understandings. Indeed, the 
. psychometric and physiological variables usually studied by West- 
ern researchers beer little relationship to the original goals and 
purposes of meditation. These goals include the development of 
qualities such as calm, equanimity, concentration, compassion, 
wisdom, generosity, ethicality, perceptual and introspective sensi- 
tivity, and alternative states of consciousness (1—4). 

Qualities and capacities such as these are difficult to research with 
current psychometric tools. Hence it is understandable, although 
unfortunate, that wth the exception of calm and equanimity, 
Western researchers have tended to study not the effects for which 
meditation was intended but, rather, those which are susceptible to 
easy measurement. Moreover, most subjects have been beginners 
by traditional Eastern standards. Meditation research, therefore, 
exemplifies what Maslow (5) called the trap of **means-oriented"" 
rather than ''problerr-oriented'"' research. This by no means denies 
the importance of th» research that is being done, which comple- 
ments the Eastern end phenomenological perspectives superbly. 
Rather, it points out that what we have tended to examine is not a 
direct measure of what meditation was designed for. We would not 
be content to assess the efficacy of, say, psychoanalysis by measur- 
ing effects after only a few weeks’ therapy on, for example, galvanic 
skin response, heart rate, or insomnia. We should be similarly 
careful with meditation. 

] would also like to make two related suggestions. First, it may be 


important for Western researchers to become acquainted with the 


Eastern literature on meditation. Second, personal experience of 
meditation may be essential for full intellectual understanding, a 
claim that has beer made for centuries by meditators and is 
supported by recent understandings of phenomena such as state- 
dependent learning (2). For example, when EEG patterns consistent 
with sleep were found in some meditators, some researchers con- 
cluded that this was ~he major mechanism mediating any beneficial 
effects and dismissed meditation entirely (3). However, both person- 
al experience and the Asian literature suggest that sleepiness is a 
common but largely -7ansient phenomenon for the beginning medita- 
tor, and many traditions contain detailed instructions on the need 
and means for overcoming it (1). 

Moreover, researc? that has been specifically based on predic- 
tions derived from de-ailed studies of Asian meditation literature has 
found a range of unique perceptual and phenomenological effects 
unlike those detected in any other self-regulation strategy or, in fact, 
in any other population (5). Personal familiarity with both the 
practice itself and its traditional literature may thus perhaps guide 
problem-oriented research toward significant variables likely to 
provide relevant measures and tests of meditation's effects and 
effectiveness. 
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Coexisting Tardive D-skinesia and Parkinsonian Symptoms 
А : 

Str: “The Coexistence of Parkinsonism-Like Symptoms and 
Tardive Dyskinesia"' in patients receiving neuroleptic therapy, aptly 
reported by Mary Aan Richardson, M.A., and Thomas J. Craig, 
M.D., M.P.H. (March 1982 issue), is a problem for which a 
neurologist is often consulted on a psychiatric unit. The authors 
accurately described the pharmacologic dilemma presented by the 
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simultaneous existence of these problems. They did not, howeven, 
emphasize the clinical significance and selective nature of the 
problem. Clearly, only certain patients are at prominent risk for this 
combination of neurologic features. A knowledge of tke temporal 
development and natural history of the two conditions helps to 
identify these patients and aid in their evaluation and management. 

Tardive dyskinesia, by definition, is a late-onset :nvoluntary 
movement disorder associated with long-term neuroleptic exposure. 
Its presence indicates the chronic duration of past therapy but gives 


no definite clues regarding the current medication regimen. In' 


contrast, drug-induced parkinsonism is prominent either in patients 
who have just begun neuroleptic therapy or in patients treated 
chronically whose drug dose has recently been increased. Because 
they are generally self-limited to weeks or months, parkinsonian 
signs in a patient on neuroleptic therapy give informatior. on current 
medication changes and strongly suggest that the neurcleptic dose 
has recently been increased. The presence of combined parkinson- 
ism and tardive dyskinesia therefore indicates both a past, chronic 
neuroleptic exposure and a recent augmentation of neuroleptic dose. 
Patients with this specific medication history require careful evalua- 
tion and follow-up for the possible coexistence of drug-related 
parkinsonism and tardive dyskinesiz. 


CHRISTOPHER G. Goetz, M.D. 
Chicago, Ill. 
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Ms. Richardson and Dr. Craig Reply 


Str: Dr. Goetz acknowledges the pharmacologic dilemma posed 
by the coexistence of parkinsonism-like symptoms znd tardive 
dykinesia we reported but indica:es that only patients having 
recently experienced an increase in neurcleptic dose would be 
vulnerable to such a condition. He further states that it is only 
patients with this selected medication status who require careful 
evaluation and follow-up for the possible coexistence of drug-related 
parkinsonism and tardive dyskinesia. 

A review of the neuroleptic drug aistories of our patients for the 
year preceding their study evaluations, however, reveals a more 
complex picture than that elaborated by Dr. Goetz. The 132 patients 
in our study had been categorized into those having tardive dyskine- 
sia only (N=38, 28.8%), parkinsonism-like symptoms only (N=25, 
18.9%), both disorders (N=23, 17.4%), or symptoms of neither 
(N=46, 34.8%). The analysis of the drug treatment histories of these 
groups demonstrates between-group differences. We will first com- 
pare the two groups exhibiting parkinsonism-like symptoms. Of the 
patients with parkinsonism only, 17 (68.0%) had indeed received 
dose increases before evaluation (82.0% of which had been within I- 
3 months of rating), 6 (24.0%) had received dose decreases, and 2 
(8.0%) had received no change during the year. Of the patients with 
both disorders, however, only 9 patients (39.1%) had experienced a 
dose increase before the rating and 44.4% of those increases had 
been more than 7 months before evaluation: 8 of the patients with 
both disorders (34.8%) had been on a stable regimen for the prior 
year and 6 (26.1%) had received a dose decrease. Therefore, of the 
patients with both disorders, 60.996 had either a dose decrease or no 
dose change in the year before rating. As for the two categories 
without parkinsonism-like symptoms, the group with tardive dyski- 
nesia only presented a pattern remarkably similar to that of the 
patients with only parkinsonism-like symptoms: 25 had had in- 
creases (65.8%), 9 had had decreases (23.7%), and 4 had: had no 
change (10.5%) in dose. The patients with neither disorder were 
evenly divided: 22 had had decreases, 22 had had increases, and 2 
had had no change in neuroleptic dose. The dose changes for the 
study patients in the year before evaluation were based solely on the 
treatment decisions of their respective clinicians. 

Our previous studies lead us to believe that individual patient 
vulnerability to these disorders exists which is not fully explained by 
current neurochemical hypotheses. It may be that patients in whom 
these disorders coexist have a specific type of vulnerability. We 
agree with Dr. Goetz that drug status changes must be kept in mind 
when considering the possible coexistence о? tardive dykinesia and 
parkinsonism-like symptoms but feel that, at this point in our 


knowledge, all patients currently receiving neuroleptics should be z 


~ 
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considered at risk because current or prior drug status has not 
proven to be a sufficient criterion for determination of risk. 


MARY ANN RICHARDSON, M.A. 
THomas J. Craig, M.D., M.P.H. 
Orangeburg, N.Y. 


Writing Consultation Reports 


Sır: We would like to applaud Thomas К. Garrick, M.D., and 
Nada L. Stotland, M.D., for their thought-provoking article "How 
to Write a Psychiatric Consultation" (July 1982 issue). The paper 
provided an excellent springboard for this year's opening didactic 
conference of our psychiatric consultation fellowship prograr1 and is 
a fine tool to aid any service in defining standards for its consultation 
reports. We would like to present a distillation of the issues aad 
opinions raised in our discussion. 

Much of the challenge in writing consultation reports comes from 
delicately balancing the variety of goals that they serve and carefully 
skirting the variety of pitfalls that await the unwary. In an integrated 
consultation-liaison approach. the major purpose of consultation 
reports is to document the consultant's assessment of the consul- 
tee's question and specificallv detail an approach toward resolut.on 
and/or further evaluation. Drs. Garrick and Stotland were on target 
when they wrote that the recommendation section is frequently the 
only one which is read by the consultee. Just as we, on referring 
patients to rheumatologists, are not interested in didactic disserta- 
tions on joint disease, but instead want simple and specific assess- 
ments and treatment plans, so likewise our colleagues expect and 
should receive the same from us. 

One major pitfall of psychiatric consultation reports can be 
avoided by demonstrating sensitivity to issues of confidentiality and 
an awareness that one is composing a legal document. It is valuable 
to recognize that, in addition to having the theoretical right to see 
their medical records, patients оп some wards use hospital char:s as 
regular nighttime reading material. Every word should be inscribed 
in the chart as if the patient were lookiag over one's shoulder. The 
least offensive literary style avoids judgments and impressions and 
instead relies heavily on patients' quotations. 

An extension of this approach involves limiting the use of 
diagnostic categories in the chart to a more benign nomenclature, 
such as ''acute decompensaticn'' or the diagnosis of “adjustment 
disorder." Опе can elaborate directly with the consultee and staff, 
which results, in our experience, in far better follow-through of the 
treatment plan. 

Even after exercising due caution, in the report the psychiatric 
consultant should still echo the professional doctor-patient relation- 
ship that has been established during the consultation. A record that 
reflects an attitude of conscientious attention and respect for the 
patient and his or her clinica! situation remains the mode! to aim 
toward. 


Lewis M. CoHEN. M.D. 
H.S. Sanbuu, M.D. 
Boston, Mass. 


Misdiagnosis of Affective Disorders in Adolescents 


Sır: I read with interest “Тһе ‘Atypical’ Clinical Piczure of 
Adolescent Mania” by James C. Ballenger, M.D., and associates 
(May 1982 issue) because I have just treated a young woman who 
had been misdiagnosed as schizophrenic on the basis of acute 
"schizophrenic" symptoms. Dr. Ballenger and associates stressed 
the importance of a correct diagnosis of manic-depressive illness for 
adolescents so that they may benefit from lithium treatment, but 
there are additional reasons for doing so, as early as possible. 


Ms. A was a 25-year-old unmarried nurse's aide who was hospital- 

* ized for the fifth time in 7 years because she had tried to jump off a 
bridge "because it will cleanse my soul." On admission she was 
confused and impulsive and had a labile mood. She also had loose 
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associations. concrete thinking. pressured speech, and-bizarre be- 
havior. She thought that the devil was controlling her asz heard 
voices telling her to hurt herself. She responded rapidly to reurolep- , 
tics so that by the second week of hospitalizazion her М MPI was 
normal. The Diagnostic Interview Schedule (1) conf red the clini- 
cal impression of a bipolar disorder. Her first psychotic break was at 
the age of 18. All episodes were similar; they occurred in th2 spring 
or summer, were preceded by a period of euphoria ага followed by a 
more prolonged period of depression, usually involved religious 
preoccupations, and responded rapidly то treatment with nzurolep- 
tics. All of her previous episodes were diagnosed as schizophrenia 
by at least three different psychiatrists. Her family history was 
positive for alcoholism and affective disorders. She recused to 
comply with maintenance medications yet returned to oremorbid 
levels of functioning between each episode. 

The lack of early correct diagnosis led to a series о? mutually 
reinforcing complications for Ms. A that were all po:entially avoid- 
able. Maintenance treatment was attempted with neurolep-ics (with 
significant side effects) rather than with lithium. which m.ght ha 
minimized the chances of recurrences. Her dislike of the neurol 





treatment. She increasingly came to feel misunderstood 2п 7 zoz 
ed. She did not know where to turn for guicance or sup 
sense of isolation and confusion occurred during ado:escence, a 
critical developmental stage. and was aggravated by the continued 
cycling of her illness. Once the initial diagnosis of schizoshrenia was 
made, there seemed to be a strong reluctance to reexamine it, even 
with growing evidence against it. | 


Dr. Ballenger and associates’ article is a welcome addition to the 
extensive literature of the past 10 years emphasiz:ng the nonspecific 
nature of acute psychotic symptoms. It is puzzling that such 
diagnostic errors continue to be made. 
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Suicide and Homicide in U.S. Prisons 


Sin: Few estimates of the suicide rate of prisoners are available. 
Burtch (1) studied maximum security prisons in Canada and report- 
ed a suicide rate of 272/100,000 per year for 1959-1975. Richert (2) 
reported a suicide rate of 6/100,009 for Frenca citizeas in French 
prisons in 1972, 25/100,000 for Spanish-Portuguese immigrants. and 
55/100,000 for North African immigrants. Payson (2) studied 45 
states in the United States and calculated a suicide rate of 36/100,000 
per year. 

In this letter I will report data on the suicide and homicide rates in 
all U.S. prisons for 1978 and 1979. I obtained the cata for these 
calculations from U.S. Department of Justice publications (4, 5). 
During these 2 years, the overall suicide rate for male prisoners was 
24.6/100,000 and the overall homicide rate for male prisoners was 
29.4/100,000. (During this period, only 2 women completed suicide, 
giving a suicide rate of 7.9/100,000, and no fema'e prisoner was 
murdered.) It should be noted that 7.8% of the dezths in federal 
prisons and 29.0% of the deaths in state prisons reram classified as 
“cause unknown," making these rates underestimetes. 

For men in federal prisons, the suicide rate was '9.7/100,000 and 
the homicide rate was 57.2/100,000. For men in staze prisons, the 
suicide rate was 25.2/100,000 and the homicide rate was 26.5/ 
100,000. 

Although the numbers for each state were small the suicide and 
homicide rates for men were calculated for prisonzrs in each state 
and correlated with the rates of suicide and homicide for men in the 
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general population in the state. The associations were not signifi- 
cantly different from zero (r=.14 for suicide and r=—.005 for 
, homicide, df—48). 

These ratés for prisoners are lower than those for Canadian 
prisoners reported oy Burtch (1) but higher than the rates for the 
general male population in the United States, for whom the suicide 
rate in 1976 was 18.7/100,000 and the homicide rate was 14.2/ 
100,000. Prisoners do appear to have a higher risk of violent death 
than the general population. 
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Davip LESTER, PH.D. 
Pomona, N.J. 


Late-Onset Schizophrenia 


Sin: The problem of diagnosing schizophrenia is one of the major 
issues in psychiatry. Fish (1), Bleuler (2), and Post (3) have brought 
attention to: their impressions that psychiatrists in the Anglo- 
American tradition seem unwilling to diagnose schizophrenia in 
persons over the age of 40. 1n fact, Fish (1) made references to 
Kraepelin, Schneider, and Bleuler, who at different times noted that 
in their samples the onset of illness for 576-1596 of the schizophrenic 
patients occurred after age 40. 

In the practice of geropsychiatry one sees this first incidence of 
schizophrenic symptoms in older persons often enough to wonder if 
one should not diagnose the condition as schizophrenia rather than 
calling the condition something else, such as atypical psychosis. 

In the geriatric clinic at the Texas Research Institute of Mental 
Sciences we gathered records of patients admitted between 1973 and 
1978. From the records we were able to identify 124 patients who 
were 65 or older and had a primary diagnosis equivalent to the DSM- 
П codes 295 and 297 (schizophrenia and paranoid states). Of these 
124 patients, 29 had no evidence of a history of mental illnesses. 
Upon reviewing the charts of these 29 patients, paying attention 
especially to the criteria used for the diagnoses, we found that many 
diagnoses had been made on inadequate criteria, as expected. 
However. some diagnoses had been made on the basis of criteria 
that would satisfy the DSM-/II requirements if not for the age 
exclusion. If the age exclusion had been used as a criterion, these 29 
patients would not have received the diagnosis of schizophrenía. 
This means that a substzntial number of patients (23%) could be 
misdiagnosed because of this one criterion, which excludes the 
ciagnosis of schizophrenia from the elderly patient group. 

This has several implications. By excluding the diagnosis of 
szhizophrenia, we are forced to call these patients something else 
and to prevent them from falling into the appropriate statistical 
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category. Drug studies would not examine the effect 5f drugs an 
elderly schizophrenic patients and. more important, wken data are 
required to plan for services the elderly schizophrenic patients 
would not be included. 

It is my contention, therefore, that the age exclusion criterion 
poses problems for the clinician and researcher alike. Researchers 
can still decide to include or exclude certain cases frofn their studies 
on the basis of whatever age limits they deem appropriate, but 
clinicians should not have to operate under the assumption that 
schizophrenia does not occur in the aged. Morey and Blashfield (4) 
cautioned against assuming an *'illusion of precision’’ in accepting 
the DSM-HI criteria. In their study, only one of the exclusionary 
criteria achieved discriminant validity. This criterion pertained to 
the presence of an affective syndrome that developed after the onset 
of the psychotic symptoms. They found the exclusion criterion of 
age to be invalid. Like them, I have to conclude it is not clear why 
such an arbitrary age limit is set for the diagnosis of schizophrenia. 
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MozsAIN Essa, M.D. 
Omaha, Neb. 


: Rural Utilization in the 1950s 


Sin: I read with interest ‘Federal Employees’ Experierce as a 
Guide to the Cost of Insuring Psychiatric Services in the Various 
States" by John Krizay, M.A. (July 1982 issue). His data on the 
utilization of psychiatric benefits reminded me of when I was 
involved in trying to supply ‘‘community’’ psychiatric services to 
the total population of three rural counties in northern New York 
State during the mid-1950s. At that time community psychiatry did 
not provide inpatient services, but, apart from that, we found that 
throughout the county and with active school consultation programs 
and agency consultation programs each year we were serving 1.8% 
of the population. No private psychiatric or psychological service 
was available. That experience in a part of northern, rural New York 
State is surprisingly similar to the utilization rate of psycaiatric 
services described in Mr. Krizay's article. 


Hans К. Hukssv, M.D. 
Burlington, Vt. 


Correction 


In the September 1982 issue, on page 1163 of the article ‘Lecithin 
in the Treatment of Mania: Double-Blind, Placebo-Controllec Tri- 
als" by Bruce M. Cohen, M.D., Ph.D., and associates, the second 
sentence of the first paragraph should read, ‘‘Lecithin was given 
dissolved in ethanol and mixed with ice cream in a dose of 10 g three 
times a day.” 
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Ethical Dimensions of Psychiatric Intervention in Terrorist and Hostage 
Situations: А Report of the APA Task Force on Terrorism and Its Victims 





The following report was approved for publication by the Boara of 
Trustees at its June 25, 1982, meeting; it is not an official positon 
statement. The task force hopes the report will be useful to 
psychiatrists who find themselves in situations involving terrorists 


* or hostages. 





THE AMERICAN PSYCHIATRIC ASSOCIATION'S Task Force on Terror- 
ism and Its Victims has examined the ethical implications of 
psychiatric intervention in terrorist and hostage-taking situaticns. 
The process has had several facets. First, the task force has 
collected examples of ethical conflicts that might be encountered or 
have already been encountered by psychiatrists in hostage situa- 
tions. Second, task force members have discussed their personal 
perception of ethical conflict areas and attempts to resolve them. 
Third, the task force has been aided by the participation of involved 
individuals with professional experience in terrorist or hostage 
situations at the symposium sponsored by the American Рѕусћһігігіс 
Association and Law Enforcement Assistance Administration that 
was held in September 1979 in Baltimore. Our collection of data 
from involvec professionals has continued at subsequent meetings 
of the task force. We have also teen assisted through parallel efforts 
of other professional groups, notably the report of the Amer.can 
Psychological Association's Task Force on the Role of Рѕусһо:ору 
in the Criminal Justice System (1). 

In terrorist and hostage situations the psychiatrist may find 
himself or herself acting under the extreme pressure of time and 
events, isolated from traditionel sources of peer consultation and 
review by security restrictions, and operating in an area waere 
opinions are strongly held and relevant precedents are few. Even 
after careful analysis supplemented by peer review, a psychiatrist 
may find that a given issue cannot be readily resolved. The ethical 
dilemma may not be a simple conflict between right and wrong but, 
instead, a complex balancing of valid rights of different parties and 
sometimes the necessity to choose the lesser evil. In offering the 
following principles as an informational resource document, the task 
force seeks to share with colleagues the perspectives thal we nave 
found most useful. 

In those circumstances where the psychiatrist is functioning in the 
role of a clinician, most specifically where he or she engages in a 
direct physician-patient relationship, the task force acknowledges 
that all elements of the American Medical Association's Principles 
of Medical Ethics with Annotations Especially Applicable to Psychi- 
atry (2) should be upheld. . 

Although the Principles do not specifically mention terrorist or 
hostage situations, they do contain relevant ethical guidelines. 





phe Task Force on Terrorism and Its Victims includes David A. 
e Soskis, M.D., chairperson; Martin Symonds, M.D.; John Lion, 
M.D.; Burr S. Eichelman, M.D.; William Н. Reid, M.D.: and 
Nathaniel S. Apter, M.D., consultant. 


Section I states that “а physician shall be dedicated (2 providing 
competent medical service with compassion and respec: for human 
dignity.” In a terrorist or hostage situation compassion and respect 
are required not only for the victims or hostages but for zhe terrorist 
or hostage taker and also for the law enforcement or military 
personnel who are attempting to resolve the situation. This broad- 
ened definition of physician responsibility is explicitly acknowl- 
edged in the Principles: “А physician must recognize responsibility 
not only to patients, but also to society, to other health profession- 
als, and to self.” 

The psychiatrist may be helped in making decisions about com- 
peting needs for professional compassion and respect ir. a terrorist 
or hostage situation through attempts to maintain fidelity to his or 
her healing role. This role is clearest when a victim solicits treatment 
after a hostage-taking or terrorist incident, when the goal is to 
minimize the trauma and facilitate return to normal social function- 
ing. The physician role also applies if a patient currently in therapy 
with a psychiatrist becomes involved in an incident as hostage or 
hostage taker. In such situations, the involvement of the zsychiatrist 
may be direct or indirect in accordance with his or her clinical 
judgment of tne competing needs of the situation. This may include 
sharing clinical information, as stated in the Principles: ‘‘Psychia- 
trists at times may find it necessary, in order to protect the patient or 
the communi:y from imminent danger, to reveal confidential infor- 
mation disclosed by the patient.” 

When a psychiatrist intervenes outside of a patient-physician 
relationship cr is called on to offer professional expertise outside the 
practice of psychiatry as a healing art and science, he er she must 
be guided by broader ethical principles. This includzs situations 
where psychiatrists act as employees of or consultants to govern- 
ment agencies. The Principles explicitly approve o? psychiatric 
consultation to government but also emphasize the importance of 
clarifying one’s specific role in each situation. Is the psychiatrist 
speaking as a dedicated citizen, individual clinician, cr spokesper- 
son for or employee of an official group? 

Psychiatrists who are employees of or consultants to government 
agencies or private organizations should be free to decline specific 
interventions in terrorist or hostage incidents if in the.r judgment 
these interventions are clinically or ethically contraindicated. If a 
patient with whom a psychiatrist has had an cngoinz therapeutic 
relationship becomes involved in a terrorist or hostage incident, the 
psychiatrist must balance clinical and ethical reservat ons concern- 
ing his or her participation against the emergency nzture of the 
situation and the possibilities for providing unique and potentially 
life-saving input. . 

Where psychiatrists are free to choose cr to shape the nature of 
their role, there may be possibilities for forms of intervention that 
are positive in both the clinical and ethical sense and (Ға: validly use 
the psychiatrist's professional expertise in the understanding of 
human experience and behavior. For instance, when a psychiatrist 
participates in the training of law enforcement or military officers in 
peaceful methods of conflict resolution or in preparing responses to 
terrorist or hostage incidents, he or she may be genuinzly serving all 
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parties concerned, inciuding the hostages or victims, the terrorists, 

- law enforcement, military, or diplomatic personnel, and society at 

large. When the clinician is not free to choose his or her role, there 

' are particular«dangers of adopting unethical practices because of the 

stress of emergency situations, pressures from government officials, 

or attempts to serve уа пей ends. Psychiatrists in such situations are 

< urged to recall that clin:cal ends cannot be separated from the means 

used to pürsue them and that techniques such as intentional decep- 

tion are never free from hazardous consequences for the clinicians 
who use:them. А i 

As in other emergency situations, the need to preserve the 

confidentiality of the psychiátrist-patient relationship is not an 


absolute one in terrorist or hostage incidents. Psychiatrists can - 


generally make appropriate decisions in this area based on the same 
considerations for which confidentiality may be breached in the 
traditional clinical setting. The task force has found, however, that 
psychiatrists are particularly liable to error and to misinterpretation 


when they are given the opportunity to make statements concerning - 


terrorist or hostage incidents to the press or broadcast media. All 
psychiatrists involved in this area should give careful attention to 
` acknowledging and controlling their own needs for publicity. As 
stated in the Principles: ‘‘It is unethical for a psychiatrist to offer a 
professional opinion urless he/she has conducted an examination 
and has been granted proper authorization for such a statement.” 
When a psychiatrist serves as a consultant to an organization 
where ‘his or her role is specifically defined in advance as partly or 
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wholly nonclinical, the psychiatrist must be cognizant of the difficul- 
ties in divesting himself or herself of the social expectations and 
technical knowledge inherent in the physician role. The realistic 
importance, widespread publicity; and high emotional pitch of 


terrorist and hostage incidents may make it difficult for the'psychia- ' . 


trist-consultant to maintain sound personal and professional humil- 


' ity. Even when the psychiatrist realizes his or her limitations, 


however, the professional isolation inherent in these situations 
imposes a heavy burden on the individual clinician, The task force 
encourages individual psychiatrists to seek peer counsel in assessing 
the ethical and professional complexities and limits of intervention 
techniques. Realistic concerns about security issues should not 
prohibit the clinician from obtaining such counsel because these are 
the situations in which it may be most needed and because other 
clinicians with appropriate security clearances do exist. Finally, the 
task force will continue to offer ongoing consultation to psychiatrists 
and other clinicians who request it. 
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Tortured minds and shackled limbs—common 
conditions from an era past. The era before the 
introduction of ‘Thorazine’, an event that was to 
revolutionize psychiatric care. 

Back in 1954, ‘Thorazine’ was notable for its 
effective control of the manifestations of psychosis, 
for increasing patient accessibility to psycho- 
therapy, for helping restore large numbers of 
patients to productive lives in the community: 
Today, 28 years later, it still is. 
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The Young Adult Chronic Patient: Collected Ar- 
ticles From H&CP. Hospital & Community Psychiatry 
has contributed to a better understanding of the 
characteristics and needs of the rapidly expanding 
population of young adult chronic patients through 
a number of articles published in its pages. Now the 
H&CP Service has compiled these important articles 
into a 37-page booklet that serves as a useful resource 
document for professionals who plan and provide ser- 
vices for this challenging group. Contributors include 
Leona Bachrach, Ph.D., Richard Lamb, M.D., and 
Bert Pepper, M.D. With commentaries by John Tal- 
bott, M.D., and James Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. 
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. copy(ies) of The Young Adult Chronic 





Two Important H&CP Service Publications* 
to Help You in Your Work 


























Rights of the Mentally Disabled: Statements and . 

Standards. Major statements and standards on pa- 
tients’ rights issued by courts, legislatures, and na- - 

tional organizations are brought together for the first 
time in this 40-page booklet published by APA's Hos- 
pital & Community Psychiatry Service. Included are 
the American Hospital Association's patient’s bill 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standard: 
on patients rights, and the section on patients’ righ 
and advocacy from the Mental Health Systems А 
Complete with bibliography and listings of advoca 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. T 
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. Norpramin 
(desipramine hydrochloride tablets USP) 
AVAILABLE ONLY ON PRESCRIPTION 
MECHANISM OF ACTION: Available evidence suggests that 
{ ions have a biochemical basis in the form of 
ve deficiency of neurotransmitters such as 
phrine and serotonin. Norepinephrine deficiency 
associated with relative КАНЫ urinary 
hydroxyphenyl glycol (MHPG) levels, while 
deficiencies may be associated with low spinal 
is: of 5-hydroxyindolacetic acid. 
precise mechanism of action of the tricyclic 
nts. is unknown, a leading theory suggests 
restore normal levels of neurotransmitters by 
he re-uptake of these substances from the 
the central nervous system. 
indicates that the secondary amine tricyclic 
ts; including Norpramin, may have greater 
blocking the re-uptake of norepinephrine. Ter- 
nine tricyclic antidepressants, such as amitrip- 
may have greater effect on serotonin re-uptake. 
tpramin (desipramine hydrochioride) is not a 
noamine oxidase (МАО) inhibitor end does not act 
а central nervous system stimulant. It has 
ind in some Studies to have a more rapid onset of 
han imipramine. Earliest therapeutic effects may 
asionally be seen in 2 to 5 days, but full treatment 
etit usually requires 2 10 3 weeks te obtain. 
ANDICATIONS: Norpramin (desipramine hydrochloride) is 
indicated for relief of symptoms in various depressive 
“syndromes, especially endogenous depression. 
CONTRAINDICATION INDIC $: Desipramine hydrochloride should 
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ment. with an МАО inhibitor drug; hyperpyretic 
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patients taking MAO inhibitors and tricyclic antidepres- 
sants. When Norpramin (desipramine hydrochloride) is 
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Started cautiously and should be increased gradually. 
The drug is contraindicated in the acute recovery period 
: following myocardial infarction. It shouid not be used in 
those who have shown prior hypersensitivity to the drug. 
Cros: УМЫ between this and other dibenzazepines 15 
jlity, 
WARNINGS. 1. Extreme caution should be used when this 
rug is given in the following situations: e. In patients with 
lovascular disease, because of the possibility of con- 
"defects, arrhythmias, tachycardias, strokes, and 
jocardial infarction. b. In patients with a history of 
ion or glaucoma, because of the anti- 
perties of the drug. c. in patients with 
сг those taking thyroid medication, be- 
se of the possibility of cardiovascular toxicity, includ- 
ng arrhythmias, d. In pom with a history of seizure 
disorder, because this drug has been shown to lower the 
“seizure threshold. 2. This drug is capable of blocking the 
< antihypertensive effect of guanethidine and similarly act- 
“Ing: compounds. 3. * Safe use of 
; geiramina hydrochloride during pregnancy and lacta- 
tion has not been established; therefore, ‘fit is to be given 
to pregnant patients, nursing mothers, or women of 
“childbearing potential, the possible benefits must be 
weighed against the possible hazards to mother and child. 
Animal те) roductive Studies have been inconclusive. 4. 
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illness may induce a hypomanic state after the depressive 
phase terminates. &. The drug may cause exacerbation of 
psychosis in schizophrenic patients. S. Close supervision 
and careful adjustment of dosage are required when this 
drug is given concomitantly with anticholinergic or sym- 
pathomimetic drugs. 8. Patients should be warned that 
while taking this drug their response to alcoholic bever- 
ages may be exaggerated. 7. Clinical experience in the 
concurrent administration of ECT and antidepressant 
drugs is limited. Thus, if such treatment is essential, the 
possibility of increased risk relative to benefits should be 
considered. 8. If Norpramin (desipramine hydrochloride) 
is to be combined with other psychotropic agents such as 
tranquilizers or sedative/hypnotics, careful consideration 
should be given to the pharmaco! of the agents em- 
ployed since the sedative effects of Norpramin and ben- 
zodiazepines (e.g., chlordiazepoxide or diazepam) are 
additive. Both the sedative and anticholinergic effects of 
the major tranquilizers are also additive to those of Nor- 
pramin. 9. This drug should be discontinued as soon as 
possible prior to elective surgery because of the possible 
cardiovascular effects. Hypertensive episodes have been 
observed during surgery in patients taking desipramine 
hydrochloride. 10. Both elevation and lowering of blood 
sugar levels have been reported. 11. Leukocyte and differ- 
ential counts should be performed in any patient who 
develops fever and sore throat during therapy; the drug 
should be discontinued if there is evidence of pathologic 
neutrophil depression. 12. Norpramin 25, 50, 75, and 100 
mg. tablets contain FD&C Yellow No. 5 (tartrazine), which 
may cause allergic-type reactions {теш bronchial 
asthma) in certain susceptible individuals. Although the 
overall incidence of FD&C Yellow No. 5 (tartrazine) sensi- 
tivity in the general population is low, it is frequently 
seen in patients who also have aspirin hypersensitivity. 
ADVERSE REACTIONS: Note: Included in the following 
listing are a few adverse reactions that have not been 
reported with this specific drug. However, the phar- 
macologic similarities among the tricyclic antidepressant 
drugs require that each of the reactions be considered 
when Norpramin (desipramine hydrochloride) is given. 
Cardiovascular. hypotension, hypertension, tachycardia, 
pa pita о, arrhythmias, heart block, myocardial infarc- 
ion, stroke 

Psychiatric: confusional states (especially in the elderly) 
with hallucinations, disorientation, delusions; anxiety, 
restlessness, agitation; insomnia and nightmares; 
hypomania; exacerbation of psychosis. | 
Neurgiooig numbness, tingling, paresthesias of ex- 
tremities; incoordination, ataxia, tremors, peripheral neu- 
ropathy; extrapyramidal symptoms: seizures; alteration іп 
EEG patterns; tinnitus. 

[ашап dry mouth, and rarely associated sub- 
ingua itis, blurred vision, disturbance of accom- 
modation, mydriasis, increased intraocular pressure; 
constipation, paralytic ileus; urinary retention, delayed 
micturition, dilatation of urinary tract. 

Allergic: skin rash, petechiae, urticaria, itching, photo- 
sensitization (avoid excessive exposure to sunlight), 
edema (of face and tongue or general), drug tever, cross 
sensitivity with other tricyclic drugs. — . 
Hematologic: bone marrow depressions including agran- 
ulocytosis, eosinophilia, purpura, thrombocytopenia. 
Gastrointestinal anorexia, nausea and vomiting, epigas- 
tric distress, peculiar taste, abdominal cramps, diarrhea, 
stomatitis, black tongue. 

Endocrine: gynecomastia in the male, breast enlargement 
and galactorrhea in the female; increased or decreased 
libido, impotence, testicular swelling; elevation or de- 
pression of blood sugar levels. : | 
pter jaundice (simulating obstructive), altered liver 
unction; weight gain or loss; perspiration, flushing; uri- 
nary frequency, nocturia: parotid swelling; drowsiness, 


‘dizziness, weakness and fatigue, headache; alopecia. 


Wit drawal mpl 1 Though not indicative of addic- 
tion, abrupt cessation of treatment after prolonged 
therapy may produce nausea, headache, and malaise. 


^ response апа any evidence of intolerance. 
ication may | 


divided dosage 
schedule allows 
titration to individual 
response. 


Dosages above 300 mg./day are not recommended. 

Dosage should be initiated at a lower level and in- 
creased according to tolerance and clinical response. 

Treatment of patients requiring as much as 300 mg. 
should generally be initiated in hospitals, where regular 
visits by the physician, skilled nursing care, and frequent 
electrocardiograms (ECG's) are available. 

The best available evidence of impending toxicity from 
very high doses of Norpramin is prolongation of the QRS 


or QT intervals on the ECG. Prolongation of the PR interval — 


is also ce but less closely correlated with plasma 
levels. Clinical symptoms of intolerance, especially drow- 
siness, dizziness, and postural hypotension, should also: 


alert the physician to the need for reduction in dosage. VU 


Plasma desipramine measurement would constitute 
optimal guide to dosage monitori 


ing. VERE 
Initial therapy may be administered in divided doses or . o:i 


a single daily dose. 


Maintenance therapy may be given on a once-daily. ue p 


schedule for patient convenience and compliance. 


Adolescent and бела Dose: The usual adolescent and 
geriatric dose is mg. daily. 


Dosage should be initiated at a lower leyel and in: ·. 


creased according to tolerance and clinical reSponse to а: : 


usual maximum of 100 mg. daily. in more severely ill 

ients, dosage may be further increased to 150 mg/day: o 

oses above 150 mg ./day аге not recommended in thesé 

age groups. : 

Initial therapy may be administered in divided doses or 
a single daily dose. 

Maintenance therapy may be given on a once-daily 
Schedule ог рае convenience and compliance. 
OVERDO: : 


See prescribing information for a discus- ^. 


sion of symptoms and treatment of overdose. 
Product Information as of May, 1980. 
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Educators Prot 


announces the second conference on 


WOMEN'S STUDIES 
IN PSYCHIATRIC 
EDUCATION 


January 27-28, 1983 


San Francisco 
Hilton and Tower Hotel 













Designed to increase awareness of current research 
on the psychology of women and resulting implications 
for psychiatric theory, training, and treatment. 


Registration Fee: $100 ($65 residents) 
Deadline for Registration: December 21, 1982 


For Further Information Contact: 


Jayne Kasarda or Barbara Lipkin 
Office of Education 
American Psychiatric Association 
1400 K Street, NW 

7 shingon, D. C. 20005 i2 682-6130. 
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Anew patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 

sychiatrists involved in their care. Ranging in age from 18 to over 
55 they weara variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
theapproach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 



















Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental "fuzziness" (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alerz 
and able to participate in other forms of therapy. * 





Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 






Right at the start — right for the long 


HALDOL 
Qon. 


aloperido 














*Marked sedation ist 
Pleasesee follo 













HALDOILS? concentrate 
(haloperidol) 

tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 
halcperidol (as the lactate). 


HALDOL® (haloperidol) 
sterile injection — Pre-filled Syringe 
for rapid control (often within hours) 
in acutely agitated patients. 5 mg 1 
haloperidol (as the lactate) with 1.8 mg | 
methylparaben and 0.2 m 

D prop Iparaben per ml, and lactic acid 

for pH adjustment to 3.0-3.6. 








































ry of Prescribing Information 
ons: Severe, toxic CNS depression or comatose states from any cause, 
‘the drug. Parkinson's disease 

в In Pregnancy: Safe use in pregnancy or in women likely to become preg- 

п established; use only if benefit clearly justifies potential hazards. Infants 

during drug treatment. 

With Lithium: Patients receiving lithium plus haloperidol should be monitored 
dence of neurological toxicity and treatment discontinued promptly if such 


3rorichopneumonia, sometimes fatal, has followed use of major tranquilizers, 
ing haloperidol: Prompt remedial therapy should be instituted if dehydration, hemocon- 
‘ation or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
terol and/or cutaneous and ocular changes have been reported with chemically-retated 
ithough not with haloperidol. Mental and/or physical abilities required for hazardous 
driving may be impaired. Alcohci should be avoided due to possible additive effects 








minister cautiously to patients: (1) with severe cardiovascular disorders, due 
transient hypotension and/or precipitation of anginal pain (if а vasopressor 
ephrine should not be used since HALDOL may block its vasopressor activity 
| further lowering of blood pressure may occur); (2) receiving anticonvulsant 
HALDOL may lower the convulsive threshold; (3) with known allergies or a 
reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
пегепсе occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
inson ication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if bcth are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 


mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate ргоасіп levels: the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
фот of these drugs. is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
реет reported, the clinicai significance of elevated serum prolactin levels is unknown for most 
: patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
| mammary tumori is: the available evidence is considered too limited to be conclusive at 
{мв time. The: 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
eu AM (including bronchial asthma) in certain susceptible individuals, espe- 
;cially in t © have aspirin hypersensitivity. 










lory of allergi 








Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyram:- 
баі) reactiogs-have been reported frequently, often during the first few days of treatment. Gen- 
< erally they involved Parkinsor-like symptoms which were usually mild to moderately severe and 

= usually reversible. Other types of neuromuscular reactions (motor restiessness, dystonia, 

акаа, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reacti 
7 relatively low doses. Generally, extrapyramidal symptoms are dose-relatec 
* relatively high doses and disappear or become less severe when the doseis reduced. Anti 







kinson drugs may be requirec. Persistent extrapyramidal reactions have been reported and the 


^ drug may have to be discontinued in such cases. | i 
12. Withdrawal Emergent Neurological Signs; Abrupt discontinuation of short-term antipsychotic 





have been reported at 
ted since they occur at 





• Rapid relief of core 
psychotic symptoms 


„ Effective for both initial 
and maintenance therapy 


e Safe and effective at the 
widest possible dosage range * 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions. 


HALDOL® tablets 

(haloperidol) 

in 6 different strengths, for е 
convenience in individualizing 
dosage. 
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4 mg 1 mg 2 mg 5 mg 10 mg 20 mg 





therapy is generally uneventful. However, some patients on maintenance treatment experience... 
transient dyskinetic signs after abrupt withdrawal. In certain cases these аге indistinguishable 
from "Persistent Tardive Dyskinesia’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available. 
HALDOL should be gradually withdrawn. S 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associate 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-d 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; ther 
is no known effective treatment and all antipsychotic agents should be discontinued. The syri 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent ài 


Other CNS Effects: insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, deprese 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of рву г. 
chctic symptoms including hallucinations, and catatonic-like behavioral states which may ре 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu-: 
kocytosis, minimal decreases іп red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastaigia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 

G testinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- : 
sea and vomiting. Autonomie Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: La sm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept i 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. ; 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or . 












The injectable form is intended only for acutely agitated psychotic patients with moderately 

severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of - 

intramuscular administration in children have not been conducted. : ze 
28327—7/21/82 
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PHARMACEUTICAL 
McNEILAB, INC. Spring House, PA 19477 


ГА unique instructional program for psychiat- 
ric educators. The vignettes are useful in 
residency training, grand rounds, and con- 
. tinuing medical education. This learning pro- 
gram is designed to stimulate discussion by 
portraying stereotypic attitudes regarding 
treating the chronically mentally ill. The goal 
of the videotape is to foster attitude change 
and improved patient care for the chronically 
mentally disabled. 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL is a videotaped 
learning program consisting of 12 vignettes and 


.. a Discussion Leader's Guide. The learning pro- 


„ gram will help viewers to: 


• Identify feelings and values 


• Stimulate discussion regarding the chronically 
mentally ill 


* Develop problem-solving solutions 


The Discussion Leader's Guide offers sugges- 

lions for using the vignettes in small group 
discussions, and in addition, includes a descrip- 
tion of the individual vignettes. 


Instructional Strategies Include: 

e Establishing learning objectives 
• Role-playing 

» Problem-solving approaches 

• Group exercises 


The Bibliography includes excellent background 
references. 


Participating Faculty 


Producer Consultant АНА 
Hugh James Lurie, M. D. Carolyn B. Rcbinowitz 
Clinical Professor of Training: Project Director 

Psychiatry and Behavioral EDPE Project 

Sciences Deputy Medica! Dire 
University of Washington, Director. Office of 

Seattle American Psychiatri 

Association 


Production & Editorial 

Consultants 

Barbara L. Lipkin, М.А 

Jayne Kasarda, M.A T. 

EDPE Staff 

American Psychiatric 
Association 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL: VIDEOTAPE 
VIGNETTES FOR DISCUSSION consists of 
12 brief vignettes which succinctly focus o 
the feelings of frustration and pessimism often 
found in the care of the chronically mentally 
disabled. The purpose of this learning program 

to provide structured opportun'ties for trainee: 
and teachers of psychiatry to ciscuss attitude 
assumptions and frustrations experienced 
treating the chronically mentally ill. The objec 

is to help viewers identify their assumption 
about this population, and surface regative atti- 
tudes that interfere with good patient care 
the first step to developing more constructive 
approaches. 


Educators will find this program useful аѕ а tool 
to help identify and modify attitudes toward the 


chronically mentally ill held by trainees and $ 


ORDER FORM 


————— Copies of CHANGING ATTITUDES TOWARD THE CHRONICALLY MENTALLY ILL. at$ 
packet. Publication #P102-V 
|. ENCLOSED IS THE TOTAL PAYMENT OF $e 
|. (Non-prepaid orders will be invoiced. with shipping/handling charges included.) 
_ Please be sure to indicate video-cassette format: 
U-Matic Playback 
VHS Playback 
| you do not know the type of playback equipment, please state пате of manufacturer and model number. 


Please send me 


Betamax Playback | 


Betamax Playback i | 
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lange without notice. 











: o the tis айка] ер ih AN ' you offer 
„ir ce, a valid indicator of his motivation to come to g 
addiction Tan iherapy with 250. mgc or 500 mg once ac 


Nan abstain. Daily бароп of he Preis кыо 
's of: Е alcohol after ANTABUSE strengthens his 


USE blocks the normal degradation of alcohol (increasing the 
tion of ч in the blood by 5 to 10 шш) ыз 





5 - yf j 
мп0: aen receivig or have recently received metronidazole, paraldehyde, of the 
al: er alcohol-containing preparatons, e.g., cough syrups, tonics and the Mental M 


not be given ANTABUSE ^ А 
i Disabl d : 
іѕаое 
1 emes 













те warned to'avoid alcohol in disguised form, i e. in sauces, vinegars 
res.and even. aftershave io: ions and back tubs. He shoul d also be 















yi duces flushing, throbbing т head and paa throbbing headache, 
ifficulty. nausea, copious vomiting, sweating, thirst, chest pain, palpi- 
hyperventilation, tachycardia, hypotension, syncope, marked 
58, vertigo, blurred vision, and confusion. іп severe reactions 
tespiratary depression, cardiovascular collapse, arrhythmias, 
;'acute congestive heart failure, unconsciousness, convul- 








An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights. 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA's Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association's patient's bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


f the réaction varies wit? each individual, but is generally propor- 
amounts. of ANTABUSE and alcohol ingested. 
RACTIONS Disulfiram appears to decrease the rate at which certain 
abolized and so may increase the blood levels and the possibility of 
toxicity of drugs given concomitantly, 
LFIRAN SHOULD BE USED WITH CAUTION IN THOSE PATIENTS RECEIV- 
ТОШ AND ITS CONGENERS, SINCE THE CONCOMITANT ADMINIS- 
THESE TWO DRUGS CAN LEAD TO PHENYTOIN INTOXICATION 
necessary to adjust the dosage of ога! anticoagulants upon begin- 
ping disulfiram, since disulfiram may prolong prothrombin time 
ing isoniazid when disulfiram is given should be observed for the 
of unsteady gait or marked changes in mental status and the disul- 
ued if such signs appear. 
multaneous ingestion of disuifiram and nitnte in the diet for 78 weeks 































time: 

1 "CONDITIONS: Because of the possibility of an accidentat ANTA- 
»alcohot reaction, ANTABUSE (dis.iffiram) should be used with extreme 

n ^ patients with any of the following conditions: diabetes mellitus, hypothy- 

m, pon cerebral damage, chronic and acute nephritis, hepatic cirrhosis 












nt of the physician. the probable benefits outweigh the possible risks 


PRECAUTIONS 
та history of rubber contact dermatitis should be evaluated for 
i ivity to thiuram derivatives before receiving ANTABUSE. (See Contra- 

























SU ested that every patient under treatment carry an Identification Card. 
2 18 fgceiving АМАВЫБЕ aw describing the symptoms most likely 






physician or insti pee to be contacted in emergency. (Cards 
от Ayerst Laboratories upon request } 

follow: -up transaminase tests (10-14 days) are suggested to detect 
ction that may result with ANTABUSE therapy. in addition. а 
бойм and a sequential multiple analysis-12 (SMA-12) test shouid 
ix months 

ing ANTABUSE Tablets should not be exposed to ethylene 





Order your copy now! 
just complete and mail this form. 


Please send me copy(ies) of Rights of the Mentally Dis- 
aedi ossis abled: Statements and Standards at $5 per copy ($3.50 per 
fondi OF rn n тес юп 
BIS PERIPHERAL NEURI RAND. e ane HUS OCCUR copy for orders of 5 or more). All orders of $35 or less must be 
G ADMINISTRATION OF ANTABUSE prepaid. 
i&ional.skin eruptions are, as a "ule, readily controlled by concomitant 
rátion огап antihistamimic drug 
етай number of patients, a transient mild drowsiness. fatigability, impo- 
ence. headache, acneform eruptions. allergic dermatitis, or a metallic ог garlic- 
| hike aftertaste may be experienced during the first two weeks of therapy These 
omplaints usually disappear spontanecusly with the continuation of therapy or 
ith reduced dosage. 
|: Psychotic reactions have been noted, attributable in most cases to high 
dosage. combined toxicity (with metronidazole or isoniazid), or to the unmasking 
Lunderlying psychoses in patients stressed by the withdrawal of aicoho! 
One case of cholestatic hepatitis has been reported. but its relationship to 
ANTABUSE (disultiram) has not been unequivocally established 
DOSAGE AND ADMINISTRATION 
} ANTABUSE should never be administered until the patient has abstained from 
E forat least 12 hours 
NITIAL DOSAGE SCHEDULE. In the firs phase of treatment, a maximum of 500 
: $6 daily is given in a single dose for one to two weeks, 
MAINTENANCE REGIMEN: The average maintenance dose is 250 mg daily 
(tange. 125 to 500. mg). it should not exceed 500 mg daily. 
DURATION OF THERAPY: The daily. uninterrupted administration of ANTABUSE 
must be “Ontinued until the patientis fully recovered social y and a basis for 
permanent self-control isestablished x f 











DJ My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 









CJ Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 
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The Debate of the 198 
Is Psychotherapy Effective? 


This provocative 280-page report 
examines the issues. 


PSYCHOTHERA 


Methodological and Efficacy Issues 


S ind be ust published by 
the American Psyohiatric Association. this is the latest volume to 
grapple with the issues surrounding proof that psychotherapy works. А 


Сопіепіѕ 14 Age-Related Studies of 
1 Problems of Definition and Psychotherapy Outcome 
Description 15 Negative Effects of 
2 Nature of Control Groups Psychotherapy 
3 Issues in Selection and 16 Cost-Effectiveness and _ 
Assignment of Patients to Cost-Benefit Studies of 
Groups Psychotherapy | 
4 Research Designs for Psycho- 17 Problems and Alternatives eu 
therapy Evaluation i 18 Summary and Conclusions | © 
‚5 Design Strategies: Issues — ^ pumin КОК Ала E TUN Runs 
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Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1.168 patients 
diagnosed as having moderate to severe anxiety. 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy feeling 
blue and lonely, self-blame. and difficulty making 
decisions* 








XANAX, the first triazolobenzodiazepine, is 
characterized by a structure uniquely different from - 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety, 
XANAX Tablets have been found to be significantly 
more effective (p<0.001) than — 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 

p PROFILE OF CLINICAL 
ay ADVANTAGES 

| E Intermediate half-life of 

12 to 15 hours _ 
E Significantly lower incidence of drowsiness 


when compared directly with diazepam in clinical 
studies* 


@ No greater incidence of anticholinergic 
effects than with placebo, eg. dry mouth, 
constipation, tremort 

E No reports of symptomatic postural 
hypotension or cardiovascular toxicity* 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16+ 


E Simple dosage—025 to 0.5 mgtid. 




































*Cohn JB: | Clin Psychiatry 42(9:347-351. 1981 
tData on file The Upjohn Company. 
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(alprazolam) * 


CONTRAINBICATIONS 0000 
Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 2 p 


AWARNINGS ' tos E | HT | 2 
Not of value in psychotic patients. Caution patients against hazardous NO 


pations requiring complete mental alertness and about the simul- 

taneous ingestion of alcohol and other CNS depressant drugs. 

Benzodiazepines can cause fetal harm in pregnant women. Warn 
patients of the potential hazard to the fetus. Avoid during the first 

trimester 

PRECAUTIONS 

General: if XANAX is combined with other psychotropics or anti- 

convulsant drugs. consider drug potentiation. Exercise the usual precau- 

ng size of the prescription for depressed or suicidal patients. 

d debilitated patients. use the lowest possible dosage 

« the usual precautions in treating patients with impaired renal 
с function 


n for Patients: Alert patients about. (a) consumption of alcohol 
igs, (b) possible fetal abnormalities.(c) operating machinery or 
not increasing dose of the drug due to risk of dependence, 
pping the drug abruptly. Laboratory Tests: Not ordinarily required 
se healthy patients. Drug Interactions: Additive CNS depressant 
er psychotropics. anticonvulsants, antihistamines. ethanol 
; depressants. Pharmacokinetic interactions with benzo- 
ave been reported. Drug/Laboratory Test Interactions. No 

yttern Юга specific drug or specific test. Carcinogenesis, 
mpaiment of Fertility: No carcinogenic potential or impairment 
rats: Pregnancy: See Warnings. Nonteratogenic Effects. The child 
mother on berizodiazepines may be at some risk for with- 

ir mptoms and neonatal flaccidity. Labor and Delivery: No estab- 
lished use. Nursing Mothers: Benzodiazepines are excreted in human milk 
omen on XANAX should not nurse Pediatric Use. Safety and effective- 
ness in children below the age of 18 have not been established 


ERSE REACTIONS 
effects are generally observed at the beginning of therapy and 

ally disappear with continued medication. In the usual patient. the 
“most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX, e.g. drowsiness or lightheadedness 

Sentral Nervous System; Drowsiness. lightheadedness. depression, 

he. confusion, insomnia. nervousness. Syncope. dizziness. 

and tiredness/sleepiness 

stina! Dry mouth. constipation, diarrhea. nausea/vomiting, and 
salivation. 

sular Tachycardia/palpitations. and hypotension. 
urred vision. 
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Paradoxical reactions such as stimulation. agitation. increased muscle 
pasticity, sleep disturbances. and hallucinations may occur Should 
these occur discontinue the drug. 

During prolonged treatment. periodic blood counts, urinalysis, and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown 
significance. have been observed. 

DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence: Withdrawal symptoms have occurred 
с following abrupt discontinuance of benzodiazepines. After prolonged 
therapy dosage should be tapered. Controlled Substance Class: XANAX is 
ed substance and has been assigned to schedule IV 
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(Trazodone HCI) 





THE NEW LIGHT O Unlike tricyclics, tetracyclics or MAO inhibitors 
O As effective as imipramine and amitriptylinet,2 
IN EF F ECTIVE O Incidence of anticholinergic side effects 


A М Г | 1 © A NT comparable to placebo3 in 
TH Eo О A simple dosage adaptable to patients’ needs 


\ 


HELPS AVOID MANY SIDE EFFECTS — — 
THAT CAN OFTEN OVERSHADOW > 
“ANTIDEPRESSANT THERAPY —- 


/.. AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE? 
Ü linical studies have shown new Desyrel" (Trazodone HCI) to be comparable in thera- 
utic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 

ignificant, symptomatic improvement was often noted by the end of the first week of 


. therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


. The clinical incidence of anticholinergic side effects was not significantly different from 
` that observed during placebo treatment of the same patient population? 


‘ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS" 
1 (Percent of Patients) — DAR a done n= M20 00 
48, ваенна Placebo оп=05 


40 8% D A S 
15% | ea 


DRY MOUTH “BLURRED VISION 


1% 1% 5 E 
"ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE .— 
COMPOSITES -— DISTURBANCE ROW з 
AES "Adapted from Gershon $ and Newton RE: Lack of anticholinergic side effects with anew antidepressant-trazodone. = 
Сп Psychiatry 41:100-104, March 1980. eee 
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. TITRATION, SIMPLE DOSAGE 
. FOR PATIENT COMPLIANCE 


О Recommended initial dose: 150 mg/day in divided doses after meals or light sads 
o 50 mg/day additionally every three to four days until optimal effect is obtained 

-0 Maximum outpatient dosage: 400 mg/day 
Пп Maximum i inpatient dosage: 600 mg/day 


on Major portion of daily dose may be taken at bedtime if drowsiness becemes 
pronounced 


Mead]! MED prarmaceuricat DIVISION 


$ Mann | Newton К, Gunther B: Evaluation of trazodone in the treatment of endogenous depression. results of 
er double-blind sudy, Сіп Psychopharmacology 1 (suppl): 395-445, Nov 1981. p aa 
1 Rickels, К. et al: Treatment of neurotic depen with a new antidepressant, / Clin Рѕус hopharmacology E 
; 355-585, Nov 1981. > = 
н з Newton RE Lack of of anticholinergic side effects with a new antidepressant-trazodone. / Clin: Psychiatry 4t 100- 104, 
arch 1980, 
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^ DESYREL 

azodone HCl} 

SCRIPTION р 
DESYREL® (Trazodone Hydrochloride) is an antidepressant chemically ит 
ed to tricyclic, tetracyclic, or other known antidepressant agents. It is à 
triazolopyridine derivative designated as 243-[4-(3-chlorophenyl)-I-piperaz- 
Ilpropyl]-1,2,4-triazolo[4,5-a pyridin-342H)-one hydrochloride. DESYREL 
a white odorless суе powder which is freely soluble in water Its 
slecular weight is 408.3. The empirical formula is CieHzzCINsO*HCI and 

e structural formula is represented as follows: 
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<: INDICATIONS AND USAGE 
DESYREI* (Trazodone Hydrochloride) is indicated for the treatment of de- 
pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
(s nent anxiety. The depressive illness of patients studied corresponds to the 
: > Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Staustical Manual, Ш; 
CC UCONIRAINDICATIONS А 
OC DESYREL is contraindicated in patients hypersensitive to DESYREL. 
0050 WARNINGS 
| Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
-Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
atients short episodes (3-4 beats) of ventricular tachycardia. There have also 

: been en several post-marketing reports of arrhythmias in DESYREL-treated 

patients who had preexisting cardiac disease. Until the results of prospective 
-= Studies are available, patients with preexisting cardiac disease should be 
7 closely monitored particularly forcardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 

/ PRECAUTIONS ; 
General: The possibility of suicide in seriously depressed patients is inherent 
inthe illness and may persist until significant remission occurs. Therefore, 
prescriptions should be written for the smallest number of tablets consistent 
with good patient management. 

Information for Patients: Alert patients rhat (a) their mental or physical ability 
to perform potentially hazardous tasks, such as operating machinery or driv- 
ing, may be impaired; (b) the response to CNS depressants such as alcohol or 
barbiturates may be enhanced: and (c) DESYREL should be taken shortly after 
amealor һы snack. Laboratory Tests: WBC and differential counts are 
оттеп еа for patients who develop fever sore throat or other signs of 
: inféction. Discontinue DESYREL if WBC or absolute neutrophil count falls. 
below normal, Drug Interactions: Because DESYREL can cause hypotension, 
concomitant admir tion of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive drug. Since itis not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated cautiously with a gradual increase in. 
dosage until optimum respone is achieved, if a MAO inhibitor is discontin- 
ued shortly before or isto be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 
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Tablets 


^ TO HELP AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW " — 
ANTIDEPRESSANT THERAPY... v 


avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No drug- or dose-related occurrence of 
carcinogenesis was evident in rats receiving DESYREL in daily oral doses up to. 
300 mg/kg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg: 
nancy only if the potential benefit justifies the potential risk to the fetus: 
Nursing Mothers: Since DESYREL and/or its metabolites have been found in» 
the milk of lactating rats, caution should be exercised when DESYREL is i 
administered to a nursing woman. Pediatric Use: Safery and effectiveness in 
children below the age of 18 have not been established. 
ADVERSE REACTIONS m 
Side-effects reported by more than 1% of che patients during clinical trials 
the following: Autonomic - blurred vision, constipation, dry mouth; Cardi 
cular - hypertension, hypotension, shortness of breath, syncope, tachycardi 
palpitations: CNS -anger/hostiliry, confusion, decreased concentration, di 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestin : 
abdominal/gastcic distress, bad taste in mouth, diarrhea, nausea/vomiting: 
Musculoskeletal - musculoskeletal aches/pains; Neurological -incoordi- 7. 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic _ 
conditionledema; and Other- decreased appetite, eyes red/tired/itching, ^ 
head full-heavy, malaise, nasal/sinus congestion, nighemares/vivid dreams, - 
sweating/clamminess, tinnitus, weight gain, weightloss. Side-effects reported 
by less than 1% of the study patients are the following: akathisia, allergic reactic 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches; numbness, and retrograde ejaculation, . 
DOSAGE AND ADMINISTRATION Ce 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after а 
meal or light snack. | 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is sug- 
gested. The dose may be increased by 50 mg/day every three to fourdays. The 
maximum dose for outpatients usually should not exceed 400 m day in 
divided doses. Inpatients may be given up to but not in excessof 600 mg/day 
in divided doses. эп dex | 
Maintenance: Dosage during prolonged maintenance therapy should Бе 
kept at the lowest effective level. Once an adequate response has been. 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. : LS 
HOW SUPPLIED us 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE : Е аот. 
1. Williams JBW Ed: Diagnostic and statistical manual of mental disorders-Hl, 
American Psychiatric Association, May 1980. : 
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_ Cons 


тһе Opportunity: 


Excellent opportunities for 
Senior Clinical 
Psychiatrists are available 
in the province of 
Saskatchewan. Options 
exist for fuli-time public 
service OF contractual 
appointments with the 
Department ot Health, 
Psychiatric Services 
Branch, as well as the 
potential for private 
practice or university 
appointments. You may 
establish your career in 
one of our major urban 
centres or in smaller 
communities with 
populations ranging from 
8,000 to 45,000. 


Our mental health program 
has long been regarded as 
the most progressive in 
North America. It is based 
ona comprehensive 
network of community- 
pased services permitting 
Saskatchewan to maintain 
one of the lowest inpatient 
populations on the 
continent. 


Our positions require 
professionals who are 
dedicated to community- 
pased services and the 
rights of disadvantaged 
people. You will provide 
quality medical care to 
acute and long-term 
psychiatric patients, and 
participate in the 
development of services 
aimed at enhancing life 
skills and integration into 
the community. 


Psychiatrists 
ider a 







The Benefits: 


Qur strong belief in the 
quality of life is reflected in 
our work environment. 
Substantial opportunities 
exist for attending 
conferences and seminars 
with extensive involvement 
in staff development and 
program innovation. 


Public service 
appointments offer salaries 
ranging from $58,308 to 
$89,700 (Canadian), 
inclusive of three levels of 
promotional opportunity. 


Benefits include twenty 
scheduled, earned days off 
per year, three weeks’ 


disability and pension 
plans, group life insurance 
and employer-paid dental 
plan. 


Contractual appointments 
are based on 4-hour 
sessional units of service 
and are com ensated at 
$155 to $238 (Canadian) 
per session. A psychiatrist 
taking six weeks’ leave per 
year and contracting for 
ten sessions 4 week would 
earn between $68,200 and 
$104,720 (Canadian), 
dependent upon level of 
responsibility and 
professional experience. 


The contract is recognized 


as a form of self- 
employment and private 


and Surgeons 9 
Saskatchewan. 


Future in Canada 






The Province: 







and cities an 
of ait pollution, noise and 
high crime rates. Our 
residents enjoy cne of the 
highest star. darcs of living 
in Canada, 'ncluding 10 
unemployment rates and. 
cost of livirc increases. 
Health and education are 
valued priorities wih o 
qualified professionals and 
excellent facili o 
























affordable. Recreati 
and cultural activities 
abound in the province. 


For turther information 
regarding a career in — 
Saskatchewan, write ot - 
telephone: 


Colin M. Smith, M.D., 
F.R.C.P.(C) DUE 
Consultant Psychiatrist jun 
Psychiatric Services P 
Branch m 
T.C. Doug as Building. 
3475 Albert Street qm 
Regina, Saskatchewan: 
SAS 6X6 (Canada) 
(306) 565-3325 
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RESTORIL’ (temazepam) blood levels after consecutive nightly 30-mg doses!” 


RA 


night* 

















AESTORIL^ (temazepam): Effective at night —  wereattained by patients who had taken a 30-mg dose of 


8 Р : Sp. flurazepam prior to bedtime. 
ittle residual daytime medication Patients receiving benzodiazepines should be cautioned about 


yatients awake alert and refreshed possible combined effects with alcohol and other CNS depressa 
“he half-life of RESTORIL (temazepam) parallels normal sleep and about operating machinery or driving a vehicle after ingestin, 
me. In contrast, the major active eile of flurazepam has a the drug. 

5-hour mean half-life. With RESTORIL therapy, a major portion с] ep time and qu ality si gnifi cantly improv ed 


»ftactive material is cleared by early morning —enabling patients to 
wakealertandrefreshed. ^ ч БЕ "  In21double-blind studies’ involving 1,221 adult patients (508 of 


wian terena RETE capsules Ek therapy prove 
:onifi : А ighly effective from the first night of administration. RES TORII 
No significant impairment of (temazepam) is indicated for the relief of insomnia associated wit 
aytime activities the complaints of difficulty in falling asleep, frequent nocturnal 
1 double-blind, placebo-controlled studies," no detectable awakenings and/or early moming awakenings from the first nig 
npairment in cognitive function or motor coordination occurred in REM sleep remained essentially unchanged. Patients reported a 
atients who had taken a 30-mg dose of RESTORIL (temazepam) significant improvement in the general quality of sleep. * 


зе night before. In the same studies, poorer performance scores 
*night: 3 hours after a nightly 30- mg dose. *morning: 12 hours after a . 
nightly 30-mg dose. *before the next dose: 24 hours after a nightly 30-mg dog. 


1982. Sandoz, Inc 





м 
— on 
> б 
` 





Works one night at a time 
from the first night. 


RESTORIL 


(temazepam) 
Hypnotic action with insignificant accumulation 


RA Please turn page for prescribin ng information. 


Orte 0-mg ¢ 
Onal5-mg 
for eglerhvs 


“INDICATIONS 
amy isi ted foi 
equent- 
2 awaken 








been eMnployed for sleep maintenance for up to 35 
consecutive nights of drug administration in sleep lab- 
oratory studies 
The possibility that the insomnia may be related toa 
condition for which ‘here is more specific treatment, 
should be considered. 
CONTRAINDICATIONS: Benzodiazepines may 
cause fetal damage when administered during preg- 
nanes. An increased risk of congenital malformations 
associated with the use of diazepam and chlordiaz- 
epoxide during the first trimester of pregnancy has 
been suggested in several studies. Also. ingestion of 
therapeutic doses of benzodiazepine hypnotics during 
the last weeks of pregnancy has resulted in neonata 
CNS depression. Restoril is contraindicated in preg- 
nant women. Consider а possibility of pregnancy 
when instituting therapy or whether patient intends to 
become pregnant 
WARNINGS: Patients receiving Restoril (temaze- 
pam) should. be cautoned about ossible combined 
effects with alcohol and other CNS & pressants. 
PRECAUTIONS: In elderly andar debilitated 
atients, it is recommended that initial dosage be lim- 
ned to 15 mg. The ustal precautions are indicated for 
severely depressed patients or those in whom there is 
any evidence of latent depression: it should be recog- 
nized that suicidal tendencies may be present and pro- 
lective measures may be necessary. 
If Restoril is to be combined with other drugs hav- 
“cine known hypnotic properties. or CNS-depressant 
еї due consideration should be given to potential 
additive effects. 
Information for Patients: Patients receiving Restoril 
should be cautioned „Бош possible combined effects 
ihralcohol and other CNS depressants. Patients 
hould be cautioned net to operate machinery or drive 
a motor vehicle. They should be advised of the possi- 
bility of disturbed nocturnal sleep for the first or sec- 
ond night after discontinuing the drug. 
- Laboratory Tests: The usual precautions should be 
observed in patients with impaired renal or hepatic 
function. Abnormal liver function tests as well as blood 
i een reported with benzodiazepines. 
regnancy Category X. See Contraindica- 





















































































































де: Safety and effectiveness in. children 
18 vears have not been established. 
ADVERSE REACTIONS: The most common 
dverse reactions were drowsiness. dizziness and leth- 
argv. Other side effects include confusion, euphoria 
and relaxed feeling. Less commonly reported were 
"weakness. anorexia end diarrhea. Rarely reported 
were tremor. ataxia. lack of concentration. loss of 
equilibrium. falling and palpitations. And rarely 
-reported were hallucinations. horizontal nystagmus 
and paradoxical reactions. including excitement, stim- 
—ulatienand hyperactiv.tv. 

c Restori is а contro ded substance in Schedule IV. 

aution must be exerc sed in addiction-prone individ- 

e who migh: increase dosage. 
E AND ADMINISTRATION: Adulis: 30 mg 

ge before retiring; 15 mg may suffice in 
Elderly and/or debilitated: 15 mg recommended 
ily until individua: response is determined. 
PPLIED: Restoril (temazepam) capsules- 15 mg 
cmaroon and pink. imprinted "RESTORIL 15 mg": 
maroon and blue. imprinted "RESTORIL 
Packages of 100, 500 and ControlPak® pack- 





















































































































ou sales (continuous reverse-numbered roll 
ан ed blisters). SDZI-159 
Before prescribing. see package insert for full product 





‘information. 
References: 
i Schwarz HE: Br J Clin Pharmacol 8:235, 1979: 
Mean of 7 patients through 5 days of therapy pro- 
jected to 14 days. Data on file indicate that steady- 
‘state values for plasma concentrations are reached 
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his troubles may 
have begun 

in 1882... 

in 1782... 

in 1682... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fata! 
past. A promise for the future 
from the March of Dimes. 


[E E Ed 
March of Rimes 














FARVIEW STATE HOSPITAL 


write today: 


Scott H. Nelson, M.D. 

Deputy Secretary for Mental Health 
Department of Public Welfare 

Post Office Box 2675 

Harrisburg, Pennsylvania 17105 


Telephone No. (717) 783-8067 


New York Metropolitan 
Forensic Center 
Wards Island, New York City 
Salary: $56,845 (medical) 
$55,560 (non-medical) 
(a 9% increase is anticipated) 


The N.Y.S. Office of Mental Health, Bureau of Forensic Services, is seeking a full time 
Director for the above forensic psychiatric center. The Center is designed as an innovative 300 
bed maximum security psychiatric facility providing a full range of treatment services for 
individuals found incompetent to stand trial, and those found not responsible by reason of 
mental disease or defect. The facility will also house a 10 bed inpatient juvenile offender unit. 
Although the facility is currently under construction with anticipated completion in the Spring. 
1983, the Executive Director appointment will be immediate. 


MINIMUM QUALIFICATIONS FOR 

EXECUTIVE DIRECTOR (MEDICAL): 

Applicants must have extensive professional experience in providing services to the mentally ill, 
a substantial part of which must have been in a high level clinical/administrative capacity in a 
forensic treatment setting. Physicians must possess medical board certification in their specialty 
and either a N. Y.S. license or license from another stete or Canada. 


MINIMUM QUALIFICATIONS FOR 

EXECUTIVE DIRECTOR (NON-MEDICAL): 

Applicants must have extensive professional experience in providing services to the mentally ill, 
a substantial part of which must have been in a high level clinical/administrative capacity in a 
forensic treatment setting, Minimum: educational requirements include an appropriate profes- 
sional degree plus N. Y.S. licensure or certification or eligibility for such licensure or certifica- 
tion where applicable. 


An equal opoortunity/ Affirmative action employer 


IEW STATE HOSPITAL - 
AL SUPERINTENDENT 


A challenging career for a uniquely qualified administrator. 
Management of a Forensic Mertal Hospital with a staff of 500 
and patient census of 225. Farview provides maximum security 
psychiatric services for the Commonwealth's mental health 
system. 


Experience in administration of Forensic Mental Health pro- 
grams and/or hospital administration qualifies you for 
consideration. 
Starting Salary 
$37,966 to $48,000 
(Psychiatrist—$51.000 to $60,000: 
Excellent state benefits package equivalent to 35% additional 


salary, Tudor style house available өп grounds, country living 
2 1/2 hours from New York City and Philadelphia. 


Call or write today: 


SCOTT H. NELSON, M.D. 

Deputy Secretary for Menta! Health 
Department of Public Welfare 

Р.О. Box 2675 

Harrisburg, PA 17105 

(717) 183-8067 


AN EQUAL OPPORTUNITY AFFIRMATIVE ACTION EMPLOYER 


PSYCHIATRIST _ 


The University of Massachusetts Medical 
Center, through its Psychiatric Regional 
Resource Unit in Northampton, has a posi- 
tion for a board- eligible or board-certifie 
psychiatrist Full time faculty practice ar 
teach at a public sector in patient psychi 
atric facility and at community- based rura 
or urban programs( varied possibilities are 
available). Our multi disciplinary team 
stimulates interaction with peers, profes 
sional development and research. Salary 
and fringe benefits are excellent. 
Northampton and Amherst are college. 
town communities in western Massachusett 


Send curriculum vitae and three letters of 
reference to: David Myerson, M.D., 
Acting Chairman, Department of — . 
Psychiatry, University of Massachusetts - 
Medical Center, 55 Lake Avenue North, . 
Worcester, МА 01605. The University of - 

Massachusetts Medical Center is an © 
Equal Opportunity Employer. 





emerging - 
 , from, — 
depression 


50% of overall four-week improvement of depression 

occurred during the first week of treatment. * 

Optimal antidepressant effect may not be evident 
or 2-3 weeks. 


E Somatic improvement parallels antidepressant 
response. p 


н и Effective ‹ оуег а i wide range of T patients. 
ished antia jety мн | 





Antidepressant effectiveness 
with a single h. s. dose: 





©1981, Pfizer Inc. 


SINEQUAN 


z 150-mg; * 100-mg, 75-mg, 50-mg. 25-mg, 
Охе | | | and 10-mg CAPSULES and ORAL CONCENTRATE, 
10 mg/ml, 120-ml (4 oz) bottles 


*Pooled analysis of 198 depressed patients treated with Sinequan over a four-week period 
These data were compiled from different studies.! 


"The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
ail: ge ol 1 p g, may j 
schedule without loss of effectiveness 


**The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. 


е 
For a brief summary of Sinequan prescribing information, including adverse reactions, please 
sge the following page of this advertisement. 
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Rapidly 


depression 
with 


SINEQUAN' Y 


(doxepin НСІ) 


Fetererices: 1. Barranco SF, Thrash ML. Hackett E. et al (Pfizer 
Pharmaceuticals, Pfizer inc, New York, NY). Early onset of 
sponse 1o doxepin treatment, s Clin Psychiatry 40 265-269 
979. 2. Barranco SE Thrash ML. Hackett E. et al (Pfizer Phar- 
maceutivals, :Pfizer Ine.. New York, NY: Correlation о! re- 
роте of somatic and alfective symptoms in treatment of 

depression with doxepin, in: Somatic Depression insights for 
тагу Care’ Physicians. Postgraduate Medicine Commun 
'calions; Special Report, March 1979, pp. 50-58. 3. Ward NG 
Bi Friedel. RO The effectiveness of tncycho antide- 
ressas in the treatment of coexisting pain and depression 
-341; 1979. 4 Karacan i, Blackburn AB. Thorny J! 
eHect of doxepin HC (Sinequan) on sleep patterns 
wnplomatology of neurotic depressed patients 
isturbance, in. Mendels J (ed): Sinequar* (Doxe- 
Monograph of Recert Clinical Studies. Excerpta 
po 422° 5. Renshaw ОС Doxepin treatment of 
Slunctons associated with depression: in Mendels 
dan A monograph of recent clinical studies, p. 23 
cetpta Medica. Amsterdam 1975). 6 Traitz JJ, Blaine G 
H: Evaluation of gastrointestinal symptomatology in 
psychoreurotical у depressed outpatients. Presented a! the 
Southern Medical Association, 79th Annual Meeting. New Or- 
“deans (Noyember 1976). 7. Pinder RM, Brogden RN. Speight 
TM;etal-Doxepin up-to date A review of irs pharma logical 
therape lar reference to 

-Drugs 133) 











| N“ (doxepin НСІ) Capsules/Orai Concentrate 
ontraindications. 5! JAN is contraindicated in ! 

ho have shown hypersensibvity to the drug. Possibulity of 

"Cross Sensitivity with other dibenzoxepines should be kept in 





| SINEQUAN is contraindicated in patients with glaucoma or 

a tende to urinary retenti These cisorders shouid be 
wed out: particularly in old jatients 

19s. The once-a-di sage regimen of SINEQUAN in 

;palients with intercurrent diness or patents taking other medi- 

cations ipai id be Garelutiy ixi rn This i is oh «прое 


лега BF cts. 

: n Geriatrics: The use of SINEQUAN on a 9nce-a- 

‘day: d sage степ! їп genaine patients should be adjusted 

5 condition 

i udies have been per- 

j nd dogs and there was по 
evidence о Ватто the animal fetus. The relevance to hum. 

is iot known. Since there is no experience in pregnant wi 
who have received this drug, safety in pregnancy has not D 
established. Thére are no data with respect to the secretion of 
“the drug in human milk and its effect on the nursing infant, 

г Usage in Children: The use of SINEQUAN in children under 
12 years.of qe is not recommended because safe conditions 
lor as use have not been established. 

MAO inhibitors: Sericus side eftects and even death have 
been ogoned following the concomitant use of certain drugs 
witre MAD intititors. Therefore, МАО inhibitors should be dis- 
Fes nued at least two weeks prior ta the cautious initiation of 

therapy wth SINEQUAN. The exact пшн ottime may vary 
and is dependent upon the particular МАО inhibitor being 
used, th 
dosage involved. 























ingestion may increase the danger inherentinr any intentional 
or unintensonal SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively 
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iength of time it has bean administered. andthe: 


Usage with Alcohol: it shouid be borne inmind that alcohol : 


Somatic improvement аы. antidepressant 


response.^* 


O Effective over a wide range of depressed patients.’ 
о Established antianxiety activity.’ 


О Single h.s. dose appropriate for most patients • 


patient compliance). 
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Precautions. Since draws: 
ness may occur with the use of 
this drug s should he 
warned ot the possibility and cautior 
operaung dangerous таспен 
tients should > cautionec 
may be potentiated 

Since suicide «s an inherent 
and may remain so until sign 
curred, pabents should be clc 
course of therapy. Presen 
bie amount 
creased symptoms of ps; 
symptomatology occur. d may be nec 
or add a major tranquilizer to the do: 
Adverse Reactions. NOTE: Some 
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ts Dy mout n. biurre 
otention have be 
sontinued therapy. or Deco! 
necessary to ne dosage 

Centrai Nervous System 
commoniy noticed. side efiec 
therapy 15 tinued Other d CNS side 
effects nhison. disor nations, numb- 
ness, paresir as, ataxia. and extrapyramidai symptoms and 
seizures 

Cardiovascuiar Cardiovascular ettects 
sion and tachycardia have been report 

Allergic. S 
have occas 

Hemato 
tients. There have 
depression man: 
thrombocytope 

Gastron 
turbances, diarrhe: 
been reported. (See anticholinergic аро 

Endocrine Rased or lowered но 
mastia in males nace of 
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subside with 
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"Other pes mess 
fatigue, weakness 
headache have be 
енесіз. 

and Administration. For most patients w 
mild to moderate severity a starting daly dose of 
recommended. Dosage may subsequently be inc 
decreased at appropriate intervals and a 
response. The usual optimum dose rang 
mg/day. 

In more sever 
with subseque! £ :es 
Additional therapeutic effect is rarely to be obtained by ах. 
ceeding a dose of 300 mg/day. 

in patients with very mig symptomatology or emotional 
symptoms accompanying. organic disease, jower doses may 
suffice. Some of these patients have been controlled on doses 
as iow as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be gi ona 
divided.or once-a-day dosage schedule: Н the once-a-day 
schedule is employed the maximum recommended dose is 
150 my dey This dose may be given at bedtime. The 150 mg 
capsule strength is intended for maintenance therapy only 
and is not recommended for initiation of treatment. 
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Overdosage. 

A Signs and Symptoms 
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юп, excessive dry- 






















Respiratory de ootension, coma. 

conv ardiac arrhythmias anc hycardias 
Also. urinary reter (bladder atony). sed gastroimn- 
testinal motility (paralytic reus), nyp verma (or hypother- 





mia), hyperte! 
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management of severe SINEQUAMN. 
ë onsists of Bie ci pad supportive 
lavage, with appro- 
piraton, shouid be 
81 ipidy absorbed. The 
nended, as has... 
> for 24 hours. of 
in comatose: 
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More detailed professional information available on request. 
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A division of Pfizer Pharmaceuticals » 
New York, New York 10017 








of Prescri ion 
indications and Usage: Managemen: of anxiety disorders or short-term rel 
anxiety or anxiety agsociated with depressive symptoms. Anxiety or te A 


ended in primary depressive disorders or psychoses. As all CNS- 
ас nts not to operate machinery or motor vehicles, and of diminished tok- 
erance tor alcohol апфмћег CNS depressants. ; ; PR 
Physical апа Psychdfogical Dependence: Withdrawal symptoms like those noted with barbi- 
turates and alcohol have occurred *ollowing abrupt discontinuance of benzodiazepines 
(including convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
tion-prone individuals, e.g. drug addicts and alcoholics, should be under careful surveillance 
when on benzodiazepines because o! their predisposition to habituation and dependence. 
Withdrawal symptoms have also been reported following abrupt discontinuance of benzodi- 
azepires taken continuously at therapeutic levels for several months. 
Precautions: in depression accompanying anxiety, consider possibility for suicide. 
For elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid over- 
: sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
result in symptoms like those being treated: anxiety, agitation. irritability, tension, insomnia and 
occasional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
nas not been shown of significant benefit in treating gastrointestinal ог cardiovascular compo- 
nent. Esophageal dilation occurred in rats treated with lorazepam for more than 1 year at 
mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose of 10mg/day). Effect was reversible only when treatment was withdrawn within 2 months 
of first observation. Clinical significance is unknown; but use of lorazepam for prolonged 
periods and in geriatrics requires caution and frequent monitoring for symptoms of upper G.I. 
| disease. Safety and effectiveness in chidren under 12 years have not been established. 
ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LDH. As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 
“CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbiturates or alcohol. 
-CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in 
ats during an 18-month study. No studies regarding mutagenesis have been performed. 
ЕСМАМСҮ: Reproductive studies were performed in mice, rats. and 2 strains of rabbits. 
asional anomalies (reduction of tarsals, tibia, metatarsals, málrotated limbs, gastroschisis, 
altormed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
dosage. Although all these anomalies were not present in the concurrent control group, they 
"have been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
е of tetal resorption and increased fetal loss in rabbits which was not seen at lower 
linical significance of these findings is not known. However, increased risk of congeni- 
mations. associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
te) during first trimester of pregnancy has been suggested in several studies. 
je of these drugs is rarely a matter of urgency, use of lorazepam during this period 
should almost always be avoided. Possibility that a woman of child-bearing potential may be 
1 int at institution of therapy should be considered. Advise patients if they become preg- 
nant to communicate with their physician about desirability of discontinuing the drug. in 
humar blood levels from umbilical cord blood indicate placental transfer of lorazepam and its 














































































MOTHERS: It is not known if oral lorazepam is excreted in human milk like other 
nes. As a general rule. nursing should not be undertaken while on a drug since 
ire excreted in milk. 

Reactions, if they occur, are usually observed at beginning of therapy and generally 
on continued medication or on decreasing dose. In a sample of about 3,500 anxious 
ost frequent adverse reaction is sedation (15.9%), followed by dizziness (6.9%), 
2%) and unsteadiness (3.4%). Less frequent are disorientation, depression, nau- 
appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye 
ance, various gastrointestinal symptoms and autonomic manifestations. Inci- 
dation and unsteadiness ircreased with age. Small decreases in blood pressure 
noted but are not clinically significant, probably being related to relief of anxiety. 

2 Ih management of overdosage with any drug, bear in mind multiple agents may 
‚ Manifestations of overdosage include somnolence, confusion and coma. 
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s Dosage: Individualize for maximum beneficial effects. Increase dose 

~ gradually when needed, giving higher evening dose before increasing 
`“ daytime doses. Anxiety, usually 2-3mg/day given b.i.d. or t.i.d.; dosage 
“may vary from 1 to 10mg/day in divided doses. For elderly or debili- 
tated, initially 1-2mg/day; insomnia due to anxiety or transient situa- 
tional stress, 2-4mg h.s. 


How Supplied: 0.5, 1.0 and 2.0mg tablets. 





Wyeth Laboratories 44 
` Philadelphia, PA 19101 








— . Fifth Edition 
Order your copy of the fifth edition of 
A PSYCHIATRIC GLOSSARY now! 


The Glossary has been revised and 
updated by a Subcommittee of APA's 


Joint Commission on Public Afairs. It _ 


contains current terminology in psy-. 


chiatry and incorporates the revised . 


nomenclature of DSM III. 


A useful, easy-to-use source of infor- 
mation for 


— physicians and lawyers 


— social workers, psychologists, and 
nurses 
—writers and editors 


—teachers and students 


Numerous new entries, a series of 
tables, and a list of abbreviations used 
in the mental health field are included. 
Why not order one or more copies of 
A PSYCHIATRIC GLOSSARY now?? 


Please send me ____ copies of a PSYCHIATRIC GLOSSARY. 


5th edition, paperback. Publication #РО05-Х. 
$5.95 








Ci check or money order enclosed. All orders totalling $35 or less 


MUST be prepaid. 


Г) bill me (orders over $35 ONLY). All invoices will include shipping 


and handling charges. 


NAME: ne - cC " 





ADDRESS: ..— E 5 








city STATE Е ZP CODE 


E Send coupon to: American Psychiatric Press, Ine 
— PO. Box 19343 E 
Washington, D.C. 20036 
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BERS: This notification will change | | camBRIDGE UNIVERSITY PRESS... A25 
our address (and/or name) for the ОЧУ 
AMERICAN JOURNAL OF PSYCHIATRY, Ludiomil 
| PSYCHIATRIC NEWS, and all member- 
de APA mailings. ENDO LABORATORIES 


BSCRIBERS: Please notify each Мн» 
publication separately. е Ы 


Surmontil 
RMER ADDRESS: J.B. LIPPINCOTT COMPANY 


. McNEIL PHARMACEUTICALS | oe 
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PASTE LABEL HERE MEAD JOHNSON PHARMACEUTICALS 


Desyrel 


MERRELL DOW PHARMACEUTICALS 
Norpramin 
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Gradual Release of Lithium 


—Prescribing Flexibility 


_ The 'Eskalith' line of lithium products— 300 mg. Capsules, 300 mg. Tablets and ‘Eskalith CR’ 
450 mg. Controlled Release Tablets—offers you a dosage form and strength for every patient's needs. 


'. Before prescribing, see complete prescribing information in SK&F literature or 
‘PDR. The following is a brief summary. 


WARNING 
Lithium toxicity is closely related to serum lithium levels, and can occur at 
‘ doses close to therapeutic levels. Facilities for prompt and accurate serum 
lithium determinations should be available before initiating therapy (see 
DOSAGE AND ADMINISTRATION in complete prescribing infor- 
mation). 


Indications: Treatment of manic episodes of manic-depressive illness. Main- 

tenance therapy prevents or diminishes the intensity of subsequent episodes 
in manic-depressive patients with a history of mania. 

7 Warnings: Lithium should generally not be given to patients with significant 
renal or cardiovascular disease, severe debilitation or dehydration, sodium 
depletion, or to patients receiving diuretics. 

Chronic lithium therapy may be associated with diminution of renal. concen- 
trating ability; such patients should be carefully managed to avoid dehydra- 

"tion with resulting lithium retention and toxicity, Morphologic changes with 
glomerular and interstitial fibrosis and nephron atrophy have been reported. 
When renal function is assessed, progressive or sudden changes in function 
indicate the need for reevaluation of treatment. 

Caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue 
therapy and contact a physician should they occur. Patients receiving combined 
therapy with lithium and an antipsychotic should be monitored closely for early 

; evidence of neurologic toxicity and treatment discontinued promptly if such 
signs appear. Caution patients about activities requiring alertness (e.g.. operating 
vehicles or machinery). 

Lithium may prolong the effects of neuromuscular blocking agents. Such agents 
should be given with caution to patients receiving lithium. 


Lithium may cause fetal developmental anomalies, especially involving the 
cardiovascular system. If lithium is used during pregnancy, or if a patient 
becomes pregnant while taking it, she should be apprised of the potential 
hazard to the fetus. Except in rare and unusual circumstances, nursing should 
not be undertaken while a patient is on lithium therapy, since lithium is ex- 
creted in human milk. 

Not recommended for children under 12. 


` Precautions: Lithium tolerance is greater during the acute manic phase and 
decreases when manic symptoms subside. 
Concomitant use with indomethacin and other nonsteroidal anti-inflammatory 
drugs may result in increased plasma lithium levels; therefore. increased 
monitoring of plasma lithium levels is recommended. 
Lithium therapy may lead to sodium depletion. Normal diet (including salt) and 
adequate fluid intake (2500-3000 ml.) must be maintained, at least during 
initial stabilization period. Protracted sweating or diarrhea can decrease 

» tolerance; in such cases, administer supplemental fluid and salt. 3. 

` Sweating, diarrhea, and concomitant infection with elevated temperatures may 

* require temporary reduction or cessation of dosage. ; 


- Smith Kline &French Laboratories, Philadelphia, Pa. 








Controlled Release Tablets 


'Eskalith CR’ 450 mg. Controlled Release Tablets, when administered every 12 hours, gradually 
release lithium without an initial rapid surge in blood levels. 


- Convenient B.I.D. Dosage Schedule 


Therapy in manic-depressive illness with 'Eskalith CR’ 450 mg. Controlled Release Tablets offers 
the convenience of b.i.d. administration. And increased patient convenience can mean increased 
patient compliance— an important factor in successful long-term lithium therapy. 














Where hypothyroidism exists, thi 
lithium stabilization and mainte: 
stabilization and mainten 


blurred vision. and a large output of dilute urine may be seen. ; 
above 3.0 mEq./L. may produce a complex clinical picture, involving mu 
organs and systems. Serum levels should not exceed 2.0 mEq./1. during 
phase. d 








including: 
Nervous System 
twitching, clonic movements 


а gland swel'ing, 
salivation, flatulence, indigestion: Genifourin 
polyuria. glycosuria, decrea 
and thinning of ha 















ing of the frequency spectrum, potentiation and disorganizati 

rhythm; EKG Changes — reversibl ttering, isoelectricity or inversi 

T-waves; Miscellaneous — fatigue, thargy transiènt scotomata ehydrai 
weight loss. tendency to sleep, transient ESG and EKG charges, К 

headache, diffuse nontoxic goiter with or without hypothyroidism, transie 
hyperglycemia, generalized pruritus with or without rash. cutaneou 
albuminuria. worsening of organic brain syndromes, excessive we 2 adn. 
edematous swelling of ankles or wrists, thicst or polyuria, sometimes esembling 
diabetes insipidus, metallic taste, dysgeusia/ taste distortion, ih 
lips, tightness in chest, impctence/sexual dysfunction, swollen and. ful 
joints, fever, polyarthralgia, hypertoxicity, dental caries. A few cases of a Syne. os 
drome resembling Raynaud's have been reported. : 


How Supplied: 450 mg. controlled release, buff colored tablets in bottles of. = 
100; 300 mg. yellow and gray capsules in Чез of 100: 300 mg. scored. gray 









tablets in bottles of 100. 
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one-way 


Navane (thiothixene) has proved to be of significag 
benefit at each phase in rehabilitation of the patien 
with psychotic symptoms: from adm 
discharge, and beyond. ы 


a rapid return to the commi anit с 
Navane achieves rapid relief of acute y disruptiv 
symptoms and facilitates early discharge for most _ 
patients. In excited, agitated psychotic Patients, 8 
Navane has produced improvement within an hou 
minimal symptomatology after three hours, and < 
paratively brief hospitalization for most patients.' 


and continued long-term improvement 
On an outpatient basis, Navane exerts a significal х 
long-term beneficial effect on patient functioning, e k 
especially in the areas of social and vocational 
adjustment in the community. Initial improvement 
maintained with Navane and has been shown to 5 
increase over time.’ Г 
rarely compromised by adverse геаснопб.: 3 T 
With Navane, effectiveness is rarely Compromised В 
by oversedation or drowsiness. pry р‹ tensive ei. 
and other cardiovascular redactions "аке seldom - 
reported. Anticholinergie Sicdc cfiecte sich a 
mouth or constipation arc га dt-extrapyramidal 
symptoms occuf they aretistally readily controlled 
by dosage adjustments or antiparkinson agents, 


For a brief summary of Navane prescribing information, including adverse 
please scc last page of this advertisement. 














ae a 
BRIEF SUMMARY OF t 
PRESCRIBING INFORMATION 
s Navane* (thiothixene) 
; Capsules: 1 mg, 2 mg. 5 mg, 10 mg. 20 mg 
thiothixene hydrochloride) Concentrate: 5 mg/ml, 
intramuscular: 2 mg/ml, 5 mg/ml 
Contraigdications. Navane (thioth:xene) is contraindicated in 
patients with circalatory collapse. comatose states, central nervous 
system depression due to any cause. and blood dyscrasias, Navane 
is contramdivated in individuals who have shown hypersensitivity 
to the drug. It ix not known whether there is a cross-sensitivity 
between the thioxanthenes and the phenothiazine derivatives, but 
this possibility should be considered. 
Warnings. Usage in Pregnancy -Safe иле of Navane during 
pregnancy has not been established. Therefore, this drug should be 
given to pregnant patients only when. in the. judgment of the 
physician. the expected benefits from the treatment exceed the 
“possible risks to mother and fetus, Animal reproduction studies and 
clinical experience to date have not demonstrated any teratogenic 
effects. 

Inthe animal reproduction studies with Navzne. there was some 
decrease in conception rate and Hitter мге, and an increase in 
fesorption rate in rats and rabbits, changes which have been 
similarly reported with other psychurropic agents. After repeated 
oral administration of Navane to rats ¿$ to 15 mg/kg/day). rabbits 

| (31050 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before and 
during gestation, no teratogenic effects were seen. (See Precau 
tions.) 

Usage in Children- The use of Navane in children under 12 
years of age is not recommended because safety and efficacy in the 
pediatric age group have not been established. 

As intrue with many CNS drugs. Navane nyay impair the mental 
“and/or physical abilities required for the performance of poten- 

© tally hazardous tasks such as driving acar or operating machinery. 
especially during the first few days of therupy. Therefore. the 
patient should be cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving 

- Navane should be cautioned about the possible additive елу 

(which may include hbypotension) with CNS depressants and with 

alcohol. 
Precautions, An antiemetic effect was observed in animal studies 
with Navane: since this effect may alo occur in man, it is possible 
that Navane may mask signs of overdosage ot toxic drugs and may 
obscure conditions such as intestinal obstruction and brain tumor. 
In consideration of the known capability of Navane and certain 
ather psychotropic drugs to precipitate convulsions, extreme 
caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may 
tower the convulsive threshole Although Navane potentiates the 
áctions of the barbiturates, the dosage of the ant convulsant therapy 
should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated 
when Navane is used in conjunction with other CNS depressants 
óther than anticonvulsant drugs. 

Though exhibiting rather weak anticholinergic properties. 
Navane should be used with caution in patients whoare known or 
suspected to have glaucoma, oF who might be exposed to extreme 
heat, or who ure receiving atropine oF related drugs. 

Use with caution in patients with cardiovascular disease. 

Also, careful observation should be made for pigmentary 
retinopathy, and lenticular pigmentation (fine lenticular pigmenta- 
tion has been noted in a smail number of patients treated with 
Navane for prolonged periods}. Blood dyscrasias (agranutocyto- 
sis, pancytopenia, thrombocytopenic purpura. and liver damage 
(jaundice, biliary stasis) have been reported with related drugs. 

‘Undue exposure to sunlight should be avoided. Photosensitive 
reactions have been reported ia patients on Navane 

Neuroleptic drugs elevate prolactin levels; the ek ation persists 
during chronic administration. ‘Tissue culture experiments indicate 
"that approximately one-third of human breast cancers аге prolactin 
dependent in vitro, а factor vf potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with а previously 
detected breast cancer, Although disturbances such as galactor- 
rhea, amenorrhea, gynecomastia, and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels 
is unknown for most patients. An increase in mammary neoplasms 
has been found in rodents after chronic administration of neurolep- 
tic drugs. Neither clinical studies nor epidem.ologic studies. con- 
ducted mo date, however, have shown an association between 
chronic administration of these drugs and. mammary tumorigen- 
esis; the available evidence is considered too limited to be 
conclusive at this time. 

Inircinuscular Administration As with all intramuscular prep- 
arations, Navane Intramuscular should be injected well within the 
body of a relatively large muscle. The preferred sites are the upper 
outer quadrant of the buttock (ie. gluteus maximus) and the 
mid-fatecat Migh. 

The deltoid area should be used only if well developed, such as in 

certain adults and older children, and then only with caution to 
avoid radial nerve injury. intramuscular. injections should not be 
made into the lower and mid-thirds of the upper arm. As with all 
intramuscular injections, aspiration is necessary to help avoid 
inadvertent injection inte а blcod vessel. 
Adverse Reactions. Nore: Not ай of the following adverse 
reaction» have been reported with Navane (thiothixene), However, 
since Nasane has certain chemical and pharmacologic simil: ities 
to the phenothiazines. all of the known side effects and toxicity 
associated with phenothiazine therapy should be borne in mind 
when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension. lightheaded- 
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ness, and syncope. In the event hypotension occurs, epincphrinc 
should not be used as a pressor agent since а paradoxical further 
lowering of blood pressure may result. Nonspecific EKG changes 
have been observed in some patients receiving Navane. These 
changes are usually reversible and frequently disappear on contin- 
ued Navane therapy. The incidence of these changes is lower than 
that observed with some phenothiazines, The clinical significance 
of these changes is not known. 

CNS effects: Drowsiness, usually mild. may occur although it 
usually subsides with continuation of Navane therapy. The inci- 
dence of sedation appears similar to that of the piperazine group of 
phenothiazines. but less than that of certain aliphatic 
phenothiazines. Restlessness, agitation and insomnia have been 
noted with Navane (thiothixene). Seizures and paradoxical exácer- 
bation of psychotic symptoms have occurred with Navane infre- 
quently. 

Hyperreflexia has been reported in infants delivered. from 
mothers having received structurally related drugs. 

In addition, phenothiazine derivatives have been associated with 
cerebral edema and cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms, such as pseudo- parkinsonism, aku- 
thisia, and dystonia have been reported. Management of these 
extrapyramidal symptoms depends upon the type and severity. 
Rapid relief of acute symptoms may require the use of an injectable 
antiparkinson agent. More slowly emerging symptoms may be 
managed by reducing the dosage of Navane and/or administering 
an oral antiparkinson agent, 

Persistent Tardive Dyskinesia: As with all antipsychotic agents 
tardive dyskinesia may appear їп some patients on long term 
therapy or may occur after drug therapy has been discontinued. The 
risk seems to be greater in elderly patients on high-dose therapy. 
especially females, The symptoms are persistent and in some 
patients appear to be irreversible, The syndrome is eharacterized 
by rhythmical involuntary movements of the tongue, face, mouth 
or jaw (e.g. protrusion of tongue. putting of cheeks, puckering of 
mouth, chewing Movements), Sometimes these may be accompa- 
nied by involuntary Movements of extremities. 

‘There is no known effective treutment for tardive dyskinesia: 
antiparkinsonism agents usually do not alleviate the symptoms of 
this syndrome, It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or merease the 
dosage of the agent, or switch toa different antipsychotic agent. the 
syndrome may be masked. 

lt has been reported that fine vermicular movements of the 
tongue may be an carly sign of the syndrome and if the medication 
is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations vf serum transaminase and alkaline 
phosphatase. usually transient, have been infrequently observed in 
some patients. No clinically vonfirmed cases of jaundice attribut- 
able to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic 
drugs, leukopenia and feukocytosis. which are usually transient, 
can occur occasionally with Navane. Othec antipsychotie drugs 
have been associated with agranulocytosis, vosinophilia, hemo- 
lytic anemia. thrombocytopenia and pancytopenia, 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity 
and rare cases of anaphylaxis have been reported with Navane. 
Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact der- 
matitis (in nursing personnel) have been reported with certain 
phenothiazines. 

Endocrine disorders: Lactation, moderate breast enlargement 
and amenorrhea have occurred in a small percentage of females 
receiving Navane. If persistent, this may necessitate a reduction in 
dosage or the discontinuation of therapy. Phenothiazines have been 
associated with false positive pregnancy tests, gynecomastia, 
hypoglycemia, hyperglycemia, and glycosuria. 

Autonomic effects: Dry mouth. blurred vision. nasal conges- 
tion. constipation, increased sweating. increased salivation. and 
impotence have occurred infrequently with Navane therapy. 
Phenothíazines have been associated with miosis, mydriasis. and 
adynamic ileus, 

Other adverse reactions: Hyperpyrexiu. anorexia, naused, vom- 
iting, diarrhea, increase in appetite and weight, weakness or 
fatigue, polydipsia and peripheral edema. 

Although not reported with Navane. cvidence indicates there isa 
relationship between phenothiazine therapy and the occurrence of 
a systemic іирих erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported. in 

patients who have received certain phenothiazine derivatives. In 
some cases the cause of déath was apparently cardiac arrest or 
asphyxia due to failure of the cough reflex. In others, the cause 
could not be determined nor could it be established that death was 
due to phenothiazine administration. 
Dosage and Administration. Dosage of Navane should be indi- 
vidually adjusted depending on the chronicity and severity of the 
condition. In general. small doses should be used initially and 
gradually increased to the optimal effective level, based on patient 
response. 

Some patients have been successfully maintained on once-a-day 
Navane therapy. 

Usage in children under 12 years of age is not recommended 
because safe conditions for its use have not been established. 

Navane Intramuscular Solution: Navane Far Injection - Where 
more rapid control and treatment of acute behavior is desirable, the 
intramuscular form of Navane may be indicated. ftis also of benefit 
where the very nature of the patient's symptomatology, whether 
acute or chronic, renders oral administration impractical or even 
impossible. 














(thiothixene hydrochloride) 


For ueatmentof acute symptomatology or in patients unable ог 
unwilling to take oral medication, the usual dose is 4 my of Navane 
intramuscular administered 2 ta 4 times daily, Dosage may be 
increased or decreased depending on response, Most patients are 
controlled on a total daily dosage of 16 to 20 гар. The maximum 
recommended dosage is 30 mg/day. An orabform should supplant 
the injectabie form as soon ах possible. It may be necessary to 
adjust the dosage when changing from the intramuscular to oral 
dosage forms, Dosage recommendations for Navane (thiothixenc) 
Capsules and Concentrate appear in the following paragraphe. 

Navane Capsules; Navune Concentrate 1n milder conditions. 
an initial dose of 2 mg three times daily. If indicated, a subsequent 
increase to 15 mg/day total daily dose is often effective. 

1n more severe conditions, an initial dose of 5 my twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an 
increase t060 mg/day total daily dose is often effective. Exceeding 
atotal daily dose of 60 mg rarely increases the beneficial response. 
Overdosage. Manifestations include muscular twitching, drowsi- 
fess, and dizziness. Symptoms of gross overdosage may include 
CNS depression, rigidity, weakness, torticollis, tremor, salivation, 
dysphagia, hypotension, disturbances of gait, or coma. 

‘Treatment: Essentially symptomatic and supportive. For Navane 
oral, early gastric lavage is helpful. For Navane oral and Intramus- 
cular, keep patient under careful observation and maintain an open 
airway, since involvement of the extrapyramidal system may 
produce dysphagia and respiratory difficulty in severe overdosage. 
Ifhypotension occurs, the standard measures for managing circula- 
tory shock should be used (LV. fluids and/or vasoconstrictots). 

if a vasoconstrictor is needed, levarterenol and phenylephrine 
are the most suitable drugs. Other pressor agents, including 
epinephrine, are not recommended, since phenothiazine deriva- 








tives may reverse the usual pressor action of these agents and cause 
. 


further lowering of blood pressure. 

if CNS depression is present, recommended stimulants include 
amphetamine, dextroamphetamine, or caffeine and sodium ben- 
goate. Stimulants that may cause convulsions (e.g. picrotoxin or 
pentylenetetrazol) should be avoided. Extrapyramidal symptoms 
may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but 
they аге known to be of little value in phenothiazine intoxication. 
How Supplied, Navane (thiothixene) is available as capsules 
containing | mg, 2 тр, 5 mg, and 10 my of thiothixene in bottles 
of 100, 1,000, and unit-dose pack of 100 (10 x 10's). Navane is afso 
availuble as capsules containing 20 mg of thiothixene in bottles of 
100, 500; and unit-dose pack of 100 (10 x 10's}, 

Navane (thiothixerie hydrochloride) Concentrate is available in 
120 ml (4 oz.) bottles with an accompanying dropper calibrated at 
2 mg, 3 mg 4 mg, Sing, 6 mg. S mg. айй 10 mg, and in 30 ml 1 
oz.) bottles with an accompanying dropper calibrated at 2 mg. 
3 mg, 4 mg, and mg, Each ml Contains thiothixene hydrochloride 
equivalent to 5 mg of thiothixene. Contains alcohol, U.S.P. 7.0% 
v/v (small loss unavoidable). 

Navane (thiothixene hydrochloride) Intramuscular solution is 
available ina2 ml amber glass vial in packages of 10 vials. Each ml 
contains thiothixene hydrochloride equivalent to 2 my of thiothis- 
ene, dextrose 5% w/v. benzyl alcohol 0.9% w/v, and propyl 
gallate 0.02% w.v. 

Navane (thiothixene hydrochloride) Intramuscular For Injection 
is available in amber glass vials in packages of 10 vials. When 
reconstituted with 2.2 ml of Sterile Water for Injection, each ml 
contains thiothixene hydrochloride equivalent to S my of thiothix- 
ene, and 59,6 mg of mannitol, The reconstituted solution of 
Navane Intramuscular For Injection may be stored for 48 hours at 
room temperature before discarding. 
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If youre concerned : 
about tranquilizer buzz, 
consider the low lipid 


solubility of 





INDICATIONS — For management of anxiety disorders or 
short-term relief of Symptoms of anxiety: for symptomatic 
relief of acute alcohol withdrawal: for adjunctive therapy in 
partial seizures. 

Anxiety or tension associated with Stress of everyday life 
usually does not require treatment with an anxiolytic 
Effectiveness in long-term management of anxiety (over 4 
months) not assessed by systematic clinical Studies. The 
physician should periodically reassess usefulness for each 
patient. 


CONTRAINDICATIONS — Known hypersensitivity to the 
drug. Acute narrow angle glaucoma 


WARNINGS — Not recommended for use in depressive 
neuroses or psychotic reactions. Caution patient against 
hazardous occupations requiring menta! alertness. such as 
operating dangerous machinery including motor vehicles 
Advise against simultaneous use of other CNS depressants, 
and caution patients that effects of alcohol may be increased 
Not recommended for patients under 9. Nervousness 
insomnia, irritability, diarrhea, musele aches, and memory 
impairment have followed abrupt withdrawal from long-term 
high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for several months Use caution in 
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euphoria. 


Soluble than diazepam. 


patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
not give to nursing mothers 


PRECAUTIONS — Observe usual precautions in depression 
accompanying anxiety, or in patients with suicidal tendency, 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
eiderly or debilitated 


ADVERSE REACTIONS — Drowsiness. dizziness. various 
9.1. complaints, nervousness. blurred vision dry mouth. 
headache. mental contusion. insomnia, transient skin 
rashes, fatigue, ataxia, genitourinary complaints. irritability, 
diplopia, depression, slurred speech, abnormal liver and kid- 
ney function tests. decreased hematocrit. decreased systolic 
blood pressure 


INTERACTIONS — Potentiation may occur with ethyl aico- 
hoi. hypnotics, barbiturates. narcotics. phenothiazines. MAO 
inhibitors. other antidepressants. In bioavailability studies 


lranxenec . 
Clorazepate dipotassium 


Expert opinion’ holds that the benzodiaze- 
pine “buzz” or “rush” effect is correlated with 
lipid solubility — i.e., a highly lipid soluble 
agent is more likely to produce initial 


Tranxene starts working promptly.?? Yet it is 
not associated with the reports of tranquilizer- 
induced "buzz" in the medical literature. 


Pharmacokinetic investigators* have demon- 
strated that Tranxene is two-thirds less lipid 


with normal subjects. concurrent administration of antacids 
at therapeut.c levels did not significantly influence bioavail- 
ability of TRANXENE 

OVERDOSAGE — Take general measures as for any CNS 
depressant 

SUPPLIED — TRANXENE 3 75, 7 5 and 15 mg capsules and 
Scored tablets. TRANXENE-30 Half Strength 11.25 and 
TRANXENE-SD 22.5 mg singla dose tablets 

REFERENCES — !. Hollister LE: Proceedings of Symposium, 
Anxiety: The Therapeutic Dilemma, Monograph 97-0663:6, 1981. 
2. Tranxene Brug Monagraph 37-0185% 1981. 3. Greenblatt DJ 
et al: Psychopharmacovgy 66: 239-290 1979 4 Biagi GL et at: 
d Med Chem 23:193-291, 1982. T 
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Tranxene is available as 3.75, 7.5, 15 mg 

capsules, scored tablets; 11.25, 22.5 mg 

single-dose tablets. For brief summary 
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omethingsarehardtoimproveupon.likea — - 
Stradivarius...and 'Stelazine'. ° 
In the 24 years since ‘Stelazine’ was introduced, 
other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
‘Stelazine’ in reducing psychotic target symptoms. 
Dependable, effective 'Stelazine' — a classic 
antipsychotic. From SK&F, pioneers in 
psychopharmacology. 








Before prescribing, see complete pre- 
scribing information in SK&F Co. [itera 


ture or PDR. The following is a brief 
summary. 


Indications 
Based on a review of this drug by the 
National Academy of Sciences — National 
Research Council and/or other information, 
FDA has classified the indications as follows: 


Effective: For the management of the mani- 
festations of psychotic disorders. 

Possibly effective: To control excessive 
anxiety tension and agitation as seen ín 
neuroses or associated with somatic 
conditions. 

‘Stelazine’ has not been shown effective in 
the management of behavioral complica- 
tions in patients with mental retardation. 
Final classification of the less-than-effective 


indications requires fürther investigation. | 


Contraindications: Comatose or greatly 
depressed states due to C.N.S, depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 

Warnings: Generally avoid using in patients 

hypersensitive (e.g, blood dyscrasias, jaundice) 

to any phenothiazine. Caution patients about 

activities requiring alertness (e.g., operating 

vehicles or machinery), especially during the 

first few days’ therapy. 

Additive effect is possible with other C.N.S. 

depressants, including alcohol. 

Use in pregnancy only when necessary for 
.patient s welfare. There is evidence that pheno- 

thiazines are excreted in the breast milk of 

nursing mothers. c : 

Precautions: Use cautiously in angina. Avoid 

high dases and parenteral administration when 
< Cardiovascular system is impaired. Antiemetic 
:effect may mask the signs of overdosage of 

other drugs or obscure diagnosis and treatment 
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D / of certain physical disorders. Prolonged admin- 
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brand of 


trifluoperazine НС] - 
A Classic Antipsychotic 


istration of high doses may result in cumulative 
effects with severe C.N.S. or vasomotor symp- 
toms. If retinal changes occur, discontinue drug. 
Agranulocytosis, thrombocytopenia, pancyto- 
penia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 

Patients with a history of long-term therapy with 
'Stelazine' and/or other neuroleptics should be 
evaluated periodically for possible adjustment 
or discontinuance of drug therapy. Neurcleptic 
drugs cause elevated prolactin levels that per- 
sist during chronic administration. Since approx- 
imately one-third of human breast cancers are 
prolactindependent in vitro, this elevation is 
of potential importance if neuroleptic drug 
administration is contemplated in a patient with 
a previously detected breast cancer Neither 
clinical nor epidemiologic studies to date, how- 
ever, have shown an association between the 
chronic administration of neuroleptic drugs and 
mammary tumorigenesis. 

Phenothiazines may diminish the effect of oral 
anticoagulants. Phenothiazines can produce 
alpha-adrenergic blockade. Concomitant 
administration of phenothiazines with pro- 
pranolol results in increased plasma levels of 
both drugs. Phenothiazines may lower the con- 
vulsive threshold; dosage adjustments of anti- 
convulsants may be necessary: Patients should 
not receive ‘Stelazine’ 48 hours before or 24 
hours after myelography with the contrast 
medium metrizamide. 

Adverse Reactions: Drowsiness, dizziness, 
skin reactions, rash, dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, 
anorexia, lactation, blurred vision. Neuro- 
muscular (extrapyramidal) reactions: motor 
restlessness, dystonias, pseudo-parkinsonism, 
persistent tardive dyskinesia. 

Other adverse reactions reported with 
Stelazine (trifluoperazine НСІ, SK&F) or 
other phenothiazines: Some adverse effects 
are more frequent or intense in specific dis- 
orders (e.g, mitral insufficiency or pheo- 
chromocytoma ). 





Grand mal and petit mal convulsions, altered 
cerebrospinal fluid proteirs; cerebral edema: 
prolongation and intensificatiomof the action 
of C.N.S. depressants, atropine, heat, and 
одапорһоврпогоя insectizides; nasal conges- 
tion, headache, nausea, constipation, obstipa- 
tion, adynamic ileus, priapism, inhibition of 
ejaculation; reactivation of psychotc processes, 
catátonic-like states; hypotension (somet.mes 
fatal); cardiac arrest; leukopenia, eosinopailia, 
pancytopenia, agranulocytosis, thrombocyto- 
penic purpura, hemolytic anemia, aplastic 
anemia, jaundice, biliary stasis; menstrual 
irregularities, galactorrhea, gynecomastia, ве 
positive pregnancy tests, photosensitivity; 
itching, erythema, urticaria. eczema up to 
exfoliative dermatitis; asthma, laryngeal edema, 
angioneurotic edema, anaphylactoid reactions, 
peripheral edema; reversec epinephrine effect; 
hyperpyrexia; mild fever after large I.M. doses; 
increased appetite; increased weight; a sesiemic 
lupus erythematosus-like syndrome; pigmentary 
retinopathy; with prolonged administration 

of substantial doses, skin pigmentation, epi» 
thelial keratopathy, and lenticular and come 
deposits. EKG changes have been reported, but 
relationship to myocardial damage is notion- 
firmed. Discontinue long-term, high-dose 
therapy gradually. NOTE: Sudden death in 
patients taking phenothiazines (apparentidue 
to cardiac arrest or asphyxia. due to 'ailureaf. 
cough reflex) has been reported, but no сазва! 
relationship has been established: 

Supplied: Tablets, 1 mg., 2 mg, 5 mg and 10 
mg, in botdes of 100; in Single Unit Packages of 
100 (intended for institutional use only ); Injec- 
tion, 2 mg/ml; and Concentrate (intended for 
institutional use опу), 10 mg./ml. 


SK&F CO. 
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SK&F Co., Carolina, PR. 00630. / 
Stelazine* trademark licénsed from 
SmithKiine Beckman Corporation 
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Time To Call 
In A Specialist? 


Increasing amounts of paperwork (health-insurance forms, compli- 
cated billing procedures, etc.) can bog down any practice. To process 

ministrative paperwork efficiently— and keep your practice running 
smoothly—you need a specialist. 


RemRol Computer Services can select the right computer—and pro- 
vide a customized software package—for your individual needs. 


Our software package, the Private Practice Manager," is designed to 
handle insurance and billing information—and all of the record-keep- 
ing—so important to the management of your practice. It can be ex- 
panded to keep track of expenses and income associated with teaching 
and consulting activities. No prior computer experience is necessary. 
And we provide training and technical support, plus delivery and 
installation. 

Find out more about the Private Practice Manager." It's guaranteed to 
relieve your paperwork backlog, improve your overall cash flow, and 
free up your time to concentrate on your profession. 


To find out more about the advantages of owning your own computer, 
call collect— (617) 783-1981— or mail in the coupon. No obligation. 


REMROL 


25 BRIGHTON AVENUE. BOSTON MA 02134 


he Brown Schools offers a continuum of psychi- 

atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 
rate facilities provide programs designed for persons 
with varying degrees of mental illness, emotional 
disturbance, behavior disorders, and developmental | 
disabilities. Special services are available for the 7 
deaf, for autistic children and adolescents, for post 2 
head trauma patients, and for those with multiple = 
handicaps. { 
For Information write: Director of Admissions 
The Brown Schools / P.O. Box 4008 / Austin, Texas 78765 
Toll Call: (512) 478-6662 7 
Out of State Free: (800) 531-5305 
From Texas Free: (800) 252-5404 


An Equal Opportunity. employer. THE y Ж ^ 
Psychiatric hospitals cccredited BROWN 
tniu of Hopia SCHOOLS 
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Yes... 

| want to use computerization to 
solve the paperwork problems facing 
my practice. 








Please have a representative call me. 
Please send me more information on 
the Private Practice Manager™ designed 
especially for the mental-gealth pro- 
fessional in individual or small-group 
practice. 














Name 





(Please type or print.) 


Practice 





(Clinic or hospital affiliation, if applicable.) 


Street 








City 


State 





Telephone 





Just fill in and mail to: 


REMROL 
COMPUTER SERVICES, INC. 
215 BRIGHTON AVENUE 
BOSTON, MA 02134 
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Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently 

- Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
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extreme heat. or who are receiving atropine or reíated drugs 
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frequently disappear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance af these changes is not 
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agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
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Persistent Tardive Dyskinesia- As with ай antipsychotic agents tardive dyskinesia may 
appear in some patients on long term therapy cr may occur after drug therapy nas been 
discontinued. The nsk seems to be greater in elderly patients on high-dese therapy. especially 
females. The symptoms are persistent and in some patients appear to be irreversible. The 
syndrome is characterized by rhythmical involuntary movements of the tongue, fae& mouth or 
jaw (e.g. protrusion of tongue, puffing af cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompanied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia; antiparkinsonism agarits usually 
do not alleviate the symptoms of this syndrome. It is suggested that allantipsychot:c agents be 
discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage ofthe ager: or switch 
1o а different antipsychotic agent, the syndrome may be masked. 

it has been reported that line vermicular movements of the tongue may be an earty sign ofthe 
syndrome and if the medication is stopped at that time, the syndrome may not develop 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically сд cases о! 
jaundice attributable to Мауапе have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemowtic anemia, 
thrombocytopenia and pancytopenia 

Allergic reactions. Rash, pruritus, urticaria, photosensitivity and rare cases ofaaaphylaxis 
have been reported with Navane, Undue exposure to sunlight should be avoided APhough not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea nave oc: 
curred in a small percentage of females receiving Navane. If persis:ent, this may necessitate а 
reduction in dosage or the discontinuation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased 
sweating. increased salivation, and impotence have occurred inirequently iin. Navane 
therapy Phenothiazines have been associated wih miosis, mydriasis, and adynarmc ileus. 

Other adverse reactions. Hyperpyrexia, anorexia, nausea, vorriting, diarrhea, crease in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a felationsh:o between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-liessyndrome. 

NOTE. Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives. In some cases the cause of death was apparently cardiac 
arrest! or asphyxia due to failure of the cough reflex. In others, the cause c uid not be 
determined nor could it be established that death was due to phenothiazine administration, 
Dosage and Administration: Dosage of Navane should be individually adjusted sepending on 
the chronicity and severity of the condition. In general, small doses shouid be used initially and 
gradually increased to the optimal effective levet, based on patient response. . „* 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because sale conc:tions for its 
use have not been established 

Navane Intramuscular Solution: Navane For Injection -- Where more rapid cort and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
aiso of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
tenders oral adrninistration impractical or even impossible 

For treatment of acute symptomatology or in patients unable or unwilling % take oral 
medication, the usual dose is 4 mg of Navane intramuscular administered 2 tc: 4times daily. 
Dosage may be increased or decreased depencing on response. Most patients.are controlled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30rmg/day. An 
oral form should supplant the injectable form as soon as possible. R may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Desage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the fortowing para- 
graphs 

Navane Capsules: Navane Concentrate ~ In milder conditions, an initial dose-o! 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is often effective. 

in more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg.cay total daily 
cose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response. 

Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia. hypotension, disturbances of gait, or coma. 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage 
is helpful. For Navane ога! and intramuscular. keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may:procuce dys- 
phagia and respiratory difficulty in severe overdosage. If hypotension occurs. te standard 
measures for managing circulatory shock shouid be used (IV. fluids and/or vasoconstrictors.) 

if a vasoconstrictor is needed, levarterenol and phenylephrine are the most suitable drugs 
Other pressor agents. including epinephrine, are not recommended, since zhenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

Н CNS depression 15 present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamnine, or caffeine and sodium benzoate. Simulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided, zxtrapyrami- 
dal symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are knoven :o Ое of little 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules containing 1 mg, mg. 5 mg. and 
10 mg of thiathixene in bottles of 100, 1.000. and unit-dose pack of 100 (10x 10s). Navane is also 
available as capsules containing 20 mg al thiothixene in bottles of 100, 500, апа anit-dose pack 
ot 100 (10 x 10's} 

Navane (thiottuxene hydrochloride) Concentrate is available in 120 mi (4 oz.) settes with an 
accompanying dropper calibrated at 2 mg, 3mg. 4 mg, 5 mg, 6mg. 8mg, and tà mg. and in 30 
mi (1 oz.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg, 4 mc, and 5 mg. 
Each mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, Contains alcohol, 
USP 7.0% v/v (small ioss unavoidabie) 

Navane (thiothixene hydrochloride) Intramuscular solution is available in a 2 mi amber glass 
vial in packages of 10 vials. Each mi contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv, benzyi alcohol 0.9% wiv and propyl gallate 0.02% wv 

Navane (thiothixene hydrochloride) Intramuscular For injection is available n amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Sterile Water for inisction, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6. mg of 
mannitol The reconstituted solution of Navane intramuscular For injection may bestored for 48 
nours at room temperature before discarding 
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cover clinical application of the optimal technique, com: 
monly prescribed agents, pertinent pharmacokinetics and 
pharmacodynamics, principles of use, anc side effects. 82, 
$24.75 ; &] 


BARRIERS TO THE EFFICACY OF PSYCHIATRIC TREAT- 
MENT edited by William E. Kelly. This book not only pro- 
vides a broad overview of the problems facing psychiatry in; 
the 1980s, it also provides solutions to those problems, ins f. 
cluding suggestions on how psychiatrists can improve the} 
effectiveness of their treatment methodologies and how they 
can prove the efficacy of psychiatric treatment to third party | - 
payers (private insurance companies, state and federal 
governmental programs) for continuec funding end support. } 
81, $17.75 


FAITH HEALING: The Religious Experience as а 
Therapeutic Process by Ailon Shiloh. The author of this 
book organizes, describes, and analyzes the essential com- | 
ponents of the faith healing phenomena. In an objective but. ; 
sympathetic manner, the text conveys the circumstances | 
surrounding faith healing occurrences, the methods by] 
which faith healing functions, and the types of persons for 
whom it is likely to be effective. 81, $16.75 
Qmm, 
We fill all orders in 24 hours * Books sert on approval 
MasterCard, Visa & prepaid orders sent postpaid 
Catalog sent on request • Write or call (217) 789-8980 


2600 SOUTH FIRST STREET _ 


[ SPRINGFIELD: ILLINOIS :62717 
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In the evening 













'HIUM CARBONATE 450 
Controlled Release Tablets 
Gradual Release of Lithium 


skalith CR’ 450 mg. Controlled Release Tablets, when administered every 12 hours, gradually 
release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


Therapy in manic-depressive illness with ‘Eskalith CR’ 450 mg. Controlled Release Tablets offers 
the convenience of b.i.d. administration. And increased patient convenience can mean increased 
patient compliance—an important factor in successful long-term lithium therapy. 


Prescribing Flexibility 


The ‘Eskalith’ line of lithium products— 300 mg. Capsules, 300 mg. Tablets and ‘Eskalith CR’ 
450 mg. Controlled Release Tablets— offers you a dosage form and strength for every patient's needs. 


















Before prescribing, see complete prescribing information in SK&F literature or Where hypothyroidism exists, thyroid function should be morütored duin 
PDR. The following is a brief summary, lithium stabilization and maintenance: where hypothyroidismr occurs during 


stabilization and maintenance, supplemental thyroid treatment may be us 











WARNING 
Lithium toxicity is closely related to serum lithium levels, and can occur at 
close to therapeutic levels. Facilities for prompt and accurate serum 
hium determinations should be available before initiating therapy (see 
SAGE AND ADMINISTRATION in complete prescribing infor- 




















comfort may also appear during initial therapy. These effects usually subside 

with continued treatment or temporary reduction or cessation of dosage. Н 

- persistent, discontinue dosage. Diarrhea. vomiting, drewsiness, muscular 

Indications: Treatment of manic episodes of manic-depressive illness. Main- weakness, and lack of coordination may be early signs of toxicity and тау. 

tenance therapy prevents or diminishes the intensity of subsequent episodes occur at levels below 2.0 mEq./1l. At higher levels, ataxia. giddiness, tinnitus 

in manic-depressive patients with a history of mania. blurred vision, and a large output of dilute urine may be seen. Serum levels 

А ih ; В Hh cioni g 3.0 mEq./l. may produce a complex clinical picture, invólving multiple: 
Warnings: Lithium should generally not be given to patients with significant above S : ipie 
renal or cardiovascular disease. ME debilitation oe dehydration. sedita organs and systems. Serum levels should not exceed 2.0 mEq.: during acute 

. depletion. or to patients receiving diuretics. phase. 


Chronic lithium therapy may be associated with diminution of renal concen- The following reactions appear to be related to serum Из um levels, including 
trating ability; such patients should be carefully man aged to avoid dehydra- levels within the therapeutic range: Neuromuscular: Central Nervous System 
d ith iting lithi : icity. Morphologic che on tremor, muscle hyperirritability (fasciculations, twitching, clonic movements of 
ton with resulting lithium retention and toxicity. Morphologic changes ed whole limbs). ataxia, choreo-athetotic movements, hyperactive deep tendon 
uid ular and interstitial fibrosis and nephron atrophy have been reported. reflex, extrapyramidal symptoms, blackout spells. epileptiform: seizures, shirred - 
en renal function is assessed, progressive or sudden changes in function E Bis: md a T. т 
indicate the need for reevaluation of treatment. speech. dizziness, vertigo, incontinence of urine or feces, somaolence, psycho- 
А j 3 же А х motor retardation, restlessness, confusion, stupor, coma. tongue movements, . 
Caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, tics, tinnitus, hallucinations. poor memory, slowed intellectual functioning, 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue startled response: Cardiovascular — cardiac arrhythmia. hypotension, peripheral 
therapy and contact à physician should they occur. Patients receiving combined circulatory collapse, bradycardia; Gastrointestinal — anorexia. nausea; | 
| therapy with lithium and an antipsychotic should be monitored closely for early iting, diarrhea, gastritis, salivary gland swelling, abdominal pain, excessive. 
evidence of neurologic toxicity and treatment discontinued promptly if such salivation, flatulence, indigestion; Genitourinary— albuminuria, Oliguria, 
signs appear. Caution patients about activities requiring alertness (e.g.. operating polyuria. glycosuria, decreased creatinine clearance: Dermatelogic —drying 
“vehicles or machinery), 


and thinning of hair, alopecia, anesthesia of skin, chronic folliculitis, xerosis 
Lithium may prolong the effects of neuromuscular blocking agents. Such agents 


































































cutis, psoriasis or its exacerbation, itching, angioedema; Autonomic— blurred ^ 
hould be given with caution to patients receiving lithium. vision, dry mouth; Thyroid Abnormalities — euthyroid goiter and/or hype- 
. Я жеен anhu A T D ansia 
Lithium may cause fetal developmental anomalies. especially involving the thyroidism (including myxedema) with lower T; and Ty. 1 upiake may be. 









cardiovascular system. If lithium is used during pregnancy, or if a patient elevated; rare cases of hyperthyroidism: EEG Changes -— diffuse slowing, widen- 
















becomes pregnant while taking it. she should be apprised of the potential ing of the frequency spectrum. potentiation and disorganization of background 
hazard to the fetus. Except in rare and unusual circumstances, nursing should rhythm: EKG Changes — reversible flattening, isoelectricity or inversion of 
not be undertaken while a patient is on lithium therapy, since lithium is ex- Twaves: Miscellaneous — fatigue, lethargy. transient scotomata, dehydration, 
creted in human milk. weight loss, tendency to sleep. transient EEG and EKG changes, leukocytosis, 
Not recómimé for children under 12 headache. diffuse nontoxic goiter with or without hypothyroicisrn, transient 






hyperglycemia, generalized pruritus with or without rash. cuteneous ulcers, 
Precautions: Lithium tolerance is greater during the acute manic phase and albuminuria, worsening of organic brain syndromes, excessive weight gain; 
decreases. when manic symptoms subside. edematous swelling of ankles or wrists, thirst or polyuriz, sometimes resembling 
Concomitant use with indomethacin and other nonsteroidal anti-inflammatory diabetes insipidus, metallic taste, dysgeusia/taste distortion, salty taste, swollen 
drugs may result in increased plasma lithium levels; therefore. increased lips, tightness in chest, impotence/sexual dysfunction, swollen and/oi ainful 
monitoring of plasma lithium levels is recommended. joints, fever, polyarthralgia, hypertoxicity. dental caries, A fewecases оа syn- 
Lithium therapy may lead to sodium depletion. Normal diet {including salt and drome resembling Raynaud's have been reported. 
adequate fluid intake (2500-3000 ml.) must be maintained. at least during How Supplied: 450 mg. controlled release, buff colorec tablets in bottles of 
initial stabilization period. Protracted sweating ог diarrhea can decrease 100; 300 mg. yellow and gray capsules in bottles of 100: 300 mz, scored, gray 


tolerance; in such cases, administer supplemental fluid and salt. tablets in bottles of 100. Я 




















‘Sweating, diarrhea, and concomitant infection with elevated temperatures may 
* require temporary reduction or cessation of dosage. 


Smith Kline &French Laboratories, Philadelphia, Pa. 
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3 | | Y 
essence, a valid indicator of his motivation to come to grips 
1 his addiction. Start therapy with 250 mg or 500 mg once a day 
en strengthen his resolve daily... with ANTABUSE 
y success with ANTABUSE serves to demonstrate to the alcoholic 
at he actually can abstain. Daily anticipation of the highly unpleasant 
consequences of taking alcohol after ANTABUSE strengthens hís 
. decision to stay sober. 
ANTABUSE blocks the normal degradation of alcohol (increasing the 
concentration of acetaldehyde in the blood by 5 to 10 times) resulting 
Л discomforting reaction even when only a slight amount 
olisingested* _ 
ion is possible only after sobriety. 
| possible with ANTABUSE. 


[MITMENT TABLET 


The patient must be given a clear and detailed account of the effects of 
ng even a small amount of alcohol after he has.taken ANTABUSE, and 


AYERST LABORATORIES 
New York, М.Ү. 10017 


__. Please see Brief Summary of Prescribing Information оп next page. 
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-BRIEF SUMMARY ex : 
(For full prescribing intormation. see package circular) 
ANTABUSE* , LOL EE 
BRAND OF DISULFIRAM IN ALCOHOLISM . 

` ANDICATION ; 24 
ANTABUSE (elisutliram) isan aid in the management of selected chronic alcoholic. 
patients who want to remain ina state of enforced sobriety so that supportive and 
psychotherapeutic treatment may be applied to best advantage (Used alone, — 
without proper motivation and without supportive therapy, ANTABUSE is nota 


cure for alcoholism, and it is unlikely that it will have more thana brief effect on the © 


dynking pattern of the chronic alcoholic} 

CONTRAINDICATIONS E 
Patek who are receiwing or have recently received metronidazole, paraidehyde, 
aicohd, or alcohol-containing oreparations, e.g.. cough syrups, tonics and the 
like, should not be given ANTABUSE. 

ANTABUSE is contraindicated in the presence of severe myocardial disease or 
coronary occlusion, psychoses, and hypersensitivity to disulfiram orto other 
thiuram derivatives used in pesticides and rubber vulcanization. 

: WARNINGS 


ANTABUSE should never be administered to a patient when he is in a state of 
alcohol intoxication ог without his full knowledge. 
The physician should instruct relatives accordingly. 


The patient musthe fully informed of the ANTABUSE-alcohol reaction. He must 
be strongly cautioned against surreptitious drinking while taking the drug. He 
should be warned to avoid alcohol in disguised form. : e., in sauces, vinegars, 
cough mixtures, and even aftershave lotions and back rubs. He shouid also be 
warned that reactions may occur with alcohol up to 14 days after ingesting 
ANTABUSE. 

The ANTABUSE-ALCOHOL REACTION: ANTABUSE plus alcohol, even small 
amounts, produces flushing, throbbing in head and neck, throbbing headache, 
respiratory difficulty, nausea. copious vomiting. sweating, thirst, chest pain paipi- 
tation, dyspnea, hyperventilation, tachycardia. hypotension, syncope. marked 
uneasiness, weakness, vertigo, blurred vision, and contusion. In severe reactions 
there may be respiratory depression, cardiovascular collapse, arrhythmias, 
myocardial infarction, acute congestive heart failure, unconsciousness, convui- 
sions, and death, 

The intensity of the reaction varies with each individual, butis generally propor- 
tional to the amounts of ANTABUSE and alcohol ingested 
DRUG INTERACTIONS. Disulfiram appears to decrease the rate at which certain 
drugs are metabolized and so may increase the blood levels and the possibility of 
clinical toxicity of drugs given concomitantly. 

DISULFIRAM SHOULD BE USED WITH CAUTION IN THOSE PATIENTS RECEIV- 
ING PHENYTOIN AND ITS CCNGENERS, SINCE THE CONCOMITANT ADMINIS- 
TRATION OF THESE TWO DRUGS CAN LEAD TO PHENYTOIN INTOXICATION 

Н тау be necessary to adjust the dosage of oral anticoagulants upon begin- 
ning or stopping disulfiram, since disulfiram may prolong prothrombin time 

Patients taking isoniazid when disulfiram is given should be observed for the 
appearance of unsteady gait or marked changes in mental status and the disul- 
fram discontinued if such signs appear 

In rats, simultaneous ingestion of disulfiram and nitrite in the diet for 78 weeks 
has been reported to cause tumors. The reievance of this finding to humans is not 
known at this time. 

CONCOMITANT CONDITIONS: Because of the possibility of an accidental ANTA- 
BUSE-aicohol reaction, ANTABUSE (disulfiram) should be used with extreme 
caution in patients with any of the following conditions: diabetes mellitus, hypothy- 
rowism, epilepsy. cerebral damage, chronic and acute nephritis, hepatic cirrhosis 
or insufficiency. 
USAGE IN PREGNANCY. The safe use of this drug in pregnancy has not been es- 
tablished. Therefore, ANTABUSE should be used during pregnancy only when, in 
the judgment of the physician, the probable benefits outweigh the possible risks 
PRECAUTIONS 

Patients with а history of rubber contact dermatitis should be evaluated for 

. hypersensitivity to thiuram derivatives before receiving ANTABUSE. (See Contra- 
indications). 

It is suggested that every patient under treatment carry an /dentification Card. 
stating that he is receving ANTABUSE and descnbing the symptoms most likely 

to occur as a resuitot the ANTABUSE-alcoho! reaction. in addition, this card 
should indicate the physician or institution to be contacted in emergency (Cards 
ray be obtained trom Ayerst Laboratones upon request.) 

Basaline and follow-up transaminase tests (10-14 days) are suggested to detect 
any hepatic dysfunction that may result with ANTABUSE therapy. In addition. a 
complete blood сбит and a sequential multiple analysis-12 (SMA-12) test should 
be made every six months. 

Patients taking ANTABUSE Tablets should not be exposed to ethylene 


dibromide or its vapors, 
ADVERSE REACTIONS 
(See Contraindications, Warnings. and Precautions. ) 
OPTIC NEURITIS, PERIPHERAL NEURITIS AND POLYNEURITIS MAY OCCUR 
FOLLOWING ADMINISTRATION OF ANTABUSE 
2 Occasional skin. eruptions are, as a rule. readily controlled by concomitant 
administration of an antihistaminic drug 

in a-smallaumber of patients, a transient mild drowsiness. fatigabllity impo- 
lence: headache, acneform eruptions, allergic dermatitis, or a metallic or garlic- 
like aftertaste may be experienced during the first two weeks of therapy These 
complaints usually disappear spontaneously with the continuation of therapy or 
with reduced dosage: 

Psychotic reactions have been noted, attributable in most cases to high 
dosage, combined toxicity (with metronidazole or isoniazid), of to the unmasking 
of underlying psychoses in patients stressed by the withdrawal of alcohol 

One case of cholestatic hepatitis has been reported, but ils relationship to 
ANTABUSE (disulfiram) has not been unequivocally established 

: j DOSAGE AND ADMINISTRATION 
ANTABUSE should never be administered until the patient has abstained from 

- álcoholfor at least 12 hours. 
INITIAL DOSAGE SCHEDULE: in the first phase of treatment, a maximum of 500 
ma daly is given irra single dose for one to two weeks. 
MAL NANCE REGIMEN: The average maintenance dose is 250 mg daily 
(rafige, 125 to 500 mg); it should not exceed 500 mg daily. 
DURATION OF THERAPY: The daily, uninterrupted administration of ANTABUSE 
must be continued until the patient is fully recovered socially and a basis for. - 
permanent self-control is established, 


HOW SUPPLIED 







ANJABUSE -- Мо 809-~-Each tablet (scored) contains 250 mg disultiram, in bob 5. 
tles of 100. No. 810-- Each tátiet (scored) contains 500 mg disulliram. in bottles of — © 
50 and 1.000. ` 7831/182 -- 


AYERST LABORATORIES 
New York NY 10017 
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Collected Articles BW 
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An important resource 
in service planning. .: ^ 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group.. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 





Order your copy now! 
Just complete and mail this form. 


Please send me _ copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From HGCP at $5 per copy ($3.50 per copy for 
orders of 5 or more). All orders of 835 or less must be prepaid. 








C] My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 

O Please bill me. (For orders over $35 only. AH orders of 835 or 
less must be prepaid.) 






























Address 











City State Zip 








MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 

1400 K Street, N.W. 
Washington, D.C. 20005 
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THE NEW LIGHT п 05 tricyclics, tetracyclics idm Non 
— As elective as imipramine and amitriptylineg.2 
IN EFFECTIVE CJ Incidence of anticholinergic side effects X 
comparable to placebo3 
Ec A simple dosage adaptable to patients’ needs « 
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HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE"? 


Clinical studies have shown new Desyrel” (Trazodone HCI) to be comparable in thera- 

peutic effect to two standards of antidepressant therapy, imi ramine and amitriptyline. 
Significant, symptomatic improvement was often noted by the end of the first week of 

therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The clinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


20% аа ШШЕН (0200006 = 142 
о 


MENENER Placebo n=95 


15% 


6% д 
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ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 





* Adapted from Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


С CHANGES ARE RARE á 


Although EKG changes are rare in patients free of cardiac disease, patients 
with cardiac disease should be closely monitored especially for possible 
cardiac arrhythmias. 


c) 1982 Mead Johnson & Company, Evansville, Indiana 47721 USA ET I di 
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FLEXIBLE DOSAGE FOR FASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


L Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
Г15О mg/day additionally every three to four days until optimal effect is obtained 

© Maximum outpatient dosage: 400 mg/day 

О Maximum inpatient dosage: 600 mg/day 


О Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 





Mead ТЕПП PHARMACEUTICAL DIVISION 


References: 
1. Gershon S, Mann J, Newton R, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter double-blind study. J Clin Psyc hopharmac ology 1 (suppl): 39S-44S, Nov 1981. 
e 2. Goldberg HJ, Rickels, K, et al: Treatment of neurotic depression with a new antidepressant. / Clin Psychopharmacology ` 
1 (suppl): 35S-588S, Nov 1981. 
3. Gershon S, Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. / Clin Psychiatry 41:100-104, 


е March 1980. 
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TO HELP AVOID MANY SIDE EFFECTS 


THAT CAN OFTEN OVERSHADOW 


ANTIDEPRESSANT THERAPY... 


DESYREL* 
(Trazodone HCI) 


DESCRIPTION 

DESYREL® (Trazodone Hydrochloride) is an antidepressant chemically un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. It is a 
triazolopyridine derivative designated as 2-[5-[4- (5-chlorophenyl)-l-piperaz- 
inyl]propyl]-1,2,4-triazclo[4,3-alpyridin-3-(2H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 208.3. The empirical formula is C19H22CIN5O*HCI and 
the structural formula is represented as follows: 


N / \ 
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INDICATIONS AND USAGE 
DESYREL® (Trazodone Hyarachloride is indicated for the treatment of de- 
pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nent anxiety. The depressive illness of patients studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, 111! 
CONTRAINDICATIONS 
DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 
Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
atients short episodes (3-4 beats) of ventricular tachycardia. There have also 
mes several post-marketing reports of arrhythmias in DESYREL-treated 
patients who had preexisting cardiac disease. Until the results of prospective 
studies are available, patients with preexisting cardiac disease should be 
closely monitored particularly for cardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 
PRECAUTIONS 
General: The possibility of suicide in seriously depressed patients is inherent 
in the illness and may persist until Significant remission occurs. Therefore, 
prescriptions should be written for the smallest number of tablets consistent 
with good patient management. 
Information for Patients: Alert patients that (a) their mental or physical ability 
to pegform potentially hazardous tasks, such as operating machinery or driv- 
i ay be impaired; (b) the response to CNS depressants such as alcohol or 
basiturates may be enhanced; and (c) DESYREL should be taken shortly after 
a meal or нан snack. Laboratory Tests: WBC and differential counts are 
recommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause h кейшн, 
concomitant administration of antihypertensive therapy with DES REL may 
reuire a reduction in the dose of the antihypertensive drug. Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated cautiously with a gradual increase in 
dosage until optimum aerei is achieved, if a MAO inhibitor is discontin- 
ued Чогу before or is to be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 


avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No е or dose-related occurrence of 
Sei ps mg was evidentin rats receiving DESYREL in daily oral doses up to 
300m for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg- 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Nuning ее Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness in 
children below the age of 18 have not been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials are 
the following: Autonomic-blurred vision, constipation, dry mouth; Cardiovas- 
cular- hypertension, hypotension, shortness of breath, syncope, tachycardia/ 
palpitations; CNS -anger/hostility, confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal - 
abdominal/gastric distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal -musculoskeletal aches/pains; Neurological” heen 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic 
condition/edema; and Other-decreased appetite, eyes red/tired/itching, 
head full-heavy, malaise, nasal/sinus congestion, nightmares/vivid dreams, 
sweating/clamminess, tinnitus, weight gain, weightloss. Side-effects reported 
by less than 1% of the study patients are the following: akathisia, allergic reactic 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is Sup. 
gested. The dose may be increased by 50 mg/day every three to four days. The 
maximum dose for outpatients usually should not exceed 400 pad in 
divided doses. Inpatients may be given up to but not in excess of mg/day 
in divided doses. 
Maintenance: Dosage during prolonged maintenance therapy should be 
kept at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE 
1. Williams JBW, Ed: Diagnostic and statistical manual of mental disorders-III, 
American Psychiatric Association, May 1980. 
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SCIENTIFIC WRITING FOR 
GRADUATE STUDENTS | 
First printing, 1968 • Reprinted, 1976 











_ courses of instruction in scientific writing into university. 
z graduate schools. The first nine chapters provide the 
-essentials for ‘Writing a Journal Article", and the re- 
maining five chapters cover “Related Topics” in scien- 
tific communication. 
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: CONTENTS 
sus Т. Clearing Away the 10.Designs of Tables and 
Underbrush Figures 


72. The Ground Plan 

3. The Master Plan 

4. The First Draft 

5. The First Revision: 
Structural Alterations 

6. Further Revision: 
Polishing the Style 

7. Editing Assignments 

8. The Final Steps 

9. Responding to the Editor 


11. Preparation for Writing 
the Doctoral Thesis 

12. Writing a Research 
Project Proposal 

13. Oral Presentation of a 
Scientific Paper 

14.Principles and Practices 
in Searching the Scien- 
tific Literature 
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Price $7.50, including postage and handling 
190 pages (softbound) 
Orders of 10 or more copies, delivered to one address, 
discounted 1096 
ALL ORDERS MUST BE PREPAID TO: 
COUNCIL OF BIOLOGY EDITORS 
9650 Rockville Pike, Bethesda, MD 20014 








Wellcome Diagnostics is pleased to announce the 
Р availability of a new radioreceptor assay for assessing 
. hein vitro potency of neuroleptic drugs — the 
.. WELLCOME NEUROLEPTIC ASSAY KIT. 


Intended for research use only, and not for use in 
. diagnostic procedures, this in vitro assay measures the 
dopamine receptor blocking activity of neuroleptic drugs 
and their pharmacologically active metabolites. The test 
is based on the competitive binding assay method 
j described by Creese and Snyder: Specifically, the test 
_ drug and" H-spiperone (spiroperidol) compete for bind- 
. ingto dopamine receptors on calf caudate membranes. 
е » Mhen the competitive reaction has approached comple- 
"tion, receptor-bound neuroleptic drug is separated from 
that atgemaining unbound by centrifugation. 


This manual is a “must” for those who would introduce. — 















A New Radioreceptor Assay 
for Psychiatric Research: 


The Wellcome Neuroleptic Assay Kit | 
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APPROVED FOR 18 HOURS CATEGORY |, АМА; PHYSICIANS - 
RECOGNITION AWARD AND FCR 18 PRESCRIBED: Н 
FROM THE AMERICAN CADEMY OF FAMILY. PRA 
FEE: $265.00; RESIDENTS OR FELLOWS: $165.00. 
FOR REGISTRATION OR FURTHER INFORMATION CONTACT: 


LP. LEVITT, M.D., COURSE DIRECTOR, 1033 HAMILTON STREET, 
ALLENTOWN, PA. 18101 (215) 433 6474 
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ADDRESS: ————————————— 4 


TELEPHONE: 
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CJ PLEASE SEND ADDITIONAL INFORMATION REGARDING LC N.C. 
[1 ENCLOSED IS MY CHECK: PLEASE SEND REGISTRATION DETAILS- 


















To order the WELLCOME NEUROLEPTIC ASSAY KI KIT 
call 800-334-9332 (North Carolina, call collect: 919-758- 
3436) or to obtain technical information, ,pleese call 800- | 
334-8570 (in North Carolina, call collect: 919- 541 -9090 — 
Ext. 4617). 








Reference 1. Creese |, Snydét m A ipis and sensitive 
radioreceptor assay for antigchizophrenic drugs inbipod. 
Nature 270: 180, 1977. j 








Wellcome Diagnostics 


x A Division of Burroughs Wellcome Co. 
Wellcome 3030 Cornwallis Rd., Research Triancle Park. N.C. 27709 
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. ‘The young chronic patient: “ 


McNEILAB, INC. 1982 





‘this c һаа ‘fo 





. А new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
. These patients present persistent and frustrating problems to 

- psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 


long-term prognosis. 





















Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 

effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 








Minimal sedation may improve compliance 
The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy. * 








Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 





HALDOL 
(haloperdol - 


tablets/concentrate/injection .. 







* Marked sedation is rare; some instances of drowsiness have been reported, 
















HALDOI? concentrate 
(haloperidol) 

tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 


HALDOILS* (haloperidol) 

sterile injection + Pre-filled Syringe 

for rapid control (often within hours) 

in acutely agitated patients. 5 mg | 

haloperidol (as the lactate) with 1.8 mg 

methylparaben and 0.2 mg 
ropvlparaben per ml, and lactic acid 

т pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing information 

‘Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease. 

_ Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during druc treatment. 


‘Combined Use With Lithium: Patients receiving lithium plus haloperido! should be monitored 
1 бїове!у for earty evidence of neurological toxicity and treatment discontinued promptly if such 
Signs appear. 
General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
,Gentration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperdol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 
Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
::0 the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur): (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
terterence occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson: medication, if required, may have to be continued after HALDOL is discontinued 
:pecause of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. intraocular pressure may increase when ariticholinergic drugs, including 
-"antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
«celty: may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL: Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent ín vitro, a factor of potential importance if the prescrip- 
fon of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia. and impotence have 
been reported, the clinical significance of elevated serum prolactin feveis is unknown for most 
Datients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
vosstration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date; however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1; 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 
, Adverse Reactions: CNS Effects: Extrapyramidal Reactions:. Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, offen during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of. neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperrefiexia, opisthatonos, oculogyric crises) have been reported far less fre- 


relatively (Ow doses. Gerierally, extrapyramidal symptoms are dose-related since they occur at 

„relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
Kinson drugs таубе required. Persistent extrapyramidal reactions have been reported and the 
drug. may have to be discontinued in such cases. 


Withdrawal Emergent Neurologiza! Signs: Abrupt discontinuation of short-term antipsychotic 
ГЫ : 


y ever need. 


quently, but were often more severe. Severe extrapyramidal reactions have been reported at- 



























• Rapid relief of core 
psychotic symptoms 


• Effective for both initial 
and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


*See Brief Summary of Prescribing 
information below for 
contraindications, warnings. 
precautions and adverse reactions. 


HALDOL? tablets 
(haloperidol) 

in 6 different strengths, for 
convenience in individualizing 
dosage. 





/; mg Img 2mg 5mg lOmg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from “Persistent Tardive Dyskinesia ' except for duration. it is unknown: whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn, 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially temales. Symptoms are persistent and sometimes appearirreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different ^ 
antipsychotic agent. : 
Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drewsiness, аерге". 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral stakes. which may be. 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. : 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hi fects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with :other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, ‘oss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia amd hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urimary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been repotied in association 
with the administration of HALDOL. The nature of the evidence rnakes it impossible to deter- 
mine definitively what role, if any, HALDOL. played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, bui it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patiests when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDCI. haloperidol is 
prescribed. 


administered or 


The injectable form is intended only for acutely agitated psychotic patients with moderately 

severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 

intramuscular administration in children have not been conducted. 28301-20082 
—1/21/ 


concentrate (120 mf) are manufactured by McNeil Pharmaceutical Co., 
®McN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz Н: The young adult chronic satient: Overview 
ofapopulation. Hosp Community Psychiatry 32(7):463-469,1981. 2. Daring HF: Haloperidol in 
Overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367,1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol andthiothixene with 


HALDOL tablets and 
Dorado, PR 00646. 


> 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychíatri 
Journal of the University of Ottawa 5(3) 168-174. 1980. = тешне 
McNEIL : ^L 
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гог Psychiatrists 


To Register by phone, or for more information, caff 
nducted by (212) 920-6674; or mail coupon with check made 
oor ve payable to “Clinical Neurology” for $295 tuition tc: | 
David M. Kaufman, M.D. Continuing Medical Education, Albert Einstein College 
of Medicine/Montefiore Medical Center, 150 East 210th E 
New York Academy of Medicine Street, Bronx, New York 10467. (Teleptone registrants > 
March 25, 26, 27; 8:30-5:00 pm. will be billed $295. Tuition covers all materials and 


: textbook. To order textbook only. enclose $32.50 
Galleria Plaza with coupon.) eek 


February 25, 26, 27; 8:30-5:00 p.m. 
San Francisco: Holiday Inn, Fisherman’s Wharf 
March 11, 12, 13; 8:30-5:00 p.m. 


-AN EXPLICIT, CLEAR, AND CONCISE WEEKEND PROGRAM 


~an Francisco 


со This intensive three-day program, conducted by Please send me Dr. Kaufman's Clinical Ne 
Dr. Kaufman and guest faculty, prepares psychiatrists for for Psychiatrists; | have enclosed a check fo 
the American Board of Psychiatry and Neurology. Through payable to "Clinical Neurology". 
extensive use of review sessions, videotape, slides, : Lo. i 
practice questions and Dr. Kaufman's textbook, Clinical Please send me additional informatior ebout 

= Neurology for Psychiatrists, participants cover: CT, EEG and the eleventh annual Clinical Neurology 

CSF analysis; dementia, memory disorders, aphasia, for Psychiatrists. 

.andSognosia, and other perceptual disorders; partial 

© Complex апа other seizures; neurotransmitter basis of 
pain; and mental as well as physical effects of dominant 
and nondominant hemisphere, spinal cord, and peripheral 
nervous system injuries. 
Accredited By 

г American’ Psychiatric Association Aibert Einstein College of Medicine/ 


Department of Neurology & Continuing Montefiore Medical Center 
«Medical Éducation (Approved for 21 Category 1 CME Credits) 


“s 





-The B24 lil...a new m — 
generation of electro- 
convulsive therapy 
instrumentation from qm 
Medcratft. 


Designed with patient and operator safety in mind, this 
new series of instrumentation meets the rigorous 
requirements for listing by Underwriters Laboratories — UL 
544, Standards for Medical and Dental Equipment. The 
B24 Ill provides the physician with the ultimate in precision 
dosage levels. Consistancy of desired output level is 
assured with the following features: 


е Line Voltage Compensation — allows compen- 
sation for fluctuations in incoming line voltages. 

® Pre-programmed Voltage Selection — choice of 
eleven voltage levels from 70 volts to 170 volts. 


* Automatic Treatment Timing — adjustable from 0.1 | 
second to 1.0 second with or without Glissando. T i [ | M A \ 
* Current Output Indicators — visual assurance of n 
current flow during treatment. d 
. Exclusive Patient Test Module allows a complete systems 


с integrity check of insturmentation prior to treatment. Du IM MN : 
Clinical accuracy and dependability are assured by the z теша a piion of | 
- use of 100% solid state circuitry. Double shielded Himan Swbems г. 
transformer provides an additional margin of treatment 9190 Red Branch Rd. / Columbia, MD 21045 
safety. Write or call for ordering information, specifications 301/730-7800 / Call *oll-tree 800/638-2896. 
“and prices. Medcratt is a registered датак of Hitman Corp 
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from depress 


= Improvement may be evident as early as 
the first week of therapy: Optimal antidepressant 
effect may not be evident for 2-3 weeks. 


п Rapid relief of anxiety, . 
i sleep disturbances and somatic NES 

E symptoms occurs as antidepressant 
E action begins. 





*The-total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day = 
schedule without loss of effectiveness. 
+The 150-mg capsule strength is intended for maintenance therapy only and is not * ^ 
recommended for initiatiorf of treatment. 
'^ For a brief summary of Sinequan prescribing information including adverse reactions, E. 





please see the following page 6f this advertisement. o fo. Prize” inc. 





Antidepressant 
effectiveness with a 
single h.s. dose’ 


SINEQUAN 


(doxepin HCD 


150-mg; 100-mg, 75-mg, 50-mg, p -mg, 
P and 10-mg CAPSULES and ORAL CONCENTRATE, 
10 mg/ml, 120-ml (4 oz) bottles 
































































































































































































































































































































































































Reference: 1. Barranco SF Thrash ML, Hackett E. Fey J, et al (Pfizer Pharmaceuticals, Pfizer 


Inc, New York, N Y) Early onset of response to doxepin treatment. J Clin Psychiatry 
40:265-259. 1979. E p E 





2. BRIEF, 


ARY ЕЕ Я 
+ SIN М (doxepin HCI) Capeulen/Orel Conca P j 
Contrai юпа. SINEQUAN is contraindicated in individuals who have shown hypersen- 
ому fo the drug. Passibility of cross sensitivity with other dibenzoxepines should be kept in 
mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
illness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

on ad in Geriatrics i: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition, 

Usage in : Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is nat known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant, 

in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because sate conditions for its use have not been established. - 
.. MAO Inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain crugs with МАО inhibitors. Therefore, MAO inhibitors should be 
discontinued at ast two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

with Alcohol: t should be borne in mind that alcohol ingestion may increase the 
danger inherent in any intentional or unintentional SINEQUAN overdosage. This is. especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving а car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response to 
alcohol may be potentiated 

Since suicide. is an inhesant risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the 
early course of therapy. Prescriptions should be written for the smallest feasible amount. 

Should increased symptoms of psychosis or shift to manic symptomatology 
occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage 


regimen. 

"Adversa Reactions. NOTE: Some of the adverse reactions noted below have not been 

specifically reported with SINEQUAN use. However, due to the close pharmacological 

similarities among the tricyclics, the reactions should be considered when prescribing 

SINEQUAN. 

r ата ШЕ Effects: Ory mouth, blurred vision, constipation, and urinary retention have 
“pean. reported. If they do no: subside with continued therapy, or become severe, it may be 
cco necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This: tends to. disappear as therapy is continued. Other infrequently reported CNS side 
г effects are confusion, disoriantation, hallucinations, numbness, paresthesias, ataxia, and 

extrapyramidal symptoms and seizures. 
< Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally. 

Allergic: Skin rash. edema. photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophilia has been reported in a few patients. There have been occa- 
sional reports of bone mariow depression manitesting as agranulocytosis, leukopenia, 
thrombocytopenia, and purpura. 

Gastrointestinal: Nausea, vomiting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic effects.) 

Endocrine; Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- 
ment of breasts and даіасіотћеа in the female, raising or lowering of blood sugar levels have 
been reported with tricyclic administration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatigue, weakness, flushing, jaun- 
dice, alopecia, and headache have been occasionally observed as adverse effects. 

and Administration. For most patients with illness of miid tó moderate severity, a 
starting daily dose of 75 mgis recommended. Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual response. The usual op- 
timum dose range is 75 mg/day to 150 mg/day. 

in more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg'day. 

їп patients with very mild symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been controlled on doses as 
low as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be given on a divided or once-a-day dosa 

< schedule. i the once-a-day schedule is employed the maximum recommended dose is 1 
mg/day. This dose may be given at bedtime. The 150 mg capsule strength is intended for 
maintenance therapy only and is not recommended for Initiation of treatment. 

Ariti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 


А. Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth 

2. Severe: Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 

and tachycardias. 

Also: urinary retention (bladder atony), decreased gastrointestinal ree) ратуе ileus}, 
hyperthermia (or hypothermia}, hypertension, dilated pupils, hyperactive reflexes. 

B: Management and Treatment 

1. Mild: Observation and süpportive therapy is all that is usually necessary. 

2. Severe: Medica: management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. # the patient is conscious, gastric lavage, with appr riate precautions 
to-prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway should be established in 
Comatose patients and assisted ventilation used if necessary EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 
thythmiag should be treated with the appropriate antiarrhythmic agent. It has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
yepeated as required. Convulsions may respond to standard anticonvulsant therapy, how- 


ever, barbiturates may potertiate any respiratory depression. Dialysis and forced diuresis. : 
of overdosage due to high tissue and protein 





generally are not of value in the management 
binding of SINEQUAN. } рызы 


A division of Pfizer Pharmaceuticals 
New York, New York 10017 




















his troubles may 
have begun... 
in 1882... 

in 1782... 

in 1682... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 


_MarchofRimes 








"Ui 
A divers peci 
laboratory SPE nd t 
lab А at ent a 


For our free capabilities brochure, 


Psychiatric Diagnostic Laboratories of America, Inc. 
Morris Avenue and Prospect Street, Summit, New Jersey 07901 


The full-service clinical laboratory for psychiatry. 





or to send a sample, call us: 800*526*4494, 
extension 7090. Within New Jersey, 201*277*4040. 
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AGING AND MILIEU 
ENVIRONMENTAL PERSPECTIVES ON 
GROWING OLD 

Edited by GRAHAM D. ROWLES and 
RUSSELL J. OHTA 

Leading scholars from diverse disciplines ex- 
plore the critical role of context in the experi- 
ence of old age. This work examines the aging 
person's total milieu, including physical, social, 
cultural, clinical, and phenomenological aspects 
instead of merely focusing on a physical or 
architectural perspective. 

1982, 272 pp., $24.00 ISBN: 0-12-599950-X 


. THE PSYCHOPATH AND 
| MILIEU THERAPY 
"CA LONGITUDINAL STUDY 


WILLIAM M. McCORD 


.. This comprehensive work surveys the diagnosis, 
etiology, and treatment of psychopathic per- 
sonalities. Distinguishing between criminal and 

© noncriminal psychopathology, the author traces 
this concept's history from 1800 to the present 
and explores various diagnostic problems and 
methods, including a unique twenty-five-year 
study of children who received "milieu therapy.” 
1982, 320 pp., $29.50 ISBN: 0-12-482180-4 


PERSONALITY AND 
LIFE-STYLE OF YOUNG 
MALE MANAGERS 


A LOGICAL LEARNING THEORY ANALYSIS 
JOSEPH F. RYCHLAK 
With a Foreword by DOUGLAS W. BRAY 


Based on interviews conducted over eight suc- 
cessive years, this longitudinal study of young 
male managers explores the relationship of 
dominance to career emphasis. The authors 
score interview responses according to a "life 
theme" system and consider the findings from 
a phenomenological perspective that renders 
them compatible with a humanistic explana- 
tion of behavior. 

1982, 312 pp., $29.50 ISBN: 0-12-605120-8 












.. Two Volumes in the PERSONALITY AND 
PSYCHOPATHOLOGY Series . . . 





GENDER AND | 
PSYCHOPATHOLOGY 
Edited by IHSAN AL-ISSA : 


This comprehensive review offers new insights _ 
into the relationship between gender and psy- 
chopathology. While providing the essential. 
background in research and theory, the authors. 
introduce mental health models linking gender - 
role deviations to the definition of psycho-. 
pathology and its treatment. Designed to chal- 
lenge old biases and stimulate further research, - 
this work reveals methodological problems that 
are responsible for faulty conclusions and myth- 
ical beliefs. uo 
1982, 384 pp., $32.50 ISBN: 0-12-050350-6 


PHYSIQUE AND a 
DELINQUENT BEHAVIOR - 


A Thirty-Year Follow-Up of William H. Sheldon's 
Varieties of Delinquent Youth um 
EMIL M. HARTL, EDWARD P. MONNELLY, and : 
ROLAND D. ELDERKIN 8 
Dr. Sheldon's work advanced the premise 
that human behavior can only be understood 
through a biologically oriented approach to 
psychiatry and psychology. This longitudinal 
study traces the lives of Dr. Sheldon's original 
subjects—200 men whose youthful biographies 
appeared in the first book. This new work as- 
sesses the accuracy of a method based on Dr. 
Sheldon's principles and its ability to describe 
and predict human behavior over individual 
lifetimes. 
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Depressive symptoms, when existing with clinical 
anxiety. can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1.168 patients 
diagnosed as having moderate to severe anxiety. 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale. a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely. self-blame, and difficulty making 
decisions" 
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XANAX, the first triazolobenzodiazepine. is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety, 
XANAX Tablets have been found to be significantly 
more effective (p<0.001) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


E Intermediate half-life of 
12 to 15 hours 

Bil Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies* 

Ш No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremort 

E No reports of symptomatic postural 
hypotension or cardiovascular toxicity* 

il Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16? 

ill Simple dosage—0.25 to 0.5 mg tid. 
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This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
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Disorders 
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Active in the 
limbic system” 
where psychotic 
symptoms arise... 


less active where 
neurotoxic 
effects occur 


striatal system— minimal 
extrapyramidal stimulation 


hypothalamus—little effect on 
temperature-control mechanisms 


hippocampus— minimal effect on 
‘seizure threshold 


emetic center— minimal antiemetic 
activity 


Although extrapyramidal effects are 
characteristic of antipsychotic agents in 
general, with Mellaril (thioridazine) 
extrapyramidal stimulation is minimal. 
Adding an antiparkinsonism agent— 
which can cause its own side effects— 
can usually be avoided. Neuroleptic 
drugs elevate prolactin levels; the 
elevation persists during chronic 
administration. 
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Anorexia Nervosa: Therapy and Theory 


BY HILDE BRUCH, M.D. 





The reciprocal interaction between psychotherapy 
and theoretical assumptions is illustrated through 
observations of anorexia nervosa. Traditional 
psychoanalysis, with its emphasis on interpretation 
of unconscious processes, was found to be rather 
ineffective, whereas an approach evoking active 
participation on the part of the patient led to betiér 
treatment results. The experience of being listened to 
appeared to be of utmost importance. The 
characteristic deficits in self-concept and body 
awareness could be related to a paucity or an 
absence of confirming responses in the early mother- 
child interaction. This concept reinforced the focus 
on encouragement of initiative and autonomy during 
therapy. (Am J Psychiatry 139:1531—1538, 1982) 





reatment in medicine is greatly influenced by the 

theoretical conceptions about the nature of an 
illness. This applies to both organic and mental dis- 
ease. When the theoretical assumptions about a condi- 
tion change, treatment will also change. 

Psychiatry, particularly psychoanalysis, has empha- 
sized the importance of theory, and there have been 
heated debates about the superiority of one theory 
over others. The use of psychological treatment meth- 
ods such as psychoanalysis or dynamic psychotherapy 
rests on the assumption that early psychological expe- 
riences, in interaction with the biological givens, play 
a role in personality and character development and 
also in the symptoms of emotional and mental illness. 
If the early experiences are inappropriate or damaging, 
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the normal progress of development will be interfered 
with or distorted and the adaptive capacities greatly 
limited or blatantly abnormal. 

Psychotherapy rests on the assumption that such 
deviations can be influenced and alleviated in a new 
psychotherapeutic relationship through ‘raking the 
unconscious conscious,” in psychoanalytiz terms, or 
through reevaluation of the factors contributing to the 
inadequacy of development. How therapy 1s conduct- 
ed and what issues are pursued depend to a large 
extent on the therapist's theoretical convictions and 
the nature of the disturbed psychological processes in 
a particular disease and/or individual. I should like to 
illustrate such changing views оп the role of psycho- ' 
therapy in the treatment of anorexia nervosa. 


HISTORICAL PERSPECTIVE 


Since the time when anorexia nervose was de- 
scribed as a distinct clinical entity a 11е ~ore than 
100 years ago (1), it has been assumed that psvchologi- 
cal factors played a role in its development and 
treatment, although there was much disagreement 
about the nature of these factors. This early psycho- 
logical phase was replaced by theories of its endocrine 
origin, which led to indiscriminate use of endocrine 
substances including implantation of pituitary glands 
from animals. During the 1930s it was recog-:zed that 


“Ње exceedingly rare hypopituitary cachexia was dif- 


ferent from the psychologically determined. anorexia 
nervosa (2). The search for an endocrine or other 
organic factor continues (3). Also, anorexia nervosa 
was a rare illness, and even specialis:s in the field 
would see only a few cases. Generalized conclusions 
were drawn from limited observations. Anorexia ner- 
vosa has been occurring with increasing frequency 
during the past 20 years for reasons that seem to be 
related to sociological attitudes and the charging role 
of women (4). І | 
Psychoanalysis played an important role ir reestab- 
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listing cóncepts of the psychological nature of the 
illness. The investigative focus was on the disturbed 
eating function, the “ога component. When various 


` conditions with eating difficulties, vomiting, and diges- 


tive disorders were included, the definition of the 
iliness became unclear and diffuse. The aim was to 
explain the underlying concealed conflicts by one 
psychodynamic formulation. Anorexia nervosa was 
viewed as a form of conversion hysteria and as the 
symbolic expression of the repudiation of sexuality, 
specifically of ‘‘oral impregnation’’ fantasies (5). This 
view dominated the field during the 1940s and 1950s 
and is still held by some. According to this theory, 
classical psychoanalysis was considered the treatment 
cf choice. Yet some analysts acknowledged quite early 
that analytic treatmeat was rather ineffective and that 
anorectic: patients did not suffer from an ordinary 
neurosis but showed signs of deformation of the ego, 
indicating a more severe disturbance. 

Clarification of this issue began around 1960. As the 
number of anorectic patients increased, it was recog- 
nized that what clinically is called anorexia nervosa is 
not a uniform concition (6). A specific syndrome, 
primary anorexia 'nervosa, can be differentiated from 
unspecific forms of psychologically determined weight 
loss that is secondary to some other psychiatric Ш- 
ness, such as hysteria, schizophrenia, or depression. 
Many cases in the older literature seem to represent 
this atypical form: It is the primary form that is on the 
increase; it mainly affects adolescent girls and young 
women from educated and prosperous homes, and 
only rarely ycung males. It basically represents a 
problem in the development of identity and selfhood, 
and the realization of this made it apparent that new 
treatment approaches needed to be developed. . 


1 


PRIMARY АМСКЕХ-А NERVOSA 


For this form the name ''anorexia" is a. misnomer. 
Patients with this disorder do not suffer from loss of 
appetite. They deliberately, seemingly willfully, re- 
strict their food inteke and overexercise in an effort to 
achieve the ultimate in thinness as a protection against 
the dreaded fate of becoming fat. They are frantic with 
fear that they migat lose control over their eating, 
since they feel uncertain in identifying hunger. This 
inaccuracy in awareness of hunger allows the eating 
function to become available for the pseudosolution of 
their personality, and adjustment problems. Yet the 
basic iliness is not primarily a disturbance in appetite 
in spite of the dramatic disturbances in eating behavior 
and although the physical and psychological conse- 


'quences of the severe malnutrition dominate the mani- 


fest clinical picture. The characteristic psychological 
disorder is related to underlying deficits in the sense of 
self, identity, and autonomy (7). 

With increasirig experience in psychotherapy, it was 


Am J.Psychiatry 139:12, December 1282 


possible to reconstruct the antecedents of the anorec- 
tic illness, and new concepts emerged about the nature 
of the underlying developmental disturbance. Long 
before the illness appears, these girls feel helpless and 
ineffective in conducting their own lives, and the 
severe discipline over their bodies represents a desper- 
ate effort to ward off panic about being powerless. 
Psychiatrically the condition appears to be more ekin 
to borderline states, narcissism, or schizophrenia than 
to neurosis. With more pertinent understanding of the 
factors involved in the development of the condit on, 
the treatment approach has become more definite and 
effective. ; 
One of the puzzling aspects of this serious illness is 
that it occurs in individuals who, according to family 
and school reports, have been unusually good, suc- 
cessful, and gratifying as children (8). The onset of the 
anorexia is accompanied by marked changes in Белау- 
ior, and previously compliant children become n2ga- 
tivistic, angry, and distrustful. They stubbornly reject 
help and care, claiming not to need them and inskting 
on their right to be as thin as they want to be. 
Individuals with this illness experience themselves 
as acting only in response to demands from others and 
as not doing anything because they want to. Their 
perception of their bodily experiences is often dis- 
turbed, and they do not trust or accurately ideatify 


their own sensations and feelings. They do not zom- ^^ 


plain about their weight loss and claim not to ''see'*it 
as abnormal or ugly; on the contrary. they identify 
with their skeleton-like appearance, take pride п it, 
and actively maintain it. They also fail to experience 
the body as being their own but look on it as somezhing 
extraneous, separate from their psychological seif, or 
as being the possession of their parents. Their rigid 
discipline over their eating, with the visible weight 
loss, gives them the.experience of being effective in at 
least one area. The displayed defiance is not an 
expression of strength and independence but a defense 
against the feeling of not having a core personality of 
their own, of being powerless and ineffective. 

The iliness usually becomes manifest at a time when 
these individuals are faced with new experiences and 
expectations. They feel unprepared to grow beyond 
their immediate families and to engage in relationships 
with their peers, of whose changing behavior they 
disapprove, since it is incomprehensible to them. They 
are vaguely aware of something missing in thei? own 
development, and they suffer from a deep fear of being 
incompetent, a ‘‘nothing,’’ of not getting or even 
deserving respect. Actually, they are deficient im their 
sense of autonomy and have difficulties with decision 
making. They continue to function with the morality 
and style of thinking of early childhood, that cf pre- 
conceptual and concrete operations, and their special 
goodness represents an effort to secure aprroval. 
Piaget called this the period of egocentricity (€). The 
next step in conceptual development, character: stio of 
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adolescence—that of formal operations which are as- 
sociated with the ability to perform new abstract 
thinking and evaluation—is deficient or completely 
absent in individuals with anorexia nervosa. Dissatis- 
faction about feeling enslaved and exploited and about 
not having developed as individuals in their own right 
emerges with puberty and adolescence. They expect 
that by being slimmer they will be more competent and 
deserving of respect. ' 

Further psychotherapeutic exploration and direct 
study of the families has led to an understanding of the 
developmental antecedents that make these individ- 
uals shy away from normal life, withdraw to their own 
bodies, choose the road of starvation. The question is, 
What miscarried in these seemingly well-functioning 
homes that made patients mistrust their ability to face 
the future? Although it manifests itself in many differ- 
ent ways, the flaw was found to lie in the intimate 
interaction in the parent-child relationship (10). Child 
care is excellent on one level—everything is provided 
fer—but things are superimposed according to the 
parents' decisions and convictions, with little attention 
to the child's expression of needs and wants. Evidence 
of this slant in interpersonal transactions of the family 
can be readily observed in the ongoing interaction 
between patients and their parents. A new model of 
child development was needed to explain how this in- 

` teractional pattern interferes with development of a 
valid self-concept and discriminating body awareness. 


DEVELOPMENTAL MODEL 


In the traditional psychoanalytic model the infant is 
conceived of as born equipped with certain drives or 
instincts and as adapted to survive in an average 
expectable environment. The drives progress and ma- 
ture during various stages of psychosexual develop- 
ment, become fixated through certain vicissitudes, or 
regress at the time of emotional crisis. The infant is 
conceived of as a passive receiver of the adults' 
ministrations until he or she becomes г participant 
during the phase of individuation and separation. 
According to these assumptions the newborn is con- 
ceived of as rather undifferentiated, molded mainly 
through the ministrations of the environment, which 
modifies his drives. The view of anorexia nervosa as a 
drive disorder expressing the fear of sexuality and of 
oral impregnation fantasies is related to these basic 
concepts. 

There has been a shift in our conception of the 
infant; the emphasis is increasingly on the infant's own 
contribution to his development from birth on. The 
infant, although immature, gives cues and signals to 
his unfulfilled needs. How they are responded to, 

.aratizied, or disregarded appears to be the crucial point 
for his becoming aware of his different needs or his 
failing to achieve this (11). 
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Two basic forms of behavior, relating to Both tMe 
biologic and social-emotional field, need to be differ- 
entiated from birth on; they consist of tehavior initigt- 
ed in the infant and behavior in response to outside 
stimuli. The mother's behavior toward the child is 
either responsive or stimulating, and the interaction is 
rated as appropriate or inappropriate depending on 
whether it fulfills the expressed needs or disregards or 
distorts them. Experiences in both modalities are 
essential for healthy development, and the organizing 
process is not restricted to infancy but continues 
through childhood and adolescence. 

The content of this learning relates to the whole 
range of experiences that characterize human exis- 
tence. The larger the areas of appropriaie responses 
and the more sensitively һе child's needs and im- 
pulses are responded to, the more specific will be the 
child's understanding and awareness of his self and 
body and therefore the more differentiated he will 
become, capable of growing into a person who, regard- 
less of problems of living, feels essentially self-direct- 
ed in his experiences. In the reconstruction of the 
early development of patients with anorexia nervosa, 
the outstanding findings are deficits in confirmation of 
child-initiated cues. In these families growth and de- 
velopment are not conceived of as a child's accom- 
plishments but as those of the pareais. 

The lack 'of regular and consistent appropriate re- 
sponses to his needs deprives the ceveloping child of 
the essential groundwork for his bady identity, with 
accurate perceptual and conceptual awareness of his 
own functions; instead, he will grow up perplexed 
when trying to differentiaie between disturbances in 
his biological field and emotional and interpersonal 
experiences, and he will be apt to misinterpret defor- 
mities in his self-body concept as externally induced. 
Anorectic patients are deficient in zheir sense of sepa- 
rateness and feel controlled by external forces and 
helpless under the impact of their cwn bodily urges; in 
a counterphobic effort they overcontrol them through 
self-starvation. 

Other aspects of personality development are simi- 
larly affected. If there is too little or no encouragement 
or even prohibition of independence during the indi- 
viduation and separation phase, the child will remain 
tied to the parents, deprived of autonomy and deci- 
sion-making ability. Obedience and conformity char- 
acterize the anorectic patient’s behavior in relation to 
adults. It has been known for some time that future 
anorectics are not negativistic durirg the classic period 
of resistance. Expression of feelings is also not encour- 
aged, and anorectics experience only a narrow range 
of emotional reactions. There тау be some awareness 
of primitive helpless rage and anger that they kept in 
check until the illness developed or even until they 
came into treatment. For many, the assurance that 
they have feelings and that their feelings count is'a 
surprising new discovery. Not uncommonly thev 
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| 
make süch statements as, ‘Му mother always knew 
how I felt. I never thought that it mattered what I said I 
fekt.” | 





CONVERGING EVIDENCE FROM DEVELOPMENTAL 
STUDIES | 


| 

In this model, personality development is conceived 
of as the outcome, оѓ a continuous stream of circular 
end reciprocal transactions between parent and child. 
This concept is іп воой agreement with other studies 
cf infancy, although, as far as I know, it has not been 
expressed in quité such simple and general terms. 
Many people have contributed to the understanding of 
mother-child interaction in early life. I shall mention 
here only a few studies illustrating that the organiza- 
tion of bodily functions and other psychological fea- 
tures are related to the same factors. 

In a study of the interaction between infant and 
mother during the first 3 months of life, with the goal 
of defining factors involved i in the development of the 
child’s attachment to his or her mother, Ainsworth and 
Bell (12) focused on the feeding situation, in which 
most interaction takes place. They found the differen- 
tiating factors were not related to the technique of 
feeding, such as schedule versus demand or breast 
versus bottle feedings, ‘but to the relevance of the 
mother’s response to the infant’s signal of his need. 
Trust and attachment were related to the sensitivity 
and appropriateness with which the mother had inter- 
acted with her child: 

Some mothers would overfeed their babies, who 
were rated overweight by their pediatricians at age 3 
months and who continued to be overweight at 1 year. 
These mothers overfed their infants either with the 
intent to gratify the baby, thereby tending to treat too 
broad a spectrum of cues as signals of hunger, or in an 
effort to produce a baby who would sleep for long 
periods and demand little attention. 

When rated at 12 months, the infants in whom the 
feeding interaction had been most appropriate to their 
needs showed the strongest attachment to the mother 
and were able to use her as a secure basis from which 
they could enjoy exploring the strange environment. 
They made active efforts to gain and maintain contact 
with her. In contrast; babies with inappropriate feed- 
ing experiences showed little or no tendency to seek 
proximity to and interaction or contact with the moth- 
er. Children who had been exposed to contradictory 
handling were distressed by separation but would not 
seek’ out the mother for security. They generally 
displayed more maladaptive behavior in relation to 
new and strange situations. 

Consistent and extreme deviations have been stud- 
ied in animals who were raised in complete isolation. 
In well-known experiments intended to study ‘‘affec- 
tional systems," Harlow removed infant monkeys 
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from their mothers at birth. The living conditions 
varied somewhat for individual monkeys, but when 
fully grown they all were grossly abnormal, apathetic, 
stereotyped in their responses, suffering from abiding 
affectional deficiency, and inadequate in sexual behav- 
ior although they had undergone normal physiological 
puberty. They also exhibited many bizarre mouthing 
habits. 

Three such isolate monkeys who had been raised in 
total isolation for the first 12 months were studied in 
Mirsky's laboratory when they were between 4 and 5 
years old (13). They were found to be totally incapable 
of responding to the nonverbal facial expressions of 
other monkeys and were seriously impaired in their 
ability to send recognizable ‘‘messages’’ to others. 
During these experiments it was observed that the. 
isolates ingested larger than average quantities of fiuid, 
and when they were given free access to food, their 
intake rapidly increased and was well within the range 
reported for hyperphagia produced in monkeys with 
lesions of the ventromedial nuclei. This is æ vivfd 
illustration of the fact that such a seemingly innate 
function as appetite regulation requires organizing 
learning experiences early in life. Useful organization 
of physiological regulatory mechanisms and of psy- 
chological and social awareness requires the psycho- 
logical experience of continuous interaction with the 
environment. | 


APPLICATION TO TREATMENT 


The stimulus for this reformulation was the observa- 
tion that treatment with traditional psychoanalysis was 
rather ineffective in true anorexia nervosa, This obser- 
vation was made on my own patients and on numerous 
others who had been in analysis with someone else and 
for whom consultation was requested because their 
progress was unsatisfactory. They might have ac- 
quired a psychodynamic vocabulary, even some un- 
derstanding, but they had remained basically unaffect- 
ed or had withdrawn even more from participation in 
life. Similar difficulties were reported by others. 

In a discussion from the early 1940s, Helene 
Deutsch, calling the treatment ‘‘so-called’’ analysis, 
indicated that considerable modification of the classic 
procedure was necessary (14). She spoke of certain 
features of the clinical picture of anorectics as delu- 
sional or psychotic and mentioned the overcompliance 
of the patient in relation to her—how the patient would 
accept all of her interpretations as true but without 
changing anything. Other authors (15, 16) expressed 
doubt about the capacity of insight to produce favor- 
able changes in the clinical picture. 

Anorexia nervosa has the reputation of offering 
unusually difficult treatment problems; therapeutic 
failures and an outcome of chronic invalidism or even 
death are not uncommon. The treatment such patients 
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have been exposed to covers a wide range, from 
emphasis on weight gain only, with complete disregard 
of the psychological problems, to psychoanalysis ex- 
tending over several years, with disregard for the low 
weight. For effective treatment, changes and correc- 
tions must be accomplished in several areas: The 
patient's nutrition must be improved, the tight involve- 
ment with the family needs to be resolved, and the 
inner confusion and misconceptions require clarifica- 
tion (4, pp. 334—376). 

The patient's persistent malnutrition creates psy- 
chological problems that are biologically, not psycho- 
dynamically, determined. Much of what is called ‘‘an- 
orectic’’ behavior is a manifestation of starvation, 
which, like a distorting smokescreen, conceals the 
relevant psychological disturbances. All too often 
treatment of the eating problem is conducted in a 
mechanical way through enforcement or behaviorist 
methods that leave the underlying individual anguish 
untouched. Psychotherapists not uncommonly commit 
the error of not paying attention to a dangerously low 
weight in the unrealistic hope that the whole picture 
will correct itself once the underlying unconscious 
conflicts have been made conscious. The fact is that 
no true picture of the psychological problems can be 
formulated, nor can psychotherapy be effective, until 
the worst malnutrition is corrected and the patient 
becomes capable of assimilating and processing new 
information. 

Weight changes and resolution of psychological 
problems interact closely, and lasting recovery re- 
quires a change in the inner image of the patient 
herself. I should like to illustrate this with the case of 
an 18-year-old college student. 


Case Vignette 


The student had been anorectic for 2 years, and except for 
some medical supervision, there had been no treatment 
because there were no adequate facilities in her home state. 
At age 16, when the excessive dieting began, she was 157.5 
cm tall and weighed 50 kg. The first weight loss was 
incidental to increased activities, but then losing weight 
became a project in itself. She was down to nearly 32 kg 
when she came for treatment, protesting against needing 
heip but agreeing to eat more at college, where she would not 
be under continuous supervision by her mother. However, 


she became frightened by her increasing weight and took. 


large amounts of laxatives and diuretics, which resulted in 
severe dehydration and weight loss, down to 3! kg. She was 
hospitalized on an emergency basis and staved until her 
weight reached 36 kg. She was discharged on the condition 
that she would maintain her weight and permit it to go up 
graduaily. With much objection, she did maintein her weight 
above 36 kg so that there was no rehospitalization. She went 
home for vacations and holidays, and at the end of the first 
year her weight was 42 kg. She maintained her weight above 
41 kg except for a drop to 39 kg at a time when emotionally 
disturbing issues were being explored. A year later her 
weight was 43 kg, and the following year it was safely above 
the 45-kg mark. During her last year at college her weight 
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rose to its preillness level, namely, 5С kg, and she fas 
maintained this weight for over 4 years. Menstruation re- 
sumed within a year of her attaining normal weight. — . 

When her treatment was coming to a successful conclu- 
sion she spoke about how she had experienced different 
stages during the recovery process and how she had become 
reconciled to her mature body. 


Well, the first step I tock was the willingness to be 
curious—to see how it could be different: ''Well, I will go 
along with it for a while and find out wkat it is all about.” 
That was in fact the period when I was still condescending 
in many ways. 


As treatment progressed she began to Teel that there might 
be more to life than being thin. 


It suddenly dawned on me that 1 could not watch myself 
change and not change. I realized thet I couldn't playact 
forever. I used to think, ‘‘Oh, I can always get by with 
compromising.” So I gained a little biz of weight, then I 
would lose it again and regain а little kit. My concern was, 
What was the minimum weight with which I could buy the 
psychological treatment? It gave me a chance to do a lot of 
talking, and since I had never talked to anyone, that was 
helpful and I wanted to continue with ireaiment. 


Family Interaction 


In the clarification of the family involvement, direct 
work with the family and individmal psychotherapy 
complement each other. Althougk family problems 
exist in the present, their resolution alone is not 
sufficient, since the patient has integrated the abnor- 
mal patterns and misconceptions ofthe past. Sufficient 
freedom from the family involvement needs to develop 
for a patient to become ready to explore her handicap- 
ping inner problems. The family members themselves 
need help and support to permit the young person 
greater freedom; they need help in particular with their 
anxiety so as to prevent premature interruption of 
treatment. Successful treatment implies changes in a 
patient so that she can become capable of adult living 
with greater independence and se f-reliance. Parents 
often say, “If only she could be again the girl she 
was,” overlooking the fact that ''the girl she was" was 
unable to face growing up and adul: living. The knowl- 
edge and understanding gained through work with the 
family gives the therapist important guidelines on what 
problems and issues to pursue in individual therapy. 

Psychotherapeutic help is essertial for the resolu- 
tion of the underlying problems, but it often fails in this 
effort. In the evaluation and reevaluation of what 
might have been overlooked in the previous treatment, 
it was gradually recognized that it was not one or the 
other conflict situation or anything of motivational 
content but something in the patients' basic approach 
to themselves and life. Particular manifestations of 
transference had been duly recognized and properly 
analyzed but had remained as ineffective as other 
interpretive clarification. To ап unusua: degree, thera- 
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pits treating anorectic patients seem to be tied to an 
outmoded concepti of psychoanalytic treatment, with 
the, main focus on the symbolic significance of the 
disturbed eating and the underlying unconscious prob- 
lems, fantasies, and dreams. 

These patients suff r from an overriding, all-perva- 
sive sense of ineffectiveness, of not being in control of 
their bodies and bocily functions, of mistrusting as 
pretense or fraudulenze any thoughts or feelings origi- 
nating within themselves. They are equally uncertain 
and confused in understanding the behavior of others. 
To them the traditional psychoanalytic setting repre- 
sents a factual reexperience of the transactional pat- 
terns that have pervaded their whole lives, namely, 
that somebody else * 'knew"' what they felt but they 
themselves did not know or feel it. “Insight” to them 
had been just опе тоге *'thing" they had passively 
accepted from their -herapist but then devalued as 
meaning nothing. ' 

These patients feel they are not sick and therefore 
not in need of help ànd express doubt that therapy has 
something to offer them. It is through evoking aware- 
ness of their own feelings, sensations, and ideas that 
they can become active participants in the treatment 
process. This may be spelled out, such as, ''You need 
help in discovering that you have the right, even the 
duty, to express your own feelings and wants.” It is 
amazing how often à patient will respond with a sense 
of relief, and a comment such as “‘I felt I had to 
behave, always do what was expected; I did not know 
that I had a right to te something individual’ is not 
uncommon. These patients do poorly with a prescrip- 
tion of, ‘Say everythirg that comes to your mind’”’; all 
that comes to their minds are ruminations about food 
and weight and the conviction of still being ' Чоо fat” 
or a feeling of being guilty for having "given in” by 
eating. 

At the beginning of treatment it is useful to give a 
simple dynamic explanation of the meaning of the 
illness—that the preoccupation with eating and weight 
is a cover-up for underlying problems and patients' 
doubt about their own worth and value, that they need 
help to discover their good qualities and assets, and 
that at this stage the| severe starvation interferes with 
their psychological processes. It is important to clarify 
from the outset that the goal of psychotherapy is to 
accomplish something for the patient's benefit and not 
to appease the parents (17, 18). - 

Most patients reatt with a sense of relief that so 
much is known about the underlying problems. They 
had felt that they werz outcasts suffering an agony 
about’ which nobody else knew anything. If ap- 
proached in this way, many will agree to a refeeding 
program that is geared to their individual needs. By 
becoming participants in the treatment process they 
may reach the point of differentiating themselves from 
otKers, of discriminating bodily sensations and emo- 
tional states, and of ; growing beyond helpless passiv- 
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ity, hateful submissiveness. and indiscriminate nega- 
tivism. 


Style of Therapy 


This change in treatment orientation from à focus on 
content to an emphasis on functional interaction 
amounts to a redefinition of the therapist's role. His or 
her task is not so much to give insight about the 
symbolic significance of the symptoms as to help the 
patient with the way she faces the realities of her life, 
in the past and present. Patients need to understand 
that close and alert attention is paid to what they have 
to say and contribute; this is essential if the individua- 
tion process that miscarried early in their lives is to 
take place. Patients will express their awareness that 
this had been lacking in their background by state- 
ments such as, “If I am not sick they don't pay 
attention to me." If this is made the focus of inquiry 
they will pursue in great detail how much they had 
always done what they had thought they were supe 
posed to do. The problem now is how to discover the 
genuine self—what is valid about them. They need to 
face their problems of living in the present, reconstruct 
what had gone on during the preillness period, and 
understand how their experiences interfered with their 
developing a sense of self and competence. 

In a way, all anorectic patients have to build up a 
new personality after all the years of fake existence. 
They are eternally preoccupied with the image they 
create in the eyes of others, always questioning wheth- 
er they are worthy of respect. They might agree with 
what has been worked through in one session, but they 
have a tendency to undo what has been clarified 
because the old convictions come back. There is an 
attitude of basic mistrust that permeates all relation- 
ships—the conviction that all people look down on 
them with scorn and criticism and that they have to 
protect themselves against this. This mistrust is usual- 
ly hidden from the therapist under the facade of 
pleasing cooperation, at least initially. Sooner or later 
this will be succeeded by criticism and negativism and 
then by open hostility. 

Therapy represents an attempt to acknowledge con- 
ceptual defects and distortions and to create a climate 
in which these developmental delays can correct them- 
selves. An important step in this process is the reeval- 
uation of the family interactions and experiences, sc 
that the forces that had interfered with normal devel- 
opment can be recognized and the overclose ties to the 
parents loosened. This anorectic patients are reluctant 
to do. They not only deny their own illness and need 
for treatment but they also deny that there had been 
anything troublesome in their homes. Everything was 
perfect, their parents were superior and had provided 
privileges and opportunities, and they consider efforts 
to look at what really had taken place and how they 
had experienced it as being forced to ‘‘blame’’ them. 
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. They will, however, complain about the parents' inter- 
ference with their dieting and also the parents' having 
made arrangements for therapy. 

By paying minute attention to the way the patient 
~ talks about her experiences, one may find an entry into 
this rigid denial. An 18-year-old severely anorectic girl 
had accepted treatment only because she ‘“‘detested”’ 
arguing with her mother. She felt happy about her low 
weight and as a matter of fact considered it a sign of 
superiority. She had grown up abroad and had been 
raised by governesses who changed every two years. 
When I inquired about the emotional hardship of 
having to adjust to so many different people, she said 
reassuringly, “І knew they all loved me. I made sure 


they would." She became upset when her ‘‘making ` 


sure” of their love was discussed as implying dcubts 
about being loved if she behaved just naturally. This 
led to her talking, at first tentatively and with much 
resistance, about her great efforts to always be bevond 
blame and criticism and be deserving of admiration. 
АЎ her activities—at home, in school, and in sports— 
were dominated by an extraordinary ambition to be 
recognized as outstanding, and she would drive herself 
to exhaustion: ‘‘Only then [when exhausted] can you 
be at peace that you have done enough. If you have 
not given the last drop of strength, you do not deserve 
to sleep or to eat.” As treatment progressed and she 
became more relaxed. about her obligations, she re- 
viewed with much emotion the hardship of being the 
youngest child in a successful, wealthy home where 
everybody else had been considered brilliant and how 
she had felt that nothing she ever did was good enough 
or would live up to what she felt ‘‘they’’ expected of 
her. 

Clarification of the justified reasons for anorectic 
patients' feeling that approval is coming their way only 
on condition of superior performance is slow work. It 
involves reexamination of: their erroneous assump- 
tions about life and relationships. They must come to 
récognize that there were factual situations which 
interfered with their developing a sense of inner right- 
ness, that from the beginning the scales were weignted 
against their becoming individuals in their own right, 
and how children will interpret this as proving that 
they were in some way undeserving, not good enough, 
even defective. The frantic demand for acknowledg- 
ment and confirmation that is finally acted out in 
anorectic behavior reflects true deprivation, not only 
during the early years but continuing into the present. 


Early Experience and Transference Reaction 


The traits that develop from the necessity to be so 
accommodating and compliant are transferred into 
treatment. As children these patients became practi- 
cally mind readers who were exceedingly sensitive to 

» what they felt the grownups wanted. They were also 
convinced that their mothers always knew how and 
what they felt. In therapy they are disappointed, after 
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an initial period of overadmiration (or the oppositd, 
indiscriminate negativism), when their expectation 
that the therapist should understand what they feel and 
are going through, without their putting it nto words, 
is not fulfilled. The unrealistic aspects of their feeling 
that ‘‘mother always knew what I felt" need to be 
reexamined—that in fact the opposite wes true and 
mother often disregarded their feelings, and that it is 
the task of therapy to help them discover their own 
needs and values. Thus they can come to the point of 
trusting their own decisions and respecting their own 
opinions instead of being overpowered by the judg- 
ment of others. By being tuned in to the slightest 
distortion in their sense of reality the therapist can 
instigate, without being judgmental, necessary reeval- 
uations. The difficulty is that the patients have lived so 
long with their self-belittling assumptive reality that 
they have become convinced that they cannot change, 
in particular when they have been exposed to ineffec- 
tive or mechanical treatment efforts. They may polite- 
ly agree with what has been clarified and at the same 
time maintain the secret conviction, ''I know better—I 
know for me things are different." 

They compensate for this self-belittling attitude with 
grandiose aspirations, and it requires a real sacrifice of 
pride to reduce these to human proportions. They are 
equally disinclined to let go of the notion that their 
parents were brilliant and superior in everv way. The 
need to be super special is so compelling that any 
conclusion which seems to be based on common 
human experience, or on treatment observations from 
other anorectic patients, is rejected as not possibly 
applying to them. They want to be human ir. a way that 
is different from the rest of mankind, to the point of 
their feeling unhuman in their demands. 

One patient expressed her despair at being com- 
pletely isolated from people as feeling as :hough she 
was on an island. in the river, unable to cross to the 
mainland (19). In a way psychotherapy, which empha- 
sized the validity and worthwhileness o? her core 
personality, gave her the courage to try to cross the 
bridge. 


COMMENT 


While the importance of theoretical considerations 
for effective psychotherapy has often been doubted, 
these observations on treatment of anorexia nervosa 
illustrate that therapy and theory stand in reciprocal 
interaction. Dissatisfaction with the results of tradi- 
tional interpretive.psychoanalysis led to a change in 
approach, a purely fact-finding one unburdened by 
theoretical preoccupations. This was accompanied by 
better treatment results. Analysis of the findings re- 


‘vealed that the effort to reconstruct what really had 


happened, of what the patient had experienced, ih- 
volved active collaboration by the patiert. This in 
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иг represented а stimulus for the development of 
greater independence and improvement. 

For many it was the first consistent experience of 
having what they said listened to as important, instead 
of having their feelings and the meaning of their 
communication interpreted. It was recognized that 
giving insight through motivational interpretations re- 
inforced basic deficiencies in their personality struc- 
ture. It was also recognized that these patients experi- 
enced emotions and bodily sensations in a bewildering 
way and that they will not or cannot describe this 
except with specific encouragement and help. 

Efforts to unders:and these new findings and their 
developmental significance led to the formulation of a 
new model of child development, with emphasis on the 
essential qualities of the intimate interpersonal interac- 
tion between mother and child. The basic deficit was 
recognized in a paucity or absence of encouraging 
responses to childlinitiated cues, resulting in deficits in 
self-concept. This' generalized formulation served as a 
guide for the inquiry into family interactions and 
attitudes. It also| resulted in a new focus оп the 
function of the treatment process, with emphasis on 
the need to encourage initiative and autonomy in the 
patient. Interpretation of content was recognized as 
less important than reconstruction of the developmen- 
tal interactional patterns and correction of childhood 
misconceptions. | 

These formulations and their application to therapy 
were independently arrived at during the last 20 or 30 
years. They do: not stand isolated but show many 
parallels to other reevaluations of psychoanalytic 
treatment, particularly i in its application to narcissism, 
borderline states, | and schizophrenia. Most sweeping 
were the reformulations by Harry Stack Sullivan in his 
interpersonal theory, developed during the 1930s and 
1940s (20). Traditional psychoanalysis has also under- 
gone many modifications, from a biologically (instinc- 
zually) determined approach to that of ego psychology, 
object relationship theory, and recently to self psy- 
chology. | 

The considerations I have presented here resemble 
those expressed by Kohut in his psychology of the self 
(21). He considered favorable interaction with the 
environment as necessary for the healthy development 
of the self and called the positive responses to a child's 
expressions of his needs and interests ''mirroring."' 
He stressed “emphatic” tuning in on a patient's 
bewilderment and distress and reconstruction of early 
experiences, withlexamination of the factors that have 
interfered with the development of an adequate self- 
concept, 
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These modern developments in psychoanalysis have 
broadened the range of conditions that can be favor- 
ably influenced through psychotherapy. This is of 
particular importance in the treatment of anorexia 
nervosa. and other eating disorders, in which the 
clinical picture is complicated by the distorting influ- 
ence of the starvation on psychological processes. A 
clear theoretical formulation represents an indispens- 
able guide through the maze of seemingly contradic- 
tory psychological responses. 
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" Charismatic Religious Sects and Psychiatry: An Overview 


BY MARC GALANTER, M.D. 





Phenomena associated with contemporary 
charismatic religious sects raise questions about the 
combined impact of group influence and intensely 
held beliefs on group members' psychological 
functioning. The author considers the stages of 
membership in these sects, with emphasis on 
psychiatric aspects of conversion, long-term 
membership, and leaving. He discusses options for 
psychiatric intervention, including psychotherapy, 
conservatorships, and deprogramming. Systems 
theory i is used to provide a psychological model for 
the relationship between group influence in these 
sects and current conceptions of individual 
psychopathology and normal adaptation. (Am J 
Psychiatry 139:1539-1548, 1982). 


E: of recent years have called attention to the 
striking psychological phenomena associated with 
contemporary secis and cults. There have been puz- 
zling and poorly explained occurrences such as the 
adoption of deviant Ше styles, the disruption of nucle- 
ar families, and the tragic events at Jonestown, yet 
these groups have helped some youths address both 
normal and pathologic conflicts and achieve apparent- 
ly stable social commitments. This raises the question 
of whether the study of contemporary charismatic 
sects might shed light on certain issues addressed by 
clinical psychiatry—in particular, the impact of the 
group setting on individual psychopathology and on 
normal development. In this article, I explore the 
nature of membership in these sects in order to pro- 
vide a psychiatric overview of this issue. 

Members of charismatic large groups typically 1) 
adhere to a consensual belief system, 2) sustain a high 
level of social cohesiveness, 3) are strongly influenced 
by group behavioral norms, and 4) impute charismatic 
(or divine) power (1) to the group or its leadership (2- 
4). The concept of a cult adds the issue of religious 
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deviancy (5) and rejection of participation in the 
majority culture. We will now consider factors that 
lead to membership in contemporary groups of this 
type and the psychiatric issues related to joining. 


ENTRY INTO SECTS 
Antecedents to Joining 


Considerable attention has been directed to the 
social and family backgrounds of those who join a 
sect. Most reports have characterized members as 
coming from middle- and upper-middle-class families 
(6—9). In two cults that my associates an3 I studiec, 
the majority of members had attended college, as had 
one or both of their parents (10, 11). The same- was 
true in a study of young people who had left charismat- 
ic sects (12). Self-reports indicate that many sect 
members come from troubled families (13, 14). 
Schwartz and Kaslow (15) reported patterns of ‘‘over- 
ly enmeshed families" (16) in their studies of the 
families themselves. They observed thet for sect mem- 
bers the group represented a solution to the conflicts 
aroused by society's demand for autonomy. Since 
taking responsibility for each other is the hallmark of 
enmeshed families, these young people had been иг- 
comfortable with entering an adult werld that valued 
personal autonomy. 

Psychological distress is a frequent antecedent to 
joining a sect. On the basis of interviews with mem- 
bers, ex-members, and relatives, a number of clini- 
cians have described the members themselves as emo- 
tionally disturbed. One investigator descriced them as 
predominantly ‘‘depressed, inadequate, о> borderline 
anti-social youths” (8), and others have characterized 
them as ''lonely, rejected and sad” (17). S:xty percent 
of the group members evaluated by Clark (6) were 
assessed as having been ‘‘substantially and chronically 
disturbed” for many years before their involvement 
with a charismatic group, and 40% as "essentially 
normal, maturing persons.” 

Inductees often have limited social ties before join- 
ing a sect. Their preoccupations with purpose and 
destiny are closely associated to a dissatisiaction with 
interpersonal relations, leading to loneliness and a 
sense of alienation. Some adolescents ere described as 
using these sects to reduce a sense of personal *'in- 
completeness,” often at a time of normal crisis (18). 
Differences in outcome between those joining a group 
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inthe fate of a crisis and those joining in the course of 
chronic distress have not, however, been studied. 


Major Psychopathology Among Joiners 


The diagnosis of major pathology among converts to 
sects is difficult because interviewing of volunteer 
members does not necessarily reach the more dysfunc- 
tional minority and the most commonly used self- 
report instruments may not accurately tap the most 
severe symptoms. Nonetheless, some studies have 
addressed this issue. Ungerleider and Wellisch (18), 
for example, found no evidence of "insanity or mental 
illness in the legal sense” among 50 members and ex- 
members studied by means of psychological testing 
and psychiatric interviews. On the other hand, my 
associates and I (10, 11), in larger samples, found some 
history of psychiatric difficulties. Emotional problems 
among Divine Light respondents (М = 119) had led 38% 
' to seek professional help before joining and 996 tó be 
hospitalized. For. members of the Unification Church 
—the ''Moonies" (N=237)—corresponding figures 
were 30% and. 6%, respectively. 

It appears that certain sects attract members with 
considerable psychopathology. For example, among a 
small band of 24 devotees of Baba, Deutsch found that 
"virtually all gave histories of chronic unhappiness 
and unsatisfactory parental relations” (14). Of 14 who 
were given structured interviews, 1 was diagnosed as 
manic-depressive in а nonpsychotic state and 4 others 
as borderline schizophrenic. Similar findings were 
reported by Kiev and Francis (19) for members of the 
Subud sect in London. This particular group appeared 
to attract individuals who were in considerable dis- 
tress. Kiev and Francis .described members of this 
group with known psychiatric illness and observed 
that although the group seemed to offer temporary 
remission to such persons, it would likely contribute to 
a later exacerbation of their illness because the pres- 
sure for personal change: promoted anxiety in those 
who did not achieve clear-cut progress. - 


The Conversion Experience 


In 1902 James (20) wrote about religious conversion 
as a process through which an individual, ''divided 
and consciously wrong, inferior and unhappy," be- 
comes ''unified and consciously right, superior and 
happy" asa consequence of achieving a hold on his or 
her religious reality. It may otherwise be described as 
a process by which a person comes to adopt an all- 
pervasive world view. 

The issue of sudden conversion as a pseudosolution 
for dealing with extreme and disintegrating conflict 
was raised before the emergence of recent charismatic 
sects. On the basis of his study of religious converts, 
Salzman observed (21) that this sudden process might 
precipitate or be part of a psychotic process. Another 
researcher (22) reported higher scores on a neuroti- 
cism scale (although no report of psychosis) for sud- 
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den converts than for persons experiencing a more 
gradual conversion. These observations suggest that a 
discernible state of dysphoria may indeed be compati- 
ble with sudden conversion experiences. 

The potential restitutive function of cgnversion, 
however, has also been emphasized. It has teen 
likened to the crystallizing role of an *'experience of 
significance” that may occur at the onset of delusion 
formation; nonetheless, delusion formation per se zen- 
erally occurs in the face of disruption of a consistently 
pathological and much more severe nature. Whatever 
the magnitude of the preceding disruption, such reli- 
gious experiences may be considered as part of the 
coping system that provides едо integration for the 
individual (23). This has also been emphasized with 
regard to persons in the contemporary youth culture 
who are experiencing various degrees of psychiatric 
disruption. Nicholi (13), for example, studied a series 
of relatively well-adapted college student converts 
who reported feeling considerable existential despair 
before their conversion. He reported that they fcund 
an enhanced.sense of purpose and an improvement in 
their relations with peers following their conversion 
experiences. Other authors (10, 13, 24) have reported 
restitution among youthful converts who were under- 
going schizophrenic decompensation before conver- 
sion. 

Transcendental or mystical experiences are cften 
important in the conversion process, as noted by both 
James (20) and Freud (25). The importance of tran- 
scendental experiences in conflict resolution, evea to 
the point of precipitating acute hallucinatory episodes 
in both nonpsychotic (26, 27) and psychotic (28) indi- 
viduals, has also been emphasized. These experiemces 
are also integral to continuing group membership (10, 
29) for many members of charismatic sects. 

Explanatory models for the appearance of psycnot- 
ic-like transcendental phenomena іп the contex! of 
religious experience have not yet been developed. It 
should be noted, however, that rather striking perzep- 
tual phenomena are regularly reported among mem- 
bers of these sects. For example, 3096 of the 119 
members of one group reported hallucinatory-like ex- 
periences during their meditation (10). Clearly, such 
phenomena should make a considerable impact on our 
understanding of pathologic as well as normal mental 
processes. They may, perhaps, help us to understand 
the nature of certain contexts that can precipitate 
hallucinatory states in those who are designated as 
mentally ill. 

Several groups of researchers have investigated the 
role óf active recruitment by religious sects. Lofand 
and Stark (30, 31) proposed a model for this phencme- 
non based on their observations of a small millenarian 
Christian group. They emphasized the acutely felt 
tension experienced by the convert in the context of e 
religious problem solving, which leads to acquiring the 
role of ‘‘religious seeker.” The encounter with the cult 
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then becomes a turning point in the person’s life. Close 
ties are developed to other members as they shower 
the convert with affection—a phenomenon noted by 
other observers (6, 17). Some investigators (32—35) 
have stressed the importance of early contacts with 
the group in relieving an inductee’s feelings of mean- 
inglessness and deprivation. The induction apparently 
occurs through psychological engagement rather than 
coercion. In a controlled study (36), for example, 1 
fourid intense social ties and ideologic commitments 
among the majority of persons who stayed beyond the 
first 2 days of a noncoercive 3-week induction se- 
quence. Nonetheless, only 9% of the 106 who began 
the sequence actually joined, and a third of :hese 
dropped out within 4 months. Thus, at least early on, 
these affiliative ties may be subject to change. 


The Psychiatric Impact of Joining Charismatic Sects 


Individual members of contemporary charismatic 
sects generally state that joining the group has had a 
positive effect on their psychological state. Interview- 
ers describe reports of new strength and "'spiritual 
resources" as well as reduced ‘‘self-hatred’’ (13). 
Increased feelings of calm and happiness and a capa- 
bility for better relationships are also noted (17, 37). 

In one series of controlled studies, my associates 
and I (3, 10, 11, 36) measured the psychological impact 
of conversion to the Divine Light Mission and the 
Unification Church. Structured self-reports of repre- 
sentative samples of members of these groups indicat- 
ed considerable amelioration of emotional state (a 
“relief effect’) upon joining; this improved state was 
maintained over the course of long-term membership 
(2 to 3 years). It is interesting, however, that despite 
the reported improvement, long-term members' scores 
on the psychological General Well-Being Schedule 
(38) were slightly below those of an age- and sex- 
matched sample from the general population. This was 
compatible with our finding of even lower scores on 
psychological well-being for a representative sample 
of nonmembers who registered for.the sects’ work- 
shops before joining (36). Members' current level of 
psychological well-being was correlated with the in- 
tensity of their social affiliation with other members 
and their espousal of the group ideology, indicating 
that there may be an implicit inclination among charis- 
matic group members to sustain their affiliation with 
the group so as to maintain their enhanced emotional 
state. I have proposed (2, 3) that there is a biologically 
grounded inclination among individuals to coalesce 
into such groups, particularly when ties to other 
sources of affiliation are weakened. 

These findings, based on self-report data, should be 
compared with the impressions of certain observers 
who report their own assessments of the pathologic 
aspects of group members' psychological presentation 
(6, 12, 39, 40). Clark, for example, states that ‘‘con- 
verts often seem drab and dreamy outside the group, 
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stereotyped, and somewhat expressionless when ak. 
cussing anything other than their new experience. 
They lacked mirth and richness of vocabulary" (6, p. 
280). If such observations do reflect a negative impact 
of membership in charismatic groups. they might be 
considered in relation to studies of psychopathology 
induced in groups in more controlled settings. Yalom 
and Lieberman, for example, in а carefully controlled 
study (41), noted a 7.596 incidence of psychological 
casualties in time-limited encounter groups, a setting 
with little prolonged, directed interpersonal input. 
Casualties have also been reported among members of 
Erhard Seminars Training (est) (42), a self-nelp group 
involving commitments generated in a large group, 
based on the teachings of a charismatic secular leader. 

Religious conversion experiences have been ob- 
served among persons suffering from major psycho- 
pathology. А number of case reports presented in the 
recent psychiatric literature (10, 24, 43) illustrate the 
role of mystical experience in the resolution of major 
psychopathology, including suicidal impulses, schizo- 
phrenic decompensation, and affective psychosis. On 
the other hand, religious experiences may also occur 
as part of a psychotic deterioration, playing little part 
in stabilizing the patient (28). The clinician may need 
to evaluate such a presentation of symptoms. In order 
to consider the diagnosis of psychosis, he or she 
should assess the degree of autism and disordered 
thinking manifested by the patient and consider the 
social context in which the religious ideation arose. 
Did it occur in the absence of consensual validation? 
Did it fail to provide the patient with a viable social 
adaptation? 

Another area of psychopathology to be considered 
is that of substance abuse. There are a number of 
reports (10, 11, 17, 44, 45) of remission in patterns of 
alcohol and drug abuse, along with rapid changes in 
attitudes toward drugs (11), when individuals are con- 
verted to a sect. We found, for example, that in two 
sects both mild and heavy use of drugs declined; this 
applied to social intoxicants, such as alcohol and 
marijuana, and also to stimulants, hallucinogens, and 
opiates (46). These changes occurred among young 
people who had been led into patterns of heavy drug 
use during the ‘‘counterculture’’ period of the 1960s 
and 1970s. The apparent potential of charismatic 
groups for enforcing new behavioral norms is thus well 
illustrated. 

The impact of these groups on psychopathology 
suggests a similarity between the psychology of charis- 
matic groups and that of large-group-support networks 
such as Alcoholics Anonymous, the drug-free thera- 
peutic communities, and Recovery, Inc. Further study 
of the mechanisms by which charismatic religious 
sects establish new norms for behavior may help us in 
constructing more effective group treatments for ad- 
dictive illness and for other types of chronic behavior- 
al pathology. 
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Ane way of achieving understanding is by studying 
the impact of religious commitment on the negative 
effect of life stress on psychological well-being. We 


`- recently studied a population of long-term sect mem- 


bers who had been engaged to be married within the 
sect a year earlier (47). Using regression analyses, we 
found a considerable moderation of the effects of such 
stress in the group. This moderating role may also 
serve as a reenforcer of group affiliation and of confor- 
mity to group behavicral norms. Group members may 
preserve their relationship to the group and comply 
with its norms as a way of protecting themselves from 
life stresses. 


MEMBERSHIP 
Life Style 


Communal living is characteristic of many charis- 
matic sects, both contemporary ones and those in 
previous centuries, such as the Shakers and the early 
Mormons. In contemporary sects, members often live 
together in an institutional setting or in smaller private 
residences. For example, in one group, 20% of the 119 
members lived in communal ritual residences with 
stringent behavioral norms, 50% with other members 
in smaller informal private residences, and the remain- 
ing 3096 independently (10). Sect members frequently 
refer to each other as family, as do charismatic groups 
directed primarily toward therapeutic purposes. For 
example, Ofshe (48) studied patterns of relating in 
Synanon, a self-help group that was initiated for the 
treatment of drug abusers. Shared residential facilities 
and economic resources and a family-like atmosphere 
underlay a considerable degree of intimacy within this 
group, which was manifest in patterns of social inter- 
course, in structured group communications (the 
“ратеѕ’’), and in informal socialization. Both self- 
help drug treatment programs and formally constituted 
religious groups тау be characterized by common 
beliefs, behavioral norms, and residence. Both types 
of groups carry official certification by the state. 
Synanon has actually moved, over time, from the first 
category into the second and is now registered as a 
religion. 

The behavioral norms of many sects appear to 
reflect reaction formation against the sexual permis- 
siveness of the 1960s and 1970s. These norms are often 
sustained only by adopting a number of ritualized 
group defenses. Harder and associates (49), for exam- 
ple, studied courtship, marriage, and family style in 
one segment of the Jesus movement. They described 
the members’ express avoidance of situations that 
might be sexually charged and outlined the specific 
sect regulations regarding courtship and bodily plea- 
sures. Dating, for instance, was considered inappro- 
priate because it might lead to temptations and possi- 


' ble transgressions. Similiar transformations in peo- 
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ple’s attitudes upon joining a sect were reflected in zhe 
study of Unification Church members mentioned earli- 
er, of whom 7696 indicated that they should ''very 
much” avoid thinking about sex, although only 11% 
reported feeling this way before joining (11). 

The idiosyncrasies of each group's leader may, of 
course, be translated into behavioral norms for the 
group. Some leaders are apparently unstable. Deutsch 
reviewed the impact of the psychotic behavior of one 
charismatic sect leader from a psychiatric perspective 
(50). Because of the grandiose role vested in this 
leader, members' reality testing was suspended in the 
face of the proclamations he presented to them. The 
leader had a paradoxical appeal that apparently height- 
ened his charismatic attraction. When necessary, ra- 
tionalizations emerged so that his bizarre commands 
might be perceived as reasonable and then accepted. 


Belief Systems and Consensual Validation 


The issue of thought control or brainwashing in 
sects has been raised in both the popular press and thee 
scientific literature (8, 18, 51, 52). Lifton (53) studied 
the characteristics of this process as applied by Chi- 
nese Communists to Western prisoners of war during 
the Korean conflict. Richardson and Stewart (54) drew 
on a number of these traits in their study of the Jesus 
movement. Milieu control, for example, entails estab- 
lishing constraints over all facets of communication; 
the degree of such control varies among religious 
sects, usually being contingent on members' proximity 
to each other in residential and work arrangements. A 
shared belief that members' work is devoted to scme 
grand plan (whether revealed or not) is the basis for 
the mystical manipulation of members' activities; all 
planned and observed events are rationalized on the 
basis of the group's mysticized goals. The sect may 
also have a sacred science, whose unquestioned dog- 
ma can explain all facets of life, thus effectively 
eliminating the difference between the sacred and 
secular spheres. 

Some overview of the many cult-like belief enn 
currently found on the American (and often the inter- 
national) scene is helpful to the clinician in placing 
specific sects in perspective. The belief systems are 
generally confusing to the outsider, and many are 
based on transcendental and mystical experiences. 
Some are drawn from unfamiliar Eastern traditions; 
others embellish established religions to the poini of 
reconstructing doctrine. Singer (12) divided the many 
cult orientations into nine types, although many typol- 
ogies are possible. 

One common orientation is based on Neo-Chrisiian 
ideas, as illustrated by the True World, an evangelical 
sect associated with the Pentecostal movement (55). 
This group accepts the Bible as the literal word of 
God, and members have been observed to speak in 
tongues and believe in personal prophecy and faith 
healing. Groups based on Eastern religions typically 
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. emphasize meditation and transcendent experiences. 


The most common Eastern orientations are based on 
Hindu concepts, zs in the Divine Light Mission and 
the Hare Krishna movement (56); some are based on 
Zen Buddhism or other Sino-Japanese practices. Soka 
Gakkai (57), for example, is a Buddhist sect that 
originated in Japan and now has headquarters in major 
American cities; the belief system emphasizes reli- 
gious chanting and a positive attitude but does not 
impose extensive behavorial restrictions on followers. 

Not all charismatic large groups in America are 
religiously oriented. Some emphasize contemporary 
psychology as an ideologic perspective, to the point of 
a charismatic commitment. The ideologies of groups 
like these, such as Synanon (48) and est (58), may 
therefore be more palatable to the mental health 
professional. Although mystification may enhance the 
attraction of an ideology to its members, a group is 
more likely to elicit a positive response in the outsider 
if its beliefs are comprehensible in terms of the outsid- 
eres own world view. 

Politically oriented or racially based groups such as 
the People's Temple, or perhaps the Italian Red Bri- 
gades, are well known through the popular press. Less 
familiar groups are based on witchcraft, Setanism, 
spiritualism, and an outer space orientation. The term 
"autism," typically applied to an individual's cogni- 
tive framework, may have its own counterpart on a 
group level in this context. It would apply when ideas 
different from those consensually validated by the 
society become entwined in the members’ coring 
system. One can acquire a better understanding of the 
ability of certain groups to define the norms for 
consensual validation by becoming familiar with the 
psychological literature on cognitive dissonance and 
attribution theory (11, 55, 59—62). 

External manifestations of deviant life styles do not 
generally violate the legal constraints in our society. 
Nonetheless, Delgado (63) observes that there are two 
kinds of religious freedom within the context of Con- 
stitutional law: freedom of belief and freedom of 
action. The first is absolutely protected by the First 
Amendment. When religious belief is translated into 
action, however, the degree of protection afforded an 
individual or a group is no longer absolute. Althorgh 
the belief system of a cult cannot be challenged, 
individual members are responsible for the illegal 
consequences of their actions. Infringement on the 
freedom or property of others, as defined in statute 
and interpreted by the courts, therefore serves as an 
appropriate point for regulation. 


PSYCHIATRIC INTERVENTION 


Psychotherapy 


Psychiatry will ultimately be expected to develop 
approaches to assist in the psychological adjustment of 
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persons who have joined charismatic sects. Résults /. 
some clinical work have already been published. А 
number of reports on individual psychotherapy wifh 
such patients suggest that the therapist skculd adopt 
an empathic role toward the patient's beliefs. In this 
respect, Anthony and associates (64) empaasized the 
conflict posed by the medical model, which implies 
that the patient is a sick person. They pointed out that 
many sect members have become disillusioned with 
previous therapy experiences because they use their 
presumed sickness as a defense against addressing the 
demands of adulthood. For many, the patient role is 
also perceived as conflicting with their ideologically 
oriented world view. Another area of concern for the 
therapist is parental pressure. Maleson points out (40) 
that the therapist must walk a thin line between the 
more aggressive expectations of parents and his or her 
own commitment to a therapeutic alliance with the 
patient. 

Horton observed (43) that, for disturbec converts, 
the mystical experience may serve as a useful transi- 
tion to a more stable adaptation. In this light, he feels 
that even a religious delusion should be approached 
with empathy and interest. It has been noted (24), 
however, that the psychiatrist must ultimaiely assess 
the extent to which a religious conversion leads a 
given patient either toward more constructive and 
stable social behavior or toward a bizarre and de- 
structive adaptation, апа then he or she must ect 
accordingly. 

Group counseling and community-oriented ap- 
proaches have been adopted with persons leaving 
charismatic sects. Singer (12) reported on лег exten- 
sive clinical experience with sect dropouts. in which 
she relied heavily on counseling groups both for per- 
sons who dropped out on their own and for -hose who 
left after deprogramming. She observed that these 
people were troubled before joining and had difficulty 
with depression and loneliness in their subsequent 
community adjustment. Singer’s group approach 
seems reasonable in light of the singular importance of 
peer group experience during the individual's member- 
ship in the sect. 

Schwartz and Kaslow (15) drew on their own experi- 
ence with young sect members and соттит:їу agen- 
cies in Philadelphia to make a number of recommenda- 
tions for therapists dealing with persons frcm these 
sects. They emphasized that a therapist who is ap- 
proached to provide assistance for ex-members shouid 
turn to community resources to familiarize himself or 
herself with the group in question and—if tke parents 
are considering physical intervention—with the legal 
issues involved. They also stress the utility of group 
counseling for ex-members. Schwartz and Kaslow 
conclude that communities should maintain г clearing- 
house that parents may contact for iniormation and 
referral, as well as a cooperating network of communi- 
ty organizations. | 
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Conservatorship: 


The legalities of court-mandated psychiatric inter- 
vention are important but may be confusing to the 
psychiatrist and the family of a sect member. The 
appointment of a conservator by the court is one 
principal device that has been used to sequester adult 
sect members for deprogramming. A conservator (or 
guardian) is a person appointed to care for any adult 
who by reason of illness or ‘‘mental weakness . . . or 
for any other cause is likely to be deceived or imposed 
upon by artful or designing persons” (65). Many states 
have temporary-conservatorship laws that permit sign- 
ing of the court order in case of an emergency without 
giving any notice to the proposed conservatee. This 
has sometimes permitted parents to obtain the help of 
local police in apprenending their adult children with- 
out warning and then forcibly detaining them for a des- 
ignated period of time (30 days, e.g., in California). 

Attempts have been made in several states to pass 
legislation establishing conservatorships specifically 
for extricating young people from cults, but no such 
Jaws have been enacted as of this writing. For exam- 
ple, such legislation was twice passed in the New York 
State Assembly (in 1980 and 1981) and subsequently 
vetoed by the governor. The New York Civil Liberties 
Union criticized these bills primarily for their potential 
violation of the First and Fourteenth Amendments 
(freedom of religion and due process). It pointed out 
that many of the terms used to describe the mental 
state of members ''might be expected to appear in a 
treatise on psychological disorders. . . . Most of them 
[however] have no exact meaning, even within psychi- 
atry (e.g., ‘psychological deterioration,’ ‘blunted emo- 
tional responses,’ ‘reduction of decisional capacity") 
(Legislative Memorandum 19 of the New York Civil 
Liberties Union, 1981). 

Considerable controversy exists about the merit of 
developing a legal basis for forcible rehabilitation of 
members of these groups. Delgado (63) points out that 
coercion or deception in the context of ‘‘physical or 
mental weakness” has traditionally been considered to 
violate the legal presumption of voluntary choice. If 
coercive or deceptive techniques are used during the 
conversion process, induction into membership might 
be likened to the inappropriate extraction either of 
consent for medical procedures or of a waiver of 
constitutional rights. Levine in effect supports this 
interpretation by stating that, both in indoctrination 
and in fund raising. ''lying, deceit, threats, and ma- 
nipulation, the customary techniques for dealing with 
the non-cult world, are . . . termed ‘heavenly decep- 
tion' " and accepted by the group because they sup- 
port its objectives (66). On the other hand, other 
authors have observed that little if any coercion is 
applied during induction of individuals into these 
groups (11, 67). It appears that further research is 
necessary to address these discrepancies. 
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Deprogramming 


The process of deprogramming itself needs further 
investigation. According to Richardson, the term ''de- 
programming' refers to ‘‘a set of techniques for 
removing persons from new religious groups and in- 
volving them in a rigorous and even coercive resociali- 
zation process in an attempt to get them to renounce 
their beliefs and accept more traditional ones’’ (68). 
Psychiatric options for deprogramming have been dis- 
cussed by Etemad (8). He suggests that the process be 
preceded by a physical examination and a comprehen- 
sive psychiatric evaluation, and recommends that it 
take place in a "pleasant psychiatric facility"; when 
possible, the family should accompany and support 
the patient. Etemad advises the therapist to be firm but 
gentle and to avoid ‘‘the adversary techniques of self- 
styled deprogrammers who attack patients' rights, 
beliefs and religion.” His experience indicates that the 
process takes between 30 and 60 hours, and the goal is 
primarily to reorient the subject to think for himself or 
herself and be independent of the cult leader. * 7 

There are no survey data on, nor is there a clear 
basis for estimating, how many sect members leave 
under coercion and how many leave voluntarily. There 
are also no controlled observations of the deprogram- 
ming process. Ungerleider and Wellisch (18), howev- 
er, did compare a sample of members who left their 
groups after being deprogrammed with another sample 
of members who had been "'unsuccessfully'' depro- 
grammed and returned to their groups. They found 
that the majority of those who did leave the sects had 
been members for less than a year. Converselv, the 
majority of those who returned after deprogramming 
had been members for more than a year. In addition, a 
majority of those who were successfully depro- 
grammed became involved later in conducting depro- 
gramming themselves; sect members who left volun- 
tarily did not choose to pursue this course. 

Objective criteria for evaluating the mental state of 
sect members must be developed to ascertain what 
levels of intervention, if any, are warranted. We also 
need models to relate current psychiatric terminology 
to our knowledge of the psychology of these groups. 


LARGE-GROUP PSYCHOLOGY AND PSYCHIATRIC 
ASSESSMENT: A FORMULATION 


The nature of our psychiatric nomenclature raises 
certain problems in a clinical understanding of charis- 
matic groups. In the first place, it was developed as a 
typology of mental illness rather than of social adapta- 
tion. Charismatic religious experience, however, is 
essentially normal in certain contexts, as illustrated by 
the high incidence of hallucinatory phenomena report- 


ed by nonpsychotic individuals in the context of * 


religious experience (10, 20, 28, 69). 
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Second, our nomenclature was developed specifi- 
cally to describe the phenomena of individual Eehav- 
ior, whereas the religious phenomena mentioned here 
must be understood in relation to the demand charac- 
teristics of a group context. The demand characteris- 
tics in a psychological setting are cues, both implicit 
and explicit, that communicate what behavior is ex- 
pected. This suggests that we shift our focus from the 
psychology of the individual alone and consider also 
the psychology of the large group, which would also 
allow for more effective use of our diagnostic terminol- 
ogy in relation to individual members, for whom it is 
appropriate. 

In order to develop an integrated approach to indi- 
vidual psychiatry and the group issues associated with 
charismatic large groups, we consider these groups as 
discrete functional entities. Theorists such as Bion (70) 
and Ezriel (71), for example, have given us an ap- 
proach to themes innate to the small therapy group. 
They pointed out that certain issues gain expression in 
the group, irrespective of the intentions of the individ- 
ual members. Puzzling individual behaviors, they ex- 
plain, may be manifestations of obligate themes within 
the group, such es dependency and fight-flight pat- 
terns. 

If the charismatic large group is to be conceptual- 
ized as a functioning whole, systems theory may serve 
as a useful model. This theory was developed by von 
Bertalanffy (72) znd first applied in the study of 
relationships among components of complex biologi- 
cal systems. The approach, however, has also been 
applied to a number of other areas relevant to the 
issues addressed here, such as individual personality 
structure (73, 74) and group organization (75, 76). 

From the perspective of systems theory, an aggre- 
gate of interacting components is considered a system. 
In studying the system, the relationships among com- 
ponents are emphasized, rather than the effect of each 
component directly on another. An open system is one 
that is in active exchange with its environment. We 
may consider the charismatic group as an open sys- 
tem, since it contains a number of interacting functicn- 
al components and also interacts with the environment 
(primarily in the form of interpersonal exchanges). In 
this respect, the group's environment is the broader 
society in which it is lodged, which has a contradictory 
set of beliefs and is often hostile to the group. 

This medel may be represented diagrammatically, 
as shown in figure 1. Some characteristics of an open 
system may then be.related to our knowledge of 
charismatic groups. Open systems, for example, are 
characterized by boundary control (75, 76), by means 
of which the potential components of the system 
(people and beliefs, in this case) are either defined as 
part of the system or kept outside it. In the charismatic 
group, this is particularly important because of con- 
flicts between the group's perspectives and those of 
the.general population. Thus, individuals’ acceptance 
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FIGURE 1. The Charismatic Large Group as an Oper System 
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of unusual beliefs may be puzzling in terms of their 
antecedent personalities; the panoplv of ideologies 
outlined in this article bears little obvious relationship 
to the psychological or social needs of one group's 
individual members as distinguished from those of 
another group's individual members. With regard to 
systems needs, however, such ideologies do serve asa 
cognitive basis for the group's boundary control func- 
tion—to differentiate the group's own members from 
nonmembers. | | 

Boundary control, like functions of the open sys- 
tem, may help to explain puzzling behavio-s observed 
among members of charismatic large groups. For 
example, some observers of these groups (6, 12) have 
described the glazed and withdrawn look of certain 
sect members. This syndrome may meet DSM-III 


‘criteria for the diagnosis of an atypical dissociative 


reaction (300.15). DSM-III notes that this diagnosis 
may apply to ‘‘trancelike states” in persons who have 
been subjected to periods of ‘intensive ccercive per- 
suasion." Although this response may appear patho- 
logic when observed in a given individual. it may be 
quite adaptive for sustaining membership ir the group. 
It may facilitate the members’ avoidance с? influence 
from outsiders and can thus be. understood as a 
component of the group's boundary control function, 
evinced as a demand characteristic of zhe group. 
Although such responses may be engenderzd through 
membership in the group, they may emerge only in 
settings that threaten the group's integrity. Thus, an 
observer who is perceived as antagonistic to the group 
would be more likely to report this response than one 
who is not. 

This may help to explain the puzzling discrepancies 
between reports of different observers of these groups, 
who may be studying them in different cortexts rela- 
tive to the ''safe"" boundaries of the group. Clark (6) 
and Singer (12), for example, have dealt frequently 
with persons leaving sects and have addressed the ill 
effects of membership. From this perspectve, they 
have observed affective constriction and stereotyped 
behavior associated with membership. On the other 
hand, Ungerleider and Wellisch (18) and my associates 
and I (10, 11), in conducting studies. established a 
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А working relationship with active, committed 

group members and often addressed the more con- 

. "iructive aspects of membership in the sect. Neither 

* Ungerleider and Wellisch nor we reported such obser- 
vations. Members may thus have responded on the 
basis of whether or not the investigators were per- 
ceived as trusted figures who were no threat to the safe 
boundaries of the group. This illustrates the influence 
of the subject's own expectations, drawn from group- 
related attitudes, on the psychiatric phenomena that 
are observed. In the psychiatric assessment of these 
groups and their members, the observer's objectivity 
may not be sufficient to ensure an accurate clinical 
perspective. One must be cautious about generalizing 
from a given set of clinical or research contacts and 
consider that informants in the member's family and 
community (outside the group's boundaries) as well as 
those among the membership (within the group bound- 
aries) may have different and equally relevant perspec- 
tives to offer. 

For charismatic groups, boundary control is facili- 
tated by the development of the group's distinctive 
character, whether in dress, custom, or ideology. It is 
also ensured if the group develops a fearfulness‘ of 
outsiders and their beliefs. For example, members 
have been reported to experience relief of neurotic 
distress upon joining a group (2, 3, 11). When variables 
related to social cohesiveness were examined to ascer- 
tain ‘which of them were correlated with this relief (2), 
the variable most highly correlated with it was suspi- 
ciousness toward outsiders. It predominated over pos- 
itive feelings toward the sect's own members as a 
component of this psychological relief effect. This may 
help to explain the ease with which a defensive ''para- 
noia" may emerge among certain sect members who 
are pressed by family or strangers to give up their ties 
to the group. In certain instances this response may 
even meet the DSM-III criteria of shared paranoid 
disorder (297.30); it may be characterized by seeming 
persistent delusional thinking regarding outsiders, in 
the absence of other psychotic symptoms, and may be 
born out of close association with others who have 
similar ‘‘delusions,’’ i.e., other members. These 
shared beliefs—particularly when paranoid in orienta- 
tion—may be of considerable practical importance; 
they may serve as the basis for the highly deviant 
actions undertaken by some groups. 

Another characteristic of open systems is transfor- 
mation of input from the environment into output, 
which then is returned to the environment (1, 74). (In 
this sense, an open system operates like a factory.) 
This can be used as a model for the charismatic 
group's religious conversion practices. They consist of 
transforming outsiders' attitudes and affiliative feel- 
ings (primarily among recruits) into ones compatible 
with those of the group (primarily among converts), 
which helps ensure the group's homeostasis (71). In 
addition to maintaining a needed level of group mem- 
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bership, conversion is perceived as a legitimizatioa of 
the group's own ideology, thereby consolidating the 
commitment of its longstanding members. 

From the perspective of individual psychology, 
however, the conversion experience is sometimes 
fraught with considerable turmoil, yielding “а clinical 
picture that might be compatible with a diagnosis of 
pathology. It may meet the DSM-III criteria for adjust- 
ment disorder characterized by depressive and anx- 
ious components (309.28). The application of this 
diagnosis might rest on whether or not the clinician 
sees the individual’s response as a maladaptive reac- 
tion with impairment of function, as specified in the 
definition of this syndrome. More commonly, the 
experience would be considered adaptive, particularly 
for certain isolated individuals (39). 

When conversion is characterized by transcendental 
experiences and the acceptance of a highly deviant 
belief system, the phenomenology may even meet the 
DSM-III criteria of brief reactive psychosis (298.8), 
which include an apparent stressor and the absence of 
previous major psychopathology. The diagnosis of 
pathology in this case may rest on the degree td which 
the experience conforms with a social reference group, 
rather than occurring in relative social isolation. 

All open systems must observe and regulate their . 
own operations, a process called monitoring (74, 75). 
This is accomplished by an individual leader or a 
hierarchical structure that defines work assignments 
and goals, interpreting them in relation to the group's 
ideology. The close interpersonal bonds and the rhysi- 
cal proximity of the members of a charismatic group 
tend to ensure regulation of deviancy and implementa- 
tion of group norms. They determine the basis for the 
consensual validation of members' perception of reali- 
ty. The group may thus be expected to establish a 
milieu that promotes transcendental experiences, such 
as meditation and group prayer. The use of transcen- 
dental experience to enhance group religious commit- 
ment has been observed in cultural settings as varied 
as classical bacchanals and voodoo sects. | 

Most of the religious sects I have mentioned posit a 
significant role for their group in shaping the course of 
future events. This is important to the group because 
of the feedback it produces. Feedback is a function of 
the open system wherein a portion of its output returns 
to the system, serving to regulate the group’s opera- 
tion and maintain homeostasis. In this way, the 
group’s behavior validates its own perspectives. Thus, 
the very undertaking of a grandiose scheme may be 
perceived as evidence of the divine powers of a 
charismatic leader. The zeal observed in new recruits 
is similarly understood as feedback that validates the 
group's ideology. Such feédback also plays a role in 
reenforcing behavior and supporting the commitment 
and self-esteem of individual members. The symptoms 
of posttraumatic stress disorder, both acute (208.30) 
and chronic (309.81), reported among ex-members.by 
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Singer (12), may well reflect the loss of; such support- 
ive feedback after leaving the group. 

I have described deviant behavior in charismatic 
large groups in terms of the group as a whole. This has 
certain advantages. It helps in understanding mem- 
bers' puzzling beliefs and actions as responses to the 
demand characteristics of the group and makes it 
unnecessary to ascribe them only to individual psy- 
chopathology in persons who are otherwise apparently 
relatively intact. At the same time, the option still 
remains of considering those diagnostic entities whose 
criteria are met by the deviant behaviors elicited by 
the group. 

In what other contexts may further understanding of 
the psychology of charismatic large groups prove io be 
useful? For certain mental health problems. zealous 
self-help groups such as Alcoholics Anonymous and 
drug-free therapeutic communities appear to achieve a 
considerable transformation in members' attitudes and 
behaviors, whereas traditional therapies apparently 
kave fess impact. Outside the mental health field, too, 
a variety of recent zealous political groups, some with 
highly destructive intent, appear to incorporate certain 
aspects of the psychology of the charismatic large 
group. Recent decades have witnessed a decline in the 


integrity of traditional community networks, along , 


with advances in rapid communication. These factors 
may well promote the emergence of further charismat- 
ic groups in a variety of psychiatric, social, and 
political contexts. | 
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Patients with Psychogenic Abdominal Pain: Six Years' 
Observation in the Medical Setting 


BY DOUGLAS A. DROSSMAN. M.D. 





The author presents data on 24 patients witn 
psychogenic abdominal pain who were followed by 
nonpsychiatric physicians for up to 6 years. Twenty 
were women, many of whose symptoms related to 
loss. Several personality patterns were observed, 
including histrionic personality, depression, pair- 
prone personality, and hypochondriasis. No patient 
sought psychiatric care, althcugh 4 patients 
eventually required psychiatric hospitalization. Two 
patients had medical disorders that contributed to 
the symptoms, and 1 patient died of carcinoma. Pain 
resolved in only 1 of the patients, but psychosocial 
functioning improved in half. Those with a shorter 
duration of pain and no abnormal personality 
patterns had a better prognosis. (Am J Psychiatry 
139:1549-1557, 1982) 


bdominal pain is a frequent complaint of medical 
outpatients and is a common reason for inpatient 
diagnostic evaluation. Among patients with unex- 
plained chronic pain who are referred to diagnostic 
centers, very few are given a specific medical diagno- 
sis (1). When these patients are studied psychological- 
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ly, abnormalities of personality and behavior that 
presumably explain the symptoms are often reported 
(2). These observations suggest that psychogenic etiol- 
ogies mzy be common among the population of pa- 
tients with chronic unexplained abdominal pain who 
are seen by nonpsychiatric physicians. 

The true prevalence of this disorder, the characteris- 
tics of the patients, and the outcome of their care in the 
medical setting are not well established. Diagnosis is 
difficult because nonpsychiatric phvsicians vary in 
their ability to obtain psychologic data (3) and because 
only recently have accepted criteria for psychogenic 
pain (DSM-III) been in common use. Many of these 
patients are reluctant to see psychiatrists, and there- 
fore the data obtained from psychia-ric reports may 
not be truly representative. Finally, the unmet, often 
unrealistic demands of manv of these patients and the 
frustrations that develop in their physicians impede 
the establishment of physician-patient relationships. 
Thus, to my knowledge, no studies of the long-term 
outcome of large numbers of these patients followed in 
the medical setting have been reported. 

In this report I describe the characteristics of pa- 
tients with psychogenic abdominal pain, as defined by 
psychologic criteria, and their clinical courses for up 
to 6 years, while they were being cared for by primary 
care physicians and consultants. 


METHOD 


The study included 24 patients referred to the medical inpatient 
services or gastroenterology clinic at the University cf Rochester or 
University of North Carolina Medical Center for evaluation of 
chronic or recurrent abdominal pain between 1375 ar.d 1980. I am a 
gastroenterologist trained in psychosomatic medicire and initially 
saw each o? the patients. All patients had pain o at least 6 months’ 
duration that was not relieved by bowel movement. Many also had 
nausea, bloating, and other nonspecific symptoms. Kesults of an 
initial diagnostic evaluation, including complete history and physidal 
examination with pelvic examination, stool testirg for occult blood, 
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complete blobd count, serum amylase, liver chemistries, and sig- 
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moidoscopy, were normal. Most patients had received additional | 


Aiagnostic studies before referral or during the course of their care. 
On*the first visit or earlv in the course of their care I made a 


` diagnosis of established, probable, or possible psychogenic abdomi- 


nal pain on the basis of the following criteria: established—3 of the 
following necessary criteria, probable—2 necessary criteria and any 


- suggestive criteria, and possible—1 necessary criterion and any 


suggestive criteria. 

Necessary criteria. These include 1) psychologic stress before 
onset of symptoms, 2) the following symptom model: pain derived 
from symptoms fantasied, previously experienced, or perceived in 
another person who relates to the stress, and 3) primary gain— 
evidence of conflict and evidence that pain symptoms prevent its 
awareness—and secondary gain—evidence for psychosocial bene- 
fits derived from illness. 

Suggestive criteria. These include 1) negative medical evaluation, 
2) inconsistency of symptoms with anatomic or physiologic process- 
es, 3) history of undiagnosed complaints, 4) histrionic personality 
features, 5) patient resistance to efforts toward improvement, 6) 
variation in patient's functional ability (e.g., patient requires more 
assistance with family present), and 7) absence of physical deterio- 
ration (e.g., weight loss). 


These criteria are derived from Engel's criteria (4) for diagnosis of 


conversion reaction and modified on the basis of the work by Lazare 
(5) and others. The disorder defined by these criteria conforms to 
the DSM-III classification psychogenic pain disorder (307.80). 

The patients were followed up by residents, family physicians, 
internists, and consultants. I continued to see some patients in a 
primary care or consultant capacity; for others, follow-up data were 
obtained through chart review or telephone conversation with the 
patient or referring physician. During this period, observations 
about the stresses related to symptom onset, the patients' personal- 
ity and behavior, influence on their physicians, and clinical courses 
were recorded. 


RESULTS 
Patient Characteristics 


Table 1 contains demographic data on the 24 pa- 
tients. The group comprised 20 women and 4 men; 
their mean age at initial examination was 33.9 years 
(range, 16—65). Twenty were Caucasian, 3 were black, 
and 1 was a Native American. When first seen, these 
patients had experienced pain for a mean of 6.4 years 
(range, 6 months to 22 years). For 7 patients the 
diagnosis of psychogenic abdominal pain was classi- 
fied as established, for 12 patients it was probable, and 
for 5 patients it was possible. 

Behavioral and personality characteristics of the 
patients are contained in table 2; 16 patients (67%) 
reported antecedent events that were experienced as 
losses and had evidence of incomplete grieving. In 
most cases, symptoms developed soon after or on the 
anniversary of the event. A large number of the 20 
women in the total sample reported antecedent events 
relating to childbearing or its disruption. This included 
stillbirth, hysterectomy, abortion, or death of a very 
young child. Ten of the women (5096) had pregnancy 
fantasies; their symptoms fit the following pattern: 1) 
symptoms modeled after those of pregnancy (e.g., 
morning nausea and vomiting, sensation of bloating 
and swelling, pain); 2) symptom onset correlated with 
ап ævent that would bring to awareness a conflict 


` about pregnancy, motherhood, or female identity; 3) 
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TABLE 1. Demographic Characteristics of 24 Patients with Psycho- 
genic Abdominal Pain 








Age Duration of 
Patient (years) Sex Race Diagnosis pain (years) 
1 42 Е White Established > 6 
2 27 Е White Established 2 
3 32 M White Established 6 
4 28 F White Established 10 
5 28 M Native Established 12 
American 
6 26 F Black Established 2 
7 40 Е White Established 1 
8 30 Е White Probable 22 
9 28 F White Probable 8 
10 27 F White Probable 5. 
11 34 F White Probable 12 
12 49 F White Probable 7 
13 28 M White Probable 6 
14 53 Е White Probable 4 
15 25 F White Probable 2 
16 38 F White Probable 11 
17 . 25 Е White Probable 2% 
18 37 Е White Probable % 
19 40 Е White Probable 4 
20 65 F Black Possible 22, 
21 42 M Black Possible 1 x 
22 34 F White Possible % 
23 16 Е White Possible ГА 
24 19 Е White Possible % 





evidence for unconscious thoughts of pregnancy, such 
as a slip of the tongue, dreams, or personalized 
descriptions of the symptoms (‘‘as if I'm pregnant,” 
**]ike something kicking," ‘‘like labor pain," etc.). 


Case 1. Patient 2, a 27-year-old childless homemaker and 
legal secretary, developed symptoms of nausea, vomiting, 
and painful ‘‘swelling’’ of her abdomen, which she perceived 
as constipation (6). She was eventually referred for hosrital- 
ization 2 years later, upon worsening of the symptoms. 

During history taking, she described the pain as both an 
“emptiness” and as if "there's something there." The 
patient was interested in a professional career but, witk the 
encouragement of her family, also planned to have several 
children. She conceived 4 years after marriage but delivered 
a stillborn child. She reported that the funeral was held while 
she was in the hospital and without her knowledge. Subse- 
quently, her family discouraged her desires to talk about the 
events or to cry in order to "protect" her. Her symptoms of 
abdominal fullness and vomiting began at this time. She was 
unable to conceive and stopped going to church, and the 
symptoms continued. 

Medical evaluation during the current hospitalization re- 
vealed hypokalemia, metabolic alkalosis, and mild renal 
insufficiency due to vomiting and laxative abuse. These 
conditions were treated. She did not believe that her symp- 
toms were related to the prior traumatic event and refused 
psychiatric consultation. А series of weekly visits in the 
medical clinic was set up. 

After several weeks, she began to speak of memories and 
feelings that had been previously suppressed. She brought in 
the death certificate and talked about her inability to visit the 
grave and about keeping the baby's room untouched. For the 
first time, she became clinically depressed and developed 
insomnia, weight loss, irritability, and frequent crying spells. 


. 


. 
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She recognized that the emptiness in her abdomen was the 
same feeling she had had after the stillbirth and that the pain 
and vomiting occurred when she thought about the baby. 
She later became aware that her wish for a child was in 
conflict with another desire, to pursue the more independent 
life style сѓжа career woman. The symbolic pregnancy was а 
means of holding on to the lost child, which served to expiate 
feelings of responsibility for the event. She harbored resent- 
ment towzrd her family for not allowing her to grieve. 
Seven months after her referral, she could think back on 
the event with sadness but less pain. Her laxative use 
stopped and the pain symptoms gradually improved. She 
became pregnant but later lost the fetus in the 4th month, 
after developing a ruptured appendix. This time sae experi- 
enced active grieving. One vear later she gave birth to a 
healthy baby girl and continued to have no symptoms. 


There was evidence that the symptoms of 8 of the 
patients vere related to the death or to an anniversary 
of the death of a close family member. The association 
was established by the presence of all of the following: 
1) evidence of incomplete grieving (e.g., talking as if 
thé person were still there, inability to cry or visit the 
grave), 2) symptoms modeled after those of the lost 
person or somehow linked to that person, and 3) onset 
of symptoms at the time of the loss or on the anniver- 
sary. 


Case 2. Patient 3, a 32-year-old man, was referred for 
evaluation of a 6-year history of abdominal pain (7). He had 
had a cholecystectomy and 75% gastric resection without 
resolution of the symptoms. His father had died soon after 
his birth, and his mother was an alcoholic who would beat 
him at the least provocation for ‘‘bad behavior." While he 
was growing up, the patient was timid and had difficulty 
expressing feclings of anger, even in the most appropriate 
situations. His mother died of cirrhosis, and he recalled that 
she had had severe abdominal pain during her terminal 
illness. The patient developed pain while discussing this 


event. His pain, described as ''sharp, like a knife stabbing,” . 


was similar to hers and began on the second anniversary of 
her death. it seemed to recur in situations in which he felt a 
need to suppress feelings of anger. The symptoms were 
severe encugh for him to lose his job due to frequent 
absences and led to multiple hospitalizations and operations. 
The psychiatric consultant diagnosed him as having a pain- 
prone personality with conversion symptoms. 

The patient was seen monthly in the medical clinic. After 
several visits, he developed recurrent nightmares of his 
mother's death and dreamed of subsequent visitations by 
her. She would hold his head in her hands and say, “I still 
love you," and he would awaken trembling, fearing that 
"something would happen." During this time the »ain 
improved, but his alcohol consumption increased, his tem- 
per worsened, and on one occasion while he was under the 
influence of alcohol he beat his wife and daughter. It seemed 
that he functioned best when the pain was most severe. With 
encouragement, he saw a psychiatrist once and was given 
antidepressant medication; he stopped taking this drug zfter 
2 months. їп time, the nightmares gradually decreased in 
efrequency, and after 18 months he returned to work. Three 
years after the initial evaluation, he was hospitalized for 
severe depression. He continues tc have symptoms but has 
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been able to maintain his responsibilities at work and at 
home. 
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Formal psychologic testing of these patients was not 
done; however, 15 patients (6396) exhibited one or 
more of four patterns of personality and behavior 
commonly reported among patients with persistent 
medical complaints of uncertain etiology (see table 2). 
Identification of these traits was based on criteria 
derived from the literature (7, 8, and DSM-IiI). No one 
personality characteristic predominated. 

Seven women and one man had histrionic (hysteri- 
cal) personality features (see table 2). These patients 
described their symptoms in dramatic terms, had a 
strong need to depend on others for gratification, were 
at times seductive and suggestible, and often reported 
a history of several unexplained symptoms. All 4 men 
and 2 women had pain-prone personélity (8). These 
patients reported a longstanding history of numerous 
traumatic events, operations, and pain episodes. Their 
early environment included violence, deprivation, and 
physical abuse, often associated with rigid discipiine 
for ‘‘bad behavior.” They displayed an intolerance of 


.success manifested by difficulty holding jobs, a pro- 


clivity to submit to demeaning experiences, and the 
development of symptoms during relativelv good peri- 
ods. Depressive features, evidenced ty weight loss, 
sleep disturbance, anhedonia, weeping, and <eelings of 
self-depreciation, were initially observed in 4 women. 
They all attributed these symptoms to their constant or 
recurring pain. Several other patients later exhibited 
depressive features. Hypochondriasis was observed in 
2 women and 1 man. These patients displayed an 
unrealistic interpretation of physical sensations as 
being abnormal, maintained a persistent fear of a 
serious disease, and were preoccupied with a variety 
of vague and shifting complaints. No patient was 
diagnosed as having schizophrenia or organic brain 
syndrome. 

Descriptions of the pain varied among the. grcup 
over time. However, although some patients initially 
responded with vague statements, e.g., "sharp" or 
“aching,” when asked to characterize their symptoms 
further, their descriptions tended to become more 
personalized and often bizarre. Statements by pain- 
prone patients included analogies with violence (“like 
blowing out my side"), and patients with pregnancy 
fantasies reported rather descriptive symptoms ("like 
something wanting to come out"). 


Physician Attitude and Behavior 


Twelve patients (5096) were hospitalized for medical 
evaluation and I made some general obseivations 
about the effects these patients had on tke resident 
physicians charged with their care. 

Relevant psychologic data were obtained by the 
physicians, often early in the hospital ccurse Howew 
er, this information was not usually incorporated into 
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TABLE 2. Psychosocial Characteristics of 24 Patients with Psychogenic Abdominal Pain 





-_2 2 
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- Initial Description of Antecedent Life Behavioral Personality/Behavior Consultant's 
Patient Pain Events Observations Type Diagnosis 
1 "Like a knife stab- Brother's death — Pain-prone „— 
" bing" (lymphoma) | 
25 . "Like there's some- Stillbirth Laxative abuse — — 
thing there," "like an 
emptiness” А 
3 "Sharp, like z knife Mother's death Married to patient $ Pain-prone Pain-prone, 
stabbing" (cirrhosis) conversion 
|o 4a m Birth of unwanted Symptoms worsened Depressed, histrionic Depression, 
child when she began tak- conversion 
ing oral contracep- 
tives | 
5 — — Multiple trauma and Hypochondriacal, his- Depression, 
surgery trionic, pain-prone conversion 
6: “Like something Hysterectomy Symptoms worsened — — 
pressing," ‘Eke on anniversaries of 
something wanting to surgery 
= come out" 
7 "Burning sora that Hysterectomy and — — — 
won't heal" - father's death 
(heart attack) z 2 
8 “Stabbing” ' — Symptoms since child- — — ° 
hood; parental abuse; Я 
father committed sui- 
cide and injured moth- i 
er; family history of 
abdominal cancer 
Qu “Like something un- Divorce Infertile Histrionic — 
der the rib,” ‘‘some- 
thing that might come 
back out" 
10° ‘Just like I’m preg- Hysterectomy — — Hysteria 
nant,” “Ке a knife 
cutting" 
Па "Like a knife stab- Mother's death (co- Pseudocyesis Histrionic — 
bing,” “like I'm preg- lon cancer), deliv- 
nant” ery of first child 
12 “Like a tearing,” Father's death Worsened with moth- Histrionic — 
"like it's going to (gastric cancer) er's death (throat can- 
choke" cer) 6 years later; neg- 
ative exploratory ce- 
liotomy 
13 "Like blowing out my — Alcohol and codeine Pain-prone Immature person- 
side" abuse; multiple trau- ality with hyster- 
ma ical features 
14 — Mother's death — Depressed Pathologic grief 
with depression; 
conversion 
15а “As if my insides аге Hysterectomy — Histrionic — 
being blown apart” 
168 “As if I'm pregnant" Childlessness, Past psychiatric hospi- — — 
9 miscarriages talization after miscar- 
riage; symptoms 
worsened after hyster- 
ectomy 
17 — Father’s death Symptoms began Depressed Pathologic grief 
(plane crash) when brother left with depression; 
: home conversion 
18а “Like it's moving Abortion — == — 
around," “Ке it 
thumps” | } 
19 "Cutting," "tearing — Multiple pain symp- Hypochondriacal, his- Pain-prone, 
me up" toms and surgery: lax- trionic, pain-prone hysteria, 
. ative abuse; marked conversion 
ue social disability - 
^о “Gnawing’’ — — Depressed, hypochon- — 


driacal 
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TABLE 2, continued ? 





Initial Description of Antecedent Life Behavioral Personality/Behavior 








Patient Pain Events Observations Type Diagnosis 
21 е Like a knife stab- — Violent nightmares: Раќп-ргопе — i 
bing” history of alcohol ў ve 
abuse: could not hold 
a job 
22* — Death of 5-mcnth- Symptoms worsened — Pathologic zrief 
old child with hysterectomy 
23 .. "Like something — Symptoms developed — — 
pushing" after car accident; so- 
; cial withdrawal 
24 “Exactly like theirs” — Pain reported identical Histrionic Hvsteria. 
(mother and sister! to gallbladder attacks possible 
of mother and sister conversion 





"This patient had pregnancy fantasies. 


the diagnostic or treatment plan until the results of the 


- evaluation made a medical diagnosis unlikely. In ef- 


fect, organic disease had to ое ruled out before psy- 
Chologic determinants were actively considered. For 
example, psychiatric consultation was often obtained 
late in the hospitalization, at times just before the 
patient's discharge. 

Physicians differ in how much they integrate biolog- 
ic. and psychosocial information about patients (9). In 
approaching this group the prevalent attitude was that 
the explanation for the patients' symptoms was either 
medical or psychiatric but not a combination of the 
two. 


Case 3, Patient 17, a 25-year-old unmarried woman, was 
hospitalized with a 2-year history of anorexia and atdomi- 
nal, back, and neck pain. Worsening pain anc prcfound 


' weight loss up to 23 kg had developed in the 6 months before 


hospitalization and prompted referral for inpatient evalua- 
tion. Diagnostic studies, as in the past, did not reveal any 
pathology, except for evidence of malnutrition, some midab- 
dominal tenderness, and the finding of a 2-cm supraclavicu- 
lar node, which was biopsied. 

Without a certain diagnosis, psychiatric consultation was 
obtained. The psychiatrist uncovered a pathologic grief 
reaction with depressive symptoms that were believed to 
contribute to her illness. Her father had died of multiple 
trauma from a plane accident when she was 8, but she 
continued to talk as if he were stili alive. Many of the feelings 
about her father were displaced onto a younger brother who 
“looked and acted just like him.” Her symptoms began 
when her brother left home to join the Army. She reported 
frequent crying spells, anorexia, anhedonia, constipation, 
and sleep disturbance. 

The laboratory report on the node biopsy was returned 
with a diagnosis of metastatic squamous cell carcinoma. The 
zelevance of the psychiatric diagnosis was then questioned 
by some who believed that the entire illness and its course 
were now fully explained by the cancer. 


Uncertainty in diagnosis was difficult to tolerate. 
Some physicians reported a sense of ineffectiveness if 


„ they were unable to identify a specific disorder. Some 





were relieved if a psychologic diagnosis could be 
made, as this seemed to ameliorate their need to order 
additional diagnostic studies. Others 2xpressed anger 
or used derogatory terms, e.g.. ‘“‘crock’’ (10). This 
attitude was particularly eviden: toward patients be- 
lieved to have psychologic problems who demanded 
pain relief or who pressed their physicians for a 
specific or immediate diagnosis. | 

Few of the physicians acknowledged any satisfac- 
tion in the care of these patients. In general, these 
patients were considered to be a necessary burden; 
they needed to be treated and the physicians would see 
to their care in the clinic if no other follow-up arrange- 
ments could be made. On rare occasions. a physician 
expressed the belief that these patients were abusing 
the health care system. 


Treatment and Outcome 


Table 3 presents ‘data on these patients’ course of 
illness. Follow-up care ranged from 6 months to 6 
years (mean, 3.4 years). Four patients were lost to 
follow-up after being seen from 6 months to 2 years. 
No patient expressed the idea or initially accepted the 
possibility that psychosocial factors were relevant to 
his or her illness. Therefore, many patients refused 
psychiatric consultation, and, of the I6 wko consented 
to see a consultant, only 1 (patient 5) agreed to and 
continued in outpatient psychiatric care. Eventually, 
however, 4 patients (17%) required psychiatric hospi- 
talization between 1 and 3 years after initial evalua- 
tion. : 

The patient group was heterogeneous with respect 
to symptom severity, the degree of disability, the 
type of care or treatments received. and clinical re- 
sponse. Some were chronically ill over many years, 
others had brief episodic symptoms, and only a few 
recovered. Similarly, the influence of varicus stressors 
and the patients’ psychosocial adaptetions varied to 
the extent that only broad observations could be made. 

Medical disease contributed, te the pain symptoms 
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TABLE 3. Treatment and Outcome of 24 Patients 


with Psychogenic Abdominal Pain 
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7 Treatment Outcome 
<= ж Duration of : 
Ы ` Follow-Up Pain Psychosocial 
Patient (years) Medical Psychiatric Severity? Impairment* Other 
Н 1 6 Author; internist trained None 21 1 me 
ia in psychosomatic medi- 
cine . 
2 6 Author None 0 0 No recurrence after sub- 
sequent miscarriage 
3 5 Author One outpatient visit; 1 1 Irritable bowel syndrome 
hospitalized 4 weeks | 
after 3 years for 
. depression 
4 4 Gastroenterologist None 3 3 Irritable bowel syndrome; 
| hysterical syncope’ 
5 4% Orthopedist; neurologist Mental health center 2 3 Developed back pain; 

ў transcutaneous nerve 
stimulator; antidepressant 
medication ` 

6 2v Medical resident; author None 2 1 ` — 
7 4% Author None 2 1 Some improvement after 
` extramarital affair; antide- 
pressant medication; 
transcutaneous nerve 
stimulator t 
8 5 Author None 2 1 Irritable bowel syndrome 
9 4% Pain clinic; author None 2 1 Pain at another.site after 
: successful nerve block; 
antidepressants; marked 
weight gain 
10 Пич Medical resident; urolo- None 2 2 Developed '*urethral syn- 
gist drome'"'; irritable bowel 
svndrome 
11 2 Internist, author Hospitalized 5 weeks 2 I Some improvement while 
after ! year for grieving father’s diagnosis 
depression of leukemia; irritable 
bowel syndrome - 
12 2 Internist; author None 3 2 © — 
13 4 Gastroenterologist; chi- None 3 3 Nerve blocks; continued 
ropractor Í trauma and surgery 
14 4 Family physician; gas- None 2 2 Negative celiotomy after 
troenterologist; anesthe- 3 years; cholecystectomy 
siologist without relief; nerve 
blocks 
15 3 Author None 3- 3 Discontinued visits after 
3 months © 
16 Vad Author None 3 3 Discontinued visits after 
6 months 
17 № Oncologist None Died after 4 months 
` ' (carcinoma) ` 
18 3 Family physician; au- None 1 0 Pain moved from midab- 
- thor ` domen to vaginal area 
with improvement after 
1 year 
19 5 Author; anesthesiolo- Hospitalized 4 weeks 3 3 Celiac block; transcu- 
2151; consultation-liaison after 3 years for taneous nerve stimulator; 
»sychiatrist overdose A syncope 
20 4 Medical residents None 2 1 Developed headaches; 
5 irritable bowel syndrome 
21 4 Author None 2 1 Discontinued disability 
and returned to work 
after 9 months 
22 23 Gastroenterology fel- None 3 3 Discontinued visits after 
low; author 1 month Ё 
23 2 Author Hospitalized 2 weeks 2 2 Returned to school after 
| і after І year for 1 year; irritable bowel 
anxiety attacks syndrome А 
24 4 Internist None — — Symptoms resolved after 





aPyimary care physician listed first. 


*0—no pain, 1^mild pain, 2=moderate pain, 3=severe pain. 


*0— resumed all activities, 1—resumed most activities, 2- resumed some activities, 3=resumed few or no activities. 
3Lost to follow-up. е j i : 


cholecystectomy 
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of 2 patients. Four months after thẹ diagnosis of 
metastatic squamous cell carcinoma, patient 17 died. 
The results of patient 24's medical evaluation, includ- 
ing oral cholecystography and duodenal aspiration for 
cholesterol crystals, were normal. After hospital dis- 
charge, she -went to à surgeon, who operated and 
removed a gallbladder containing small stones. Her 
symptoms did not recur. 

Of the remaining 22 patients, 18 (82%) still. had 
moderate or severe pain at the end of the study. Five 
patients (patients 5, 9, 10, 19, and 20) developed new 
symptoms concurrent with some improvement of their 
initial pain: Patients 5, 10, and 20 began to complain 
primarily of back pain, urethral burning wizh bladder 
pressure, and headache, respectively. Patient 9 ob- 
tained complete relief from an intercostal nerve block 
but soon thereafter developed pain at another abdomi- 
nal site: Patient 19 was markedly ‘disabled for years 
with paia, nausea, and vomiting. A celiac plexus block 
with alcohol initially produced complete relief, yet she 
cantinued to require assistance from her daughter to 
cook and clean and from her husband to help her walk 
during clinic visits. Soon thereafter she developed 
syncope, and several months after the procedure her 
pain returned. 

From time to time the patients һай à уапету of other 
symptoms, including dizziness, fatigue, and musculo- 
skeletal complaints. Seven patients had irritable bowel 
syndrome, which was diagnosed on the basis of.a 
negative medical evaluation and a history cf diarrhea 
and/or constipation in association with cramp-like 
abdominal pain that was relieved by bowel evacuation 
(11). 

Flare-ups of symptoms during times of personal 
stress were frequently observed, although this associa- 
tion was rarely acknowledged by the patient as more 
than a chance.occurrence. Stresses included the anni- 
versaries of the traumatic antecedent events, a mean- 
ingful birthday, such as reaching the age at which a 
parent had died, or the Thanksgiving-Christmas holi- 
day season. Although many.patients had blood tests 
and radiographic studies during times of symptom 
flare-up, only 1 (patient 14) had an exploratory celio- 
tomy. This was done because of continued pain and a 
new finding of an abnormally elevated carcinoem- 
bryonic antigen titer. The surgery was nondiagnostic. 
Two years later, gallstones were seen. on oral cho- 
lecystography. Despite subsequent cholecystectomy, 
she continued to have the same pain and social disabil- 
ity and began receiving nerve blocks. 

In general, these patients did not experience clinical 
improvement, defined as relief of pain. However, 11 
patients resumed most or all work activities despite 
the presence of pain. The best outcome was seen in 
those patients with a shorter duration of illness (2 

¿years or less) who did not demonstrate any of the 
personality/behavior patterns described (patients 2, 
6, 18). 
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DISCUSSION 


Possibly a large proportion of the patients weit 
chronic abdominal pain who are referred to medital 
centers for diagnostic evaluation have a psychogenic 
disorder. The difficulties in making a proper diagnosis 
of psychogenic pain in the medical setting and „the 
unwillingness of these patients to accept psychiatric 
evaluation and care have precluded any determination 
of the true prevalence of this disorder, the characteris- 
tics of the patient population, and the outcome of their 
care. This report provides long-term follow-up data on 
patients with psychogenic abdominal pain diagnosed 
by defined psychologic criteria and cared for by non- 
psychiatric physicians. 

The observations reported and conclusions denved 
must be viewed as preliminary and tentative because 
of methodologic limitations. Evaluation was done in 
an uncontrolled fashion by one observer. Although 
defined criteria were used to diagnose psychogenic 
abdominal pain and the personality and behavioral 
patterns reported, their application requires subjective 
judgment. Some may question the validity of these 
criteria on the basis of their.own training :п psychiatry 
and psychosomatic medicine. The criteria were not 
tested with medical or psychiatric.coniparison groups. 
Finally, the observations of this select group of refer- 
ral patients may not be representative of similar pa- 
tients seen in primary care settirigs ог of cther medical 
or psychiatric patients. However, this preliminary 
study was exploratory in nature. Conclusions as to 


prevalence, significance of the personality and behav- ` 


ior patterns, and responses to. treatment in these 
patients must await further studies. 

The fact that I have seen 24 such patients over 6 
years suggests that this disorder may Бе common 
enough in a referral practice for nonpsychiatric physi- 
cians, with benefit of psychiatric consultation, to 
explore more actively relevant psychologic factors in 
their diagnostic evaluation. The low frequency of 
significant physical disease is best explained by the 
selection process. Patients referred for evaluation of 
chronic abdominal pain are removed from the poo! of 
patients with easily diagnosed physical disorders. Re- 
maining patients will have uncommon or occult physi- 
cal disorders and/or undiagnosed psychogenic pain. 
Use of defined psychologic criteria in the assessment 
of this referral group will allow for a more positive 
diagnosis of psychogenic pain and for a more directed 
plan of care. Appropriate diagnostic studies are still 
needed. because, as with patient 17, physical disedse 
can coexist. The long follow-up of this study suggests 
that the fear of missing a physical disorder in these 
patients is usually unfounded, but, as in the case of 
patient 24, missing such a.disorcer Coes 2ccur. 

A maior psychologic finding among many of these 
patients was the presence of prior loss in association 
with evidence of incompletely resolved grief (12). 
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Particularly striking was the predominance of women 
and pregnancy-like symptoms. In Gomez and Dally's 
Series (13) of medical and surgical outpatients com- 
plaihing of chronic abdominal pain with no apparent 
physical disease, prominent associations between pain 


-and bereavement, hysterectomy, and abortion were 


observed. The role of such losses in the development 
of the pain cannot be determined in this study, except 


for a strong temporal association through retrospec- 


tive evaluation. The data obtained from the successful 
therapy of patient 2 suggest that for her the illness 
represented a symbolic attempt to hold onto the lost 
object, about which she was ambivalent: to keep. it 
**alive" through the process of identification (14). 

Recognition of certain personality and behavioral 
patterns that are associated in the literature with 
psychogenic pain states (8, 13, 15, 16) is not sufficient 
for diagnosis. Depression, histrionic personality fea- 
tures, hypochondriasis, pain-prone personality, or a 
combination of these was seen, but almost 40% of the 
patients had none of these. Schizophrenia and organic 
brain syndrome were not diagnosed in this patient 
sample, although thev have been reported (5) to be 
frequent among psychiatric patients with conversion 

symptoms. Perhaps the selection of a medical rather 
than a psychiatric sample and the relatively young age 
of the patients might explain this discrepancy. 

The method of diagrostic evaluation pursued on the 
inpatient services was for the most part dualistic. 
Whether late consulta-ion with psychiatrists after or- 
ganic disease was excluded contributed to the pa- 
tients’ reluctance to see them or whether earlier con- 
sultation could have improved the clinical outcome 
cannot be determined. . | 

Physicians who perceive their primary role as that of 
identifying the cause of the illness and ameliorating the 
pain in these patients are likely to become quickly 
frustrated (17). The observed attitude of some physi- 
cians supports this hvpothesis and suggests that the 
potential exists for impairment of objectivity in clinical 
decision making. Although not observed in this series, 
ordering unneeded or potentially harmful studies and 
treatment. plans has been reported to occur among 
demanding patients w.th uncertain diagnoses (furor 
medicus") (15). 

Many of these patients had a variety of other 
somatic complaints. It was found that 29% had irrita- 
ble bowel syndrome, which is understandable if the 
presence of episodic bowel dysfunction influenced the 
referring physician to send these patients to a gastro- 
enterdlogy service. In addition, bowel dysfunction 
may be extremely common; the prevalence in the 
general population is 15%~20% (18, 19). The possibili- 
ty that pain in these patients could be explained solely 
by irritable bowel syndrome seems unlikely. Persis- 
tence and lack of relationship to changes in bowel 
function were characteristic of these patients’ chronic 
(psychogenic) pain. 
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This study was not designed to assess treatment; 
however, a few generalizations about the outcome of 
these patients can be considered. As a group, these 
patients ‘а into the cracks." They see themselves as 
medical patients and are reluctant to obtain psychiatric 
evaluation and treatment, yet an identifiable propor- 
tion may eventually need psychiatric hospitalization. 
These patients require a type of psychologic care by 
nonpsychiatric physicians (7) but will reject an overt 
psychologically oriented approach (20). The psychiat- 
ric consultant can help the primary care physician 
confirm the diagnosis and provide treatment guide- 
lines. The primary care physician must recognize that 
the psychiatrist is not likely to assume the patient's 
care (21). 

Any satisfaction derived from the care of these 
patients requires that the physician set realistic goals 
in treatment. From this series of patients, a reasonably 
successful outcome would be for the patient to im- 
prove the level of psychosocial function (e.g., return 
to work, church, or social activities) despite the pains 
rather than to achieve resolution of the pain. Possiblv, 
for some patients with a relatively short duration of 
symptoms and without evidence of the reported abnor- 
malities of personality and behavior, a greater degree 
of improvement can be anticipated. 

Medicine is not an exact science and, particularly 
with these patients, physicians must learn to tolerate 
some uncertainty (22). However, I anticipate that with 
greater physician recognition of the psychosocial di- 
mensions of psychogenic abdominal pain and a clearer 
perspective of the problems involved, patient care can 
be made more gratifying to the physician. 
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Familial and Sporadic Schizophrenia: А Symptomatic, 


Prognostic, and EEG Comparison 


BY KENNETH S. KENDLER, M.D., AND PETER HAYS, M.B. 


The authors examined the differences between 36 
patients with familial schizophrenia (those with a 
schizophrenic first-degree relative) and 83 patients 
with sporadic schizophrenia (those with a negative 
family history for schizophrenia). Although the two 
groups showed no difference in the intensity of 1) 
flattened, depressed, or elevated affect, 2) auditory 
hallucinations, and 3) delusions, more of the familial 
(56.7%) than the sporadic (18.!%) schizophrenic 
patients had severe thought disorders. EEGs were 
performed while the patients were taking 
neuroleptics; 72.3% of the sporadic schizophrenic 
patients and 43.3% of the familial patients had an 
abnormal tracing. The authors conclude that the 
division of schizophrenia into familial and sporadic 
forms may represent a valid subclassification. (Am J 
Psychiatry 139:1557—1562, 1982) 
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ince schizophrenia was first described by Kraepe- 

lin (1) and Bleuler (2), it has beer widely consid- 
ered to be a heterogeneous condition. Many different 
approaches have been taken in attempting to subdivide 
this disorder into more homogeneous zroups. Schizo- 
phrenia has been subdivided on the basis of the 
predominant symptoms (1), premorbid functioning (3), 
and presumed prognosis (4). This repcrt examines the 
validity of another approach to the subdivision of this 
disorder based on the presence or absence of a family 
history of schizophrenia. 


METHOD 


Over a 12-year period, one of us (P.H.) esseszed and treated 147 
clinically diagnosed schizophrenic patients for at average of 5 years 
or more. Subjects who abused drugs or alcohol were excluded. Most 
of the patients were studied in England, where “hey weve accepted 
into the series only if the diagnosis of schizophrenia was agreed on 
by 3 consultant psychiatrists (2 of whom haze discussed their 
diagnostic criteria in their textbook [5]). The rest of the patients 
were studied in Alberta, Canada. The diagnosti: practice reflected 
in the selection of this cohort represents a relatively narrow view of 
schizophrenia—one requiring the presence of prominent psychotic 
symptoms that are not mood congruent. . : 

As detailed elsewhere (6), a thorough mental status examination 
and a psychiatric, social, and family history were recorded for each 
patient. When a patient was actively psychotic, һе intensity of his 
or her various psychiatric symptoms was recorced on a 0—5 scale. 
For example, thought disorder was rated as follows: O—absent; 
1=occasional woolliness; 2=mild loose associa ions, but compre, 
hensible; 3=incomprehensible at times, but sentences or. the whole 
grammatical; 4=more frequently incomprehensible; ard 5=mast 
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sentences incomprehensible. (Copies of the complete scale are 
available from us on request.) To supplement the family history 


o "wbetgined from each patient (which was obtained when the patient 


wag in remission from his or her psychosis), 133 relatives were 
interviewed. Hospital rezords of relatives who had undergone 
psychiatric hospitalizatior were sent for, and 61 such records were 
obtained. In the majority of cases, the diagnosis of schizophrenia in 
the relatives was based on the diagnosis given in the hospital 
recomls. Because nearly all the relatives were hospitalized in either 
Great Britain or Canadz, the diagnostic view of schizophrenia 
applied to these patients was generally narrower than that used in 
the United States during ће same time period. For all but 2 of the 
remaining relatives diagnosed schizophrenic, the diagnosis was 
based on information obtained from the proband and at least one 
other family member. In these 2 cases, the proband was the sole 
surviving member of the family, and no hospital records were 
available. The diagnosis of schizophrenia in the relatives in the 
absence of hospital records was by design conservative, requiring a 
clear history of psychotic behavior accompanied by thought disor- 
der, symptoms of passivity, or primary, nonaffective delusions. 

To reduce possible patient heterogeneity for this study, the 
following 2 groups of patients were eliminated from the original 
cohort of 147 subjects: 1) 12 patients who on the basis of a previous 
cluster analysis (6) of symptoms, follow-up, and family history data 
were considered possibly to have a variant of manic-depressive 
iliness, and 2) 12 patients who on an independent blind analysis were 
considered to have a paranoid psychosis (7). Another patient was 
also eliminated because it was not possible to obtain a complete 
family history. We began the present study, then, with a total of 122 
schizophrenic patients. 

Patients were classified as having familial schizophrenia if they 
had a first-degree relative with schizophrenia and as having sporadic 
schizophrenia if none of their first- or second-degree relatives had 
schizophrenia. Of the 122 patients, 30 (24.6%) mel the criteria for 
familial schizophrenia ard 83 (68.0%) met the criteria for sporadic 
schizophrenia. Nine (7.496) of the patients remained unclassified 
(i.e., had a schizophrenic second-degree relative but no schizo- 
phrenic first-degree relative) and were excluded from further analy- 
sis. The remaining 113 patients constituted the subjects of this 
report. Considering the 9 patients to have either familial or sporadic 
schizophrenia, however, did not substantially alter any of the major 
differences found between the 2 groups. 

DSM-III criteria were applied to the extensive case notes of all 
patients. Of the 113 patients, 105 (92.9%) met DSM-11I criteria for 
schizophrenic disorder, | met the criteria for schizophreniform 
disorder, and 7 (6.7%) met the criteria for atypical psychosis. The 8 
patients not meeting the criteria for schizophrenic disorder were 
excluded from this diagnostic category in DSM-III for the following 
reasons: age at onset over 45 years (but in all cases less than 55 
years) (N=4), symptom criteria not met (N=2), duration of illness 
less than 6 months (N=1), and duration of illness less than 6 months 
and age at onset over 45 years (N=1). No significant difference was 
found between the number of sporadic schizophrenic patients (77 of 
83, or 92.8%) and the number of familial schizophrenic patients (28 
of 30, or 93.3%) who met DSM-III criteria for schizophrenic 
disorder. 

EEGs were performed on all probands while they were receiving 
neuroleptic medication. The tracings were read by one of us (P.H.) 
after the patient's name had been removed from the tracing. A 
subsample of the tracings was examined to determine if the neuro- 
leptic dose was correlated with the observed EEG abnormalities (8). 
No correlation was found. Five specific types of EEG abnormalities 
were recorded: 1) symmetric 5-8 cycle/sec or theta waves (if the 
alpha rhythm approached 8 cycle/sec, then 8 cycle/sec waves were 
not regarded as pathologic); 2) asymmetric theta waves; 3) general- 
ized fast activity or beta waves at greater than 14 cycle/sec; 4) alpha 
rhythm with a voltage less than 25 p. V; and 5) slow or delta waves of 
less than 5 cycle/sec occurring in the absence of drowsiness. The 
present patient sample is a subset of a larger cohort previously 
reported (8) in which the relationship between EEG abnormalities 
and family history was investigated. In that report patients were 
divided into those with and those without a first- or second-degree 
family member with schizophrenia or bipolar affective illness. This 
report examines the relationship between EEG abnormalities and 
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the presence or absence of a family history of schizophrenia only. 

Because a previous report (9) based on the same patient cohort 
suggested that schizophrenic patients with prominent premorbid 
inferiority feelings might represent a distinct subgroup of sckizo- 
phrenic patients, our present study was analyzed both with and 
without the schizophrenic patients who were found to have promi- 
nent premorbid inferiority feelings. * 

Statistical analysis was carried out by means of a chi-square 
analysis with one degree of freedom following rules previously 
outlined (10, 11) and the Mann-Whitney U test corrected for ties 
(12). АП p values reported are two-tailed. Significant values refer to 
p values less than .05. 


RESULTS 


The age at onset was similar in the two forms of 
schizophrenia: mean (X SD) age at onset was 27.6+1.8 
years for the familial schizophrenic patients and 
27.6+.9 years for the sporadic schizophrenic patients. 
The familial schizophrenic group contained fewer men 
(11 men and 19 women in the familial group and 44 
men and 39 women in the sporadic group), but thts 
difference did not reach statistical significance. Table 1 
compares the symptoms of the 30 familial schizo- 
phrenic patients and the 83 sporadic schizophrenic 
patients. 

At the height of their psychotic illness, the intensity 
of depressed and elevated affect displayed by the 
familial and sporadic schizophrenic patients was simi- 
lar. No significant difference was seen between the 2 
groups in the intensity of delusions, auditory halluci- 
nations, flattened affect, or catatonic and passivity 
symptoms (table 1). Patients with familial schizophre- 
nia, however, had significantly more thought disorders 
than those with sporadic schizophrenia (Mann-Whit- 
ney U test, p=.001). Although 56.7% (N=17) of the 
familial schizophrenic patients frequently had incom- 
prehensible speech (a score of 4 or 5 on the thought 
disorder scale), only 18.1% (N=15) of the sporadic 
schizophrenic patients were so rated (ҳ2=16.2, p= 
.00006). The presence or absence of thought disorder 
at the onset of psychosis had also been recorded for all 
patients. Although 43.3% (N=13) of those with famil- 
ial schizophrenia were thought disordered during the 
onset phase of their psychosis, only 10.8% (N=9) of 
those with sporadic schizophrenia were so described 
(x?= 14.8, p=.0001). 

During the mean 5-year follow-up period, when all 
patients were receiving a standard regimen of clinical 
care including neuroleptic medication and supportive 
therapy, the relapse rate for the familial group (73.3%, 
N=22) was higher than that for the sporadic group’ 
(57.8%, N=48). This difference, however, was not 
statistically significant. 

Patients with sporadic schizophrenia were signifi- 
cantly more likely to have an abnormal EEG than were 
the familial schizophrenic patients (see table 2). Of thee 
specific types of EEG abnormalities, only symmetric 
or asymmetric theta waves were significantly more 
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TABLE 1. Symptom Intensity Scores of Familial? and Sporadic® 
Schizophrenic Patients ! 





Scale Score at Height o? Psychosis¢ 











Familial Sporadic 
ë Patients Patients 
(N=30) (N=83) 
Symptom Mean SE Mean SE 
Depréssed affect 3.0 3 2.8 2 
Elevated affect 1.1 3 0.6 1 
Delusions 3.1 2 2.8 i 
Auditory hallucinations 2.9 3 2.5 2 
Passivity symptoms 1.9 3 1.7 2 
Flat affec: 1.1 2 1.5 1 
Catatonic symptoms 1.6 3 1.1 2 
Thought disorder4 3.3 2 2.4 2 





*Patients having a first-degree relative with schizophrenia. 

*Patients having no first- or second-degree relatives with schizophrenia. 

Scale range—(1-5, with 5 indicating greatest severity of symptoms. 
3Significan: difference between groups оп Mann-Whitney U test corrected for 
ties, р=.001. 


TABLE 2. EEG Abnormalities in Familial and Sporadic Schizophrenic 
Patients Receiving Neuroleptics 





Familial Sporadic 
Patients Patients 
(N=30) (N=83) 
Type of Abrormality N 926 N 26 
Any abnormality 13 43.3 60 72.3 
Symmetric theta waves? 7 23.3 47 56.6 
Asymmetric theta waves* 1 3.3 20 24.1 
Generalized beta waves 5 20.0 17 20.5 
Low-vol:age alpha rhythm 4 13.3 6 7:2. 
Delta waves 4 13.3 5 6.0 
‘Significant difference between groups, ҳ2=8.1, df=1, p=.004. 
‘Significant difference between groups, x7=9.8, df=1, p=.002. 
‘Significant difference between groups, ҳ2=6.3, df=1, p=.01. 


common in the sporadic than in the familial schizo- 
phrenic patients. 

When the data were reanalyzed excluding the 8 
patients who did not meet DSM-III criteria for schizo- 
phrenic disorder, all the observed differences between 
the familial and sporadic schizophrenic patients re- 
mained essentially unchanged. 

A previous report (9) based on this patient cohort 
suggested that schizophrenic subjects with prominent 
premorbid inferiority feelings might constitute a sepa- 
rate subgroup of schizophrenic subjects. Schizophren- 
ic subjects with prominent premorbid inferiority feel- 
ings were found to have a much lower rate of schizo- 
phrenia in their families than were schizophrenic 
subjects without these feelings. Not surprisingly, 
when viewed from the perspective of this report, 
premorbid inferiority feelings were found much more 
frequently in sporadic schizophrenic patients (31.396) 
than in familial schizophrenic patients (6.7%) ix 7,3, 
р=.007). In view of the previous report, it was impor- 

etant to determine whether the differences between 
familial and sporadic schizophrenic patients remained 
after we removed those with schizophrenia and, pre- 
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morbid inferiority feelings from the cohor:. Therefore, / 


the analyses were repeated without the schizophrenic 
patients who had premorbid inferiority feelffig 

(N=28). Of the remaining 85 patients, 28 were classi- 
fied as having familial schizophrenia and 57 as having 


sporadic schizophrenia. We then compared the 2 -+~ 


groups’ age at onset of schizophrenia, sex, and smp- 
toms displayed while they were actively psychotic and 
found that the results were not substantially altered 
when the schizophrenic subjects with premorbid infe- 
riority feelings were removed from the analysis. 
Thought disorder was still the only symptom differen- 
tiating the 2 groups at the height of their psychosis 
(p=.003). Although 60.7% of the familial schizoparen- 
ic patients frequently displayed incomprehensible 
speech, only 18.896 of the sporadic schizophrenic 
patients were so described (x^— 14.4, p=.0001). When 
the schizophrenic patients with premorbid inferiority 
feelings were removed, thought disorder during the 
onset phase of the psychosis was still significantly 
more common in the familial schizophrenic patients 
(46.4%) than in the sporadic schizophrenic patients 
(14.0%) (3210.6, p=.001). The relapse rate was non- 
significantly higher in the familial schizophrenic pa- 
tients (75%) than in the other group (63.2%). 

When the patients with premorbid inferiority feel- 
ings were removed from the analyses, EEG abnormali- 
ties were still significantly more common in the spo- 
radic schizophrenic patients (71.9%) than in the famil- 
ial schizophrenic patients (42.9%) (x?=6.7, p.009). 
Of the specific types of EEG abnormalities, only 
symmetric or asymmetric theta waves were signifi- 
cantly more common in the sporadic than in the 
familial schizophrenic patients. 


DISCUSSION 


This study suggests that the division of schizophre- 
nia into familial and sporadic forms may be of potential 
value. Three major differences emerged between fa- 
milial and sporadic schizophrenia. The familial schizo- 
phrenic patients were much more likely to be thought 
disordered than were the sporadic schizophrenic pa- 
tients both at the beginning and at the peak of their 
psychosis. An abnormal EEG was more commonly 
found.in the sporadic schizcphrenic patients. This 
group also had more prominent premorbid inferiority 
feelings than did the familial schizophrenic patients. 
When the few schizophrenic patients who did not meet 
DSM-III criteria for schizophrenic disorder or the 
schizophrenic patients with prominent premorbid infe- 
riority feelings were removed from the patient sample, 
no substantial changes were seen in the differences 
between the familial and sporadic schizophrenic 
groups. 

The nonsignificant trend for familial schizophrenic 
patients to relapse more frequently than the sporadic 
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N schizophrenic patients is in accord with the previous 


literature, which is generally divided between studies 
* . Which show that a family history of schizophrenia is 


without prognostic import and studies which report 
that it is predictive of a poor prognosis in schizophre- 


~~ nia (13, 14). 


The finding that familial schizophrenic patients were 
more severely thought disordered than sporadic 
schizophrenic patients is not unexpected in view of 
previous family studies of schizophrenia. Most, but 
not all, studies have found that the risk for schizophre- 
niá is higher in the relatives of nonparanoid schizo- 
phrenic patients than in the relatives of paranoid 
Schizophrenic patients (15). Nonparanoid schizo- 
phrenic patients would, therefore, more frequently 
have a schizophrenic relative than would paranoid 
schizophrenic patients. Since nonparanoid schizo- 
phrenic patients were more commonly thought disor- 
dered than paranoid schizophrenic patients, thought 
disorder would tend to be associated with a family 
history of schizophreria (i.e., familial schizophrenia). 

The kind of EEG abnormalities seen in this patient 
sample are consistent with previous reports of EEG 
abnormalities in schizophrenic patients (16, 17). The 
greater frequency of abnormal EEGs in sporadic than 
in familial schizophrenia suggests that brain dysfunc- 
tion (at least of the kind reflected in the EEG) is more 
common in sporadic schizophrenia. It is likely, but by 

' no means definite, that this brain dysfunction is the 
result of some environmental insult, such as perinatal 
difficulties or subclinical viral infections that have 
been associated with some cases of schizophrenia (18- 
20). The EEG results are, therefore, consistent with 
the hypothesis that the relative etiologic importance of 
genetic and environmental variables is different in 
familial and sporadic schizophrenia. Although genetic 
factors are probably of greater etiologic importance in 
familial schizophrenia, environmentally induced brain 
dysfunction may be more important in sporadic 
schizophrenia. 

Such a hypothesis is consistent with several previ- 
ous investigations which found that schizophrenic 
subjects with a clear exogenous precipitating factor or 
evidence of brain dysfunction had a low genetic load- 


ing for schizophrenia (21-26). A very low-risk for. 


schizophrenia has been found in the relatives of 
schizophrenic subjects whose onset of psychosis was 
associated with head injury (21) or epilepsy (22). A 
review of organic causes of schizophrenia concluded 
that a family history of schizophrenia was 3% times as 
common in a schizophrenic patient without overt brain 
dysfunction than in a schizophrenic patient in whom 
an organic brain disorder clearly contributed to the 
onset of the psychosis (23). Schizophrenic patients 
with premorbid asociality have been found to have 
both a higher frequency of neurologic ''soft'' signs and 
а lower family loading for schizophrenia than other 
schizophrenic subjects (24, 25). In a reanalysis of the 
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Danish adoptien study of schizophrenia, a highly 
significant trend was found for the adopted schizo- 
phrenic patients without schizophrenic biologic rela- 
tives to have either postnatal brain damage or to have 
been born during the months of January thropgh April 
(26). An increase in the number of births of infants 
who later developed schizophrenia has been repeated- 
ly found during those months, presumably due to some 
exogenous factor such as viral infections or perinatal 
difficulties (27). The division of schizophrenic patients 
into those with a genetic and those with an environ- 
mental etiology is also supported by results of genetic 
modeling, which have suggested that a substantial 
proportion of the cases of schizophrenia are ‘‘pheno- 
copies” (28). Phenocopies are cases of a disease that 
resemble the genetic form of the disorder but are due 
to nongenetic environmental causes. 

The results of our study with schizophrenic patients 
have substantial similarities to those from the studies 
of Dalen (29) on mania and Hays (30) and Kadrmas 
and Winokur (31) on bipolar affective illness. Alihree 
studies found that patients with bipolar illness who had 
a negative family history for affective illness had a 
significantly higher incidence of EEG abnormalities 
than did patients with a positive family history. Dalen 
and Hays both found that theta waves were the 
abnormality most frequently found in the sporadic 
bipolar patients. Dalen, investigating birth histories, 
found a significantly higher incidence of perinatal 
problems in the sporadic than in the familial bipolar 
patients. The inverse relationship between genetic 
loading and brain dysfunction as manifested by the 
EEG may extend to major psychiatric disorders other 
than schizophrenia. 

Although it is tempting to fully equate familial and 
genetic schizophrenia and sporadic and nongenetic or 
exogenous schizophrenia, such a conclusion is unwar- 
ranted for two reasons. First, factors other than genes 
could produce familial schizophrenia. A schizophrenic 
psychosis due to toxins, a virus, or psychologic factors 
might also be expected to run in families and hence 
produce familial schizophrenia. Second, genetic fac- 
tors could also be important in the etiology of sporadic 
schizophrenia. Because the schizophrenic patients in 
this study were relatively young, most of their siblings 
and nearly all of their children had not yet lived 
through the age of risk for schizophrenia. A 10- or 20- 
year follow-up of these patients would probably result 
in the reclassification of some cases from sporadic to 
familial schizophrenia because a family member who 
had been well at the time of the initial evaluation might 
become schizophrenic in the interim. The family size 
in sporadic schizophrenia is also of potential concern. 
Although an analysis of this study did not revegl 
prominent differences between sporadic schizophrenic 
patients from small versus large families, it is at least « 
possible that in some cases of sporadic schizophrenia 
the schizophrenic genotype is present in the familv but 
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has not become manifest because of the very. small 
family size. Finally, although a recessive model fcr the 
transmission of schizophrenia is not generally widely 
accepted, both of the two current major models— 
single-locus with incomplete penetrance and. polygen- 
ic—would predict that a case of genetic schizophrenia 
could occur in a family with no overt schizophrenic 
patients. Therefore, although it is reasonable to con- 
clude that genetic variables are more important in 
familial schizophrenia and environmental variables are 
more important in sporadic schizophrenia, it. is not 
correct to precisely equate familial and genetic schizo- 
phrenia and sporadic and nongenetic schizophrenia. 

Our familial schizophrenic patients were much more 
conimonly thought disordered than were the sporadic 
schizophrenic patients. Two possible explana:ions for 
this finding appear plausible. First, familial schizo- 
phrenic subjects, coming from a family with another 
schizophrenic or preschizophrenic patient, could have 
learned ‘‘crazy speech.” Second, thought disorder 
might be a marker for the predominantly genetically 
caused schizophrenia found in the familial schizo- 
phrenic patients. This second hypothesis would sug- 
gest that while the exogenous causes that are predcmi- 
nantly responsible for the sporadic cases of schizo- 
phrenia may produce a psychosis with hallucinations, 
delusions, flattened affect, and symptoms of passivity 
indistinguishable from predominantly genetically 
caused schizophrenia, these excgenous variables rare- 
ly produce the thought disorder that occurs so com- 
monly in schizophrenia that is of mainly genetic 
etiology. 

Can the relative validity of these two possible expla- 
nations for the finding of increased thought disorder in 
familial schizophrenic patients be evaluated? If 
thought disorder is learned from a schizophrenic rela- 
tive, it is reasonable to predict that having a schizo- 
phrenic parent should produce a more severe thought 
disorder than having a schizophrenic sibling or child. 
Compared to a schizophrenic sibling or child, a schizo- 
phrenic parent is more likely to have been psychotic 
for a larger proportion of the patient’s life span, 
especially when the patient was a child, when cogni- 
tive styles are most likely to have been learned. When 
actively psychotic, our familial schizophrenic patients 
with only one schizophrenic parent were, however, no 
more thought disordered (mean [+SE] score, 3.3.4) 
than familial schizophrenic patients with only a schizo- 
phrenic sibling or child (3.3.2). These results are 
most consistent with the second hypothesis, which is 
that thought disorder is a clinical marker for schizo- 
phrenia that is largely of genetic etiology. 

The results of this investigation must be interpreted 
in the light of two potential methodologic limitations. 
First, all the family histories and clinical evaluations of 
the patients in this study were carried out by one of us 
(P.H.). However, at the time these patients were 
studied, this investigator had no.preconceived notion 
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of examining differences between familial and sporadic 
schizophrenia. Systematic observer bias is. therefore, 
an unlikely explanation for the current finZings. 

Second, the EEGs in this study were done while the 
patients were taking neuroleptic medication. Since 
neuroleptic drugs have been frequently shown to pro- 
duce slowing in the EEG (32), it cannot Бе ruled,eut 
that the differences seen in the frequency of EEG 
abnormalities in the familial and sporadic schizophren- 
ic patients were due entirely to drug effects. This is 
unlikely, however, for four reasons. First, an analysis 
of 100 patients from a larger sample (of which this 
current series represents a part) revealed no relation- 
ship between the-dose of neuroleptic medication the 
patient was receiving and the observed EEG abnor- 
mality (8. In a similar investigation, Davies and 
associates (33) also found no relationship be:ween the 
EEG abnormalities observed in schizophreric subjects 
receiving neuroleptic medication and the type or dose 
of medicazion. Second, neuroleptics have been shown 
to produce fast or beta activity in the EEG in addition 
to theta waves (34). The fact that the frequency of beta 
waves was equal in the sporadic and familial schizo- 
phrenic patients suggests that the increased irequency 
of theta waves in the sporadic schizophrenic patients 
was not due solely to а medication effect. Third, 
although neuroleptics can produce symmetrical slow- 
ing of the EEG, it is much more difficult to explain 
asymmetrical abnormalities as due to a medication 
effect. Yet, asymmetric theta waves were more than 7 
times as frequent in the sporadic schizoparenic pa- 


tients as іп the familial schizophrenic patients. Fourth, ` 


although the hospital records are unfortunately no 

longer available, it is probable that the familial schizo- 

phrenic patients, who had hallucinazions and delusions 

as intense as those of the sporadic schizophrenic 

patients and who were in addition more thought disor- 

dered and had a higher relapse rate, would—if any- 

thing— have been given higher doses of netroleptics. 

However, it was the sporadic schizophreniz patients 

who had the higher incidence of EEG abnormalities. 

The results of this investigation suggest that from a 

symptomatic, electrophysiologic, and possibly prog- 

nostic perspective, the division of schizoph-enia into 

familial and sporadic forms is valid. In recent work, 

Baron and associates (35) have provided neurochemi- 

cal evidence of the validity of the distinction between 

sporadic and familial schizophrenia. They found plate- 
let monoamine oxidase activity to be lower than that of 
controls only in schizophrenic subjects with a positive 

family history of schizophrenia. If future clinical, 

electrophysiologic, neurochemical, and fcllow-up 

studies are able to further validate the division of 
schizophrenia into familial and sporadic fo-ms, this 

classification may allow investigators to reduce sub- 

stantially the heterogeneity that has made research on 

the etiology and treatment of schizophrenia so diffi-- 
cult. 


s 
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The prevalence and extent of relapse and the 
prevalence and severity of depressive symptoms were 
measured cross-sectionally in a group of alcohoi and 
drug abusers (N=842) at 1, 6, or 12 months after 
their discharge from alcohol or drug abuse 
treatment. The rate and severity of depressive 
symptoms for subjects who did not relapse were no 
higher than those found among the general 
population. However, among subjects who relapsed, 
the rate and severity of depressive symptoms were 
higher than those found in the general popuiation. 
Women were more depressed than men after 
treatment, but the ratio of depressed women to men 
was no higher than that found in the generat 
population. (Am J Psychiatry 139:1563—1566. 1982) 


epressive symptoms are frequently seen in alco- 

hol- or drug-dependent patients during treatment 
(1—4). A substantial number of alcohol or drug abusers 
have been reported to experience signs and symptoms 
of depression after treatment as well (5). Unfortunate- 
ly, previous studies of depressive symptoms in pa- 
tients after alcohol or drug abuse treatment have failed 
to explain the effects of relapse on these patients' 
depression. Because a number of laboratory studies 
have shown that alcohol increases depression in alco- 
holic subjects (6—8), the high rate of depressive symp- 
toms in alcohol- or drug-dependent patients after treat- 
ment may reflect nothing more for those who relapse 
than the pharmacological effects- of the drugs on de- 
pression. To our knowledge no evidence has been 
presented оп the prevalence of depressive symptoms 
in alcohol or drug abusers whe remain abstinent after 
treatment. 

In addition, previous studies have.indicated a higher 
prevalence of depressive symptoms among alcoholic 
women than among alcoholic men at the time of 
alcoholism treatment (1, 9, 10). Although the preva- 
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lence of depression is higher in women compared with 
men in the general population (2:1 ratio) (11), an even 
greater ratio of depressive symptoms between women 
and men has been found among an alcoholic popula- 
tion (1, 9, 10). To our knowledge no study has exam- 
ined sex differences for the occurrence of depressive 
symptoms after subjects were treated for alcohol and 
drug abuse. 

The present research determined the prevalence and 
severity of depressive symptoms and the prevalence 
and extent of chemical use in a populaticn of adults 
after their treatment for alcohol or drug abuse. We 
examined the subjects’ depressive symptcms and re- 
lapse rates at three time periods after they were 
discharged from treatment and analyzed the data for 
all subjects combined as well as for men and women 
separately. 


METHOD 


The subjects were drawn, from patients at a private inpatient 
alcohol or drug dependency treatment facility. The sample for this 
study consisted of 1,605 patients (1,143 men and 462 women) who 
completed treatment between July 1978 and Septemtbe- 1979. (One 
hundred seventy-eight subjects were excluded f-om the study be- 
cause they left treatment prematurely or indica:ed at the time of 
discharge that they did not wish to participate in the follow-up.) 
Although a formal diagnosis of alcohol and drug асиѕе was not 
made, another study (12) found that 94% of the patients admitted to 
this treatment program in 1976 reported inappropriate use of alcohol 
or other drugs (including binge drinking), and 48% rerorted having 
one or more hospitalizations for treatment of alcchol or drug 
problems. 

A mailing that included an alcohol and drug use » quest. onnaire and 
the Zung Self-Rating Depression Scale (13) was sert to all 1.605 
subjects. We had divided the subjects into three groups, and each 
group received the mailing at a different time dependirg upon length 
of time since their discharge from treatment: 452 received the 
mailing | month after discharge, 575 received the mailing 6 months 
after discharge, and 578 received the mailing 12 months after 
discharge. The return rates for the three groups were 51.8% 
(N=234) for the 1-month group, 42.3% (IN—223) for the 6-month 
group, and 40.5% (N —234) for the 12-month group. Taus, a total of 
711 subjects (44%) answered and returned the mailing 

Of the 711 subjects who returned the mailing, 71.5% (N=509) 
were men and 28.4% (N=202) were women. About one-half 
(М 397) were married, Their mean (X SD) age was 41.2=12.9 years, 
and their mean (+SD) annual income was $17,075+$3,501. Before 
their admission, 60.5% (N —430) indicated they had abused alcohol 
only, 3.5% (N «25! abused drugs only, and 36.095 (N=256) abused 
both alcohol and drugs. 

We then contacted the subjects in the [2-month group who had 
not responded to the mailing (N:«344) and asked (лет tc participate 
in a telephore interview; 38% (N — 131) agreed. These scbjects were 


Rm 


1564 POSTTREATMENT DEPRESSION 


+ 


Am J Psychiatry 139:12, December 1982 


Y 


TABLE 1. Depressive Symptom Rate and Zung Scale Scores Among Abstinent and Relapsed Subjects at 1, 6, and 12 Months After Alcohol or 


Drug Abuse Treatment 














Ne Depressive Symptom Rate? "Zung Scale Score” 
ber Ge Subjects Subjects Subjects Who Subjects Who 
"tans prs Who Abstained Who Relapsed Abstained Relapsed 
< Group Who Abstained Who Relapsed N % М Ф Меап SD Mean SD 
1-тоћ№ћ group (N=166) 157 9 13 8.3 3 33.3 37.0 9.1 41.7 9.6 
6-month group (N=234) 193 41 28 14.5 9 22.0 39.0 9.0 43.5 9.2 
12-month group (N=225) _ 167 : 58 26 15.6 19 32.8 39.1 10.0 43.9 11.5 





3Scored 50 or more on the Zung scale. Subjects who relapsed had significantly higher depressive symptom rates than those who abstained at 1 month (4.90, 


df==1, p<.05) and at 12 months (ҳ2=7.9, df=1, р<.01). 


*Zung scale scores range fror. 76 (most depressed) to 25 (free of symptoms). Subjects who relapsed had a significantly higher Zung scale score than those who 
abstained at 6 months (t=2.6, df=232, p<.001) and at 12 months (t=2.98, df=223, p<.001). 


administered the questionnaire and the Zung scale over the tele- 
phone. (The others [N=213] either were deceased, could not be 
located, had returned to treatment, or refused to participate in the 
interview.) Of the 131 subjects who were interviewed by telephone, 
71.8% (N=94) were теп'апа 28.2% (N=37) were women. Slightly 
more than one-half were married (N=73). Their mean age was 
39.8+12.8 years, and their mean annual income was $14,205 
+$3,215. Of these subjects, 48% (N=63) abused alcohol only, 5.3% 
(N=7) abused drugs only, and 46.6% (N=61) abused both. 

For the total 842 subjec:s who responded to the questionnaire, 22 
questionnaires had to be omitted due to invalid response. The 
omission of the questionnaires resulted in a final sample of 230 
subjects in the I-month group, 234 subjects in the 6-month group, 
228 subjects in the 12-month group, and 128 subjects in the tele- 
phone group. (This samle was used for all analyses with the 
exception of analyses addressing relapse data.) Furthermore, be- 
cause of clerical error or incomplete answers on questions regarding 
relapse, relapse data from an additional 67 questionnaires had to be 
excluded. Thus, the final sample for relapse data was 166 subjects at 
1 month, 234 subjects at 6 months, 225 subjects at 12 months, and 
128 subjects in the telephone group. : 

Informed consent was obtained in writing from all subjects 
participating in the study. The guidelines established by the treat- 
ment center and the University of Minnesota's Committee on the 
Use of Human Subjects in Research were strictly adhered to. 

We made no attempt to validate by diagnostic interview a sample 
of the responses of subjects who responded to the mailing or who 
participated in the telephone interview. The severity of each sub- 
ject's depressive symptoms was determined by his or her score on 
the Zung scale. The prevalence of depressive symptoms was deter- 
mined by percent of subjects with a Zung scale score of 50 or more. 
The prevalence of relapse was determined by the percent of subjects 
reporting either alcohol or drug use on more than one occasion since 
treatment. We compared the Zung scale scores of the subjects who 
relapsed with those of the subjects who did not and of the subjects 
who responded to the mailing at 12 months with those of the subjects 
who did not but who part:cipated in the telephone interview. These 
analyses were conducted for men and women combined and sepa- 
rately. We used a one-tailed Student's t test to determine significant 
differences in mean Zung scale scores and chi-square analysis to test 
significant differences in rates of depressive symptoms. 


RESULTS 


The subjects' relapse and depressive symptom rates 
increased with time after discharge from treatment. 
Relapse rates for subjects responding to the question- 
naire by mail were 5.4% (N=9) for the 1-month group, 
17.5% (N=41) for the 6-month group, and 25.8% 
(N=58) for the 12-month group. Rates of depressive 
symptoms were 11.3% (N=26) for the Í-month group, 
15.8% (N=37) for the 6-month group, and 19.7% 


(N=45) for the 12-month group. However, severity of 
depressive symptoms did not increase with time (mean 
Zung scale score was 39.4 for the 1-month group, 41.3 
for the 6-month group, and 41.5 for the 12-month 
group). | 

Subjects who relapsed had significantly higher rates 
of depressive symptoms than abstinent subjects 12 
months after treatment. Similarly, subjects who re- 
lapsed had higher mean Zung scale scores than those 
who abstained at both 6 and 12 months. (These results 
are presented in table 1.) 

In the 12-month group significant differences were 
found in both relapse rates and levels of depressive 
symptoms between those who responded to the mail- 
ing and those who did not respond but who participat- 
ed in the telephone interview. The ‘‘nonresponders’”’ 
showed а significantly higher rate of relapse 
(x?=10.44, df=1, p<.001) than the responders (43.1% 
versus 25.8%, respectively). However, the nonre- 
sponders showed a significantly lower rate of depres- 
sive symptoms (x7=10.73, df=1, р<.001) than the 
responders (6.5% versus 19.7%, respectively) and a 
significantly lower mean Zung scale score (t=4.04, 
df=354, р<.001) {һап the responders (35.6 versus 
40.5, respectively). Among the nonresponders, those 
subjects who relapsed had significantly higher rates of 
depressive symptoms than those who did not (13.2% 
versus 1.4%, respectively, ҳ2=5.08, df=1, p<.05). 
The 12-month subjects who relapsed also had a signifi- 
cantly higher mean Zung scale score than subjects who 
had not relapsed (39.0 versus 33.4, respectively, 
t=2.59, df=126, p<.01). 

Relapse rates increased with time for both women 
and men in all three groups. No significant difference 
was found between men and women in relapse rates at 
1, 6, and 12 months. Women had significantly higher 
rates of depressive symptoms than men only at 12 
months. Women also evidenced significantly higher 
mean Zung scale scores than men at I month, 6 
months, and 12 months. (These results are summa- 
rized in table 2.) | 

When data from the three posttreatment periods 
were combined to increase the number of subjects in 
the abstinent and relapsed groups, rates of depressive 
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TABLE 2. Relapse Rate and Depressive Symptom Rate in Male and 
Female Subjects at 1, 6, or 12 Months After Alcohol or Drug Abuse 
Treatment 








Depressive Sc bu g >, 
Relapse Symptom ER LL al Coen 
Group Rate (%)* Rate (26)* Mean SD 
1-month group 
Men (N=171)¢ 4.] 9.9 37.2 9.1 
Women (N59) 8.9 15.3 41.5 12.2 
6-month group 
Men (ЇЧ =168) 16.1 13.7 39.0 8.5 
Women (N=66) 21.2 21.2 42.0 10:5 
12-month group 
Меп (N=156)4 24.5 12.8 39.1 9.1 
Women (N=72)4 28.6 34.7 43.6 12.8 





Percent of subjects reporting either alcohol or drug use on more taan one 
Occasion since treatment. 
‘Percent of subjects with à Zung scale score of 50 or more Women had 
significantly higher scores than men at {2 months (x?= 13.57, df 1, r.«.001). 
*Zung scale scores range from 76 (most depressed) to 25 (free of symptoms). 
Women had significantly higher scores than men at 1 month (t=2.83, df=228, 
p<.001), 6 months (t=2.30, df=232, p«.01), and 12 months (t2 3.06, df=226, 
p«.001). 
“Total sample s:ze for relapse data was 121 men and 45 women in 1-month 
group qnd 155 men and 70 women in 12-month group. ` 
Ф 


symptoms were significantly higher in abstinent wom- 


en than in abstinent men (20.3% versus 9.995, respec- . 


tively, ҳ2=9.00, df=1, р<.01) and significantly higher 
in relapsed women than in relapsed men (41.796 versus 
21.1%, respectively, ҳ2=4.03, df=1, p<.05). Similar- 
ly, mean (+SD) Zung scale scores were higker in 
abstinent women than in abstinent men (41.0- 11.5 
versus 37.4+8.3, respectively, t=3.91, df-515, p< 
.001) and in relapsed women than in relapsed men 
(47.7£11.9 versus 41.5+9.0, t=2.94, 4[= 106, p<.01). 


DISCUSSION 


We found that rates of depressive symptoms in 
subjects who were abstinent after treatmen: for alco- 
hol or drug abuse were no higher than those found in 
the general population—8.3%-15.2% versus 7.5%~ 
13.4%, respectively (14). Also, the mean Zung scale 
score of abstinent subjects for all three posttreatment 
times combined (38.4+9.4) was not different from that 
found in the general population (39.0+ 10.0) (15). How- 
ever, among subjects who relapsed, the rates of de- 
pressive symptoms were higher than population base 
rates—22%—33.3% versus 7.5%-13.4%, respectively. 
Likewise, the mean Zung scale score of subjects who 
relapsed for all three posttreatment times combined 
(43.0::10.1) was higher than that found in the general 
population (39.0+ 10.0). Thus, although the subjects 
who relapsed were more depressed than individuals in 
the general population, the subjects who did not 
relapse had Zung scale scores within the normal range. 
Thus, there appears to be an association between 
ehigher than average scores on the Zung scale and 
relapse. 

From the present data it is not possible to determine 
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how depressive symptoms were involved in'the sub- 
jects’ relapse. To some extent, depressive symptoms 
may have contributed to their relapse. Сг the ot 
hand, depressive symptoms may have been the conse- 
quence of their relapse. In one study, 12% (N —31) of 
259 alcoholic subjects admitted for treatment showed 
evidence of depression antedating their alcoholism, 
while 41% (N=71) of 173 subjects showed evidence of 
depression after the onset of alcoholism (1). Alcohol 
and other drugs are known to exacerbate depressive 
symptoms in alcoholics. When alcoholic subjects in a 
hospital setting were allowed to take alcohol as they 
wished, their Zung scale scores gradualy increased 
over 7 days (16). 

-In the 12-month group, relapse and depressive 
symptom rates were different for those who responded 
to the mailing and those who did not. The nonre- 
sponders showed significantly higher relapse rates and 
lower rates and severity of depressive sym>toms than 
the responders showed. The difference ir. results em- 
phasizes the importance of obtaining data from both 
groups of responders in future studies. 

The women had significantly higher rates. of depres- 
sive symptoms in the 12-month group than the men 
and higher mean Zung scale scores at 1, 6, and 12 
months than the men. The higher Zung scale scores in 
women may appear to be a result of their higher 
relapse rates. However, even among women who 
abstained, there was a significantly higher rate of 
depressive symptoms than among men whe abstained. 
It may be that the high rates of depressive symptoms 
and relapse reflect a greater tendency fcr alcoholic 
women to respond to questionnaires than for alcoholic. 
men to respond in similar situations. However, the 
results obtained from the nonresponders agreed with 
those found among the responders. That is, women 
had a fourfold higher rate of depressive sympzoms 
than men (13.9% versus 3.3%, respectively) and also a 
higher relapse rate (52.896 versus 39.196, respective- 
ly). 

The preponderance of women who experienced 
depressive symptoms after chemical dependency 
treatment is not surprising because previous studies 
have found alcoholic women more likely to be de- 
pressed at the time of treatment than alcoholic men (1; 
9, 10). To some extent the higher levels of depressive 
symptoms in women than men could reflect a higher 
prevalence of women than men with primary depres- 
sion in the general population as well (11). The present 
study did not differentiate individuals with primary 
depression from individuals with secondary depres- 
sion. Nonetheless, the results indicated that women 
were more depressed than men after treatment even 
when the differentiation was not made. 

When the rates of depressive symptcms for the 
abstinent subjects were combined with the rates of 
depressive symptoms for the relapsed subjects, the 
ratio of women to men ranged from 1.5:1 to 2.5:1; the 
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ratio of women to men was 2.1:1 when the abstinent 
subjects only were compared. These ratios approxi- 
e those found among the general population. Con- 
sequently, relative to men, women in the present study 
did not have a greater proneness to depressive symp- 
toms after alcohol or drug abuse treatment than wom- 
en ipn the general population. In addition, women who 
were abstinent obtained mean Zung scale scores that 
approximated those found for women in the general 
population (41.0 versus 40.0, respectively) (15). How- 
ever, women who relapsed had higher mean Zung 
scale scores than those scores found among women in 
a normal population (47.7 versus 40.0, respectively). 


REFERENCES 


1. Cadoret RY, Winokur G: Depression in alcoholism. Ann NY 
Acad Sci 233:34~39, 1974 

2. Weissman MM, Slobetz F, Prusoff B, et al: Clinical depression 
among narcotic addicts maintained on methadone in the com- 
munity. Am J Psychiatry 133:1434—1438, 1976 

3. Weingold HP, Lachin JM, Bell AH, et al: Depression as a 
symptom of alcoholism: search for a phenomenon. J Abnorm 
Psychol 73:195—197, 1968 

4. Weissman MM, Pottenger M, Kleber H, et al: Symptom pat- 


Am J Psychiatry 139:12, December 1982 


terns in primary and secondary depression. Arch Gen Psychia- 
try 34:854-862", 1977 


. Pottenger M, McKernon J, Patrie LK, et al: The frequency and 


persistence of depressive symptoms in the alcohol abuser. J 
Nerv Ment Dis 166:562—570, 1978 


. Goodman LS, Gilman A: The Pharmacological Basis of Thera- 


peutics. New York, Macmillan Publishing Co, 1975e pp 137-151 


. Mendelson JH, LaDou J, Solomon P: Experimentally induced 


chronic intoxication and withdrawal in alcoholics, part 3: psy- 
chiatric findings. Q J Stud Alcohol 2:40-52, 1964 


. Warren GH, Raynes AE: Mood changes during three conditions 


of alcohol intake. Q J Stud Alcohol 33:979-989, 1972 


. Rathod NH, Thompson IG: Women alcoholics: a clinical study. 


О J Stud Alcohol 32:45-52, 1971 


. Sclare AB: The female alcoholic. Br J Addict 65:99-107, 1970 
- Weissman MM, Klerman GL: Sex differences and the epidemi- 


ology of depression. Arch Gen Psychiatry 34:98-I11, 1977 


. Patton MQ: The Outcomes of Treatment: A Study of Patients 


Admitted to Hazelden in 1976. Center City, Minn, Hazelden, 
1979 


. Zung WK: A self-rating depression scale. Arch Gen Psychiatry 


12:63-70, 1965 


. Barrett J, Hurst MW, DiScala C, et al: Prevalence of depression 


over a 12-month period in a nonpatient population. Arch Gen 
Psychiatry 35:741—744, 1978 


. Zung WK: Depression in the normal adult population. Psycho- 


somatics 12:164—167, 1971 * о 


. McNamee HB, Mello NK, Mendelson JH: Experimental analy- 


sis of drinking patterns of alcoholics: concurrent psychiatric 
observations. Am J Psychiatry 124:1053—1069, 1968 


Ат J Psychiatry 139:12, December 1982 


MV 


Endogenous Modulation of Monoamine Oxidase in 
Schizophrenic and Normal Humans 


ROBERT E. BECKER AND CECILIA T. GIAMBALVO 


1567 


BY ROBERT E. BECKER, M.D., AND CECILIA T. GIAMBALVO, PH.D. 





Plasma from normal subjects and chronic 
schizophrenic patients produced nearly equal 
inhibitory effects on platelet and bovine brain 
monoamine oxidase (MAO) activity. Plasma from 
controls and patients with high platelet МАО activity 
caused less decrease in platelet MAO kinetic 
variables (Km, Vmax) than plasma from subjects with 
midrange or low MAO activity. When bovine striatal 
МАО, was used, with serotonin as substrate, plasma 
from sckizophrenic patients caused less decrease in 
Vmax than plasma from controls. These inhibitory 
effects are associated with the presence in plasma of 
one or more nonalbumin proteins with low molecular 
weight. (Am J Psychiatry 139:1567—1570, 1982) 


latelet monoamine oxidase (MAO) activity ap- 
pears to be a genetically transmitted, stable char- 
acteristic of individuals (1, 2) that is associated with 
hallucinations in schizophrenia (3-6) and with social 
and behavioral traits in humans (4, 6-8) and moakeys 
(9) and may contribute to individual vulnerability to 
psychiatric diseases (10—14) or to chronicity (IC, 11). 
Some schizophrenic patients have remarkably low or 
high levels of platelet MAO (15), and mean MAO 
activity is usually lower in schizophrenic patients than 
in normal subjects (16), even though these differences 
are not always statistically significant (4, 5, 16). 
Berrettini and Vogel (17), Yu and Boultor (18), and 
Wise and associates (19) have studied the effect of 
plasma on platelet MAO activity. Berrettini and Vogel 
reported that plasma from selected schizophrenic pa- 
tients with low MAO activity inhibited the MAO 
activity of platelets from normal subjects. Plasme from 
normal subjects and schizophrenic patients w:thout 
low platelet МАО activity did not change МАО activi- 
ty (17). Wise and associates (19) did not confirm this 
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Observation and found no effect of plasma оп platelet 
MAO activity. In reply, Berrettini and Vogel (20) 
pointed out that Wise and associates had rot duplicat- 
ed the original experimental conditions, which could 
account for the discrepant findings. Yu and Boulton 
(18), using different experimental condi:ions, found 
that human plasma increased platele: MAO activity. 

It is important to resolve the conflicts -eported in 
the literature because plasma modulators could play 
one of several roles in relation to МАО activity and 
behavior. A plasma activator or inkibitor of platelet 
МАО could be related to the appearance 27 low МАО 
activity in chronic schizophrenia or to clinical symp- 
toms. Changes in platelet MAO activitv have been 
associated with hospitalization and treatment of 
schizophrenic symptoms (4). It has been suggested 
that this association is a consequence of neuroleptic 
administration (21) or of the illness itself (22). A 
plasma substance could be responsible for the changes 
that occur. Even more important, a p.asma МАО 
modulator could affect CNS MAO, providing a link 
between platelet MAO activity and CNS mechanisms 
underlying symptoms or behaviors associated with 
МАО activity. 


METHOD 


We carried out platelet MAO determinations on samples from 74 
patients, who had been interviewed according to tre Present State 
Examination (23) and given a DSM-III diagnosis of schizophrenia, 
and 48 staff and other volunteers who served as controls. No 
individual was used as a control if he or she had ever been 
hospitalized for a mental illness. Informed consert was obtained 
from all participants. The mean and standard deviation for the 
control population were calculated to categorize ind. viduals accord- 
ing to low-, mid-, or high-range platelet MAO activity. Midrange 
MAO values were defined as within plus or minus | standard 
deviation (SD) of the mean activity for ccntrols (6.67 £2.01 nmol/mg 
protein per hour). Low- and high-range MAO values were those less 
than or exceeding the midrange values, respectively. Separate 
stratified samples of controls and patients were matched for age, sex 
distribution, and MAO activity; the mean (Z SD) MAD activity of all 
the patients in these matched groups (5.7+2.6 пто /mg protéin per 
hour) did not significantly differ from that of the mazched controls 
(5.5+2.6 nmol/mg protein per hour) Almost ali patients were 
receiving neuroleptics, which may affect MAO aczivity after pro- 
longed administration (24). No one was included who тоок any other 
medication known to have direc: effects on МАО activity. Nine 
patients were taking medication prescribed fcr mecical conditions. 

Platelets and plasma were prepared from venous ооа drawn into 
Vacutainers containing 1 cc of .9 N acid sodium citrate-dextrose . 
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solution. The blood was centrifuged at 300 g for 10 min and the clear 
supernatant was removed. The remaining blood was centrifuged at 

for 10 min and the supernatants were pooled. The platelet-rich 
ѕорегпа(апі was centrifuged at 1500 g for 10 min to separate the 
platelet-poor plasma and the platelet plug. Platelet-poor plasma was 
removed and frozen. After separation from plasma, platelets were 
rinsed at 4°С by resuspending the pellet in 2 ml of phosphate buffer. 
The platelets were then separated by recentrifuging. The platelets 
werestesuspended іп 2 ml of phosphate buffer and frozen. Platelets 
and plasma were maintained at —40?C until used. No changes in 
platelet МАО or plasma inhibitory activity were found with storage 
up to 3 months. 

Platelet pellets were also prepared from pooled platelets obtained 
from the Red Cross blood bank. These platelets were our source of 
platelet MAO. 

MAO activity was determined radioenzymatically by the method 
of Wurtman and Axelrod (25) with modifications to measure plasma 
effects on MAO activity. The mean (+SE) MAO activity in the 
platelet pellets from the blood bank platelets was 6.045 .40 nmol/mg 
protein per hour. The pellets were sonicated and incubated with 1C- 
tryptamine (50 mCi/mmol) in .4 N phosphate buffer, pH 7.4, in the 
presence of 15—500 ul of plasma from the controls and patients. As a 
control for possible dilution effects, blood bank platelet samples 
were combined with an amount of buffer equal to the amount of 
plasma added to the experimental samples. The final volume was 
adjusted to 700 pl. The incubation was carried out at 37°C for 30 min 
in a shaker water bath. The reaction was stopped with .4 ml of 2 N 
НСІ. The deaminated products were extracted with 6 ml of toluene, 
4 ml of which was counted with 10 ml of Econofluor. 

Our initial experiments directly determined plasma effects on 
platelet MAO activity. Platelet-poor plasma, in amounts ranging 
between 15 and 500 yl, was added to platelet MAO and the МАО 
activity was determined as we have described. Our subsequent 
experiments determined the effect of plasma on platelet MAO 
kinetic variables. Platelet MAO activity was determined in the 
presence of 450 yl of plasma for eight substrate concentrations 
between 5 and 50 uM. Data were analyzed by computer with the 
weighted regression method of Wilkinson (26) to calculate ‘the 
kinetic variables of the Michaelis-Meríton equation. The statistical 
determination of the estimated maximum velocity (У,„„х) and disso- 
ciation constant (К,„) avoids plotting errors by using double recipro- 
cal plots and, in addition, provides statistical estimates of error. For 
each K,, and У,„ах determination we measured enzyme activity at 
eight different substrate concentrations. The standard errors of the 
Km and Vinay provide measures of the reliability of the plasma effect 
on MAO kinetics. 

To study plasma effects on brain MAO, we dissected striatal 
tissue out of fresh bovine brain on ice, homogenized and centri- 
fuged (4°C) at 1000 g to obtain the crude mitochondrial fraction. The 
latter was frozen in .4 N phosphate buffer at —40°C. To measure 
plasma effects on striatal MAO activity, we incubated the sonicated 
striatal tissue with “C-tryptamine (50 mCi/mmol), using substrate 
concentrations of 5—50 yl, or with '4C-serotonin (5-HT) (51 mCi/ 
mmol), using substrate concentrations in the range of 50—500 uM in 
.4 N phosphate buffer, pH 7.4, in the presence or absence of plasma 
(450 ul). Final volume was adjusted to 700 ш. 5-Hydroxy-deaminat- 
ed products were extracted with 6 ml of toluene:acetylacetate (1:1), 
of which 4 ml were counted with 10 ml of Econofluor. The 
incubation of the striatal tissue, the termination of the reaction, the 
extraction of the deaminated products, and kinetic analysis were 
carried out as we have described for the blood bank platelets. We 
performed protein analysis using the method of Lowry (27). All 
determinations of MAO activity and plasma effect were done in 
duplicate; the mean difference between duplicate samples was 2.196. 
MAO activity in control samples was determined with each separate 
set of experimental determinations. Control MAO activity values 
were used to exclude any set of MAO determinations where the 
control MAO value differed from the mean control value by more 
than 1 standard error. Plasma effects of K,, and У,„„‹ determined for 
duplicate plasma samples from the same subject (N=4) varied by 
less than 5% for each of the substrate-M AO preparations. 

To determine statistical significance we used the Student's t test 
{дг uncorrelated data and a two-tailed distribution of t for hypothesis 


, testing. 
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The K, of the blood bank platelets was 23 pM, and 
the Vmax Was 23 nmol/mg protein per hour. When 15 рі 
of combined control and patient plasma were added in 
vitro to the blood bank platelets, with tryptamine as 
substrate, the mean (+SE) Km. was 97%+8% of the 
original, and the V,,,, was 109%+3% (Kol Vinax= .89). 
When 25 ul of combined plasma were added, the 
respective values were 101%+4% and 11396296 of 
the original (Km/ V max=.90). This noncompetitive acti- 
vation of У,„ах with tryptamine as substrate is consist- 
ent with the kinetic changes reported by Yu and 
Boulton (18). The addition of 100—500 ш of control and 
patient plasma linearly inhibited MAO activity (28). 
This inhibition was uncompetitive with an equivalent 
decrease in Km and Vmax (table 1). Berrettini and 
Vogel (17) reported that plasma contains an uncompet- 
itive inhibitor. They found the inhibitor present in 
chronic schizophrenic patients with low platelet MAO 
activity. We selected subjects in order to determing 
the relationship of the modulator’s presence to MAO 
activity level and to presence or absence of schizo- 
phrenia. As reported in table 1, the effect of plasma on 
the K,, of blood bank platelets was significantly differ- 
ent between the subjects: with low MAO and those 
with high MAO; plasma from subjects with midrange 
or high MAO levels had significantly different effects 
on Vmax. There were no significant differences in the 
effects of plasma between controls and schizophrenic 
patients. That these changes were all uncompetitive is 
demonstrated by the Km/V max ratio of 1. These find- 
ings confirm the presence of an uncompetitive inhibi- 
tor in chronic schizophrenic patients with low platelet 
MAO activity, as reported by Berrettini and Vogel (17) 
and indicate that the inhibitor is present in controls 
with low MAO activity, a group not tested by Berret- 
tini and Vogel. The activity of the plasma MAO 
inhibitor is related to platelet MAO activity level in 
both normal and schizophrenic subjects. 

Having demonstrated a consistent inverse relation- 
ship between plasma modulator effects and high- and 
low-range MAO activity, we then sought to determine 
if the plasma modulator is active on CNS MAO. As 
reported in table 2, plasma noncompetitively inhibited 
tryptamine deamination by bovine striatal MAO. 
There was a decrease in Vmax and no change in Km. 
This noncompetitive inhibition occurs in all groups, as 
indicated by the presence of K,/V,,,. ratios higher 
than 1 in all groups. No significant differences were 
found among plasma MAO levels or between schizo- 
phrenic and normal subjects. 

Humar MAO consists of two major isoenzyme 
types, A and B, which selectively deaminate some 
amines, e.g., serotonin and benzylamine, but have 
common activity against other substrates, e.g., dopa- . 
mine and tryptamine. Platelet MAO is almost exlusive- 
ly type B and brain contains both type А and type B 
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TABLE 1. Effect of Plasma on Human Platelet MAO . 
Percent of Activity in р” 
Pooled Blood Bank Platelets? ` 
N u mber of Km 5 Vas 
Origin of Р]%зта (450 jl) Determinations Mean SE Mean SE Kil Ymax 
All subjects (N= 122) £2 58 3 57 1 1.02 . 
Low МАО 13 53 3 54 1 498 
Midrange MAO 24 56 3 53 1 1.05 
High МАО 15 67 5 64 5 1.05 
Normal coatrels (N —48) 25 58 3 55 2 1.04 
Low MAO 7 : 52 6 53 3 98 
Midrange MAO 12 54 3 2 2 1,03 
High МАО 6 68 6 2 7 1.09 
Schizophrenic patients (N=74) 27 58 4 58 2 1.00 
Low MAO 6 55 5 55 2 1.00 
Midrange МАО 12 58 4 54 2 1.09 
High МАО 9 А 66 7 66 5 1.00 





*All values were significantly different (p<.05) from normal blood bank platelet K,, (23+ 1 pM) or Vine, (2342 nmol/mg protein per hour). 

*[n the total group of subjects, there. was g significant difference (p<.05) in percent of blood bank K,, between the low-MAO and high-MAO 2roups. 

‘In the total group of subjects, there was a significant difference (p«.05) in percent of blood bank Vna, between the midrange and kigh-MAO groups. Among the 
schizophrenic patients, the high-MAO group was significantly different (p<.05) from both the low-activity and midrange groups. 


TABLE 2. Effect of Plasma on Deamination of Tryptamine by Bovine Striatal MAO 








Percent of Striatal Activity: 





K, Vna 
Number of ЕЕЕ LL 
Origin of Plasma (450 pl) Determinations Меп SE Mean SE K m! V мах 
All subjects (1Ч== 122) 51 30 2 68 1 1.32 
Low MAO 14 31 7 69 2 1.32 
Midrange MAO 23 93 6 68 2 1.37 
High MAO 14 37 3 69 3 1.26 
Normal controls (N —48) 21 39 3 66 2 1.34 
Low MAO 5 85 9 68 2 1.25 
Midrange MAO 11 93 5 69 3 1.34 
High MAO 5 84 6 64 7 1.31 
Schizophreric patients (N=74) 30 92 3 70 2 1.28 
Low MAO 9 94 6 70 3 1.34 
Midrange MAO 12 93 5 67 3 1.39 
High МАО 9 89 2 72 2 1.22 





«Normal K,, vas 3152 pM; normal Уш, was 10159 nmol/mg protein per hour. All percents were significantly lower than normal (p<.C5) except for the Km 
values for the low or midrange MAO levels in each group. 


TABLE 3. Efiect of Plasma on Deamination of 5-HT by Bovine Striatal MAO 





Percent of Striatal Activity? 











Km У ах? 
Number of 
Origin of Plasma (450 wl) Determinations Mean SE Mean SE Kal V mar 
All subjects (N = 122) 38 102 4 80 2 1.26 
Low MAO [81 108 9 80 3 1.35 
Міагапре МАО 16 93 5 82 3 1.13 
High MAO - Hb 107 9 83 5 1.29 
Normal controls (N=48) 19 97 5 75 3 1.29 
Low MAO 6 103 11 80 4 1.25 
Midrange MAO 9 93 7 74 4 1.25 
High MAO 4 10) 16 73 6 1.36 
Scaizophrenic patients (N=74) 19 107 5 83 2 1.29 
Low MAO 5 119 12 81 4 1.47 
“Midrange MAO 7 93 6 82 2 1.13 
High MAO 7 112 10 89 5 1.25 





. 
aStriatal K,, valie was 46121 рМ; У„, was 7255 nmol/mg protein per hour. 
^AI Vina. percents were significantly lower than normal (p<.05) except for the schizophrenic patients with high MAO levels. The V,,,, percent for the tota 
contro! group was significantly lower than (р<.05) that for the schizophrenic group. IN 
е . 
è 
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MAO. Wè studied the effect of plasma on serotonin (5- 
HT) deamination by bovine striatal MAO to determine 
plasma effects on type A MAO. We found a noncom- 
petitive inhibition (K,./Vimax> 1) with a 20% decrease in 
Vmax and no change in K,, (table 3). No relationship 
was found between platelet MAO activity groups and 
plasma inhibitor activity. Comparison of schizophren- 
ic and control groups revealed a statistically significant 
difference in Vmax aad a parallel but not significant 
difference in Km. 

These differences cannot be accounted for by the 
presence of neurolertics in plasma because the addi- 
tion of fluphenazine (25 or 75 ng/ml) in vitro did not 
alter MAO activity, which is consistent with reports 
by others (13). A long-term or indirect in vivo effect of 
neuroleptics in patients could account for the differ- 
ence between patien:s and controls that we found for 
the plasma effect on brain MAO using serotonin sub- 
strate. 

Our results suggest the presence of one or more 
modulators in the plasma that inhibit type B (platelet) 
MAO uncompetitively and type A (striatal) МАО 
noncompetitively. The uncompetitive inhibition of 
type B platelet MAO by plasma may account for the 
difference in Km and У,„ ас between chronic schizo- 
phrenic patients and normal controls (2, 29—31). We 
could not demonstrate a significant difference in inhib- 
itor between normal controls and schizophrenic pa- 
tients. The lower K,, and V,,, values in chronic 
schizophrenia reported by others may be an artifact of 
sampling. 

Another consideration is that inhibitors circulating 
in the plasma may not cross the blood-brain barrier or 
enter CNS cells. Eowever, we have demonstrated 
inhibition of MAO »y a protein with low molecular 
weight separated frcm rat brain. Berrettini and Vogel 
(17) demonstrated that plasma inhibitors entered intact 
platelets when the platelets were exposed to plasma in 
vitro. We have not yet attempted to demonstrate 
cellular uptake of these substances. We have evidence 
(28) that both type A and type B inhibitors are nonal- 
bumin proteins of less than 30,000 molecular weight, 
probably between 2,000 and 4,000 molecular weight 
based on fractionation in Sephadex G-100 column and 
dialysis of the protein peaks. 
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It is a commonly held view among -clinicians that 
intravenously administered haloperidol has a greater 
antipsychotic effect than oral haloperidol. To test 
this hypothesis, the authors carried out a double- 
blind study on patients with acute schizophrenia and 
patients with schizophreniform or schizoaffective 
(with manic features) psychoses. Using biologically 
equivalent doses, they found that intravenously 
administered haloperidol was slightly more effective 
during the first 3 hours; thereafter the route of 
administration did not make a difference in 
effectiveness. (Am J Psychiatry 139:1571—1575, 

ro) 





his study was conducted to test the assumption 

made by many clinicians that intravenously ad- 
ministered haloperidol is a more effective antipsychot- 
ic agent than oral haloperidol (1, 2). We found that this 
assumption was based on clinical intuition and that it 
was supported in the literature by case studies but not 
by controlled studies (2). Because the hypothesis that 
intravenous haloperidol is superior was not consistent 
with our own experience, we decided to test it in a 
double-blind study. 

The clinical relevance of this issue lies in the fact 
that, in accordance with this hypothesis, many clinics 
routinely give parenteral haloperidol to patients with 
acute schizophrenia for the first several days after 
admission, even though parenteral administration of 
any medication brings with it certain risks and psy- 
chotic patients are frequently more willing to accept 
eral than parenteral medication. If it could be demon- 
strated that orally administered haloperidol is not 
basically less effective than intravenously or intramus- 
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cularly administered haloperidol, the oral route could 
be used almost exclusively. 

This issue also has an interesting theoretical aspect. 
If there really are differences in the therapeutic effica- 
су of oral and intravenous haloperidol that are directly 
related to the route of administration, the most likely 
explanation, assuming that equivalent Coses are given, 
is that there are pharmacokinetic differences between 
the two routes. After intravenous administration there 
is a more rapid increase in the blood level of haloper- 


- idol and thus more rapid saturation о> the dopaminer- 


gic receptors than after oral administration (3). The 
differences іп pharmacokinetics migh: result in imme- 
diate differences in treatment effects Dr in differences 
seen over days or even months. 

The conclusions drawn from such a study on halo- 
peridol can in principle be applied to other neurolep- 
tics; however, different equivalent doses would have 
to be used with other drugs. Haloperidol is an especial- 
ly good model for the elucidation of -hese issues of 
clinical and theoretical relevance because, in contrast 
to most other neuroleptics, it has nc therapeutically 
active metabolites (3—5). 


METHOD 


This hypothesis can be tested adequately onl if equivalent doses 
of haloperidol are used in the two routes of administration. The 
availability of orally administered haloperidol is about 4096 less than 
that of the same dose of intravenous haloperidol because of enteral 
resorption losses and first pass effects (4, 5) (metabolic processes in 
the intestinal wall and in the liver that begin before the medication 
bas reached the systemic circulatory system, i e., before it can be 
therapeutically effective [6]). Therefore, a sui ably .ncreased oral 
dose must be given in order to guarantee the same initial conditions. 
Since our starting point in this study was the dose commonly used to 
treat acute psychotic patients, i.e., one ampoulecf haloperidol three 
times a day or 15 mg/day, a roughly equivalent dose for oral 
treatment would be 24 mg/day or 240 drops. 

The subjects were 30 consecutively admitted irpatients who were 
diagnosed according to DSM-IH as having acute schizophrenic 
psychoses (N19), schizophreniform psychoses (N=4), atypical 
psychoses (N=2), or schizoaffective psychoses with manic features 
(N=5). Some had been hospitalized previously for the same condi- 
tion. None of the patients had been treated for their present acute 
symptoms. Because of the extent of their symptoms, use of a 
neuroleptic agent was indicated. Patients with clearly chronic psy- 
chopathology without definite exacerbation of p-cductive symptoms 
were excluded from the study. ў 

At the time of admission and after the planned ргосесиге had been 
fully explained and informed consent obtainec, the patients were 
randomly assigned to one of two groups. The 12 patients in the first М 
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group (4 meh and 11 women, after | woman was excluded because 
she developed'a catatonic stupor; mean age, 32 years) received 7.5 
mg i.v. of haloperidol at 10:00 a.m. and again at 10:30 a.m. at the 
start of treatment (day 0) and 5 mg i.v. t.i.d. on days 1 through 4. 


' The 14 patients in the second group (6 men and 8 womén; mean age, 


28 years) received 12 mg orally of haloperidol in liquid form at 10:00 
a.m. and again at 10:30 a.m. on day 0 and 8 mg t.i.d. on days 1 
through 4. In order to maintain the double-blind conditions regard- 
ing method of administration, each patient also received tap water 
orally or physiological salt solution intravenously in a volume 
similar to the haloperidol dose. From day 5 through day 9 all patients 
received 8 mg t.i.d. of oral haloperidol. To the extent justifiable 
clinically, baseline data were collected on one or more days before 
the start of treatment. Any extrapyramidal side effects were treated 
with 1 tablespoon of biperiden twice a day. If given at all, biperiden 
was continued through day 9 of haloperidol treatment. 

The primary care physicians (H.-J.M., W.K., C.L.) evaluated 
psychopathology with the Inpatient Multidimensional Psychiatric 
Scale (IMPS) (7) at the following times: at 3:00 p.m. on the day of 
admission and on the day before the initiation of treatment, on the 
first day of treatment (day 0) 2 hours and 1 hour before medication 
and 1, 3, 5, and 7 hours after medication, on days | through 9 of 
treatment at 3:00 p.m., and thereafter once a week. The physician 
recorded extrapyramidal side effects on the Simpson and Angus 
rating scale for such motor reactions (8) and on the Dosage Record 
and Treatment Emergent Symptom Scale (DOTES) (9), which he or 
she filled out daily at 3:00 p.m. on days 0 through 9. ; 

As a basis for explaining any differences in clinical efficacy, the 
serum levels of haloperidol and prolactin were determined. The 
haloperidol serum level provides information on the concentration 
of this neuroleptic at the locus of action; the prolactin serum level 
serves as an indicator of blockage of the dopaminergic synapses 
(10). Blood samples for radioimmunological determination of these 
serum levels were taken 1; on day 0 shortly before administration of 
haloperidol and 5 hours later, and’2) on days 1, 2, 3, 4, 6, and 9 at 
8:00 a.m. shortly before the morning administration of haloperidol. 
The reason for taking a sample 5 hours after medication on day 0 
was that about 5 hours after a single oral dose of haloperidol, the 
haloperidol serum level reaches its maximum value (3). 

In evaluating the IMPS results, a total score was calculated based 
on the following seven factors: excitement, hostile belligerence, 
paranoid projection, grandiose expansiveness, perceptual distor- 
tion, motor disturbances, and conceptual disorganization. This 
score gives the percentage of the maximum score obtainable on the 
seven IMPS factors that best reflect the symptoms of schizophrenic 
psychosis and schizoaffective psychosis with manic features (11, 
12). Side effects were evzluated on the basis of total score on the 
Simpson and Angus scale and the total score on the subscale on 
neurological side effects cf DOTES. 

The means and standard deviations on the individual variables 
were determined for each group of patients. The Mann-Whitney U 
test was used to check for statistical significance of group differ- 
ences. 


RESULTS 


We found no significant difference of the initial level 
of psychopathology between the two groups before 
medication (figure 1). The means of the seven-factor 
IMPS score—about 20% of the maximum score before 
medication—indicate that both groups suffered from 
marked psychotic symptoms. The considerable stan- 


. dard deviations demonstrate great interindividual dif- 


ferences. On the first day of treatment the group of 
patients receiving intravenous treatment improved 
more during the first 3 hours after medication than did 
the group receiving oral medication (Mann-Whitney 
U-.013, p<.05). 


`J Evaluation of short-term treatment effects indicates 
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FIGURE 1. Scores? on the Inpatient Multidimensional Psychiatric 
Scale (IMPS) for 29 Psychotic Patients on the First Day of Oral or 
Intravenous Haloperidol Treatment 
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*Expressed as the percentage of the maximum scoré obtainable on the seven 
IMPS factors that best reflect the symptoms of schizophrenic psychosis or 
schizoaffective psychosis with manic features. 


*Patients receiving intravenous haloperidol improved more during tha first 3 
hours than did those taking oral haloperidol (Mann-Whitney U=.013, p«.03). 


that intravenous administration had an advantage ini- 
tially, whereas changes in psychopathology over a 
longer period, i.e., the first 10 days of treatment, were 
about the same in both groups of patients (figure 2). 
There were several IMPS scores for the first day of 
treatment (day 0) and only one for each of the other 
days. To enable comparison of different days, a single 
value was determined for day 0 by calculating the 
mean of the last two ratings on that day, i.e., 5 and 7 
hours after medication. On the first day of treatment 
both groups showed a reduction in symptom severity 
from baseline of about 5096 as measured by the IMPS; 
on the next day, day 1, this improvement was less 
marked, probably because of a different schedule for 
administration of medication. From day 1 to day 9 the 
mean IMPS scores in both groups showed a steady 
decrease. . 

Although there were no significant differences in the 
haloperidol serum levels of the two groups of patients, 
the haloperidol serum level was much higher in the 
intravenous group than in the oral group on the first 
day after treatment began (day 1, figure 3). We did 
have the impression, however, that the intravenous 
group reached steady-state conditions more rapidly 
than did the oral group. If one assumes a linear 
relationship between haloperidol serum level and anti- 
psychotic effect, with the exception of the first 5 hours 
after the initial dose of haloperidol, differences in 
treatment effectiveness would be expected only on the 
first day after the start of treatment (day 1), if at all; 
however, as our results have shown, this was not the 
case. 

The mean prolactin serum levels showed a peak in 
both groups 5 hours after the initial dose of haloptr- 
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FIGURE 2. Scores? on the Inpatient Multidimensional Psychiatric 
Scale (IMPS) for 29 Psychotic Patients During the First 10 Days of 
Oral or Intravenous Haloperidol Treatment 
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*Expressed as the percentage of the maximum score obtainable on the seven 


fMPS factors that best reflect the symptoms of schizophrenic psychosis or 
schizoaffective psychosis with manic features. 


FIGURE 3. Haloperidol Serum Levels for 29 Psychotic Patients 
During the First 10 Days of Oral or Intravenous Haloperidol Treatment 


] 








MEAN (+SD) HALOPERIDOL SERUM LEVEL (ng/ml) 


5 
© Oral (N=14) 
@ Intravencus (N=15) 
0 
-3 


DAY ОР TREATMENT 


idol, as did the haloperidol serum levels. The prolactin 


levels dropped markedly about 22 hours later (day 1) 


(figure 4). From day 1 through day 9 the prolectin 
levels in both groups increased sharply; thereafter 
«they increased gradually. There were no appreciable 

differences between the groups. 
In both groups the extrapyramidal side effects were 
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FIGURE 4. Prolactin Serum Levels of 29 Psychotic Patients During 
the First 10 Days of Oral or Intravenous Haloperidol татем 
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relatively mild, probably because of the use of anticho- 
linergic agents at the first indication of mzrked extra- 
pyramidal symptoms. Almost all of the patients devel- 
oped extrapyramidal symptoms at some -ime during 
the first 10 days of treatment that were severe enough 
to warrant treatment; by day 9 of treatment, 7996 
(= 11) of the patients taking oral halcperidol and $0% 
(ЇЧ = 14) of the patients receiving intravenous haloper- 


idol were also given biperiden. In the group of patients. 


receiving intravenous haloperidol, such side effects 


‘occurred as early as the first day of treacment for 2 
. patients. Aside from this difference, which cannot be 


considered statistically significant because of the small 
number of patients, there were no appreciable differ- 
ences between the groups in the extent of extrapyrami- 
dal side effects. 

In addition to evaluating the medium-term clinical 
effects of treatment with haloperidol, we also assessed 
long-term clinical effects and side effects after pro- 
longed treatment, i.e., throughout the entire coürse of 
treatment. A comparison of the results of weekly 
clinical assessment with: the IMPS revealzd no rele- 
vant differences between the two groups of patients. In 
the statistical evaluation of the differences between the 
two groups, the only statistically significant difference 
was in psychopathology 3 hours after tne initial dose of 
haloperidol (Mann-Whitney U=.913, p<.05). There 
was no clear evidence for the assumption that the 
raters were able to decide, by observirg drowsiness or 
other side effects, which subjects had had intravenoug 
haloperidol during the first day. 


M 
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The relationships between the serum levels of halo- 
peridol and prolactin and the antipsychotic effects and 
eXtrapyramidal effects have already been reported 
(13); we will summarize the findings. Because of the 
small number of points of measurement, intraindi- 
vidual correlation analyses were not meaningful. 
Therefore, product-moment correlation coefficients (r) 
and rank correlation coefficients (rj) were calculated 
for the whole group of patients and for all days 
combined, and a ratker close relationship was found 
only between haloperidol and prolactin (r=.41; 
r,—.37). In these analyses, significance tests were not 
made because of the repeated measurements for each 
patient. When significance tests for the correlations on 
particular days were done, only the correlation coeffi- 
cients of haloperidol and prolactin proved to'be of 
statistical significance, for example, on day 9 r,=.55 
(p<.05). There were no significant differences be- 
tween the oral group and the intravenous group, 
respectively, concerning the correlation of haloperidol 
levels and IMPS scores (r=—.20 and —.16), prolactin 
levels and IMPS scores (r=—.18 and —.25), haloper- 
idol levels and prolactin levels (r=.44 and .40), halo- 
peridol levels and ex:rapyramidal symptoms (r=—.05 
and —.06), and prolactin levels and extrapyramidal 
symptoms (r=—.01 and —.09). 


DISCUSSION 


When biologically equivalent doses of haloperidol 
were used, we found no relevant clinical differences 
between patients receiving oral medication and those 
receiving intravenous doses, except for the first few 
hours after the initial dose when intravenous treatment 
was superior. This initial superiority of intravenous 
treatment can be expiained easily in terms of the rapid 
increase in the amount of haloperidol in the blood and 
thus the likelihood that the agent reaches its locus of 
action more quickly. In contrast, orally administered 
haloperidol requires about 5: hours before the maxi- 
mum concentration in the blood is reached because it 
must pass through the gastrointestinal tract (3). The 
therapeutic superiority of intravenous haloperidol 
seen initially could not be demonstrated later, either 
during the first 10 treatment days or at any time during 
the rest of hospitalization; also, there was no differ- 
ence concerning the correlation of haloperidol serum 
level, prolactin serum level, antipsychotic effects, and 
extrapyramidal side effects. Thus, there is no basis for 
the view that the sudden increase in the amount of the 
medication at the locus of action can have a greater 
effect on the pathogenic mechanisms underlying the 
psychotic behavior in the form of decoupling than is 
possible with oral administration. 

The conclusion can be drawn that routine intrave- 
nous treatment of patients with acute psychoses is 

 "feappropriate and, furthermore, that pacana of the 
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possible complications associated with intravenous 
administration of medication, particularly when the 
patient is opposed to parenteral treatment, it should 
not be used. The only possible indication for use of 
this route would be to initiate treatment of an acute 
psychotic patient with one or two injections of halo- 
peridol to take advantage of the short-term superiority 
of intravenous administration; thereafter, medication 
should be given orally. 

These considerations must be seen in relation to the 
dose of haloperidol used in this study. If doses smaller 
than 15 mg i.v. and 24 mg orally were used, although 
the doses are biologically equivalent, greater differ- 
ences in clinical effectiveness between the two routes 
of administration might result. Our results may have 
been influenced by a ‘‘ceiling effect” if the doses used 
were already above those needed for maximum treat- 
ment effectiveness. The results of studies by Reschke 
(14) and Ericksen and associates (15) could support 
such an argument. On the other hand, some studies 
have indicated that much higher doses can proelucee 
better therapeutic effects (16 and unpublished 1978 
findings of L. Evans); therefore, no ‘‘ceiling effect" 
would be expected. 
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New Design for Journal 


Readers of the American Journa! of Psychiatry are alerted to the fact that the Journal vill 
have a new cover and internal design starting with the January issue. It will still be the 
“green journal’ —in fact, the entire cover will be green. Internal changes include new 
contents pages designed to assist the reader, a new typeface, and greater uniformity in type 


sizes throughout. 


The current design of the Journal went into effect in January 1973, at which time the page 
size was also enlarged. 
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Difficulties in the Integration of Psychological and 


Medical Practices 


BY HERBERT N. BROWN, M.D., AND NORMAN E. ZINBERG, M.D. 





The authors, who support in principle the important 
goal of integrated psychological and physical care, 
discuss five sources of difficulty in the practical 
application of such integration: 1) differences in 
values and, consequently, in systems of practice, 2) 
training influences, 3) differences in dealing with 
emotions, 4) conflicting patient expectations, and 5) 
limitations on the degree of intimacy tolerable in 
professional relationships. They suggest that 
practitioners and educators take these difficulties 
into account without abandoning a holistic > 
perspective. (Am J Psychiatry 139:1576—1580, 1982) 





t is virtually accepted that a holistic approach to the 

care of patients is optimal. That is, mind and body 
should be considered and treated together in an inte- 
grated fashion. False dichotomies that artificially and 
detrimentally separate how people think, feel, and 
physically exist should be discarded. Medical and 
surgical physicians must be more than technologists 
and learn to appreciate and understand their patients 
better psychologically.. Psychiatrists must be more 
than psychotherapists and learn to appreciate and 
understand their patients better biologically. People, 
patients or not, do not come in compartmentalized 
form. They come whole. 

Much of the recent emphasis on this integrated or 
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holistic position stems from the increased interest ing. 
and clinical nature of, primary medical care (1—6), as 
well as from our burgeoning knowledge about the 
psychophysiology of stress and disease. However, the 
concern is certainly not new and is equally germane to 
medical and psychiatric practices (7-10). 

Despite the generally agreed-on goal of holistic care, 
difficulties in the actual integration of physical and 
psychological perspectives stubbornly persist in ev- 
eryday clinical life and practice. For example, psycho- 
logical practitioners, even those psychiatrists with 
good medical training, tend to pursue the possible 
psychological origins of a complaint long before sug- 
gesting—let alone performing—a medical evaluation. 
This occurs despite the accumulation of evidence that 
psychiatric patients are more likely than the general 
population to be in poor physical health and that the 
medical needs of psychiatric patients are known to be 
poorly served in general (11—13). On the other hand, 
nonpsychiatric medical practitioners (and some bio- 
logically oriented psychiatrists), even those sincerely 
committed to understanding their patients as fully as 
possible, tend repeatedly to put off in-depth consider- 
ation of such subjective matters as feelings, motiva- 
tions, or psychosocial concerns. 

We believe that the sources of these persistent 
difficulties have been surprisingly underestimated and 
deserve greater consideration, without abandoning the 
principle of integrated care. By describing some of the 
difficulties, we hope to make more explicit—and there- 
by more understandable and manageable—the dimen- 
sions of the integrative task we have proposed for 
ourselves, for our colleagues, and for our students. 
The following observations arise from our participa- 
tion in the psychiatric component of a primary care 
training program, as well as from the teaching and . 
practice of general hospital liaison psychiatry and 
psychodynamically oriented psychotherapies. . 


me 
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SOURCES OF DIFFICULTY IN INTEGRATION 


We emphasize five. sources of difficulty in integrat- 
ing psychological and medical practices: 1) differences 
in values and, consequently, in systems of practice, 2) 
training ififluences, 3) differences in dealing with emo- 
tions, 4) conflicting patient expectations, and 5) limita- 
tions on the degree of intimacy tolerable in profession 
al relationships. i 


Value Differences 


The term ''values"' as used here refers not only to 
deeply held beliefs but also to the way in which these 
beliefs are expressed in daily professional functioning. 
By affecting what practitioners perceive as leading 
problems, values influence the selection of approaches 
to clinical situations. The differences we describe stop 
short of basic values shared by all clinicians, such as 
professional commitment, respect for human dignity, 
and the desire to understand human problems. Even 
where we hold that there are significant value differ- 
ences, the differences are only in degree. 

Physicians tend to emphasize a goal-oriented (as 
against a process-oriented) approach to clinical prob- 
lems. Particularly in the care of hospitalized patients, 
the goal is to pinpoint pathology through diagnosis. 
Treatment is targeted for ‘‘diseases’’—abnormalities 
in the structure and function of body organs and 
systems (14). When this goal-oriented apprcach goes 
well, enormous benefits can accrue to the patient: 
diseased organs can be replaced, pathogens can be 
eradicated, biochemical systems can be returned to 
viable homeostasis. Most phvsicians find it less im- 
portant to focus on the process of becoming or feeling 
ill. 

In the care of ambulatory medical patients physi- 
cians face many more clinical problems either that are 
explicitly psychological (15) or that can be described 
as 'illness" (14). Nevertheless, the physician has 
difficulty relinquishing his or her emphasis on goal 
orientation because he or she knows that wha: appears 
to be ‘‘depression’’ may be the result, for example, of 
anemia, heart failure, or certain medications. Doctors 
therefore tend to think in terms of exclusion—that is, 
the ‘ruling out"! of potential explanations of pathology 
from a preconceived list. | 

Adding psychological considerations to a diiferential 
diagnostic list misses the point. The crucial feature is 
the predominantly valued approach. No matter how 
obviously the headache or shortness of breath may 
appear to be related to anxiety, the medical practition- 
er values the capacity to rule out (avoid missing) a 
brain tumor or lung disorder before turning to consid- 
érations that might show a relationship between a 
symptom and an emotional state. Further, if a more 
comprehensive clinical picture is drawn by a process 
of elimination, both patient and practitioner see it as 
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thinking about what circumstances and f€elings pre- 
sent themselves as symptoms. < 

The process orientation of the psychologicat practi- 
tioner relies more on "ruling in" all aspects of a 
person's emotional functioning. This ruling in is neces- 
sary to ensure a cohesive understanding of the, pa- 
tient's life experiences, internal psychological con- 
flicts, and character structure. The practitioner and 
patient may need to meet over a long period of time in 
order to do this. To the busy medical practitioner, 
psychotherapeutic approaches that value inclusive 
thinking (16) and attempt to make psvchological pro- 
cesses more explicit (and, usually, more conscious) 
tend to be seen as unaffordable and even risky luxu- 
ries. | 

Medical practitioners also tend -o value action, 
generally along a continuum spanring the surgical 
specialties and specialties involved with medical (es- 
pecially chronic) illness. The focus on diagnosis re- 
flects this attitude in that diagnosis either implies 
action (having accomplished sometking) or ‘suggests 
future action (making plans to do something). Psycho- 
logical practitioners tend to be more tolerant of rela- 
tive inaction and uncertain or delayed accomplish- 
ment, which is reflected in a general focus on subjec- 
tive experience and motives rather then on disease and 
diagnosis. 

Another difference in values pertains to the degree 
and nature of responsibility perceived to be appropri- 
ate and helpful. In the case of physical illness, the 
physician acts in a more executive capacity and the 
patient is relatively more dependent on him or her to. 
identify the trouble and recommend treatment. With 
most psychological distress, by contrast, the patient 
knows more about his or her unique inner emotional 
life than the psychiatrist does and the patient's own 
awareness is more important than the psychiatrist's 
understanding. This conclusion that the locus of re- 
sponsibility tends to lie nearer the pztient in psycho- 
logical work does not mean that medical physicians 
view their patients as passive or ignorant recipients of 
care, nor does it overlook the fact tha: in every 
practitioner-patient relationship :here exists mutual 
responsibility (17, 18). 

Usuallv the medical practitioner's assumption of 
authority is experienced by both patient and doctor as 
necessary and benign. But when doctors encounter 
discouragement, anger, or neediness in their patients 
and continue to take the major responsibility for 
solving these problems, the results are predietably 
unsatisfactory. The approach that served so well with 
problems such as arrhythmia or hemorrhage usually 
fails in this changed context. Such an outcome, which 
is not the result of lack of concern, mav lead the 
physician both to question his or her own abilities апа 
to conclude that patients of this type should be either 
medicated or avoided. Psychiatrists, on the other 
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bility—to sfudy closely the process through which 


hand, г have the liberty—indeed, the responsi- 
decisions afe made and individual feelings arise. Un- 


* derstanding the way in which personal meanings and 


perceptions operate in a process that results in unhap- 
piness or emotional pain is, for them, of far greater 
importance than attempting to solve the presenting 
problem. 

Occasionally, a kind of empirical division of empha- 
sis may help bridge the psychological-medical gap. For 
example, the medical practitioner may say, ‘І want to 
see you again in four weeks to check your heart 
function, but I think we should meet next week to 
explore further the depression you've told me about." 
Yet, medical and psvchological methods and ways of 
thinking tend to obscure or eclipse each other (19). 
Moreover, such shifts in approach may not only 
exceed the physician's awareness, capacities, or inter- 
ests, but may even appear to run counter to his or her 
desire to be usetul. 


Training Influences 


Zinberg (20) referred to an unpublished study of 28 
psychiatric residents in which all reported that during 
adolescence and in college they had an intense interest 
in psychology. Although many had doubts about going 
to medical school because of the heavy scientific 
emphasis, their interest in psychiatry led them there. 
Paradoxically, after entering medical school. each one 
lost interest in psychiatry; and it did not return until 
the final year of training. 

One rough formulazion of this pattern is that psycho- 
logical practice attracts people early in life, but for 
both intellectual and emotional reasons that attraction 
lessens in medical school. The curricula of most 
medical schools, no matter how psychologically en- 
lightened and no matter how much ambulatory care is 
increasingly stressed, tend to demand a shift of inter- 


- est away from the mind to the body. Student physi- 


cians are frequently reminded that someone's life will 
soon depend on them. This preoccupation intimidates 
most students, especially those without a strong pre- 
existing interest in psychology, leading them to con- 
clude that a concern for psychosocial well-being (ex- 
cept in the case of potentially deadly mental illness 
such as major depression or psychosis) is relatively 
superficial. 


Affect Management 


Fundamental differences exist between medical and 
psychelogical practices in the attitudes and behavior 
relating to emotions. 

First, physicians generally experience the affective 
responses associated with the stress of illness as 
peripheral to their main task. This is not because they 
are uncaring or unfeeling. Rather, for the sake of their 
work—which may require significant and even danger- 


` Gus intrusions into the patient's body with instruments 
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or medications—they are often obliged to isolate af- 
fect. By focusing intellectually on somatic reality, 
strong feelings can be experienced in formal, separate, 
and affectively neutral terms, thus releasing physicians 
to do what must be done. Instead of isolating affect, 
psychiatrists—who are generally free from the respon- 
sibility of caring for the patient’s body (except, for 
example, when administering ECT or prescribing psy- 
choactive drugs)—strive to keep emotional responses 
vivid within both themselves and the patient as a 
primary tool in their work. Havens (21) stated, ‘‘Psy- 
chiatric practice, perhaps more than any other special- 
ty. rests on the empathic resources of the doctor. .. . 
Psychiatric treatment consists, to a significant extent, 
of heightened receptivity.” What could be distracting, 
even immobilizing, for the nonpsychiatric physician is. 
indispensable and energizing for the psychotherapist. 
The presence or absence of affect, its character, and 
its subtle variations observed not only abcut the 
patient but also within the therapist during their inter- 
actions are critical landmarks, analogous to thesdis; 
tinctive sound of a faint diastolic murmur or the 
suggestive feel of a barely palpable abdominal mass. 

Second, all clinicians must modulate concerns about 
their own aggressive feelings. Physicians spend con- 
siderable energy in deciding how active or passive to 
be in evaluating a patient's physical complaint. AI- 
though the tension between primum non nocere and 
“пої missing something’’ тау be considerable, physi- 
cians accept this enormous responsibility. To expect 
nonpsychiatric physicians to extend the range of their 
practice to the point of gauging the degree of assertive- 
ness with which to approach sensitive emotional mat- 
ters is asking a great deal. The reverse, of course, is 
true of psychiatrists. Very few experienced psychia- 
trists have retained both the cognitive familiarity need- 
ed to treat even common infections and the affective 
base from which to actively apply such somatic thera- 
pies. 

Third, nonpsychiatric physicians generally deduce 
from clinical experience that the emotional responses 
so often associated with illness are temporary. Many 
patients feel better emotionally after they have im- 
proved physically. Psychiatrists, on the contrary, 
work to develop an alliance with the patient that 
permits and even encourages the pursuit and review of 
strong, sometimes exaggerated, emotional responses 
as a central feature or sample of the patient's difficul- 
ties. 


Conflicting Patient Expectations 


Although some patients literally cry out to talk with 
their physicians, others stringently keep somatic and 
psychological matters separate. As in hypochondriasis 
(22), this attitude is expressed in the patient's decision 
to go to a medical practitioner in the first place. By . 
contrast, most psychiatric clinical experience is with 
patients who have already made the fundamental 
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choice to define their problems at least partly in 
psychological terms. (When psychiatrists offer sugges- 
. tions to other physicians about the psychological man- 
agement of patients, this difference is frequently un- 
derestimated.) Balint's observations about how pa- 
tients "organize" their illnessses and how physicians 
may respond constructively to their ‘‘offers’’ (9) show 
that a patient’s hesitation to reveal emotional concerns 
can be avercome. Nevertheless, psychological resis- 
tances on the part of the patient, based on the self- 
defined source of the trouble, present one more obsta- 
cle to the physician who would like to integrate 
psychological interventions into overall patient care. 


Social resistances can contribute further difficulty. - 


It is relatively easy and expected for a psychiatrist to 
ask a patient ‘about intimate sexual details, family 
relationships, or even money. Generally, it is accept- 
able for the physician to ask certain routine questions 
in almost any area, but if he or she probes further, 
many patients begin to wonder what is going on and 
way not return. The patient who seeks out a physician 
usually wants to have his or her complaint taken at 
face value; this psychological and social set tends to 
reinforce physicians’ views of their job. 


Intimacy 


Even if doctor and patient begin to negotiate the 
complicated process of integrated care, the result itself 
may produce yet another source of difficulty: an 
intense sense of intimacy. Most psychiatrists feel 
uncomfortable examining their psychotherapy patients 
physically and refer them to medical colleagues. This 
convention stems from a desire to avoid the problems 
that might arise from combining discussions about 
very strong feelings with actual physical interaction 
between patient and therapist. Although such situa- 
tions certainly could be and.sometimes are managed 
(easily in theory, rarely in practice) by well-trained 
therapists and mature patients, the potential emotional 
tensions are major enough to be generally avoided. A 
similar dilemma confronts the physician who has ex- 
amined a patient physically and who concurrently or 
subsequently becomes aware of some intimate emo- 
tional topic. He or she feels a wariness about touching 


` the emotional problem, much like the psychiatrist's 


A 


wariness about touching the patient's body. 

Truly integrated mental and physical sharing is 
generally confined to mutual love relationships, as 
describec by Erikson in his discussion of intimacy 
versus isolation (23). Consequently, the awareness of 
problems or emotional discomfort that could result 
from extreme intimacy—exceeding that already inher- 
ent in either intense psychological or medizal work 
alone—may deter the integration of psychological and 
physical care. Objective empathy is the psychiatrist's 

e stock in trade (24, 25). If physicians generally and 
primary care physicians especially plan, as most do, to 
care for an individual or a family for years, thev too 
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need both the distance and the closeness gróvided by 
objective empathy in order to be sbi useful. 
Intimacy which is felt to be too great сап in HERE with 


. that level of relationship. 


CONCLUSIONS 


Brodsky’s reference to the ‘‘systenic incompatibil- 
ity" of medical and psychological practices (26) is 
consistent with our observations. Th s does not mean, 


: however, that a competent physician (or psychiatrist) 


should not or cannot accomplish a great deal in his or 
her psychological (or medical) interactions with pa- 
tients. As Engel (27) and others (28, 29) have pointed 
out, a broadened "conceptual framework'' (the bio- 
psychosocial model) is useful in approaching clinical 
problems, but the view that with good will and applica- 
tion physicians (or psychiatrists) cculd also become 
psychiatrists (or physicians) without encountering sig- 
‘nificant difficulties is less tenable. I: can either frus- 
trate or discourage practitioners by creat.ng demands 
greater than most can fulfill. or, if successful." could 
interfere with psychological or medizal effectiveness. 
We think there are underestimated difficulties with 
statements like that of Wolf and Wclff (30): “As one 
does not need to be a biochemist to treat a patient with 
insulin or curare, and as one does пої need to be a 
bacteriologist to prescribe diphtheria toxoid or Aureo- 
mycin, so one does not need to be a psychiatrist to 
give definitive psychotherapy." 
Nevertheless, physicians can be given psvchological 
training that is effective, relevant. and compatible with 


their otker functions, particularly in ambulatory pri-. 


mary care. The best approach, following tae work of 
Bibring and others (31, 32), is that offered by "medical 
psychology," in which physicians leérn how to recog- 
nize a veriety of personality configurations. This level 
of delineation does not require the precise, inclusive 
psychosocial evaluation expected ‘of a »sychiatrist. 
Medical psychology also provides ways o? vesponding 
to patients who fit each personality structure. For 
example, recognizing that some peorle actually expe- 
rience reassurance as painful because it implies that 
their remaining complaints will not b2 taken seriously 
helps in ‘understanding why some ‘‘help-rejecting, 
complaining" patients do not respond we'l to direct 
reassurances that the treatment is going well. Without 
such a conceptual structure, the physician easily be- 
comes distracted or bothered by such a patient's 
apparent irrationality in complaining about what-seem 
to be relatively minor matters while i ignoring the more 
pertinent improvement. 

To pursue even the limited, more focused task set 
by medical psychology is a major undertaking for 
physicians in particular and for the medical education- 
al establishment in general. The principle of limited 
expectations applies also to the poten:ial further medi? 
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cal adicon of psychiatrists. Limited expectations of 
a each other on the part of both psychia- 
trists and dther physicians, combined with a respec- 
tive willingness to work side by side in collaborative 
efforts, will contribute the most to professional and 
patient satisfaction. 

We cannot here encompass the importance ques- 
tion$ of how to define further or implement such 
education. Nor can we cover the issue so prominent in 
psychological practice—and so relevant to patient care 
generally—of how the practitioner can learn to be 
sensitive to, make use of, and, when appropriate, 
inhibit his or her own emotional responses. We do 
assert, and we attempt to teach and demonstrate in our 
primary care (and psychiatry) program, that aware- 
ness of the sources of difficulty we describe is helpful, 


that the training influences we describe can-be modi- - 


fied, and that interviewing, evaluation, and referral 
techniques can be assimilated. Although not always 
available, psychiatric consultation, extended beyond 
the traditional inpatient setting to ambulatory: sites 
(33), can help bridge the gaps between medical and 
psychological practices and avoid the obviously inap- 
propriate and ill-fated approach of referring every 
patient with a psychological problem. The appropriate 
use of medical consultants by psychological practition- 
ers also seems to us a relatively neglected area. We 
can all contribute gradually to changes in patients’ 
social expectations, and medical school curricula can 
be improved. 

The goal of humanistic, integrated health care must 
certainly not be abandoned, but in practice the blend- 
ing of medical and psychological roles should be 
approached with heightened awareness of the mean- 
ingful dichotomies that have evolved in actual clinical 
practice. More is involved in the pursuit of holism than 
theory or simply opposing the common human tenden- 
cy to reduce complexity. Gill’s point (34) is well taken: 
“The practitioner who wishes to operate across a 
broad spectrum of disorder and to apply the appropri- 
ate model has to have the flexibility to shift from one 
to the other. That shifting seems to me to require a 
rather extraordinary agility; but it may be that if the 
two models become sharply defined, the task will 
become easier." 
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Comment: The Role of.Psychiatry in Medicine | 


BY HOYLE LEIGH, M.D. 





Psychiatry shares with the rest of medicine all basic 
goals, assumptions, and approaches as well as many 
techniques. Any apparent ''differences in approach” 
between psychiatry and general medicine arise from 
a confusion between the essentials and the 
specialized techniques and procedures developed in 
psychiatry. The educational task of psychiatry—to 
integrate relevant knowledge and skills from the 
behavioral sciences with the biological sciences and 
to operationalize a comprehensive approach to 
patient care—can be accomplished by the general 
psychiatrist through consultation and collaborative 
care of patients. (Am J Psychiatry 139:1581-1587, 
1982) 


hould psychiatry be integrated with medicine? Are 
there inherent contradictions in approach between 
psychiatry and medicine? Many psychiatrists have 
attempted to teach specific psychiatric skills to non- 
psychiatric physicians, with varying degrees of suc- 
cess. When difficulties were encountered, some psy- 
chiatrists raised these fundamental questions. 
In my view, these are pseudoquestions arising from 
a confusion between essentials and specialized tech- 
niques. Psychiatry is medicine, or, more precisely, 
psychiatry is'a specialty of medicine like surgery and 
neurology. Psychiatry shares with all other medical 
specialties basic goals, approaches, assumptions, and 
many techniques. Psychiatry, like any other medical 
specialty, has also developed specialized techniques 
and procedures. Some of these are difficult to teach to 
nonpsychiatrists, just as cardiac surgery is not easily 
learned by an internist without surgical training. 
I shall first discuss briefly each ''difference"" in 
approach between psychiatry and medicine as pro- 
posed by Brown and Zinberg and demonstrate that, if 
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they exist at all, they аге not fundamental differences 
in approach. There is no intrinsic contradiction be- 
tween psychiatric and medical approaches except for 
the unconscious Cartesian dualism that still lingers on 
even among psychiatrists. I shall then discuss some of 
the basic commonalities in medicine, including psychi- 
atry, and some unique aspects of psychiztry arising 
from specialized techniques that might be mistaken for 
an approach contradictory to that of the rest of medi- 
cine. Finally, I shall discuss briefly the educational 
role of psychiatry in general medical practice. My 


observations are based on my experience as a consul- 


tation-liaison psychiatrist and teacher of house staff 
and medical students in both basic behavioral science 
and clinical psychiatry in a university hospital. 


k 


“DIFFERENCES” IN APPROACHES 


1. The question of values. Brown and Zinberg claim 
that physicians tend to be ‘‘goal-oriented” and psychi- 
atrists, ‘‘process-oriented.’’ They also point out that 
the former orientation leads to a process of exclusion 
or ruling out," while the latter leads to ‘‘ruling іп’? of 
all aspects of the person's emotional functioning. 

This distinction between what a generel physician 
does and what a psychiatrist does is arb:trary and quite 
wrong, although it caricatures certain aspects. The 
fact is that the ruling in process is a prerequisite of any 
ruling out in clinical diagnostics (1, 2). As far as 
psychiatric practice is concerned, the ruling out proc- 
ess is perhaps as important as it is in internal medicine, 
Brown and Zinberg state, “No matter how obviously 
the headache or shortness of breath may azpear to be 
related to anxiety, the medical practitioner values the 
capacity to rule out (avoid missing) a brain tumor or 
lung disorder before turning to considerations that 
might show a relationship between a symp:om and an 
emotional state." Most psychiatrists will agree with 
me that no matter how obvious the existence of 
anxiety might be, brain tumor or lung disorder must be 
ruled out before concluding that the headache and 
shortness of breath are caused by anxiety, which, in 
turn, might be caused by either situatioral or intrapsy- 
chic factors. | 

DSM-III clearly indicates the value and necessity 
of accurate diagnosis, which is nothing but a series of 
the ruling in and ruling out processes. Most psychia- 
trists will rule out, on the basis of history, physical 
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and hypoglycemia in patients who complain of anxi- 
ety, and тсбі internists will rule in psychosocial stress 
in anxious patients. Schizophrenia must be ruled out 
before anxiety is treated with psychotherapy and 
benzodiazepines, and depression is ruled in if a medi- 
cal patient develops insomnia and weight loss. 

Goal orientation is common to all in the medical 


and pon] and laboratory tests, hyperthyroidism 


profession, psychiatry included—the ‘goal of helping 


the patient. Within this ultimate goal, many small goals 
are set up: diagnosis, etiologic and symptomatic treat- 
ment, rehabilitation, etc. The process orientation of 


the psychiatrist is a particular way of focusing on ап. 


aspect of a treatment modality (psychotherapy). A 
general psychiatrist usually shifts back and forth from 
process-oriented psychotherapy to diagnostic. inter- 
views and various treatment modalities, as any physi- 
cian shifts his or her sensory focusing—from the 
tactile while palpating the liver to the visual when 
examining the fundus. 

Brown and Zinberg further claim that there is a 
difference in the degree and nature of responsibility 
perceived by psychiatrists and general physicians. 
Although it is true that it is the patient's ultimate 
responsibility to achieve insight and autonomy in 
psychotherapeutic situations, the degree of responsi- 
bility assumed by the psychiatrist in certifying and 
committing an acutely suicidal patient to an inpatient 
service is hardly less than that of any internist. Recent- 
ly, there has been increasing awareness in general 
medicine concerning ће patient's role as partner rath- 


er than passive recipient of health care. Self-control : 
techniques such as relaxation training and biofeedback . 


are increasingly used in medical practice (3). The idea 
of promoting autonomy and responsibility concerning 
personal health is no longer a monopoly of the dynam- 
ic psychotherapist. Medical and psychological ways of 
thinking are becoming one. 

2. Does medical education teach students to turn 
away from psychiatry? Brown and Zinberg, citing an 
unpublished study, state that students who had an 
interest in psychology lost that interest temporarily 


during medical school. They draw the inference that: 


medical education, with its emphasis on the body, 
intimidated the students from continuing their interest 
in psychiatry. 

It makes perfect sense that those students who had a 
preexisting interest in psychiatry should become inter- 
ested in the new medical fields with which they come 
into contact for the first time in medical school, and 
their interest in psychology should wane initially. 
Chemistry majors are not necessarily more interested 
in biochemistry than pathology in medical school, 
either. 

Few students enter medical school with a definite 
specialty in mind. My experience with medical stu- 


. dents and psychiatric residents indicates that students 


who. had never thought of psychiatry as a possible 
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specialty before medical school but who became inter- 
ested in it through exposure become, as a group; better 
psychiatrists than those who had always known that 
they would become psychiatrists. A major reason for 
this is that the latter tend not to be interested and 
skilled enough in the basic sciences and general medi- 
cine to be adequate physicians (4). 

Most medical schools emphasize the psychosocial 
dimension of the patient as well as the biological 
through the behavioral science courses, interviewing, 
and psychiatric clerkships. Recent studies indicate 
that exposure to psychiatrists and psychiatric practice 
may be the most important experience in students' 
considering psychiatry as a career choice (5, 6). Medi- 
cal education is essential to becoming a psychiatrist, 
and, in fact, often the best qualified students choose 
psychiatry during medical school. 

3. Do psychiatrists handle feelings differ ently than 
other physicians? Brown and Zinberg say that ‘‘psy- 
chiatrists—who are generally free from the responsi- 
bility of caring for the patient's body (except, for 
example, when administering ECT or prescribing psy- 
choactive drugs)—strive to keep emotional responses . 
vivid within both themselves and the patient as a 
primary tool in their work.” This sentence illuminates 
a basic confusion on which their paper rests—a confu- 
sion about what a psychiatrist is and what he or she 
does. Psychiatrists generally prescribe psychoactive 
drugs and do psychotherapy at the same time, and 
psychiatrists are not generally free from the responsi- 
bility of caring for the patient's body (and life) when 
depression, anxiety, substance abuse, or psychosis is 
present (and what proportion of our patients have 
none of these syndromes?) Brown and Zinberg's 
basic confusion is that they identify the general psychi- 
atrist with the psychoanalyst who practices psycho- 
analysis exclusively and with nonmedical psychother- 
apists. Even if we consider only psychoanalytic prac- 
tice, however, it is the rare psychiatrist who allows full 
expression of his or her emotions in the presence of 
the patient. It is certainly true that psychiatrists are 
more adept at using their own emotions in recognizing 
changes in the therapeutic process, but many inter- 
nists and other primary physicians can be taught to 
recognize their own feelings concerning a patient and 
can learn to use them in patient management (7). 

The psychiatrist certainly does manage his or her 
own affect better, especially in the presence of a 
provocative patient, but a good internist often does 
almost as well. When it comes to ''isolation of affect,” 
the affective reception on the analytic couch is hardly 
more than that on the examining table from the con- 
sumer's point of view. ; 

4. Do patients expect different things from psychia- 
trists than from other physicians? When patients go to 
a psychiatrist, they are naturally more inclined to talk 
about what they perceive to be their psychiatric prob- 
lems; when they go to an internist, they are more likely 
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to complain of somatic symptoms. The challenge to 
the practitioner is to be comprehensive—to diagnose 
hyperthyroidism in a patient who complains of anxiety 
and to diagnose the depressive syndrome in a patient 
who complains of fatigue and aches, and to be aware 
that a patient's increasing complaints of a chronic 
medical condition may be a sign that environmental 
stressors are present (8). Contrary to what Brown and 
Zinberg say, it is quite acceptable for primary physi- 
cians to ask detailed questions concerning the pa- 
tient's personal life, provided a good doctor-patient 
relationship exists. Although much of what happens in 
psychotherapy depends on a good doctor-patient rela- 
tionship, the latter is not a monopoly of the psychia- 
trist. 

5. Does physical contact with patients cause inti- 
macy? It is ironic that, according to Brown and 
Zinberg, psychiatrists, who are supposed to manage 
affect very well, would feel uncomfortable in touching 
a patient, much less in actually conducting a physical 
exanfination when necessary.. Psychiatrists do touch 
their patients, when they monitor blood pressure after 
prescribing phenothiazines or tricyclic antidepressants 
and, often, when they examine their patients physical- 
ly and/or neurologically. 

If a psychiatrist refrains from unnecessary physical 
contact with a patient during intensive psychotherapy, 
it is in order to provide a controlled and neutral setting 
in which the patient's inner psychic life can be ex- 
plored, not because the psychiatrist feels uncomfort- 
able about his or her own countertransference feelings 
about intimacy. This is akin to placing a patient with 
agranulocytosis in reverse isolation—a therapeutic 
technique, not a manifestation of the doctor's feelings 
about the patient. 

My experience is very different from Brown and 
Zinberg's concerning primary physicians. Experi- 
enced primary physicians are quite capable of com- 
bined physical and emotional care of patients. This 
capacity seems to increase in proportion with the 
number of years the physician has been caring for the 
patient. Objective empathy is not a monopoly of 
psychiatrists, neither is it contradictory to good phvsi- 
cal and emotional medical care. 

Brown and Zinberg are confusing realistic intimacy 
with medical practice. Neither physical contact nor 
emotional sharing nor their combination leads to real- 
istic intimacy unless the doctor-patient relationship is 
awry. | 

The major perceived source of incompatibility be- 
tween psychiatry and medicine turns out to be a 
confusion between psychiatry and intensive psycho- 
therapy and a perception of contradiction in approach 
between intensive psychotherapy and general medi- 
cine. Brown and Zinberg clearly show a bias for mind- 

*body dualism. Consider their use of the term ‘‘physi- 
cian" synonymously with nonpsychiatric physician. 
In their view, the incompatibilitv is between the psy- 
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chiatrist and the physician, when, in uL psychia- 
trist is a physician. This, perhaps, is symptomatic of 
role conflict in some psychiatrists—the acceptance or 
rejection of their identity as physicians. 


THE PSYCHIATRIST AS A PHYSICIAN 


1. The goal of helping the patient. respensibilities 
and privileges of physicians. Medicine is a profession 
whose goal is helping the patient through alleviation of 
suffering. Before it was a science, before provable 
effective treatments were discovered, med cine's goal 
was helping the patient, using whatever means avail- 
able. Despite the myriad treatment modalities and the 
phantasmagoria of diagnostic and investiga:ive tech- 
niques and gadgets, the goal of modern medicine 
remains the same—helping the patient ir. the most 
effective way. This is also the goal of psychaatry as a 
medical specialty. 

Psychiatry differs from psychology, wz:ch is ап 
investigative scientific discipline. Psvchiatry differs 
from social work, which is a specialized. service- 
oriented discipline. The psychiatrist differs from a 
nonmedical psychotherapist, who may deZae his or 
her role purely as an educator or provider o€ specific 
services (e.g., counseling). Although ecucét:on (such 
as providing insight or facilitating emctionzl develcp- 
ment) may often alleviate suffering, educaticn for the 
sake of education is not the primary goel of the 
psychiatrist. Although specific therapeutic services 
often provide relief, the primary role oi th: psychia- 
trist is not as a provider of a specialized treatment 
modality. | 

What characterizes the psychiatris and not the 
nonmedical mental health worker is tha: 1) Fe or she 
has the overriding responsibility to help tre whole 
patient, 2) he or she has training and expertise in 
comprehensive evaluation, diagnosis, anc ongoing 
evaluation, 3) he or she has the training and expertise 
in making decisions about management—wkat modal- 
ities to use and what not to use for the particular 
patient, and 4) he or she has training and expertise in a 
number of treatment modalities and Fas knowledge 
and familiarity with others for which the patieat might 
be referred if indicated. 

The psychiatrist's role as an evaluator of the patient, 
as a diagnostician, is shared with other physicians, not 
with any other mental health worker. In this role, the 
psychiatrist must evaluate the patient's symptom, 
such as anxiety or depression, by ruling in end ruling 
out such possibilities as hyperthyroidism., occult carci- 
noma, intrapsychic conflicts, environmental stressors, 
and side effects of drugs. Physical and mentel status 
examination and laboratory tests are routinely used in 
this activity. 

On the basis of the evaluation, the psychiatrist 
makes one or more diagnoses and plans a manzgement 
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approach. {һе treatment modality proposed on the 
basis of sugh evaluation may be different from what 


. the patient ћаа originally wanted. This prerogative of 


the psychiatrist (or surgeon or internist) derives from 
the physician's overriding responsibility to help the 
whole patient. Thus a psychiatrist may even hospital- 
ize a patient against his or her will, although, general- 
ly, a good doctor-patient relationship assures a collab- 
orative endeavor. | 

А psychiatrist's training typically includes intensive 
experience in psycho:herapy, psychoactive drugs, and 
family and group therapy, among others. This broad 
range of therapeutic modalities allows him or her to be 
flexible in patient management—a psychiatrist may 
decide to add psychotropic drugs in the course of 
insight-oriented psychotherapy or add individual psy- 
chotherapy to a drug regimen. In some cases, the 
psychiatrist may coliaborate with an internist or sur- 
geon and treat a combined physical-behavioral syn- 
drome (e.g., chronic low back pain) as the primary 
physician and treatment coordinator, with medications, 
psychotherapy, and relaxation techniques (9—11). This 
flexibility allows the psychiatrist to maintain the physi- 
cian role and the sense of responsibility that goes with 
it. The psychiatrist treats patients, not clients for 
predetermined procedures or techniques. 

2. Common assumptions in medicine. Modern 
medicine assumes that the scientific method is most 
effective in meeting its goals. It also assumes that the 
“art of medicine” based on intuition and the doctor- 
patient relationship has an important position. Psychi- 
atry shares these assumptions but goes even farther in 
attempting to integrate the science with the art by 
systematic investigetions into the doctor-patient rela- 
tionship and intuition (transference, countertransfer- 
ence, associative links, etc.). 

3. Approaches, models, and how apparently differ- 
ent approaches become one. It used to be said that the 
medical model and the psychiatric model were mutual- 
ly exclusive. This was perhaps so when the medical 


model was purely linear (single etiology—single dis- 


ease) and many psychiatrists felt that diagnosis was of 
no consequence (since the treatment modality was the 
same regardless). I: is not so any more. The need to 
take into consideration the host factors and environ- 
mental factors in pathogenesis and management of all 
medical diseases and patients has been well articulated 
(1, 2, 8, 9, 12), anà recent emphasis on primary care 
medicine fosters this comprehensive medical ap- 
proach. 

In psychiatry, the trend is toward a traditional 
medical approach—identification of syndromes 
through symptoms, signs, and ancillary tests. Psychia- 
try shares with the rest of medicine the belief that 
specific pathogenetic mechanisms will be discovered 
for most major psychiatric syndromes. It also shares 


..With the rest of medicine the belief that specific 


mechanisms of interaction between psychological fac- 
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tors, environmental factors, and the biologic pathoge- 
netic or vulnerability factors will eventually be eluci- 
dated, making primary and specific secondary preven- 
tion possible. 

Psychiatry contributed greatly to the ayareness 
within other medical specialties that psychosecial fac- 
tors must be considered in effective understanding. of 
disease and patients (8-15). Psychiatry has learned 
much from other specialties about the effectiveness of 
the medical model in defining disease. This mutual 
learning among specialists in medicine is now stimulat- 


ing the development of a general medical model or 


approach to all patients. 

One such model, proposed by Reiser, Feinstein, and 
myself (8, 15), is the patient evaluation grid for com- 
prehensive evaluation and management of patients 
(figure 1). Data pertaining to each patient are displaved 
in nine squares formed by the intersection of three 
dimensions (biological, personal, and environmental) 
with three time contexts (current, recent, and tack- 
ground). On the basis of the patient evaluation grid, a 
management form is constructed that displays diag- 
noses and management or treatment plans in each of 
the dimensions (figure 2): This model complements, 
not supplants, the traditional medical model by dis- 
playing important psychosocial data together with 
biological data. Through the use of a comprehensive 
approach, such as the patient evaluation grid, psychia- 
trists and physicians of other specialties сап work 
together and teach each other to achieve the most 
effective care of patients. 

4. Commonalities in medical treatment modaiities. 
The doctor-patient relationship and medication are the 
most common medical techniques used currently 
regardless of specialty, psychiatry included. The doc- 
tor-patient relationship and the medication tend to be 
different depending on specialty: general reassurance 
and antibiotics may be used most frequently by an 
internist specializing in infectious diseases, and coun- 
seling and antidepressants may be used most frecuent-. 
ly by a psychiatrist. Although the doctor-patient rela- 
tionship may be most intense with a psychiatrist or a 
family doctor, it may not be so intense if the psvchia- 
trist is seeing the patient as a consultant. 

The psychiatrist usually has expertise in various 
types of doctor-patient relationships through his or her 
training and may be able to teach these skills to a 
nonpsychiatric physician, especialy when dealing 
with difficult patients. He or she, in turn, may learn 
from the cardiologist, for example, the emotional 
symptoms often observed in patients with the mitral 
valve prolapse syndrome. This mutual teaching and 
learning characterizes the medical profession. 

5. Specialized techniques and procedures in psychi; 
atry. Psychiatry, like any other medical specialty, has 
developed a number of specialized techniques and 
procedures requiring specialized training. These in- 
clude psychoanalysis, intensive psychotherapy, hyp- 
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FIGURE 1. Patient Evaluation Grid П 
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FIGURE 2. Management Form Based on the Patient Evaluation Grid 
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nosis, group therapy, family therapy, behavior thera- 
py, and biofeedback. These techniques and proce- 
dyres are analogous to such nonpsychiatric specialized 
techniques as cardiac catheterization, open-heart sur- 
egery, cancer chemotherapy, and physiotherapy. 
Specialized psychiatric procedures should be used 
опу after preliminary diagnostic and evaluatorv pro- 
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cedures have been completed. As carciac catheteriza- 
tion is performed only after history tak:ng and physical 
examination, so psychotherapy begins only after a 
complete evaluation of the patient's problems, includ- 
ing physical examination when necessarv. While a 
patient is undergoing a specialized procedure, there 
may be special precautions and requirements—in psy- 
chotherapy, for example, the characteristic neutral 
stance and minimal physical contact of the therapist. 

It is in this area of specialized techniques that there 
might be difficulties if the therapist were to change 
sets, i.e., from neutral listening in intensive psycho- 
therapy to doing a physical examinat:on. in fact. the 
specialized psychotherapist may not be competent or 
comfortable in doing a thorough general physica. ex- 
amination, not unlike an ophthalmologist who special- 
izes in retinal surgery. This difficulty in changing sets 
is not so much a problem of integrating psvchiatry with 
medicine but, rather, one of integrating general medi- 
cine with superspecialization. 

How can a superspecialized psychiatris: (e.g., one 
who confines his or her przctice to psych.canalysis or 
group therapy) maintain a commitment to help the 
whole patient? As with any superspecialist (e.g.. a 
neurosurgeon specializing in stereotaxic surgerv). a 
collaborative relationship and cross-referral with a 
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generalist (№ this case, a general psychiatrist) will 
assure comprehensive initial and periodic evaluation 
of treatmefit. Even the superspecialists, however, 
usually maintain encugh of their identity as general 
physicians ingrained during medical education that 
they can diagnose medical diseases such as diabetes 
mellitus and malignant hypertension during the course 
of psychoanalysis and make appropriate referrals for 
treatment. f 

Most general psychiatrists have little difficulty in 
maintaining basic medical skills while practicing spe- 
cialized psychiatric techniques, just as most general 
surgeons perform complete physical examinations and 
use antibiotics and other general medical therapies. On 
the other hand, a psychiatrist is not expected to 
perform cardiac surgery, and a cardiac surgeon is not 
expected to perform intensive psychotherapy. In fact, 
this recognition forms the rationale of specialization in 
medicine. | 


THE ROLE OF PSYCHIATRY IN MEDICINE 


I now come back :o my original question, Should 
psychiatry be integrated with medicine? The answer 
is, That is not the way the question should be formulat- 
ed. Psychiatry is a field within medicine; in this sense, 
it is already integrated. Psychiatry has certain special- 
ized techniques that cannot, and should not, be inte- 
grated into the training programs of other specialties 
with any expectation that nonpsychiatrists will devel- 
op as much expertise as psychiatrists. | 

Psychiatry, however, is an integrative specialty. It 
has to borrow from some basic sciences that are not 
traditionally emphasized in medical education—psy- 
chology, sociology, and anthropology, among others. 
At the same time, psychiatry is based on neurosci- 
ences, biochemistry, and physiology—the foundations 
of medicine. The psvchiatrist must constantly inte- 
grate his or her knowledge in all these areas in 
understanding and treating the patient because the 
patient's behavior, the subject of the psychiatrist's 
work, is the final common pathway of all the biologic, 
psychologic, and social factors influencing the patient. 

The general psychiatrist, whose practice includes 
evaluation and flexible treatment modalities, as op- 
posed to a superspecialist, who confines his or her 
practice to the use of a single treatment modality, is a 
physician who links general medicine with the non- 
medical behavioral sciences. To the extent that infor- 
mation gleaned from the latter are relevant to general 
medical practice, the psychiatrist interprets and ap- 
plies it in his or her practice and educates colleagues 
through consultations and discussions. 

. Conceptual and przctical techniques developed іп 
psychiatry, such as the patient evaluation grid, may be 
useful in general medicine. As aseptic technique devel- 
oped in surgery is profitably used in medical and 
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neurologic procedures (e.g., spinal tap), so principles 
of comprehensive evaluation and management of pa- 
tients developed in psychiatry may find applications in 
all of medicine. 

Communication is an important technique in psychi- 
atry, not only in patient care but also in defining its 
role within medicine. We have learned much in our 
field that can be helpful in general medical practice. 
Our internist and surgical colleagues are eager to learn 
from us how to use psychotropic drugs, how to give 
support to a patient while taking into account the 
patient's personality needs, and how to obtain infor- 
mation effectively: They are not interested in becom- 
ing psychoanalysts themselves, just as they are not 
interested in making us cardiac surgeons or gastroen- 
terologists. 

One question that arises in this context is, What 
kind of psychiatrist can teach nonpsychiatric physi- 
cians most effectively? Although a psychiatrist who is 
superspecialized in a treatment modality (e.g., inten- 
sive psychotherapy) can be an excellent referral rea 
source for the primary physician, I believe that it is the 
general psychiatrist who has clearly maintained his or 
her identity as a physician who is the most effective 
teacher of nonpsychiatrists. In addition to using psy- 
chotherapeutic techniques and other specialized psy- 
chiatric treatments, the general psychiatrist shares 
many of the day-to-day experiences of the primary 
physician, including history taking, physical examina- 
tion, and use of drugs. Such general psychiatrists can 
communicate with nonpsychiatric physicians without 
using psychiatric jargon and theoretical concepts not 
essential in practica] management of the patient. It 
takes a doctor to teach a doctor. 

When we are clear about what we want to communi- 
cate to our nonpsychiatric physician colleagues, and 
can communicate it well, then we are playing the 
proper role of the psychiatrist in medicine—a special- 
ist who has something to teach that will better help our 
patients. 
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Are We for Mental Health as well as Against 


Mental Illness? The Significance for Psychiatry 
of a Global Mental Health Coalition 


n 1943 my third-year psychiatric clerkship at Harvard Medical School was in 

the Boston Psychopathic Hospital. ‘‘The Psycho" was unambiguously dedicat- 
ed to the service of mentally ill patients and their families. Since that time, we . 
have had the National Health Act of 1946, closely followed by the National 
Institute of Mental Health (NIMH), and the community mental health center 
movement initiated by the Kennedy administration in 1963. We have also seen the 
founding in 1949 of a mental health section in the then still infant World Health 
Organization (WHO). Of course, ‘‘The Psycho" became the Massachusetts 
Mental Health Center as hospitals and clinics throughout the land adopted similar 
designations. This use of the term ‘‘mental health" created some confusion 
because it cannot be defended as the logical opposite of mental illness, nor even as 
the condition of a formerly sick patient, recovered or in remission. As many have 
noted, the term has pragmatic value for funding, political, and public relations 
purposes. But beyond this it has value as an ideal and a source of hope. This value 
was underscored by an NIMH requirement that a community mental health center 
must include educational and consultative services aimed at the prevention of 
mental illness. Prevention includes early case finding and measures aimed at 
reducing the social disability of someone already sick, which in turn reduce that 
person's impact on others in the family or community. It also includes the idea 
that sickness or disease itself might be prevented. The degree to which primary 
prevention of the major mental illnesses might be effective remains uncertain, 
except perhaps through genetic counseling and contraception. The implication, 
however, is clear: an improved quality of life, increased access to opportunities 
that permit the fruition of latent potential and enhance ability to cope and adapt, 
reduced exposure to stressful events and environments, a thicker social support 
network—in short, whatever leads to better mental health, understood as optimal 
psychosocial functioning—will reduce vulnerability to mental illness and its 
associated impairments. 

A comparable point of view informs WHO policy, which defines health in terms 
of psychological, social, and physical well-being. The recent adoption of ‘‘health 
for all by the year 2000"' as a WHO goal has stimulated greater interest by WHO's 
Mental Health Section in research and service in the broad area it now designates 
as "psychosocial." This may have the effect of reminding psychiatrically trained 
physicians, without reducing their interest in the genetic and neurobiological 

' antecedents and corollaries of disordered behavior, of the historic importance for 
our field of the founding of the mental health movement. It began with the 
publication in 1908 of Clifford Beers's seminal book, A Mind That Found Itself (1). E 
The new U.S. voluntary association, the National Committee for Mental Hy- 
giene—forerunner of the National Mental Health Association—was founded in 
1909. It led directly to the first International Congress of Mental Health in ` 
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Washington, D.C., in 1930. In 1948 the World Federation for Mental Health Was 
formed following a suggestion by the recently established United Nations 


Educational, Scientific, and Cultural Organization (UNESCO) that a tFcrougMy 


interprofessional and completely international body representing nongovernmen- 
tal services in mental health was needed to cooperate with United Nations 
agencies. For the past 34 years the World Federation for Mental Health has been 
that unique nongovernmental organization with official consulting status in mental 
health to the United Nations and its specialized units, such as WHC and the 
United Nations International Children's Emergency Fund (UNICEF). It has 
never abandoned its central concern with the welfare of the mentally ill and their 
families, But it has also been vitally concerned with mental health, especiallv of 
populations at particular risk. Some of these have been members of minority 
groups; migrants and refugees; people born and reared in communities without 
adequate educational end health services; populations subjected to rap:d urzan- 
ization; and people at sensitive periods in the life cycle such as pregnancy, 


infancy, and old age. These and other issues related to optimal psychosocial: 


function have been dealt with through advocacy, cosponsorship of the meetings of 
other groups, regional seminars, publications, and world congresses as well as 
through United Nations consultation. The next World Congress of Mental Health 
will be held in Washington, D.C., July 23-28, 1983. The local host group will be 
the National Mental Health Association. It will be joined by two other U.S. 
members of the World Federation for Mental Health, the American Psychological 
Association and our own American Psychiatric Association. 

Participation in this federation, the only global, multiprofessional, and volun- 
tary mental health coalition, signifies the sensitivity of American psycairatrv to 
issues beyond our immediate technical concerns. We cherish our identity as 
physicians and our specialized medical knowledge, and we retain our primary 
responsibility to sick patients. At the same time we are aware that they, as we, are 
imbedded in social and cultural contexts which shape behavior as surely as : is 
shaped by disease. We are also aware that the hospitals and clinics in which we 
Work, even our private offices, exist only with the support and understanding of 
the larger community, including the network of nonmedical mental health 
professionals and self-help groups. As psychiatrists we grasp the dis-iactions 
between the presence of mental health and the absence of mental illness. It is also 
important to understand how the two fields of endeavor, psychiatry and meatal 
health, are interrelated and overlap. 
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Measuring Symptoms of Grief and Bereavement 


BY SIDNEY ZISOOK; M.D., RICHARD A. DEVAUL, M.D., AND MAURICE A. CLICK, JR., M.P.H. 





As part of an effort to develop an instrument to 
measure grief, a 58-item questionnaire was 
completed by 211 subjects who had lost a loved one 
because of death. The results demonstrated wide 
individual variations in specific symptoms and in 
their intensity and duration. Long after the 
immediate grief period, most bereaved individuals 
continued to feel upset, empty, or tearful; many 
experienced anniversary reactions and/or physical 
symptoms; and some had persistent identification 
phenomena. Although the acute dysphoria peaked 
between 1 and 2 years, several grief-related feelings, 
symptoms, and behaviors continued indefinitely. The 
relevance of the present work and directions for 
future studies are discussed. (Am J Psychiatry 
139:1590—1593, 1982) 





S ince Freud first delineated the difference between 
grief and depression in ‘*Mourning and Melancho- 
Па’? (1), several investigators (2-8) have further eluci- 
dated both ‘‘normal’’ and pathological grief processes. 
Although these various accounts describe roughly 
similar processes, several pertinent questions remain. 
For example, the time course of normal grief is still 
uncharted (8—10), the importance of unresolved grief is 
only partly known "5, 11-13), the frequency and mani- 
festations of unresolved grief are unclear (11, 14), and 
the morbidity and mortality associated with bereave- 
ment are controversial (8, 15-19). 

In order to better answer these and other clinical 
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questions, we are attempting to develop a reliable and 
valid instrument to better define, describe, and mea- 
sure grief. The first step resulted in the Texas Inven- 
tory of Grief (20), a 14-item self-report scale. An ‘initial 
study using this instrument revealed two distinct fac- 
tors: a 7-item factor of ‘‘present feelings,” presumably 
measuring levels of unresolved grief, and a 4-item 
factor of ‘past behavior and feelings immediately 
following the object loss," measuring acute mourning. 
The present study describes the second step—expand- 
ing the instrument's item pool and measuring the 
frequency and time course of present grief-related 
behaviors and feelings. 


METHOD 


Based on the literature of normative and atypical grief reactions as 
well as on the clinical experience of the researchers, the origiral 14- 
item Texas Inventory of Grief was expanded to 58 items. In order to 
obtain normative data, we sent the instrument to friends and 
colleagues around the country who, in turn, were asked to have one 
or two friends or neighbors who had lost a loved one because of 
death complete the questionnaire. Respondents were asked to give 
their age, sex, race, religion. educational level, relationship to the 
deceased person, time since death. and age of the deceased. Next, 
they were asked to check one of five responses on each of the 24 
items related to their feelings when the person died and on the 34 
items pertaining to their present feelings. 


RESULTS 


We received 211 completed questionnaires from all 
areas of the United States. Most subjects were women 
(62%), well educated (mean education, 13.7 years), 
middle class (mean family income, $15,000), white 
(6596 white, 17% black, 1196 Mexican American, 7% 
other), middle-aged (mean, 36.5 years, with a range of 
19—74 years), and Protestant (47% Protestant, 2696 
Catholic, 13% Jewish, 13% other or no religion). The 
mean age of the persons who died was 54 years (range,, 
1—92 years); the deaths occurred at a mean of approxi- 
mately 4.5 years before the survey (range, | month-22 
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TABLE 1. Response of 211 Subjects to the Expanded Texas Inven- TABLE 2. "Present Feelings" Most Commonly m After 10 

















tory of Grief (20) Items on “Present Feelings" * Years of Bereavement by Respondents to the Expanded Texas Inven- 
tory of Grief (20) 
Mean i Å- 
Item Score? ' Mean 
a ^ b 
N I am now functioning about as well as before 4.21 [еш Sore 
I very much miss the person 4.165 No one w:ll ever take his/her place in my life 3.86 
I feel I hzve adjusted well to the loss 4.11 1 very much miss the person 3.65 
No one will ever take his/her place in my life 3.97 I've never known a better person 3.43 
Now I can talk about the person without discomfort 3.74 Sometimes I dream about him/her 3.13 
I’ve never known a better person 3.27 I can't avoid thinking about the person who died 2.76 
Things and people around me still remind me of him/her 3.15 [feel it’s unfair that the person died 2.64 
Sometimes I dream about him/her 3.13 Even now it's painful to recall memories of the perscn 
I still feel the need to cry for him/her 2.945 who died 2.57 
I can't avoid thinking about him/her 2.89 Things and people around me still remind me cf the 
I cry inside for him/her 2.895 person who died 2.43 
It is painful to recall memories of him/her 2.75 I still get upset when 1 think about the person who 
I feel he/she is still with me at times 2.73° died 2.38 
I feel it's unfair 2.70 At times I still feel the need to cry for the pezson wro 
1 get upset when I think about him/her 2.64^ died . 2.34 
I cry when I think about him/her 2.45» А times I've felt as though the person who died is 
An unusual numbness comes over me when I think of still with me 2.33 
him/her 2.38 Басһ item had ter than th II nsan (2.3) for all ет 
I am preoccupied with thoughts of him/her 2.345 all tine оа score greater tnan the overall N2an (2. or all items at 
I get upset each year about the time that he/she died 2.27^  »|-completely false; 5-completely true. 
I try jo avoid thinking of him/her 2.21 
"t hide my tears when I think about him/her 2.10^ 
I would feel better if I could really cry 1.98 ^ 
I feel риу when 1 think of him/her 1.97 years). Most of the deceased were first-degree rela- 
Since he/she died, 1 am more like him/her 1.94 tives; 27% were fathers, 1696 mothers, 396 brothers, 
i ed a 22d pce nee kd я е 5% sisters, 3% husbands, 1% wives, C95 sons, 2% 
>. " PN 4% 
I ышы о-ы Bisher death : [7» daughters, 7% close friends, and 24% "'other close 
1 feel just like the person who died 175 family members.” There were no s:atistically signifi- 
> екшеп the habits ише иш 1.72 cant differences in reactions to lost parents, siblings, 
y health has not been good since he/she die 1.70 i 
I feel I have the same illness as him/her 1.66 Spouses, or offspring. ; . 
I have found someone to take his/her place . 15$ Table 1 lists the 34 items concerned with present 
I have to laugh when I think about him/her 1.54 feelings in descending order of positive er.dorsement. 
1 


____147__ As figure 1 demonstrates, griet-relazed feelings and 
"EE CUBe false, ime false, 3- partly true and partly false, 4=most- behaviors peaked in intensity between 1 and 2 years 
escore sig icantly chnid aver tite as measured by an analysis of variance after the death and gradually decreased thereafter. 
(p<.05). Table 2 lists those items that even after 10 years or 
more following the loss continued to be positively 
endorsed by a significant number of the overall sample 
(mean score greater than 2.3, which is the overall 


mean score for all items at all times). 


I have pain in the same area of my body as him/her 


FIGURE 1. Mean Score Over Time of 211 Respondents to the 
Expanded Inventory of Grief (20) Items on “Present Feelings" 


DISCUSSION 


This study tends to confirm much of the earlier work 
concerning the wide constellation of behaviors, feel- 
ings, and symptoms attendant upon bereavement. 
Even years after the death of a loved one, most 
individuals continued to have several dvsphoric be- 
haviors or feelings associated with their loss. In this 
part of the study, no attempt was mace to explain 
individual differences in grief reactions or to look at 
obviously crucial variables such as multiple losses, 
preexisting personalities, suddenness of loss, and type 
of illness. This aspect of the study simply describes the 
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„ IME SINCE DEATH OF LOVED ONE (years) h А А я 
2 E 4 population studied and its grief-related present behav- 


*I-completely false; 5=completely true. iors in order to further elucidate the grief process as 


* Student-Newman-Keuls d f i 5 s 
procedure cf multiple range test showed the sample 9 : Н 
had a higher total present feeling score (р<.05) at 1-2 years o? bereavement well as to lead to a reliable, valid scale far measuring 


апа: any other time. grief. 
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15 MEASURING SYMPTOMS OF GRIEF AND BEREAVEMENT 


Our ic E introduced several biases that 
must be addressed. For example, several items in the 
questionndire contain either potentially undesirable 
(“I still get angry when I think about him/her") or 
desirable (‘‘No one will ever take his/her place in my 
life”) connotations.that may influence response. Fur- 
thermore, the data examined were taken from friends 
and neighbors of the investigators' friends, largely a 
young adult, white, middle-class professional group; 
thus the results are not necessarily generalizable to 
other populations. Similarly, there may be a response 
bias favoring certain populations. For example, a 
potential respondent who is still preoccupied with a 
loss might be more inclined to complete the question- 
naire than one who is not. Interestingly, few respon- 
dents had lost spouses or children, rnaking compari- 
sons with much of the literature on widowhood tenu- 
ous. However, given these real limitations, the data do 
detail a constellatior. of symptoms bereaved individ- 
uals experience even years after their loss. 

Despite the generally long period between the loss 
and completion of the questionnaire, most individuals 
still felt strongly affected by the deceased person. 
Although most respondents felt they were now func- 
tioning about the same as before, many still very much 
missed the deceased and felt ‘‘no one will ever take 
his/her place." More than one-third of the respondents 
felt memories of the deceased were painful and/or 
upsetting and one-fourth were aware of trying to avoid 
thinking of the deceased. Although only 2796 of our 
respondents still cried when thinking of the deceased, 
40% still felt the need to cry, 37% said they cried 
inside, 1996 said they had to hide their tears when 
thinking about. the deceased, and 17% sensed they 
would feel better if they could cry. 

Several syndromes commonly ascribed to grief com- 
plications were also apparent. The literature is replete 
with examples of anriversary reactions (21,22). In our 
sample 2596 were avare of feeling upset at about the 
same time of year as the person died. Chronic illness 
behavior, as well, has been associated with bereave- 
ment (7, 8, 11, 23). Although patients and physicians 
often do not associate illness behavior with loss (11), 
14% of our sample zdmitted still feeling physically ill 
when thinking &bout the deceased, and 13% said their 
health had not been as good since the person died. 
Lindemann (6), Parkes (8), and two of us (S.Z., 
R.A.D.) (13) have all commented on identification 
phenomena in both uncomplicated and complicated 
bereavement. Although the frequency of such phe- 
nomena was relatively low in our sample, 14% of the 
patients felt ‘‘just like the person who died,’’ 8% had 
acquired the habits and interests of the deceased, 12% 
felt they had the same illness, and 9% had pain in the 
same area of their bodies as the person who died. 
Finally, the symptoms of anger and guilt, although no 
longer present in most individuals, were each felt by 
17% of all respondents. 
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As might be expected, endorsement of several items 
appeared to be a function of time since bereaverrent. 
In general, these items peaked between 1 and 2 vears 
and showed a gradual, steady decrease thereafter. The 
typical time course for uncomplicated grief is an 
unsettled matter, but it seems to broaden Гоце the 
years (5, 6, 9, 10, 24, 25). In our study, grief did not 
simply end at any circumscribed time interval. Al- 
though several features seemed to peak between 1 and 
2 years, particularly those dealing with the dysphoria, 
many symptoms and behaviors continued to be pres- 
ent for years, perhaps indefinitely. All items were 
endorsed by at least some people, even {0.or more 
years after bereavement. Four items, each dealing 
with some aspect of the bereaved's inability to ferget 
the deceased, continued to be rated as more true than 
false after 10 years, although several other items, 
dealing primarily with preoccupations with and painful 
memories of the deceased, were also frequentlv en- 
dorsed at that time period (see table 2). It appears that 
some aspects of "grief work’? may never end dor д 
significant proportion of bereaved individuals. 

This study, then, documents a myriad of. signs and 
symptoms associated with bereavement. In order to 
better understand the process as well as to Letter 
delineate the boundaries between normal and compli- 
cated (i.e., unresolved, morbid, distorted, atyrical, 
absent, delayed, chronic, abnormal) grief, а prospec- 
tive study using an instrument such as the one de- 
scribed here would be most helpful. Ultimately, such 
an instrument might also help define and quaatify 
grief; identify cases of unresolved grief; and allow 
reliable, valid descriptions of the grief process. This 
report details an early step in the attempt to develop 
such an instrument. 
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Effect of Strenuous Exercise on Serum Lithium Level in Man 
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BY JAMES W. JEFFERSON, M.D., JOHN Н. GREIST, M.D., PETER J. CLAGNAZ, M.D., 
ROGER R. EISCHENS, M.S., WILLIAM C. MARTEN, M.S., AND MERLE A. EVENSON, PH.D. 


The authors examined the effect of strenuous 
exercise on the serum lithium levels of four healthy, 
conditioned athletes who were stabilized on lithium 
carbonate for 7 days and who ran a 20-km race 
under hot, humid conditions. The subjects became 
substantially dehydrated during the race, ака their 
serum lithium levels decreased, suggesting that 
sweat lithium loss may be substantial. (The sweat-to- 


. serum ratio for lithium exceeded that for sodium by 


a factor of 4.) The authors conclude that contrary to 
widely held belief, heavy sweating may not increase 
the risk of lithium intoxication. (Am J Psychiatry 
139:1593—1595, 1982) 





t is widely believed that patients taking lithium risk 
lithium intoxication when undergoing strenuous ex- 
ercise, especially if they sweat copiously (1—4). Similar 
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concern has been expressed about non-exercise-rela:- 
ed thermal stressors, such as sauna exposure (5) or 
fever (1980 official package insert for lithiam carbon- 
ate). It is felt that sweating would cause an increased 
serum lithium level through both dehydration (volume 
contraction) and sodium loss (resulting in compensa- 
tory renal retention of sodium and litium). A minority 
opinion is that lithium lost through the process of 
sweating may actually lead to lower serum lithium 
levels (6, 7). 

This present study was prompted ty requests to the 
Lithium Information Center from cliricians concerned 
about the dangers of long-distance running in patients 
being treated with lithium. Considering the number of 
people currently being treated with lith um and the 
number of people either vocationally or recreationally 
engaged in strenuous activity, the population at risk 
seemed sizable. Consequently, we examined the effect 
of strenuous exercise on the serum lithium levels in 
four volunteers who ran a 20-km race under hot, 
humid conditions (temperature, 29°С; relative humid- 
ity, 75%). 


METHOD 


Four healthy, heat-acclimated, experienced male runners (age 
range, 38-43 years: weight range, 71.9-85.8 kg; distance range of 
weekly training, 42-100 km) took 300 mg t.i.d. of lithium carbonate 
for 7 days before a 20-km race. The subjects’ food and fluid intake 


e 
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during the period of the experiment was not restricted, and they 
followed their usual dietary routines. 

., On the day preceding the race three sets of blood samples were 
drawn from each subjec- while he was resting at 45-min intervals 
beginning i2 hours afte- the last previous lithium dose (control 
sample). The followng day blood samples were drawn at the start, 
midpoint, and finish of tne race at time intervals corresponding to 
the control drawings. On the day of the race the first sample was 
drawn 12 hours after the .ast lithium dose. Sweat was collected as it 
dripped off the subjects a: the end of the race. All samples were then 
analyzed for lithium, sodium, potassium, and chloride. The weight 
of each subject was recorded at each sampling point. Data were 
subjected to a repeated measures analysis of variance with further 
comparisons of trends (linear and quadratic) and selected compari- 
son of means (Scheffé test). 


RESULTS 


Under control (resting) conditions, the subjects 
showed a slight dezrease over time in their serum 
lithium levels, although during exercise the decrease in 
their serum lithium levels was more pronounced (table 
1). The initial leve! on the day of the race was 
significantly higher than the initial control sample 
(Scheffé test, F=22.80, df=5, 15, р<.01). The de- 
crease over time during the race was greater than 
during the control period. Repeated measures analysis 
of variance showed a significant interaction between 
conditions (control, -ace) and time (0 min, 45 min, and 
90 min) (F=33.51, df=2, 6, р<.001) for lithium and a 
significant linear trend difference for this interaction 
(F=43.03, df f, 3, р<.01). 

Under contrcl conditions, the subjects’ serum sodi- 
um, potassium, and chloride values remained stable 
over the three sampl:ng periods. During exercise, their 
serum sodium and chloride levels increased over time 
with maximum уа! ез occurring at 90 min. Serum 
potassium levels did not vary significantly over the 
period of exercise (table 1). Repeated measures analy- 
sis of variance showed significant interactions be- 
tween conditions (control, race) and time (0 min, 45 
min, and 90 min) for sodium (F=6.42, df=2, 6, p<.03) 
and chloride (F—48.65, df=2, 6, р<.001). 

Because the collection technique was not standard- 
ized, sweat lithium and electrolyte: concentrations 
could not be reliably measured. It was possible, how- 
ever, to calculate a sweat-to-serum ratio for each ion. 
This ratio was 3% to 4 times higher for lithium and 
potassium than for sodium and chloride, suggesting 
that proportionately more lithium than sodium is lost 
in sweat. 

The extent of the subjects' dehydration during the 
race’ was substantia., as evidenced by their weight 
loss, ranging from 1.9 to 3.75 kg (2.6%-4.7% of total 
body weight). 

All subjects completed the race without difficulty, 
and their finishing times were consistent with past 
performances. None experienced neurological, gastro- 
intestinal, or other symptoms suggestive of lithium 
toxicity. 
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TABLE 1. Serum Lithium and Electrolyte Levels in Four Men Over 
Time at Rest and During Strenuous Exercise 








Condition 
P Time Lithium Sodium Potassium Chicride 
ег (mEq/liter) (mEg/liter) (mEq/liter) _@mEgq/‘lizer) | 


Drawing? Mean SD Mean SD Mean SD Mean SD 
At rest 





0 min .48 10 142.3 1.5 40 3 1060 1.8 

45 min 46 10 141.8 L5 4.3 6 105.3 1.3 

90 min 46 10 141.0 8 4.4 5 1050 1.2 
Strenuous 

exercise 

0 min 52 10 143.0 1.4 3.9 .5 105.0 8 

45 min 44 08 143.8 1.5 4.0 1 108.5 1,3 

90 min .42 .08 1460 2.2 40 2 1093 22 





"First blood sample was drawn 12 hours after last previous dose of lizhium. 


DISCUSSION 


Smith (8) showed in rats that 3 hours of strenuous 
exercise in a motor drum activity wheel caused g 
significant (p«.001) decrease in renal lithium clear- 
ance, although sodium, potassium, and creatinine 
clearance remained unchanged. He implied that stren- 
uous exercise in man might produce similar results and 
that lithium dose reduction might be necessary to 
avoid toxicity. His study, together with theoretical 
speculations, has led to the widespread, but unsub- 
stantiated, belief that strenuous exercise predisposes 
one toward lithium intoxication. 

On the other hand, Miller and associates (6) found 
that the lithium content of pilocarpine-stimulated fere- 
arm sweat ranged from 1.2 to 4.6 times (mean, 2.3 
times) higher than the serum lithium concentration, 
and they suggested (as did Amdisen [7]) that under 
conditions of heat-induced sweating, lithium loss 
through the skin may be of clinical importance. This 
view is supported by our finding that exercise-induced 
sweating and dehydration were associated with a 
decrease in serum lithium level. This decrease must be 
contrasted to the slight yet significant exercise-related 
increase in serum sodium and chloride concentration. 

Further support for an exercise-related reduction in 
serum lithium level is provided by comparing the zero- 
time lithium levels on the control and race days. The 
lower value (.48 mEq/liter) on the control day was 
obtained following a day of strenuous exercise (train- 
ing), and the higher value (.52 mEq/liter) followed a 
day of rest (prerace training break). 

The inaccuracies of ‘‘in the field" sweat collection 
did not allow a reliable determination of absolute 
sweat lithium loss. However, because sweat sodium 
(especially in heat-acclimated individuals) is hypotonic 
to serum while sweat lithium appears to be hypertonic, 
the observed decrease in serum lithium levels during 
exercise may well be explained by this mecharism.. 
Our finding that the sweat-to-serum ratios for lithium 
and potassium were about 3% to 4 times greater*than 
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those for sodium and chloride are ip keeping with 
ratios calculated from the data of Amatruda and Welt 
(9), which showed a potassium ratio 2-10 times greater 
than the sodium ratio. 

Exercige-related shifts among body compartments 
of water, electrolytes, and lithium could also contrib- 
ute to the variation in serum lithium level, especially 
because plasma volume appears to be maintained at 
the expense of intracellular volume during prolonged 
exercise (10). It is also possible that changes in intra- 
cellular lithium level do not parallel those in serum, 
and, conceivably, tissue lithium levels could remain 
unchanged or even increase. 

We advise caution in extrapolating our findings to all 
clinical situations, stressing that our subjects were 
healthy, conditioned athletes who had taken lithium 
for 7 days, who had ad libitum access to food (includ- 
ing dietary sodium) and fluids over the course of the 
experiment, and who were restricted to 90 min of 
strenuous exercise. For example, lithium intoxication 
has been reported in association with marked dietary 
restriction and thermal sweating (sauna) over a 3-day 
period (5). 

Nonetheless, it would seem that strenuous exercise 
in hot weather is more likely to cause a decrease rather 
than an increase in serum lithium level and that 
patients under such conditions may require either no 
change or an increase in lithium dose to maintain 
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therapeutic levels. The prior "EX US heavy 
sweating increases the risk of lithium intoxication no 
longer appears valid, and prophylactic reduction ip - 
lithium dose in anticipation of such an event would be ' 
ill advised. However, because of the many variables 
associated with any alteration in fluid anc electrolyte 
balance, careful monitoring of serum lithium level is 
strongly recommended under such conditions. 
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Elimination Characteristics of Disulfiram Over Time in Five 
Alcoholic Volunteers: A Preliminary Study 


BY J. CHRIS JENSEN, MORRIS D. FAIMAN, PH.D., AND ARYEH HURWITZ, M.D. * 





The authors studied the elimination of disulfiram and 
its metabolites for 24 hours after disulfiram 
administration in five healthy male alcoholic 
volunteers. Using high-performance liquid 
chromatography, they found that a single 500-mg 
dose resulted in a gradual increase in plasma 
disulfiram and its metabolites, with peak levels 
generally occurring $ hours after dosing. There was 
considerable interpatient variability (e.g., in one 
volunteer no disulfiram was detected during the 
entire 24-hour sampling period). The authors also 
found that breath carbon disulfide was 9.196 of the 
dose of disulfiram administered, which is less than 
that expected theoretically. (Am J Psychiatry 
139:1596—-1598, 1982) 


De (tetraethylthiuram disulfide) has been 
used for the treatment of alcoholism for more 
than 30 years (1). Its clinical use: is based on the 
observed sensitivity to alcohol in patients taking disul- 
firam, producing the characteristic disulfiram-ethanol 
reaction (2). Although extensive studies have been 
carried out on the metabolism and distribution of 
disulfiram in animals (3—7), only a few studies have 
been reported in man (8—11). One reason for the 
limited number of studies has been the lack of sensi- 
tive, nonradioactive methods for the determination of 
disulfiram and its metabolites in biological fluids. The 
recent development of rapid and sensitive high-per- 
formance liquid chromatography techniques (12) has 
provided a means by which the elimination character- 
istics of disulfiram and its metabolites can now be 
determined in man. The studies to be reported repre- 
sent a preliminary eccount of the elimination charac- 
teristics of disulfiram in alcoholic volunteers after a 
single 500-mg dose of disulfiram. 
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METHOD 


Five healthy alcoholic male volunteers were recruited for the 
study. These volunteers were between the ages of 20 and 29 and 
ranged in weight from 65.8 to 95.3 kg. All volunteers were given а 
physical examination, including liver and kidney function tests, on 
admittance to the Bethany Hospital (Kansas City, Kan.) alccholism 
treatment program. The patient volunteers fasted for 12 hours 
before the ingestion of the disulfiram. Free access to clear liquids 
during the fasting and blood-sampling period was allowed. At 8:00 
a.m., after an initial 5-ml blood and 2-min breath sample (referred to 
as zero time), the volunteers received two 250-mg tablets of disulfi; 
ram. Blood samples of 5 т! each were then drawn at 2, 4, 6, 8, 12, 
16, and 24 hours after disulfiram administration. For the first 6 
hours, 5-ml blood samples were drawn from an indwelling venous 
catheter placed in the forearm. After the 6-hour sample, blood was 
withdrawn by means of Vacutainer tubes. After the 4-hour blood 


` sample, the volunteers were allowed the normal hospital meal. 


Breath samples were taken at the same time that blood was 
withdrawn. The volunteers breathed through a Dubnoff valve and 
breath was collected for a 2-min period in 30-liter atmospheric bags. 

Disulfiram, diethyldithiocarbamate, ^ diethyldithiocarbamate- 
methyl ester, and carbon disulfide in plasma were determined by the 
high-performance liquid chromatography method of Jensen and 
Faiman (12). Breath carbon disulfide was analyzed by bubbling the 
collected breath sample through a solution of Viles reagent in a 
double trap set in an ice bath (10). Ground-glass dispersion tubes 
were used to maintain constant flow. Previous experiments in our 
laboratory with S°°-disulfiram indicated that 100% trapping of 
carbon disulfide was possible. 


RESULTS 


The elimination characteristics for disulfiram, dieth- 
yldithiocarbamate, diethyldithiocarbamate-methyl es- 
ter, and carbon disulfide in both plasma and breath are 
shown in figures 1 and 2. Several observations are 
apparent. On the average, peak plasma levels of 
disulfiram occurred at approximately 8 hours after oral 
disulfiram administration and then declined rapidly. 
Diethyldithiocarbamate in plasma also peaked be- 
tween 6 and 8 hours but then remained at this level 
until approximately 16 hours after dosing. The diethyl- 
dithiocarbamate-methyl ester in plasma peaked at ap- 
proximately 6 hours after dosing, but carbon disulfide 
in breath and plasma gradually increased until 12 and 8 
hours, respectively, after disulfiram administration. 
Very little disulfiram was found in plasma after 24 
hours, and after 36 hours no disulfiram or its metabo- 
lites could be detected. Of primary interest was the 
considerable interpatient variability, which can be 
seen by the large standard errors. For example, in'one 
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FIGURE 1. Plasma Concentrations of Disulfiram, Diethyldithiocarba- FIGURE 2. Plasma and Breath Concentrations of Le Disulfide 
mate (DDTC), and Diethyldithiocarbamate-Methyl Ester (DDTC-Me) as (С5,) After Administration of Disulfiram* \ 
a Function of Time 
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"Each of the five volunteers received 500 mg of disulfiram: each point 
represents the mean+SE for the five determinations. 


patient volunteer no disulfiram was detected in plasma 
during the entire 24-hour sampling period, yet diethyl- 
dithiocarbamate, diethyldithiocarbamate-methyl es- 
ter, and plasma and breath carbon disulfide were 
found. The concentration time curves for plasma and 
breath carbon disulfide appeared to follow each other, 
as would be expected (figure 2). Furthermore, there 
was much less variability observed in plasma and 
breath carbon disulfide then in plasma disulfiram, 
diethyldithiocarbamate, and diethyldithiocarbamate- 

» methyl ester. In addition, the concentration of carbon 
disulfide in plasma was approximately 100 :imes high- 
er fhan for either disulfiram or iis metabolites. 
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“Each of the five volunteers received 500 mg of disulfiram: each point 
represents the mean+SE for the five determinations. 


DISCUSSION 


Although there are certain limitations to this prelimi- 
nary communication because of the small number of 
subjects studied, certain trends appear. A single 500- 
mg oral dose of disulfiram resulted in a gradual in- 
crease in plasma disulfiram and in peak levels approxi- 
mately 8 hours after dosing. The gradual increase in 
both diethyldithiocarbamate and diethyldithiocarba- 
mate-methyl ester and the maintenence of a plateau 
level of these metabolites between 8 and 16 hours 
(figure 1) are consistent with the proposed metabolic 
scheme for disulfiram and diethyldith:ocarbamate. 
That is, disulfiram is metabolized in the liver to 
diethyldithiocarbamate and diethyldithiocarbamate- 
methyl ester, which is further metabolized to carbon 
disulfide and diethylamine (4, 7, 13). In addition, 
diethyldithiocarbamate is glucuronidated, while dieth- 
yldithiocarbamate-methyl ester is reduced to sulfate. 
The mean concentration of plasma diethyldithiocurba- 
mate was about twice that found fcr disulfiram. This 
would be expected because disulfiram is reduced in 
vivo to two molecules of diethylditEioca:bamate. The 
mean plasma level of diethyldithiocarbamate-methyl 
ester was about one-third that found for diethyldithio- 
carbamate (figure 1). This appears ccnsistent with the 
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known a. for diethyldithiocarbamate metabolism 
and with the estimate that approximately 27% of a 
lose of this metabolite is methylated to produce the 
' methyl'ester (13). 

The variability seen among these few patients is an 
important aspect of these investigations. This variabil- 
ity also has been found in a study of rats given a single 
dose of disulfiram either orally or intraperitoneally (14) 
and in a large-scale clinical study currently in progress 
(15). The reason for the interpatient variability ob- 
served after a single dose (figure 1) is uncertain at this 
time but may be due to the marked lipid solubility of 
disulfiram and its distribution in fat tissue. Once fat 
tissue becomes "'scturated," more consistent plasma 
levels would be expected. This might also provide an 
explanation for reports of the known variability in the 
dose of disulfiram required to obtain the disulfiram- 
ethanol reaction. In developing a gas-chromatographic 
method for the analysis of plasma disulfiram, David- 
son and Wilson (11) found that disulfiram could be 
detected in some pétient volunteers but not in others. 
Their observations support the marked interpatient 
variability found in our studies. 

The concentration of carbon disulfide in breath 
reached a maximum approximately 12 hours after 
disulfiram dosing and then decreased rapidly. Most of 
the carbon disulfide was eliminated within 24 hours, 
and in only one patient could carbon disulfide in breath 
be detected 72 hours after disulfiram administration. 
Although plasma carbon disulfide peaked earlier than 
breath carbon disulfide, the two followed each other 
fairly closely (figure 2). Furthermore, the interpatient 
variability for carbon disulfide in both plasma and 
breath was less than that found for disulfiram, diethyl- 
dithiocarbamate, ard diethyldithiocarbamate-methyl 
ester (figure 1). The carbon disulfide eliminated in the 
breath was 9.1%+2 0 (SE) of the dose of disulfiram 
administered. This is considerably less than the theo- 
retical amount predicted by Rainey (16). The carbon 
disulfide as percentaze of dose eliminated during a 24- 
hour period (figure 2) is close to the 10.796 eliminated 
in rats (7). If the pathway for disulfiram elimination in 
man is similar to tha: found in rats, the disulfiram can 
be assumed to be eliminated in the urine as the 
diethyldithiocarbamete—glucuronide, inorganic sul- 
fate, and diethylamine. 

In conclusion, this preliminary report represents the 
first detailed study of disulfiram in alcoholic patients. 
After a single dose disulfiram and its metabolites can 


be readily detected in plasma. Furthermore, consider- 
able interpatient variability exists when disulfiram is 
given as a single dose. Breath carbon disulfide zonsti- 
tutes 9.1% of the initial 500-mg dose of disulfiram 24 
hours after ingestion, an amount considerably less 
than that predicted (16). 
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The authors provide three case examples of 
anniversary reactions in psychotherapists evoked in 
the course of treating patients. They note that 
psychotherapy has always been discussed in terms of 
time and phases, which lend themselves to 
periodicities and may provide the potential for 
anniversary phenomena. The authors recommend 
that therapists be aware of such phenomena; 
monitor their own losses, defenses, and dreams; and 
continue their own supervision. Possible positive 
aspects of identification of therapists’ anniversary 
reactions are increased empathy with patients ard 
help in completing unresolved therapeutic and 
personal issues. (Am J Psychiatry 139:1599—1600, 
1982) 


he concept of anniversary reactions has been 
known to psychiatrists and psychoanalysts since 
1895, when Freud noticed that his patient, Elisabeth 
von R., "celebrated annual festivals of remembrance 
, at the period of her various catastrophes, and on these 
occasions her vivid visual reproduction and expres- 
sions of feeling kept to the date precisely"' (1). Since 
this original description of the phenomenon, psycho- 
therapists have become expert in the recognition and 
management of this fascinating human occurrence. 
However, virtually all of the descriptions of anniversa- 
ry reactions have been of clinical symptoms in pa- 
tients. To the best of our knowledge, comparable 
experiences in therapists have not been described. We 
would like to present here examples of anniversary 
reactions of therapists in response to particular 
patients. 

Although a complete review of the literature on 
anniversary reactions is beyond the scope of this 
article, it is important to note some relevant issues. 
Anniversary reactions are understood as time-specific 
responses of an individual in whom previously suc- 
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cessful repression of an intrapsychic conflic: is undone 
by a psychologically meaningful temporal event often 
referred to as the temporal trigger. This failure of 
repression may then lead to symptom formation, par- 
ticular behaviors, dreams, associations in therapy, or 
episodes of actual psychiatric and even medical ill- 
ness. The trigger may be an anniversary te.g., birth, 
death, marriage), holiday, day of the weex, or even 
time of day (2-12). 

In reviewing the literature, we were able to discover 
only two descriptions that approximated &-niversary 
reactions in therapists. One is Wallace’s discussion of 
Freud's anniversary reactions (13). The other is Eng- 
el's moving account of his own anniversarv reactions, 
which revolved around the loss of his tvin brother 
(14). Neither of these accounts, however, touched on 
the entity that we shall describe: the triggering of 
anniversary reactions in psychotherapists by patients 
in treatment and the difficulties which such reactions 
can present in the course of therapy. 


CASE REPORTS 


Case 1. The patient was a 60-year-old man with severe 
chronic obstructive pulmonary disease. He had Берип treat- 
ment for zn adjustment disorder and his therepy had pro- 
gressed well for several months. Over time the therapist 
found himself becoming depressed during sessions. This was 
followed hy the therapist's tardiness in starting sessions, 
something very much out of style for th:s well-organized, 
punctual physician. The therapist was thinking about this 
patient one evening when he was unable to sleez and found 
his own associations leading to a family member who 2 years 
earlier had died of a chronic illness at the same :ime of year. 
The recognition of his own anniversary reaction helped the 
therapist to work through his own unresolved emotional 
conflicts and enabled the treatment to continue more posi- 
tively. 


Case 2. The patient was a 25-year-old pregnant woman 
who had been in therapy for 1% years with a diagnosis of 
dysthymic disorder. During the winter, in the patient's 
second trimester, she expressed concerns of ''losing the 
baby." This concern triggered annoyance in tie therapist, 
which several sessions later culminated in a sense of grief at 
his wife's miscarriage four winters earlier. The annoyance 


with the patient and the sudden flood of grief that the 


therapist experienced were proof to him of his unrecognized, 
incomplete mourning and provided recogrition that enabled 
him to go on to work effectively with this patient. 

. 
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Case 3MThe patient was a 25-year-old male medical 
student who had recently accepted an internship in another 


“заг, necessitating а premature termination of his psycho- 


therapy. As the June termination date approached, the 
therapist found himself experiencing anxiety and depression 
beyond what he recognized as appropriate to the loss of the 
patient, with whom he had worked intensively for 3 years. In 
peet supervision the therapist realized that he was experi- 
encing an anniversary reaction to the memory of the comple- 
tion of his own psychiatric residency 4 years earlier (also in 
June), termination of his personal analysis, and acceptance 
of an academic position in a new location. 


DISCUSSION 


We suggest that therapists’ anniversary reactions 
may be more common than their absence from the 
literature would indicate and that the recognition of 
such reactions can provide psychotherapists with an 
important means of enhancing their clinical work. 

It is of paramourt importance to note that anniver- 
sary reactions in a therapist cannot, in and of them- 
selves, account for the entire dynamic of a counter- 
transference issue, and this is not our position. Anni- 
versary reactions may, of course, occur in therapists 
without being related to a specific patient or they may 
reflect a countertransference to a patient. 

It should also be noted that the process of psycho- 
therapy has always been discussed in terms of time 


and phases, for example, time-limited psychotherapy; - 


the length of sessions; the timing of interpretations; 
and the beginning, middle, and termination phases of 
treatment. These -emporal and phase perspectives 
lend themselves to periodicities and in turn provide the 
potential for anniversary phenomena. It should not, 
therefore, be surprising to therapists that the time- 
related aspects of the psychotherapeutic process can 
in themselves become the triggers of anniversary 
reactions in patients and therapists. 

We offer the following recommendations for identi- 
fying and using therapists’ anniversary reactions. The 
first, most simple, and most important recommenda- 
tion is that therapists must be aware that they, too, can 
experience anniversary reactions, possibly as counter- 
transference to patients. Although this does not ac- 
count for the whole of the countertransference phe- 
nomenon, the anniversary reaction may be a signifi- 
cant variable. Second, therapists must be vigilant 
regarding their own personal losses, and especially the 
timing of these losses. Third, therapists must contin- 
ually monitor introspectively their own defensive ma- 
neuvers as they are brought to the psychotherapeutic 
work. For example, if a therapist tends to use avoid- 
ance, he or she should note the timing of the emer- 
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gence of this particular defense and should ask why it 
is occurring at that particular time. Fourth, therapists 
should attend to their own dreams, fantasies, and 
parapraxes as cues to personal anniversary reactions. 
Last, we suggest that the continuation of therzpists' 
own supervision, be it individual or in a peer review 
format, is pivotal in the detection of anniversary 
reactions, both in therapists and in their patients. 

The positive aspect of the recognition of anniversary 
reactions in therapists must be emphasized. We should 
be aware that anniversary reactions are natural, hu- 
man phenomena, not simply ''patient" phenomena, 
and therapists, we hope, are certainly human. The 
identification of a therapist's anniversary reaction may 
become a powerful tool to increase his or her empathy 
with patients. This also provides a therapist with the 
opportunity to complete unresolved personal thera- 
peutic issues by identifying and working through prior 
losses while avoiding the acting out of these conflicts 
in the therapeutic relationship. Psychotherapy, al- 
though serving primarily to help patients, is also a 
continuation of the professional and personal growth 
of the therapist. The recognition of the therapist's own 
anniversary reactions is one further means of potenti- 
ating this maturation. 
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Modified leukotomies were performed on 5 patients 
with severe, incapacitating obsessional neurosis. 
Symptoms had been present for 6 or more years in 
all patierts, and 3 had been iil for more than 20 
years. АП had received adequate trials of more 
conventional treatments before the leukotomy but 
had shown little response. At the time of follow-up, 
which ranged from as early as l year to as late as 
nearly 7 years after surgery, each patient's conaition 
bad 4mproved. One was considered to be in ''full 
remission," three were “much improved,” end one 
was still symptomatic but “improved.” (Am J 
Psychiatry 139:1601—1603, 1982) 


M? was the first to show that a neurosurgical 
procedure could be effectively used in treating 
mental disorders. In his original study published in 
1936 (1, 2), discrete lesions were made in the prefron- 
tal white matter of 38 patients who had a variety of 
psychiatric diagnoses. The positive results obtained by 
Moniz generated considerable interest in psychosur- 
gery, and it is estimated that nearly 50,000 patients in 
North America alone received various forms of this 
treatment (3). However, due to the abuse of radical 
procedures, severe postoperative personality changes, 
and the growing availability of effective psychotropic 
medications, the popularitv of psychosurgery began to 
decline sharply by the late 1950s and early 1960s. 
Recently, interest in the procedure has been rekindled 
as long-term outcomes have been improved in two 
ways: by restricting the size of the operative lesion and 
by limiting the procedure to those disorders that have 
been shown to respond most favorably, namely, affec- 
tive disorders, severe anxiety states, and obsessional 
neurosis (4, 5). 

One such restricted form of psychosurgery com- 
monly practiced is the modified leukotomy. It is 
performed by severing only the medial 2-3 cm of white 
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matter coursing through the anterior cing. ate gyrus; 
the procedure is thought to act bv disrupting the 
thalamofrontal tract (6, 7). It may be perfcrmed under 
direct vision or stereotaxically as described by Ballan- 
tine and associates (5). In this communication we will 
present data оп 5 patients treated witt. пойілеа leuko- 
tomy as well as describe 1 patient's history. These 5 
patients represent our institution's experieace in treat- 
ing intractable obsessional neurosis with modified 
leukotory. 


METHOD 


Patients were considered for leukotomy if they met ‘he following 
criteria: 1) had a diagnosis of obsessional neurosis hat met the 
Research Diagnostic Criteria (8) and experienced elements of anxi- 
ety and depression, 2) demonstrated a marked social disability, 
secondary to their illness, of several years’ duraticn and 3) had 
received adequate trials of conventional therapy for obsessional 
neurosis including anxiolytics, antidepressants, psychotherapy, and 
behavioral therapies. 

Demographic data on each of the 5 patients ave listed in table 1. 
The age at onset of illness was defined as the age at wFich the patient 
and/or family first noticed the presence of symptoms. The age at 
follow-up represented the age of the patient at the tme of chart 
review. The duration of illness was defined as the »eriod of time 
starting with the onset of symptoms and ending at the time of 
surgery, regardless of whether or not symptoms were present 
postoperatively. Duration of follow-up represented the period from 
the time of surgery to chart review. 

Assessment of the patient's global outcome was mace at the time 
of chart review. We employed the 5-point numerical rating scale 
devised by Muller (9), which was scored as follows: 1 =по symp- 
toms, full remission; 2=symptoms much reduzed, recuiring no or 
occasional treatment, and patient much improved; 1 symptoms 
reduced but troublesome, requiring further treatment; == ѕутріотѕ 
unchanged; and 5=symptoms worse or patient more cisabled. 

Personality and cognitive functions were assessed sy means of 
interviews and a battery of psychometric tests given -о each patient 
before surgery and repeated 6-8 weeks postorerat vely. In most 
cases this »attery included the WAIS, Wechsler Memory Scale, 
MMPI, and the Background Interference Pattern-Bender. In addi- 
tion, patients 4 and 5 received an expanded battery of tests that 
included evaluations of frontal lobe functioning. 

We made evaluations of the patients! medical/surgical complica- 
tions at the time of chart review by reviewing the notzs from both 
the psychiatric hospital and the neurosurgical ward. ha 

We report here the case history of patient 1 tc llustrate the 
severity of our patients’ illnesses and the degree t3 which these 
patients improved. 


CASE REPORT 4 


Ms. А, a 42-year-old woman, wes psychietcically well 
until the age of 27 years. Shortly after the birth of her first 


Ie01 ^ * 
Mi 


pube 


* 








1602 м 





IFIED LEUKOTOMY IN OBSESSIONAL NEUROSIS 


' 
TABLE 1. Characteristics and Global Outcome of 5 Patients with Obsessional Neurosis Treated by Leukotomy 
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ч Age (years) 








. Iliness Follow-Up Global Rating Scale 
`7 Patient- * А Sex Onset Operation Follow-Up Duration (years) Duration !years) Outcome Category 
1 Female 28 35 4l 7 6.6 г 
2 Female 29 35 39 6 5.2 I 
3 Male 16 43 44 27 jb 2 
4° Female 8 28 29 20 1 3 
5 Female 13 52 53 39 1 2 





35.point rating scale where 1 -symptom free and 5=symptoms worsened. 
*Deceased. 


child, she became extremely fastidious in the care of her 
infant and unusually concerned about the child putting 
objects in its mouth that would ‘have germs all over them.” 
Within a few weeks after the child's birth, Ms. A was 
refusing to leave the house because of her fear of coming into 
contact with germs. Ii she were to leave the house, upon 
returning she felt compelled to wash her hands and arms for 
hours. As her child developed into a toddler, Ms. A's 
obsessional behavior worsened. Her obsession with cleanli- 
ness progressed to the point that her husband felt it was 
easier for him to go to the restroom of a local gas station 
rather than subject his wife to the 1—2 hours she felt were 
necessary to properly clean and inspect the toilet after its 
use. 

When Ms. А was 32 years old, she was admitted to our 
hospital. She was given the diagnosis of obsessional neuro- 
sis, and treatment was initiated with diazepam and implosion 
behavior therapy. After 4 months of hospitalization, she had 
shown, at best, only marginal improvement in her obsessive- 
compulsive behavior, and she was discharged. She was 
readmitted the following year, at which time treatment 
consisted of imipramine, a series of 13 electroconvulsive 
therapy treatments, and behavior therapy. A modest im- 
provement was noted. However, Ms. A's remission was 
brief, and within a few days she was again practicing her 
severe ritualistic behavior. . 

Two years following the diagnosis, Ms. A was admitted to 
the neurosurgery service for a leukotomy. The procedure 
involved stereotaxic insertion of a cryoprobe under local 
anesthesia. Lesions were produced bilaterally near the ante- 
rior genus of the cingulate gyri and were approximately 1.5 
cm in diameter. There were no complications during the 
surgery. Immediately after the operation, Ms. A reported a 
marked reduction in anxiety, and she appeared much more 
relaxed. At the time of discharge 3 months later, she showed 
no signs of depression or ritualistic behavior but admitted to 
frequent obsessions about cleanliness. 

One year after the operation Ms. A was having no 
obsessional symptoms and was working part time as a 
secretary. Throughout the remainder of her outpatient 
course, she had a waxing and waning of her obsessional 
symptoms. Most of her periods of exacerbation were related 
to situational problems with the family. At the time of 
writing she was taking imipramine and reported no difficulty 
with obsessive-compulsive behavior or depression. 


RESULTS 


Each patient's assignment on the global outcome 
scale at the time of the chart review is shown in table 


1. All patients showed some improvement, and on the 
whole, a substantial improvement was made. 

The psychological tests revealed no significant post- 
operative impairment. The patients' full-scale IQ 
scores went from a preoperative average of 108 to a 
postoperative average of 115. Their memory quotient 
went from a preoperative value of 9I to a postopera- . 
tive value of 109. None of the patients’ scores wors- 
ened. The MMPI scores normalized for all patients, 
although one patient showed a small increase in рага? 
noid feelings. No changes in nonverbal functions or 
linguistic abilities were noted. 

There were no postoperative neurological deficits. 
Patient 4 developed a wound abscess requiring antibi- 
otics and surgical intervention. This was the only 
serious surgical complication. 


DISCUSSION 


The results as assessed by global outcome are 
comparable with those reported by other authors. 
Table 2 lists a composite review of six studies of 
modified leukotomy in patients with obsessional neu- 
rosis. As can be seen, cf the 110 patients studied, 
nearly 81% (N89) were at least “improved,” while 
more than one-half of those improved were in com- 
plete remission. We must be cautious in interpreting 
these data because the length of follow-up for the 
different studies was not consistent (see table 2). As 
we saw in our patients, there tended to be a progres- 
sive improvement with time; therefore, some of our 
patients who received a low global outcome rating 
might receive a higher one at a later time. In support of 
this theory is the study of Bailey and associates (14), 
which had the longest follow-up period and the great- 
est percent of patients in category 1. To our knowledge 
the only controlled investigation in the literature is that 
by Tan and associates (16), who showed that abses- 
sional symptoms were significantly less common 
(p<.05) in leukotomy-treated patients than in controls 
at 3 months following surgery. This difference contin- 
ued for 5 years. Social adjustment was worse preoper* 
atively in the leukotomy group, but at 5 years the 
patients in this group were much better than those in: 
the control group (р<.01). T 

Psychometric testing revealed no adverse postoper- 
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TABLE 2. Global Outcome Data from Six Other Studies of 110 
Patients with Obsessional Neurosis Treated by Leukotomy 


Number of Patients in Each 
Category of Global Outcome 














; x Length of 
г Rating Scale NEN S Follow-Up 

Study Е I 2 3 4 5 (уеаг$) 
Individual study 

Post et al. (10) 

(N=21) I 5 9 ‚4 2 3 

Strom-Olsen 

and Carlisle ` 

(11) (N«20) 7 3 3 6 1 1-8 

Birley (12) 

(N= 16) 4 8 2 2 0 5-10 

Kelly et al. ` 

(13) (М=12) 2 1 4 5 0 1.5 

Bailey et а]. 

(14) (N=36) 33 2 1 0 0 13 

Smith et al. 

(15) (N=5) 2 1 1 1 0 E 
Total 49 20 20 18 3 
Percent of all 

110 patients 44.5 18.2 18.2 164 2.7 





&5-poitit scale: 1 = по symptoms, full remission: 2=symptoms much reduced, 
requiring na or occasional treatment, and patient much improved: 3=symp- 
toms reduced but troublesome, recuiring further treatment: 4=symptoms 
unchanged: and 5=symptoms worse or patient more disasled. Patient 
considered "improved" if scored in categories 1, 2, or 3; patient considered 
"worse if scored in category 5. 


ative personality changes in our 5 patients. In fact, 
their IQ and memory quotient improved, probably 
because of better attentiveness. This postoperative 
improvement has been described by other authors. 
Bailey and associates (14) studied 200 leukotomy 
patients, 36 of whom had obsessional neurosis. The 
mean full-scale IQ for the 36 patients rose 13 points 
following surgery. In a study by Smith and zssociates 
(15) the mean (X SD) full-scale IQ for 5 patients went 
from 99.3::13.8 before leukotomy to 103.92- 13.8 after- 
ward (p<.01). In addition, their memory quotient went 
from a mean (+SD) of 101.3+18.5 to 110.9x19.4 
(р<.01). i 

The most commonly reported surgical complication 


of leukotomies is postoperative seizures, which occur 


in about 1% of leukotomy patients (11, 12). No cases 
of epilepsy occurred in our small series. The only 
serious complication was the development of a wound 
abscess in one patient. 

Our experience with psychosurgery has not shown it 
to be a **mutilation of the brain and the mind” (17), as 
suggested by some opponents, but rather a safe and 
effective treatment for an obsessional neurosis that has 
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become debilitating. From,our data and the of other 


investigators, it may be seen that most patients wil 
improve from the procedure, and as many as 45/0 may n 


have a complete remission. Postoperative persenality 
changes are not serious with restricted operations and, 
in our experience, are hard to detect. Surgical compli- 
cations are few. А patient who has suifered for years 
with disabling obsessive-compulsive behavior that has 
responded poorly to more conventional therapies has 
reasonable chances of a favorable outcome with rela- 
tively few risks. 
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Chronic Phencyclidine Abuse and Physical Assault 


f+ BALE M. KHAJAWALL, M.D., TOMMIE B. ERICKSON, R.N., AND GEORGE M. SIMPSON, M.D. 








When the authors irvestigated aggressive behavior 
on a phencyclidine (PCP) detoxification and 
rehabilitation unit and compared similar types of 
behavior on a heroin unit, they found no differences 
between the two units. The urinary PCP levels of a 
subgroup of 75 patients admitted to the PCP unit 
who had PCP-positive urine were significantly higher 
than those of 75 patients admitted to an acute 
psychiatric ward because of violent behavior who 
also had PCP-positive urine. The authors discuss the 
implications of these findings and the need for more 
information on the relationship between PCP levels 
in blood and urine єпа behavior. (Am J Psychiatry 
139: 1604-1606, 1982) 


hencyclidine (PCP) use has increased so substan- 
tially over the past several years that it is now 
considered the major drug of abuse after marijuana (1— 
3). The many articles written on PCP in professional 
journals and in the lay press range from scientific 
presentations to news media ‘horror stories." With- 
out doubt, PCP can provoke dangerous and violent 
behavior (4-12), and an association between physical 
aggression and the use and abuse of various other 
drugs is widely recognized (13-18). The multiple and 
complex psychobiological effects of PCP are likely to 
contribute to thé occurrence of violence (19). All 
agencies that deal w:th PCP abusers should recognize 
the varied influences on the occurrence as well as the 
prevention of PCP-related violence (20—23),.e.g., set- 
ting, and the characteristics of victim and aggressor. 
We treated chronic PCP abusers for more than 2 
years in a treatment unit that predominantly (but not 
exclusively) admits chronic PCP abusers. To minimize 
overt aggression and impulsiveness, we shifted the 
therapeutic emphasis away from the traditional peer 
pressure confrontational approach (12, 24). All our 
patients were voluntary; in general they were behav- 
iorally and cognitively stable at the time of admission, 
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and most were nonpsychotic despite having a long 
history of PCP abuse, which reflected their inability to 
"kick the habit" in the outside community. About 
3096 were self-referred, and the rest entered the pro- 
gram under pressure from courts or family or an 
inability to afford the habit. Only about 3% needed 
major tranquilizers. About 3096—4096 of the PCP abus- 
ers manifested mild organic brain syndrome and irrita- 
bility on admission, and 5% had paranoid ideatica and 
hallucinations. Although 2096-2596 denied any past 
uncontrollable behavior or other adverse reactions, 
roughly 2096-2596 had had at least one PCP-rekated 
psychiatric hospitalization. Quite a few (6%) reported 
consuming PCP 4-2 hours before admission. 

After treating more than 400 chronic PCP abtsers, 
we were unimpressed by so-called PCP behavioral 
toxicity and overt aggression in this population. The 
specific association of chronic PCP abuse with aggres- 
sion appeared as exaggerated to us as it has to others 
(25, 26). A review. of the literature on PCP revealed no 
substantial association between violence or aggression 
and chronic abuse (4, 5, 8); aggression was typically 
associated with acute reactions or with chronic psy- 
chosis (3~7, 12, 24, 25). However, some investigators 
have reported episodes of violent behavior in sukjects 
who have chronically abused PCP (3—5, 11). In order 
to investigate these contradictory observations, we 
designed a retrospective study of our patient popula- 
tion. 


METHOD 


The policies of the various units of the drug abuse program at 
Metropolitan State Hospital require that accurate information on 
aggression be routinely recorded. All incidents, whether of minor or 
major significance, are reported in detail and followed up actively. 
Furthermore, uncontrolled or inappropriate aggression leads to 
discharge of the patient from this program. ` 

We reviewed all aggressive incidents on the PCP unit reported 
from June 1979 to October 1980. For purposes of comparison, we 
also analyzed incident reports from the heroin detoxification/reha- 
bilitation unit for the same time period. Incident reports from both 
units included all untoward events that took place during this time 
period, e.g., accidents, incorrect charting, falls, convulsions, elevat- 
ed temperatures, allergies, etc. From these reports we extracted 
data concerning incidents of aggression and attempted to relate 
these to drug abuse. Urine tests for PCP at the time of admissicn and 
the clinical picture at the time of the aggressive behavior were also 
evaluated. In addition, we compared urinary PCP levels in 75 
consecutive PCP-positive patients who were admitted to the PCP 
unit and 75 PCP-positive patients admitted to the acute wards in the 
psychiatric part of the hospital because of psychotic/aggres¥ive 
behavior. 
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RESULTS * 


Of the 325 new admissions to the PCP unit over the 
period in question, 302 (92.9%) had a diagnosis of PCP 
abuse. O$ these PCP abusers, 215 were men and 87 
were women; 227 (75.396) claimed to have used PCP 
within the week before admission. The average dura- 
tion of use was 42.7 months (range, 1-180 months). 
Admission urine tests for PCP were positive in 233 
(77.1%) PCP abusers, negative in 35 (12.6%), and not 
available in 34 (11.2%). The average length of stay for 
all patients was 38.7 days. During the same period, the 


heroin program had 2,096 admissions for detoxifica-. 


tion, and 354 (278 men and 76 women) remained for 
rehabilitation. 

There were 89 ‘incidents’ on the PCP unit and 198 
on the heroin (control) unit during the period studied. 
Of these incidents, 160 (41 from the PCP group and 119 
from the heroin group! pertained to medication errors, 
administrative errors, seizures, allergic reactions, etc. 
Ап ádditional 117 incidents (44 from the PCP group 
and 73 from the heroin group) pertained to injuries (all 
minor) actually sustained during physical exercise 
such as games and other routine activities. In all, there 
were 10 incidents (4 from the PCP group and 6 from 
the heroin group) that were appropriate for evaluation 
of aggression. In the first of the 4 incidents from the 
PCP group, a polydrug abuser became excited in a 
group session (90 days after admission) and hit a door, 
causing a fracture of his right fifth metacarpal bone. 
The second subject on the PCP unit became verbally 
aggressive only. The third subject, who had a clear 
sensorium but longstanding irritability, suspicious- 
ness, and depression, became angry in a group meet- 
ing on day 8 after admission, threatened suicide, and 
demanded discharge; he was transferred to the psychi- 
atric unit. The fourth subject, who had a 2-year history 
of PCP abuse, a recent PCP-related psychiatric hospi- 
talization, and PCP-positive urine on admission, was 
slow, sloppy, inattentive, with decreased concentra- 
tion and comprehension, and questionable paranoia; 
on the third night after admission he climbed out of a 
window and attempted to bring back alcohol from a 
nearby store. The 6 incidents from the heroin unit 
involved 3 fights that resulted in minor physical harm, 
1 emotional upheaval resulting in a suicidal threat, 1 


occurrence of verbal aggression, and 1 incident involv-- 


ing a confused, groggy, wandering, but nonviolent 
subject. 

During the same period, 19 subjects were discharged 
from the PCP unit for violation of program rules, but 
none of these infractions was related to an aggressive 
act. Comparable information was not available from 
the heroin unit. 

The mean (X SD) PCP level in urine for the 75 PCP- 
positive subjects admitted to the PCP program 
(4791.6+4829 ng/ml, range 132-21,000) was signifi- 
cantly higher than the mean urine level of PCP for 75 
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PCP-positive patients admitted to the psyc‘iatric unit 
(2998.4 ng/ml, range 35—20,300) (t=7.2, p=.001). 
urine samples were obtained at the time of. ad 
and before institution of any acidification pr 


f 
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DISCUSSION i 

The results of this study confirm our clinical obser- 
vation that this group of chronic PCP users admitted to 
a drug detoxification and rehabilitation unit manifested 
a relatively low level of overt aggressive and impulsive 
behavior. Only 2 (1 in each group) of the 10 aggressive 
incidents could be labelled as drug-releted. Ever 
though the patients on the psychiatric wards, whe 
were admitted because of extremely aggressive behav- 
ior and who represent a severe management problem. 
had ingested PCP, their urinary PCP levels were 
significantly lower than those of the relat:vely unag- 
gressive subjects admitted to the PCP program. 

There are many possible explanaticns for our find- 
ings. Variables like PCP level in tissue, tolerance, 
physical dependence and withdrawal (27), pharmaco- 
kinetic properties of PCP and its metabolites . associat- 
ed impurities (28), premorbid personality characteris- 
tics of users, and environmental factors may contrib- 
ute to the occurrence of violence in PCP users. We 
observed no specific withdrawal syndrome. The most 
obvious explanation may be the screening process 
involved, i.e., violent PCP abusers are hospitalized on 
a psychiatric unit and not admitted to a rehabilitative 
unit. Even if this were true, it would represent remark- 
ably successful screening. The treatment azproach or. 
this unit has been discussed elsewhere (12) and may 
play a role in the absence of aggression. 

It is clear that a simple relationship be-ween PCP 
ingestion and violence did not exist in our patients. 
The factors responsible for violent behavior in a smal 
percentage of PCP users remain unknown. Because 
almost 30% of the patients admitted tc the psychiatric 
wards at our hospital have urine that contains PCP, we 
recommend that the relationship between PCP abuse 
and violent behavior be investigated further. 


REFERENCES 


. Snyder A: Phencyclidine. Nature 285:355-256, 1980 
. Micik S: PCP update. West J Med 132:62-63, 1987 
. Petersen RC, Stillman RC (eds): Phencyclidine (PCP) Abuse, an 
Appraisal: NIDA Research Monograph Zl. Rockville, Md. 
National Institute on Drug Abuse, 1978 
4. Fauman MA, Fauman BJ: Violence associated улл phencycli- 
dine abuse. Am J Psychiatry 136:1584—158€, 1976 = 
5. Linder RL, Lerner SE, Burns RS (edsi: PCP, the Devil's Dust 
Recognition Management and Prevention of Fhencyclidine 
Abuse. Belmont, Calif, Wadsworth Publishing Co, 1981 
6. Fauman B, Aldinger С, Fauman М, et al: Psychiatric sequelae 
of phencyclidine abuse. Clin Toxicol 9:529-538, 1576 
7. Luisada PV, Brown BI: Clinical management of the phencycli- 
dine psychosis. Clin Toxicol 9:539—545, 1976 
8. Siegel RK: Phencyclidine, Criminal Behavior, and the Defense 


US м ~ 






А 1606 D UE ABUSE AND PHYSICAL ASSAULT 





`~ 
of DiminisheG Capacity. in Phencyclidine (PCP) Abuse. an 
Appraisal: NIDA Research Monograph 21. Edited by Peterson 
yon RC. Eockville, Md, National Institute on Drug 
1978 


. Faumah, MA, Fauman ВЈ: The psychiatric aspects of chronic 


phencyciidine use: a study of chronic phencyclidine users. Ibid 


. Karp HN, Kaufman ND, Anand SK: Phencyclidine poisoning in 


young children. J Pediatr 97:1006-1009, 1980 


. Wright HH: Violence and PCP abuse (Itr to ed). Am J Psychia- 


try 137:752-753, 1980 


. Khajawall AM, Simpson GM: Characteristics of chronic PCP 


abusers. Am 1 Drug Alcohol Abuse 8:301—310. 1981 


. Tinklenberg JR, Sti.lman RC: Drug use and violence, in Vio- 


lence and the Struggle for Existence. Edited by Daniels D; 
Gilula M, Ochberg F. Boston, Little, Brown and Co. 1970 


. Shick JFE, Freedmen DX: Research in nonnarcotic drug abuse. 


in American Handbook of Psychiatry, 2nd ed, vol 6. Апей S. 
editor-in-chief. New York, Basic Books, 1975 


. Barter JT, Reite M Crime and LSD: the insanity plea. Am J 


Psychiatry 125:531—537, 1969 


. Ellinwood EH: Assault and homicide associated with ampheta- 


mine abuse. Am J Fsychiatry 127:1170-1175, 1971 


. Ellinwood EH: Amphetamine psychosis: individuals. settings 


and sequences. in Current Concepts on Amphetamine Abuse. 
Edited by El'inwoed EH, Cohen S. Rockville. Md. National 


t Y 
Am J Psychiatry 139:12, December 1982 


` 


Institute of Mental Health, 1972 


. Smith RC: Compulsive methamphetamine abuse and v:olence in 


the Haight-Ashbury district. Ibid 


. Cohen S: Angel dust. JAMA 238:515-516, 1977 
. llfeld FW: Overview of causes and prevention of violence. Arch 


Gen Psychiatry 20:675—689, 1969 e 


. Sandler JN (ed) Psychopharmacology of Aggression. New 


York, Raven Press, 1979 


. Fauman MA: Treatment of the agitated patient wita organic 


brain disorder. JAMA 240:380-382, 1978 


. Rada RT: The violent patient: rapid assessment and manage- 


ment. Psychosomatics 22:101—109, 1981 


. Simpson GM, Khajawall AM, Alatorre E: Urinary phencycli- 


dine excretion in chronic abusers. Clin Toxicol (in press) 


. De Angelis BB, Koon M, Goldstein E: Treatment of ado:escent 


phencyclidine (PCP) abusers, part H. J Psychedelic Drugs 
12:279-285, 1980 


. Peterson CR: Phencyclidine: a NIDA perspective. J Psychedel- 


ic Drugs 12:3-4, 1980 


. Balster RL, Woolverton WL: Continuous access phencyclidine 


self-administration by rhesus monkeys leading to physical’ de- 
pendence. Psychopharmacology 70:5-10. 1980 


. Cone EJ, Vaupel DB. Buchwald WF: Detection and measure- 


ment of toxic precursory and analogues in illicit samples. J Anal 
Toxicol 4:119-123, 1980 


«ө 


ay} ur әләм Ady] uei suio[qo1d ooualojsuejj12junoo 
‘UNM [рәр 0} 9[q? 19}}9q pue ‘Jo oeme әлош 3uroq se 
SA JISWA) PALI ANOIS [nj[[Dis 240w oq ‘spys 2012205 
ur SosueYyd 0j рле8әл YM ‘(SJUSPISO! үа sso[ IY 
40] gp—Suner-j[os pue /р=8шуүел ,s1osrA1odns ‹Чпо18 
ІІ DOW! эц} 10] 9¢=SuNvi-jjos pue gc-Surei 
,SI0stAJodns) 58001 ,sJ0sia1odns noy) Чум juonaduoo 
әләм suorndoorod-jos ,sdnou3 yloq 1s931sod үе yey} st 
BUIPUY Surso19jut элош пәлә uy "(A[oArjoadsai “ус pue 
Ep 'S9J05S |е10]) JOYSIY soA[osurou] PILI [njr[I3S 589] se 
sJostATodns oq Áq pII dnoi$ ay} *jse1juoo ug ‘(AIAN 
-dadsai ‘gp pue gg ‘591025 [e20]) 19/440[| Á[QEJoptisuoo 
ѕәлјәѕшәці payer siostA1ledns 194} Aq pjs o1oui 
se рәтел пол8 әу) “5әјәла ƏY} UO `јиәләрір уецләшов 
әләм SAS AP uo sdnoj8 Ом) ƏY} 10J 5110591 ou], 
"e1nj 
-onijs әліѕиәјЈәр s,juored e puejsjopun oj pue sovur} 
-51891 ,sjuoned ui [eop oj 4де dg uo (0p d) 
Чпол8 үгу sse[ oy} uey; ләү ÁA[qeroe1idde pojei 
әләм Чпо18 514) jo staquiow ‘ponad Juure әү) jo pus 
au} je ‘әлошләцулп 'əyJiy sjuiod с A[ojeunrxoudde 
SBM 91028 [910] s dno13 [nj[b[s әлош эці “бәш ujoq 
ту 19210 YURI 2AT]9[21 Lay} peurejureui sdnoJd 0A] Iy} 
рие “59504 0] ysojo1d шоу (9] | =91098 |0303 9|qissod 
шпшгхеш) SHS IY} uo 21025 [2}0} ш oSueuo JUBDYIUTIS 
g рәмоцѕ sdnoJ3 sy} JO 1oujrou jeu Surso19]ui 81 I] 
әтә suopisa1 9 Jo 
"dnois mjs sso] 
^^O[oq 0} 3321348) 
те SUIAI9291 9500] 
pe1iopisuoo әләм 
[29018 ә8еләле ue 
,SIOSIAJodns Jo 
I,, ue pue , [ny 
c] 942 рәр!А1р 
то п] ‘әш 1әлО 















sdno13 OM} poonpo.id UOISIAIp SI 
dy} әд 0} palopisuos әләм (әде 
c uey: sso] jo Zune [eq0|8 28 
pue 'dnoijg [nj[[]s әлош oy 
(401.tedns о} poo) 1940 10 7 
рәлгәоәл OYM sjuopiso "Sat 
siseq əy} uo Япо , пр 
-IJS элош Аүегиш,, ue o, 
әм “111415804 sty) 3731; 
Sijp|s ur sogueuo jenuss psi sdnoj8 ом] 
4} ‘05 j[ ‘рәипооо peu 230% 9 pue Zuue 1ofeur 
Aue arojoq S[[D[S [eorumo 4120) ш s19430 о} 101radns Ад 
-eroo1dde әләм 5]1пәртвәл әшоѕ IIYJIYM SEM poulo2uoo 
sem Ápnjs ou) yoy цим ѕиоцѕәпЬ əy} jo sug 

'Sonbrugoo) иоциәлләуш pue suis[qo4d aoua1ojsue 








0r 5ә200151591 5 juaned e чим Зиед 
$0 sau ojeudoadde је ѕиопејәлтәуш SUJEN 
$0 suio[qo.id 22u219jsue1; SAnISOd qr Зшүеәс 
0r 1uonved эцу uir sAngeduioouou Зшәя 
sway aeos uonenjeAj-J[eg Adeouiouoásq 

ço > suia[qo.id 32u3J9jsuer) әлце8әи цил\ [Bap O1 ә|де ST 
10> $әэию]$15ә1 s,juaned ҷим [eap 01 ә[де SI 
s0 > 5ә2ие151591 s,juarjed JO әлеме ST 
or> uonejuojuoo јо asn ojeudodde $әхер{ 
0l цоце2уиејо Jo ISN әлпоәрә SMOYS 
0r 22u213Jsue1] әлц1ѕоа јо әлеме ST 
0p e ssouaAnonpss $,1цәпе@ 21019107 01 2148 ST 

SWOT әз uonenpeag ,SJostAJodn 

d 





Kde1eu | pasiuedns Surnpuo? јо sujuow 8 1euy $] 
-оцэќѕа ,sjuapisey 21214044 zT ш seSueu? pleoyius 


` 
. 
төра AMHA TURCI ÉnmuonÁs n uv 


аду. 


x 
Г 


Чум [eop ospe “ләләмоц “рїр'э8ёчецә }:22211и815 рә}оч 
SjUOpIS21 ƏY} цощл UO SUID]! 19470 951 JO ӯ 'oSuego · 
9eAniod jueogiuSIs pojou 3IOSIAIOCNS Y} цол 
UO 9SOY} 0) үеог}пәрг зои AYM “SOOURISISOI Ss jhoyed 
е UNAM [eap оз дв ш әѕеәлош ue #шиләоцоо suon 
-£A138Q0 ,SIOSIA.adns пац) YIM paproc:oo suondooJod 
-HOS NOY, (ү 9/983) SUW 7 Ашо uo [njyi[Djs şou 
ÁpueogruSIs SB SIATISUTIY} poArooloG Sjuopisol au], 
‘SASd 94) uo pojou IIM IW 19AO sadueys JULIU 
“BIS 139M3] USAT `эопәлә}$и®л- PUB 92UF]SISOI 0} рәв 
-al Suie[qod pue ‘uoNeUOIUOS "uomsogue[o qi AT 
-иешыа pouo2uoo эләм ә$әцТ, `(T AQE} 99S) SWA IY} 
jo / Кио uo soSueqo JuRdYIUSIS Áj[e2Iisr)ejs punog әм 
*8)$9] } 8шѕп *19A9AOH ‘PASI 51175 6c әчу uo ponad 
Zuue 2g] 19AO palinss0 seSueuo 24nisod 'jerouos 
ш “ец pojeorpul SAS oui uo 58шуві ,s10srAJodng 


SLTNSAY 


“AlpeonesouAsoIpl pajyaidiojur jou pu? роојѕләрип A] 
-OJBAINIOV SEM SWJ INO ur рәлүолш ABOOUIWIIL Aq] Jeu] 9-unsse IM 
“мәл үеопагоәці 8шләртр jeuAouras JO s1osrAredns jo dnois siy} 
UHM пәлә yYFIY seA APPALA 19]91-91uI pue “у заріѕә1 YILA 10] 105 
-IAJOdNS ouo пе әлош SEM әләц} IDF "SisÁ[eL воцодѕа Jo $0092 
{euossadsajUI pue үепиә}зїхә әцу JO saanejuasaidar ЈС Jequinu 
g әләм 9194} MQ *uoisens1ad onÁpeueoqoÁsd [eo sse[o v Jo Атиешиай 
Әләм SJOSIAJodns oy] ^22siA1odns ay} Aq Ápiood 12 ‘yom 'Apojenbopg 


` рәЗецеш Suraq әләм әоие351әл pue souaiaysuey se yons juouneat 


эш ЈО sjoedse [ejusurepunj 1oujouw JO uormeriulojep 2]eInooe 
ug әўеш 0} әоџәшәахә ÁAiosrA1odns pue pevu jJo1oygns possossod 
AdY) V84} ај 94 'sieaÁ Ацеш ло} 5)ләрї$ә1 oLrBigoÁsd postasodns 
osje peu oym sjside1aujoqoÁsd рәзпәяләйхә [[e arem 51051лЈәйпѕ ЭЦ} 
IUIS упа *paprAOJd jou әләм ѕшәу әці JO ѕиопиуәр [euoze1od() 
'SJUOpISQJ OWS oq) рәге: OYM siosiAJodns 
Зиоше juoura213e Jo aaiZap Yysty e SurAq[dui *68` s2M 159104 је pue 
98° SEA 18ә]әла je ANPR ләјелләтиі итәр ‘=2иецо Aq рәјоәйхә 
3q pjnoo se yonu se Areva Ady] 120] 'sr jeu *uropcea Ap[ojs]duioo әле 
s3une əy} 12у Suneorpur ‘gg’ 01 *Ajrirqerpod yaad Suneciput ‘og'i 
шолу ќлел Аеш pue juarotpoo2 иопегәл1о2 в se гәтәлаләји 51 хәри 
Si], `(8) элпрәзола ишы sy} JO sues Aq pouru.3jap sear 15231501 
pu? isajoid ц1о уе 580101 Алов1АЛӘ@п$ Jo лде poa зәјецејш au m, 
'SisÁ[eue v]e2 JO} POUIGLIOD әлоўәләцъ 219^ 
ѕапо18 OM} Эч], "punoj 2194 saouaiogIp jueoLiugis ou pue 'sjs3] 
] jo suvow Aq po1eduioo әләм ѕәәшєп эјешәј UR [BUI 10] UVA 
"5ijbjs ш әбпецо IWOS [VIA 0} 
payoadxa aq p[noo pue awn зец Jo uorod јивли! e pejusso1dor 
peionpuoo sem Ápnijs əy} yorym эло рошәс щуџош-9 эц} jeu) 
19] әл 'Kouopisa1 INO jo 1иәшәүә 2100 v s; sjuatjed onouoAsduou 
Чил ќаеләціоцоќѕа juanedjno poesiA1odns jo sjgoÁ OM], ,,°189) 
-|sod,, pue , 15ә]әла,, se 0j рәлләўә1 әд [JIM ѕр=иәа Зипел gz asay) 
*oouotusAuO2 JO, '51094 Ápnjs Z әш Jo Керү ш apeo шеде ssunud 
HY} әреш s1ostA.1odns pue SJUIPISIY 'Szsd эч: parojduroo juopiso1 
Човә “әу ours ay} jy 'siostAledns Jay 40 514 Aq $95 эч) uo 
payed sem sjuopisaJ Z] IYI JO Yowa *s123Á Apnys Z эЧ} Jo 1909120 Ш 
00428 
едрәш ay} Jo Kj[n29j эу) uo рв әләм OYM HUI жє) JO S1oquioui gels 
101095 р 0} Z Ад 1еәА Sty] JULNP posraJodus sem 1u3pIS2J toe] ‘еш 
-iunu sem AdvroyjoysAsd poiusuo-jqgisur SuNcnpuos ш Áouopisol 
ay} Jo jeoÁ ping; ou; jo Suruurgoq cy} je әопә 12dxo [eoruin nay} 
inq *ќарлэціоцокѕа aanioddns рит Adesoyjoreuueyd рэшашоэ 
SulA19221 S]ü JO juourj221] au] ut pzsrA adus uoaq pey 
pug я 









вәд € 53181л Juned Hos sf Apoyeurxoudde oue aray) рив uo 
. ЭЧ1 12 Uses әле sjuoned mau 008 Amewxosdde 1eoÁ цоеч "joouos 
papau в pue [ejidsou [edioiunui e Qjl4 poyelsosse 51 jeu ошо 
учецейзпо царе oujeryodsd e je pojonpuoo sem цолеә$әл ayy 
“SYS oy] uo SZULI op[qureduioo әреш 
s1cstA1odus eur 'sisiderouq; se әзцәтәйшоо үеләиә8 nou Jo Junel 
128018 © opeur ospe pue SITS 67 ay) Jo queo 0] Joadsar YUM Аде 
шә pejel зәәшеп oup `әбеләлә AO[oq о} Joledns шолу Juel 
pjnoayey) упав Jo 3un21 үедо[8 jutod-c е 10} payse ose so[eos ОҢ 
98499) 10] әЗеләле NOTIQ 21 шәцЦәохә WO] pue SAS әш 107 100d 
0} 1ua][3oxo шолу 8ш8ц®л ayeos juiod-p е uo spew эләм sZuney 


“uO OF pue ‘0015591536 s,jusrjed е JULIO} | 


je ‘uee Buom в 8ши$цду]5ә ye әләм Aag} 1Ч8поцу Aq) 
рооЗ MOY payse MEM ѕәәшед ay} ‘реше "Saouejstsal s,juaned e 
Чил Jeep 0j pue 'A[2Ar/22g9 uongogte]o ƏSN 0] *uorssaJ33e s,juored 
€ гушшә]о1 0} ‘ә2иеце FUOM в Uusriqe]sa 0} Аде 1ou 10 sry UO 
әәшЕц V JVI 0] paxse әләм sIosIAIodns 'o]durexo ло WAY} PIPI 
51651АЛӘ@п$ NOY) SP [135 ewes ay] uo ЅѕәлЈәѕшәц) PALI SIJUI. 
IYL 'pedo[oAop sear (SASA) ALIS uonen[eAq-j[eS 4101901042484 
ЭШ ‘SAS dy) о} Árejuaurs[duroo o[eos e 'Ápnjs juosaJd ou) 104 
SES эці ЈО ÁUPHZA 2ADEUTULIOSID әці Jo әәиәрілә рәрлоха ejep 
әѕәц у, INPAS Sso[,, $2 parer dnog e pue ,nj[[Djs 210ui,, 
-IA1odns Aq pal ѕәәшәл) Jo dno48 е usamjoq рәуешшїызэвр SWI 
əy; jo 4uofeur Jeeg e 'uonmppe up `420ә]515002 үешә}ш1 S,o[eos 
ay] то} әоџәрілә Furpraoid Адэләц1 'suoge[el102 Jej0j-ul9]I y3 
реч pue (96° + = Anger Jpea-rds) әјдецәз Apustq se^ Sag ou тец 
pamoys Ápnis jo[Id siy} jo s-[nsoJ ayy, “Burren AderayjoyoAsd рә 
-шәмо Aqje2rjAqpeueoqoÁSsd ш st OYM [enprArpui UB JO sseu[ng[[DIs oui 
Sui 1o2u05 juourdpnf реләло Ue ѕәҳеш 1081лләйпѕ в uaua jror[dui st 
yey) Supjuiq) ou поцахә эуеш от paudisap sem AVIS siu p `(/) Ápnis 
тора е ur U pojs3j pue (SAS) AVIS иопепүелч SJosrAJodng ulaji-Gz € 
pado[a^3p am 'sij[pis onedesayOYysAsd jo uonisinbog y} уәде ued 
әойәпә4хә pue Sutueo[ uota о 1цә1хә ац) әзейп5әлш 03 19pJ0 Uf 


GOH.LJW 


'8шишЗәд 
Alaa эці уе попепу$ Surium əy} 0j (Suuq jou soop 
“Атәлпвцилә][е *10) 580119 ous 10 dy jeu] a110]19do1 [ез 
-IgojoyoAsd s jsidesoy} au jo wed Ajpejusurepung әлош 
әле qor[^ pue oouonidxo jesuo pue uorsiA1odns 
jo Чәч əy} цим peureo[ pue jg8nej әд иво spys 
ysiym Ajue 0} Чәч pom .ouueul siy} ш S[[DJs 20 
-nadviayjoyoAsd jo uorjeeut[ap ay} yey} pozisayjodAy 
9/4 'o2uaLrodxs цул зшәшәлолаші рәмоц jeu) soy} 
0] ]s€.jU02 ut Аүүелойшә; 215 poureulaJ тец} s][DjS 20 
-пәЧйюләцуоцоА5а asoy} Ajnuopr о} Зшјйшәре ш pojso 
-19]ut Аүле[поцлта әләм әл pue *uorjeSrisaAur ue qons 
Jonpuoo 0} sem Арг1$ juosaJd au jo asodind ayy, eum 
JIAO 5138 эцпәделәцјоцокѕа јо uonnjoas əy} Apnys 
0j }йшәре опешә}$4$ OU ussq seu әлә ә8рә[лмоиҹ 
по 04} 109 '(9) peunguapt пәәд әлец sjside1oqiouosd 
8шиш8әд Ад әреш sowxejsiu ,jeoiuQgooj,, пошшо? 
jsoui əy} pu? ‘(ç-z) Kdexoujouosd orueuÁp јо 8шигеә[ 







S? 5105 · 


Y 


fo” 


"0S 00S/P0/L09 /C1 
KC8IX€£S6-C000 uoneroossy ornerq»Asq URIHOWY 2861 o 14814400 

“TOPOL AN 'xu-dg 
‘peoy ләјѕәцэјѕед pue yinog Aemyleg weyjag чәшәд yendoy 
еаоипуу xuorg 'Aoppong “iq Ој sysenbel junidei ssaippy ЫМ 
‘xUOIg 'әшәрәр{ јо "el JOD umuq мәдүу “Кцещоќѕа jo wow, 
"нефа эш шо 'c861 ‘Pl AEN poideoog :7861 ‘ET Indy pes sar 
11861 ‘L ‘оэ рәлтәоәҹ '7861 “IZ-S1 ABW *Оозцолоу, ‘uonepo sy 
эшецщәАзд ueououry эці Jo Zuno [enuue ц:сєү ayy 1те рәшшәвә.гү 





эчу ш pesod sonnognp oy} uj3uo[ Ie pessnosip orey 
sugnu Jo JAQUINU y ‘ѕәѕиәјәр pue Ayyeuosiod ило 
ѕ,әәшел әу) pu? uonisinboe 1190) Usamjoq ащцѕиоп әл 
әўешпш OY} pue $145 ә$әцу Jo əmu xo[duroo эц) 
jo esne2eq ѕӣвціәа 'qo1e2so1 Jo тәге poj2o[3ou в ucoq 
sey sjuopisa1 oLneryoAsd Aq spys 2ппәйеләцјоцэг sd 
yons jo uonismboy əy} jo Apnys on?uiojsÁs ou 
,, aorjorid 
едгрэш јо үе оз uonnqiguoo enbrun s, 413219281 эле 
jeu) sj[pjs JeuoneA49sqo pue әдрә[лоцҹ [eorso[ouo; sd 
9y},, Jo uonisinboe oy} ur [eronio sı Aderoyjoyorsd 
рәѕілләйпѕ jonpuoo o} Ajyunjioddo əy} jeu] pou 
Osje цегшәм WNN ay} Jo ыша [erjuoo g Advis} 
-ogoÁsd orumuÁp ur 8шиец эуеш jeu sure1do4d Áovap 
1591 JO 41121225 Suiseajour ue pue ssou][[I 21)21цо. sd 
jo sjoadse orureuÁp əy} 0j pred иоциә}}е əy} ur eumzop 
9jeunjjojun ue пәәд seu 3190] ]euj u192u00 st poss sid 
-хә Á[uoooe1 (1) { шә ‘oym e se ourmdrmosip əy} 
ЈО seougApe оппә ыц pue ognuoros ay) Buse joi 
Ajayeridoidde ‘08 oh 02 Se^ у uey} paseq 
Күреола әлош Ie rej; ornneng»Ksd usnoui 

















"0191-091:6€T ANLI: Sq 
SIAOdNS YIM u4Dp2] Knpa24 


211 Yoram Kdpsayjoyrcsd 
2224 Knut ә$әц 1р1 [2f 
{ 5135 ayy fo / 4of purof 
24204 ғә8ирцэ е9 221151035 4210] SYJUQLA ge 
uinsp рир 8ши! weed 7320 24] PADMO] 2[р25 BY} 
uo SMOSIALIANS 1204 QE CAG paa som Kdosayjoyoesd 
pajuaty. 102<рир [ONpIAlpul 8Вицәприоә 

ui әэиәмәахә JOIIUYD Jay 40 SI ир8әф озм 

Juapisad Yoo] ‘padojaaap spat 8135 «арләціоцэсѕа 
BULINSDIU IJDIF uoupbnjpaq SAosiasadngy utar GZ 

ү "Suium] fo sak panji May] Ul Sjuapisad IMIVIYICSd 
Jo dno48 p и} әш] 4240 5х ounadpaauiouocsd 

JO uoinjoaa ay] palnsljsaaul SAOYIND ex 





TIA “A SNTHAHLVM ПМУ “O'N '0SVHVM 'H'ZOSWNOL 
ТМО? "H AdOH “НЭ “AW ‘AATMONG W3L3d АЯ 


JO Asq orureuA(T Surur] 


^ 
7861 taquiazagd ‘1:661 Kup kes p ziv 


Ы 


na 
Am J Pszchiatry 139:12, December 1982 


r 


beginning (p<.05). In addition, they perceived them- 
selves as considerably more adept at understanding a 
patient's defensive structure, as did their supervisors. 


DISCUSSION 


In this study a number of psychotherapeutic skills 
were found to undergo significant positive change over 
time. We feel that these may reflect those aspezts of 
dynamic psvchotherapy which the beginning therapist 
can readily learn with supervision and experience. 
Among specific aspects of psychotherapeutic tech- 
nique that significantly changed were the appropriate 
use of clarification and confrontation and the manage- 
ment of resistance. The capacity to tolerate the seduc- 
tiveness of patients and the awareness of positive 
transference were also found to alter in a significant 
positive direction for all residents. An increase in the 
ability to tolerate seductiveness suggests to us that, 
ewith experience and supervision, the phenomenon of 
transference becomes a meaningful reality for begin- 
ning therapists and enhances their clinical objectivity, 
thus making such provocative behavior less directly 
threatening and conflictual for them. 

The ability to tolerate patients' aggression dii not 
alter significantly, and we assume that this remzins a 
problematic and difficult area for beginning resicents, 
although some therapists were able to tolerate this 
aspect of pátients' behavior better than others from 
the very beginning of training. It is possible (паї a 
more prolonged study would show that this ability, 
too, can change in a positive direction; there was a 
trend in this direction in our study but it did not reach 
statistical significance. The ability to deal with jega- 
tive transference did change significantly, however, 
indicating that this specific aspect of patients' aggres- 
sion was more readilv tolerated by residents over time, 
perhaps again reflecting a more objective "clinical" 
view of transference phenomena with increasing expe- 
rience. It has been noted (9) that a frequent counter- 
transference problem for therapists working with bor- 
derline patients, in whom aggression is prominent, is 
loss of empathy and withdrawal or detachment from 
the patient. This is consistent with our finding that 
beginning therapists have difficulty in dealing with 
patients’ aggression in general. 

Factors that did not change over time included the 
capacity for empathy and an awareness of counter- 
transference issues. We speculate that these twc fac- 
tors reflect innate abilities of the therapist and cannot 
be readily learned, although this is not proven by the 
present study, since it lasted only 8. months and 
investigation over a longer period would be necessary 
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that further investigation of this capac:ty might be 
helpful in identifying those individuals who have the; 
most innate potential for psychotherapeutic TK. 
Similarly, the ability to monitor one's countpiiapafer- · 
ence responses does not appear to be something that is 
readily learned. These findings are consistent with the 
opinion of experienced psychotherapists (11) that ther- 
apists' optimal level of empathy and awareness of their 
own conflicts are seldom achieved through the ecuca- 
tional process alone without the assistance of personal 
therapy. Almost all of the third-year res:dents in our 
training program have previously had, or are currently 
involved in, personal psychotherapy. Hence, the dif- 
ferences that we found among therapists and the 
differences in skills that underwent change cannot be 
accounted for by this factor. The absence of any 
change in the ability to establish an effective therapeu- 
tic alliance may also be related to innate factors such 
as the capacity for empathy and the persorality of the 
therapist, which may well be central to tae establish- 
ment of such an alliance. 

The global ratings of residents bv supervisors re- 
mained remarkably constant over the period of the 
study. At the beginning of the study, the 6 residents 
who were rated superior in ability by their supervisors 
rated their own abilities much lower, but they were in 
close agreement with their superviscrs' ratings at the 
end of the study. This may shed some light on the 
overall effect of the supervisory process itself, and we 
speculate that one of the effects of supervision on 
superior residents is to increase their “‘therapeutic 
self-esteem," so that they have a more realistic view 
of their abilities as psychotherapists after a year of 
supervision. 

The scale that we devised for the measurement of 
psychotherapeutic skills appears to have high reliabil- 
ity, since different supervisors were in close agree- 
ment on their judgment of individual residents. Our 
pilot study demonstrated that the development of 
psychotherapeutic skills can be investigated in a sys- 
tematic manner. 
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The authors surveyed women and men psychiatric 
chief residents who were near the end of their 
residency training. The findings documented the 
active participation of women in leadership roles as 
psychiatric residents in education, administration, 
ard clinical care. Men and women reported 
remarkably similar. job descriptions, opportunities, 
and difficulties. Women were less likely than men.to 
participate in research activities during the chief ' 
residency or to accept full-time faculty positions 
after training. (Am J Psychiatry 139:1610—1613, 1982) 


he woman chief resident is an absent figure in the 

literature on psychiatric education. Early articles 
on the chief residency (1—4) were written exclusively 
bv men and with ап implicit assumption that all chief 
residents are male. Although the existence of a few 
women chief residents was documented in 1977 (5), 
there has been no systematic consideration of the 
influence of the chief resident's gender on selection, 
job description and performance, or future career. In a 


recent review of the psychiatric chief residency (6), - 


the phrase ‘іт or her” appears only once. All of the 
remaining pronouns are masculine. 
Since 1973 a number of papers have appeared de- 
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' scribing the problems of women psychiatric residente 


(7-11). Of particular interest is the belief that women 
residents ‘‘are often invited to do the committee work 
associated with social occasions, decorating, or librar- 
ies but seldom are they considered appropriate candi- 
dates for chief resident, membership on а policy 
committee.or on a committee to study program curric- 
ulum changes, or specialized course work in manage- 
ment” (12, p. 1245). Women were less likely than men 
to receive full-time faculty appointments and tended to 
remain at the lowest ranks (13). Roeske (14) docu- 
mented the difficulties for women in psychiatry in the 
1960s and the remedial action taken in the 1970s and 
wondered, as did we, whether significant changes in 
training programs had resulted. 

In our own experience with three university residen- 
cy training programs, we were struck by the increasing 
number of women chief residents and the relatively 
rare reports of overt discrimination. This study was 
designed to, document the existence of women chief 
residents and to determine whether their recent expe- 
rience differs in significant ways from that of men chief 


residents. 


METHOD 


Subjects were chosen from incoming chief residents who attended 
the Annual Conference on the Leadership Role of the Psychiatric 
Resident, directed by Jack Wilder, M.D. The conference has been 
described in detail by Ruiz (5). In June 1978, 13 of the 91 participants | 
in the conference were women. At the time of the study (May 1979 
to September 1979), we were able to locate 9 of the women. All 
agreed to participate in ourstudy, as did 1 randomly selected woman А 
from the June 1977 conference. The-10 women were-matched for 
type of residency training program (size and degree of academie 
affiliation) and type of geographical area (rural, small town, urban) 
with 10 of the men who attended the conference in June 1978. We • 
were able to contact-and assure the participation of all 10 men. 

We designed a structured questionnaire that included fixed-chbice 
and open-response items. We used our own experience (Drs. 
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Hellekson-Emery and Kessler had recently been chief residents) 
and the literature on chief residents. women residents. and women 
in leadership roles in psychiatry (13. 15) to develop 20 questions on 
demographic data, description of activities and experience as a chief 
resident. and career plans. The interview was conducted via tele- 
phone by Dr. Wilder's administrative assistant (a woman who had 
met all of the subjects at the conference). Subjects were told that the 
purpose of the survey was to gather data on their experiences as 
chief residents. We did not make explicit our interest in comparing 
the women to the men. Anonymity was assured, and г copy of the 
final report was promised. 


RESULTS 


We completed 19 interviews (we were unable to 
recontact | of the women). The median age for both 
groups was 30 years (range, 28—34 years for men and 
29—40 years for women). All of the men were married. 
Of the women, 6 were married, 1 was divorced, and 2 
were single (1 of whom was engaged). Four women 
had children (range, 1—3 children) as did 7 men (range, 


/-2echildren). 
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Job Description 


Nine men but only 5 women held a chief residency 
for 12 months. The remainder had 6-month terms. The 
men and the women described a variety of types of 
chief residencies, including responsibilities for depart- 
mental functions and/or specific services (inpatient, 
outpatient, consultation). As a group, the women 
reported spending more of their time in administrative 
functions (mean, 36% of their time for women versus 
17% for men) and teaching (32% versus 17%) but Jess 
time being taught (8% versus 16%) and in patient care 
(18% versus 36%). Although all of the men reported 
some time in direct patient care, 4 of the women 
reported little or no direct care as part of their chief 
residencies. There was a noticeable, although not 
significant, difference in research activity. Seven of 
the men but only 3 of the women carried out any 
research during this year. Using the two-tailed Wilcox- 
on signed-ranks test, we found that only the amounts 
of time spent in administrative work and in patient 
care were significantly different (р<.01 and p<.05, 
respectively). 


Expectations 


In response to an open-ended question concerning 
their expectations for the chief residency experience, 
men and women most often listed teaching. personal 
growth (including feelings of competence, improved 
self-esteem, and self-confidence), and experience in 
administration. Less common but equally important to 
both groups were developing clinical skills and provid- 
dng service, making career decisions, advancing a 
career, and improving the residency training program. 
Although there was some individual variation, the men 
and the women felt moderately satisfied that they had 
achieved their goals. 
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Perceptions of the Chief Residency Experience 


Each respondent was asked to rate the дст to T 
which he or she had each of 10 potential op flies ` 


and 10 potential difficulties (table 1). The only areas of 
noticeable difference between the zroups were that 
women were less likely to report having adequate time 
to pursue personal interests and recreation and more 
likely to identify inadequate managerial talents" as a 
problem (n.s., two-tailed Wilcoxon signed-ranks test). 

Although dealing with competitive issues is often 
mentioned as a serious problem for chief residents of 
either sex and for women residents, nearly 4096 of 
both groups of respondents denied that competition 
had been a significant difficulty. The majority reported 
perceiving equal degrees of compe-itiveness toward 
them from the men and the women arreng faculty, 
other residents, medical students, and permanent 
staff. 

When asked to describe the three most difficult 
aspects of the chief residency, women ard men listed 
difficulties in managing time, being expected to run a 
service with insufficient staff, and hzving to deal with 
systems problems and politics in the department or 
university. Two men and 2 women ccmplained of 
inadequate supervision and/or support from their su- 
periors. Two women and ло men repor-ed difficulty 
exercising authority and defining a new position. One 
woman was troubled by the lack of a ‘‘pzer group: 
she sought additional support by initiating a corre- 
spondence with the (male) faculty member who was 
the leader of her small group at the chie? residents’ 
conference. Two men had difficulties in dealing with 
problem residents, and | woman described difficulties 
dealing with ‘‘hostile medical students."' Each respon- 
dent was asked whether he or she. given another 
chance, would decide tó do a chief resider.cy. All but 1 
man and | woman said yes. 


Relation to Faculty 


Men and women chief residents did no: differ in the 
degree to which they felt that the faculty as a group 
was helpful (or not helpful) to them in their job. Only 1 
resident (a woman) reported having no supervisor for 


' the chief residency. There was a trend toward the men 


chief residents viewing their supervisors as slightly 
more helpful than the women did. One man and 1 
woman chief resident reported having a supervisor 
who was not at all helpful. Only 2 women and | man 
reported having a woman supervisor, all in situations 
where they had more than 1 supervisor. к 

In response to a query regarding tke availability and 
use of a faculty role model. 7 women reported having 
such a role model. For 3, the role model wes a man, for 
3, a woman, and for 1, a man and a woman. А similar 
number of men (N=8) reported having a role model. 
For 5, the role model was a man, for i, a woman, and 2 . 
had role models of both genders. The responses of 


~ 
a 


=. 


THE PSYCHIATRIC CHIEF RESIDENT 


1612 


Ve AR 
Am J Psychiatry 139:12, December 1982 


` 


TABLE 1. Perceived Oppcrtunities and Difficulties as a Chief Resident for 9 Women and 10 Men Chief Residents 











Rating by Women? Rating Су Men? 








Mean SD Mean SD 
Opportunity m 
1. Demonstrate persoral competence 2.9 31 3.0 0 
3. Tackle difficult problems and challenging situations 2.7 47 2.7 .46 
3» Do personally mearingful work 2.6 .50 27 .46 
4. Feel in control 2.1 .31 2.3 .60 
5, Keep up to date with professional field 2.3 .82 2.2 .60 
6. Engage in work-relzted travel 8 92 1.1 .83 
7. Experience authority and influence over others 2.3 .67 2.4 .66 
8. Gain recognition for efforts and accomplishments 2.4 .50 2.3 .78 
9. Have adequate time to pursue personal growth and development on the job 2.0 .82 2.0 45 
10. Have adequate time to pursue personal interests and recreation outside the job 1.0 1.05 1.9 .70 
Difficulty 
1. Inadequate manage-ial talents 1.6 ‚68 .9 .84 
2. Inadequate prior experience as an administrator 1.2 ‚63 1.4 .66 
3. Interference from home life or family responsibilities 8 ‚79 5 .50 
4, Difficulty asserting oneself on the job 1.2 79 1.2 ‚75 
5. Desire to be well-liked by subordinates and coworkers 1.7 42 1.6 .80 
6. Need to be an “оћсе politician” 1.0 1.29 1.3 .78 
7. Competitiveness with faculty 1.2 .92 1.0 77 
8. Competitiveness with peer residents 1.2 1.31 9 .94. 
9. Competitiveness with medical students and junior residents 4 .68 6 . 66 
10. Competitiveness with permanent staff 1.0 .94 LI 83» 
"Rating scale: 0—not at all: I slightly: 2=some: 3=a lot. 


individual residents to the question ‘То what degree 
did being a chief resident bring you closer to the 
director of residencv training and/or the chairman?" 
ranged from ‘‘not at all’ to “some” (0—2 on a 4-point 
scale). The mean for both groups of residents was near 
the midpoint of the scale. 


Career Plans 


The men and women felt equally that the chief 
residency helped advance their career to a significant 
degree. The most drematic difference between the men 
and the women was evident from their plans for the 
year after completion of the residency. Only 1 woman 
planned a full-time academic faculty position, as the 
assistant manager of a university research unit; 2 
others planned full-time fellowships, and 1 intended to 
combine a fellowship with private practice. In con- 
trzst, 5 of the men described full-time faculty positions 
for the upcoming year. Another man planned to work 
full time on the staff of the hospital where he trained. 
Two had accepted fellowships, one of which was 
combined with a clinical instructorship. The remaining 
2 men and 5 women reported a wide variety of 
nonacademic positions. 


Perceptions of Gencer Effects 


Near the end of the interview each respondent was 
askgti, ‘То what degree do you think being a man (or a 
wornan) influenced how you experienced the job?" 
None of the women responded that her gender had 
been a strong negstive influence. Several felt that 
being a woman had made some parts of the job easier 
and others more difficult. Issues mentioned (by 1 
` woman respondent each) included conflicts about be- 


ing successful and an authority, being ‘‘on display,” 
and not being taken as seriously by residents. Two 
women felt that they were able to be positive role 
models for junior women residents; they noted gender- 
related differences in the process of their supervison of 
other residents but did not feel that these differences 
made the supervision more difficult. Of the 10 men, 4 
felt that their gender was a strong positive influence, 
making themselves and others more comfortable with 
them as leaders and authority figures, 3 perceived no 
difference, and 3 felt the influence had mixed results. 
One reported that senior faculty in his program would 
not tolerate a woman in authority. 


DISCUSSION 


Although the data from this survey are limited and in 
many ways pose more questions than provide an- 
swers, we noted some important trends. Clearly, the 
chief residency is no longer an opportunity available to 
men only. Although many of the men surveyed 
seemed to feel that their gender was a definite advan- 
tage and the women noted some disadvantages in 
being women chief residents, the opportunities and the 
problems of the women and the men were more similar 
than different. The women surveyed seemed able to 
make use of whatever role models and supervisors 
were available, although they might have preferred 
women if given the choice. The women sampled may 
represent an unusually competent group or te in 
unusually egalitarian programs. Some of the anecdotal 
responses indicate considerable variability between 
programs in the experience of men and women chief 
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residents and in the number of women in faculty 
leadership roles in the department. This lack of unifor- 
mity has been inadequately addressed in the literature 
(16). Experiences of discrimination in one or two 
program$ have often been generalized to all. An inten- 
sive, case study approach to a sample of training 
programs would be helpful in clarifying significant 
issues within individual departments. In the sample of 
chief residents in our study, the women had less 
research experience in the chief residency and were 
less likely to receive and/or seek out full-time faculty 
positions at the conclusion of the residency. The 
meaning of the reported difference between men and 
women in the proportion of time spent in administra- 
tion and patient care is unclear. 

Chief residents are a highly selected subgroup of 
residents, differing from their peers in ways that 
remain to be documented. The choice of роѕігеѕібепсу 
practice is a difficult task for all final-year residents 
(17), Borus (18) described the stages in this process for 
*residents (not differentiated by gender) in one presti- 
gious training program. Benedek and Poznanski (19), 
on the other hand, emphasized the special problems 
for women residents, on the basis of anecdotal data. 
The need for academic physicians (20), and academic 
psychiatrists in particular, increases the importance of 
studying cohorts of men and women residents graduat- 
ing in the 1980s for 5—10 years to assess their entry, 
achievement, and persistence in academic positions. 
For many residents, training continues as fellowships 
and career decisions are postponed for 1-2 years. 

Investigations into the experiences, attitudes. and 
development of career plans of men and women chief 
residents continues annually. In June 1981, the 118 
incoming residents (43 women, 75 men) attending the 
leadership conference completed the first of a planned 
series of questionnaires designed to measure initial 
similarities and differences as well as changes during 
the chief residency year. In any work in this area, it is 
essential to compare women and men in similar situa- 
tions rather than examining either sex in isolation. 

In conclusion, we believe that most women psychi- 


KESSLER, HELLEKSON-EMERY, AND WILDER 1613 
A E 


atric residents do not currently suffer from direct 
gender-related discrimination. Further work is needed 
to identify and then to remedy the more sul 
within men and women and within асайеті 
that may prevent residents and faculty alike from 
reaching their full academic leadership potential. 
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BY PHILIP G. BASHOOK, ED.D., AND SIDNEY H. WEISSMAN, M.D. 





The psychiatric clerkship serves the unique role of 
being the basic psychiatric experience for all 
physicians. The authors surveyed 680 senior medical 
students (representing a mean of 32.4% of the 
students at 15 American medical schools) to obtain 
information on their experiences and perceptions of 
this clerkship. These students’ perceptions raise 
potentially serious questions as to the effectiveness 
of the clerkship in meeting educational needs. The 
medical students perceived the clerkship as essential 
for their future careers but considered it easy 
compared with other clerkships. This perception of 
easiness has implications both for recruiting 
psychiatrists and for how practicing nonpsychiatric 
physicians view psychiatry. (Am J Psychiatry 
139:1614-1616, 1982) 


S everal studies in the 1960s and 1970s indicated that 
psychiatric clerkship experiences may be an im- 
portant influence on interest in psychiatry as a career 
(1-3). In Marck 1980 the American Psychiatric Associ- 
ation organized a national conference in San Antonio, 
Tex., on “Тһе Career Choice of Psychiatry." This 
conference brought together representatives from a 
variety of psychiatric organizations keenly interested 
in the recruitment of future psychiatrists. They con- 
cluded that if a greater effort is placed on improving 
the quality of medical school psychiatric education, 
more medical students will enter psychiatry. 

This paper reports the perceptions of the psychiatric 
clerkship experiences of the 1980 graduating class of 
medical students in 15 medical schools nationwide. 
Also reported are recommendations for how to inter- 
vene in psychiatric clerkships to influence recruit- 
ment. 
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METHOD 


A questionnaire with 140 codable items was distributed in 1980 
through the offices of deans of students to the senior medical 
students in 19 medical schools throughout the United States. We did 
this in a manner similar to that described in our previous study (4). 
We obtained 680 responses, which represented a mean of 32.4% cf 
the students in 15 of the schools. Questíonnaire returns from 4 
schools were below 10% and were therefore not used in this report. 
According to follow-up conversations with the deans of students, 
these low response rates could be attributed to the deans' not 
distributing questionnaires soon after receiving them and the deans’ 
communicating to the students an ambivalence in wanting the 
questionnaires completed. * 

Besides basic demographic information and data on career plans, 
students were asked about their clerkship experiences in the follow- 
ing areas: ` 

1. Description of the clerkship. This included questions about the 
emphasis on experience with inpatients versus outpatients, activi- 
ties with the senior faculty, and whether the student had experiences 
as a diagnostician or therapist: 

2. Perceptions of the clerkship. The students were asked to define 
the philosophy of the hospital where they experienced the clerkship 
as well as the philosophy of their medical! school's department of 
psychiatry. 

3. Evaluation of the clerkship. The students were asked to 
evaluate the difficulty, educational quality, and importance of the 
clerkship, to define the most helpful kinds of patients for learning, 
and to recommend changes in the clerkship program. 

The generalizability of the questionnaire responses has been 
reported elsewhere (4). The students surveyed were very similar to 
the national populations studied by the National Resident Matching 
Program (5) and the Association of American Medical Colleges (6). 
Students planning careers in family practice were more heavily 
represented in our sample and those planning to be internists were 
slightly underrepresented. Neither difference was statistically signif- 
icant (x?=1.57, y?=.57, respectively). In addition, the student 
sample accurately reflected the career choice of each school's 
graduates for all specialties. There was a slight overrepresentation in 
obstetrics/gynecology and pediatrics, but neither difference was 
statistically significant (ҳ2=1.33, ҳ2=.75, respectively). Thus the 
680 responding students were representative of the 1980 graduates 
of all 124 U.S. medical schools. 

The specialty choices preferred by the 680 respondents are given 
in table 1. Students who were planning careers in psychiatry were 
compared with their peers when appropriate. A nonparametric chi- 
square test was used for contrasting this psychiatry subgroup with 
their peers. Values greater than y?=3.84 were considered statistical- 
ly significant at р<.05. 


RESULTS 
Description of the Program 


Most students had their psychiatry clerkship rota- 
tion at a university hospital (42.8%, №291) or govern- 
ment hospital such as a Veterans Administration hos- 
pital or a state psychiatric center (23.1%, N=157), and 
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TABLE 1. Specialty Choice Listed as Preferred by 680 Senior 
Medical School Students 








Students 
Specialty N % 
È a Я 
Family medicine (a primary care specialty) 113 16.6 
General internal medicine (a primary care specialty) 193 28.4 
General pediatrics (a primary care specialty) 64 9.4 
Obstetrics/gynecology 49 1.2. 
Ра{һо1ору 14 2.1 
Psychiatry 3l 4.6 
Surgical practice ПЕ 174 
Anesthesiology 16 2.4 
Radiology 17 RS 
Other choices 65 9.6 





most (73.6%, N=500) had at least 80% of their experi- 
ence with inpatients. Common to most (89%, N=605) 
was student observation of senior faculty interviewing 
patients; only 63% (N —428) of the students served as 
primary psychotherapists, 41.896 (N —284) did family 
sinterviews, and 39.3% (N —267) interviewed children. 

The 31 students planning careers in psychiatry were 
more likely than their peers to have 1-month clerk- 
ships instead of 6—8-week rotations—41.9% (N13) 
versus 32.2% (N=209) (x?=1.27, n.s.) 


Perceptions of the Clerkship 


Of the entire student sample, 24.6% (N=167) could 
not characterize the philosophy of their medical 
school’s department of psychiatry and 14.6% (N=99) 
were unable to define the philosophy of their clerkship 
hospital. In contrast, all 31 of the students who chose 
psychiatry could define the philosophy of their medi- 
cal school’s department of psychiatry; only | of these 
students could not define the philosophy of his or her 
clerkship hospital (x^-8.35, p<.05). 

Approximately half of the students (48.9%, N=332) 
considered patients with severe psychopathology most 
helpful in learning psychiatry. However, only 35.5% 
(N=11) of the psychiatry subgroup found these pa- 
tients helpful (х2=2.03, n.s.), and 45.2% (N=14) pre- 
ferred patients with mild to moderate psychopatholo- 
gy, in contrast to 36.2% (N=235) of their peers. At the 
extremes, 68.8% (N=11) of the 16 students planning to 
be anesthesiologists preferred patients with severe 
psychopathology, and only 29.4% (N=5) of the 17 
future radiologists preferred the more moderately ill 
patients. 

Students were asked to indicate what word best 
expressed how they felt about caring for emotionally 
ill patients. Only 41.6% (N=283) of the total student 
group felt challenged by these patients, compared with 
80.6% (N=25) of the psychiatry subgroup (ҳ2=29.76, 
<.05). In contrast, only 11.8% (N=2) of the future 
radiologjsts, 31.3% (N=20) of the future general pedia- 
tricians, and 31.3% (N=5) of the future anesthesiolo- 
gists were challenged by these patients. Frustration 
with these patients was expressed by only 1 future 
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psychiatrist, but 30.8% (N —200) of their peers consid- 
ered these patients frustrating (y7=11.96, р<.05).. Im 
contrast. 56.3% (N=9) of the future anestzgsi@logists. . 
37.5% (N «24) of the general pediatricians, «1085.39 
(N=6) of the radiologists expressed frustration with 
emotionally ill patients. A more detailed analysis of 
student attitudes toward patients has been reperted 
elsewhere (4). 

Recommendations for improving the clerkship also 
varied according to career choice. Of the 549 students 
who did not prefer psychiatry, 25% (N=162) ranked 
improving supervision as the most important need; 
48.4% (N=15) of the psychiatry subgroup concurred 
(x?=8.26, p<.05). 


Evaluation of the Clerkship 


Most students (74.9%, N=509} considered the psy- 
chiatry clerkship easy or very easy compared with 
other clerkships. The psychiatry subgroup was almost 
split on their feelings about the difficulty of the clerk- 
ship: 58.1% (N-—18) rated it easv or very easy 
(х2=4.22, p<.05). In contrast, 93.3% (N=110) of the 
students entering surgical practice, 81.3% (N=157) of 
those preferring general internal medicine, and 90.9% 
(N=89) of those entering anesthesiology, radiology. 
and a variety of other subspecialties considered the 
clerkship one of the easiest. Most of the students 
planning primary care careers (i.e., general internal 
medicine, general pediatrics, and family medicine 
(71.2%, N=263) felt the clerkship was easy or very 
easy. 

In spite of student perceptions about the difficulty of 
the clerkship, most students, irrespective cf specialty 
plans (57.9%, N=394), regarded the experience as 
important for their future. Only 48.9% (N —58) of the 
students planning to be surgeons ranxed it important, 
however. As expected, significantly more (83.9%, 
N=26) of the psychiatry subgroup ranked it important 
than their peers (x?=8.48, p<.05). 

Finally, given student feelings that the clerkship was 
easy and moderately important, the logical question is, 
Should the clerkship be dropped as a required clinical 
experience? Only 1.326 (N=9) would approve such an 
action. 


DISCUSSION 


As an educational activity the psychiatrv clerkship 
serves the dual role of being the core clinical experi- 
ence for future physicians who are not planning ca- 
reers in psychiatry and introducing psychiatry tp fu- 
ture psychiatrists. The San Antonio conference clearly 
identified the clerkship as a likely arena fcr increasing 
the recruitment of future psychiatrists. Our study 
suggests that changing some aspects of the clerkship 
might better serve the needs of students not entering . 
psychiatry but could be counferproductive for recruit- 
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ing future psychiatrists. For example, students who 
prefer patients with severe psychopathology could be 
. tel&ng the faculty they need clean, clear patient exam- 
ples б understand the complexities and subtleties of 
psychiatry. Meeting these students’ needs may, how- 
ever, ''turn off" students who were already interested 
in psychiatry, because they prefer working with less ill 
patients during the clerkship. Also, the perceived need 
for more faculty supervision might be interpreted 
differently in the light of who makes the statement. 
One interpretation is that future psychiatrists want to 
learn by role mode_ing, but the other students are 
locking for help in coping with patients. 

Correcting the psychiatric clerkship image as 
*easy'"' would seem to indicate straightforward modi- 
fication. More substance (i.e., facts, theory, research 
findings) could be added to make it as difficult and 
relevant as other clerkships. However, it is not clear 
whether students consider the clerkship easy because 
they work fewer hours or if saying it is easy is a way 
that students who become anxious working with psy- 
chiatric patients blunt the impact of the experience by 
depreciating it. If the former is the case, more content 
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and patient interaction would be helpful. If the latter is 
the case, a totally different approach to managing 
students' affective concerns might be indicated. Final- 
ly, maybe a psychiatric clerkship experienced as easy 
or nonchallenging establishes a negative or s#mplistic 
view of psychiatry for these future physicians. 
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The Dexamethasone Suppression Test in Depressed Adolescents 


BY [RL EXTEIN, M.D., GARY ROSENBERG, M.D.. A.L.C. POTTASH. M.D., AND MARK S. GOLD. M.D. 


Eight of I5 adolescent inpetients with major depression, 
primary unipolar subtype, but only 1 of 12 inpatient cortrols 
failed to suppress cortisol production on the dexamethasone 
suppression test. The authors suggest this test may aid in the 
differential diagnosis of depressed mood in adolescents. 
(Am J Psychiatry 139:1617—1619, 1982) 


The diagnosis and treatment of the depressed ado- 
lescent ozten presents difficult problems (1). Rapid 
developmental changes can complicate the diagnostic 
process in adolescents. In addition, depressive symp- 
toms are often present in other psychiatric disorders 
that occur in adolescents, not just primary affective 
disorders. For some time it was thought that depres- 
sive illness in adolescents was different from that in 
adults. Recent studies (2, 3), however, have demon- 
strated that major depressive disorder can be identi- 
fied in adolescents by means of the same descriptive 
criteria used іп DSM-III to diagnose major depressive 
disorder in adults. Moreover, many of the depressed 
adolescents may respond to standard antidepressant 
medications. 

A number of neuroendocrine abnormalities have 
been proposed as biological markers for major depres- 
sion in adults (4, 5). Failure to suppress cortisol 
production on the dexamethasone suppression test 
(DST) is an abnormality highly specific for major 
depression (4). Cortisol hypersecretion (6) and failure 
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to suppress on the DST (7) have been reported in 
depressed children. To date, only a small number of 
preliminary studies have reported the use of the DST 
in depressed adolescents (8). Given the diagnostic 
ambiguity so often present in depressed adolescents, a 
biological marker for major depression would be of 
interest. Hence, we undertook the present study to 
determine cortisol and DST abnormalities in adoles- 
cent inpatients with major depression, unipolar sub- 
type, and a control group of adolescent inpatients with 
other psychiatric diagnoses. 


Method 


Included in this study were 27 inpatients recen:ly admitted to the 
Fair Oaks Hospital Neuropsychiatric Evaluation Uait. These in- 
cluded 15 patients who were admitted consecutively and who me: 
DSM-III criteria for major depression as well as Research Diagnos- 
tic Criteria (9) for major depressive disorder. primary unipolar 
subtype. Diagnoses were determined by semistructured interviews 
of patients and their families. Diagnoses were made :ndependently 
of diurnal cortisol and DST results. The age of these 15 patients (6 
males and 9 females) ranged from [3 to 18 years. The control group 
consisted of 12 consecutively admitted patients who Fad a DSM-III 
diagnosis of schizophrenia or conduct disorder. The age range of 
these patients (6 males and 6 females) was from 12 to 18 years. 
Patients with alcohol or drug addiction or abuse were excluded. as 
were patients with endocrine illness. All patients were free of all 
medication except acetaminophen for at least 1 week before testing 
was carried out. 

First, to determine each patient's diurnal ccrtisol levels. blood 
was obtained by venipuncture at 4:00 p.m.. midnight. end 8:00 a.m. 
for assay of serum cortisol in duplicate by rad.oimmanoassay (5). 
Serum cortisol was considered elevated if greater thar 24 pg/igd ml 
at 4:00 p.m., 6 »g/100 ml at midnight, or 16 2/100 ml at 8:00 a.m. 
(4-6). At least 2 days after determination of the diurnal cortisol 
levels, we performed the DST bv administering | mg of oral 
dexamethasone at midnight. The following day blood was obtained 
for assay of serum cortisol at 8:00 a.m., noon, 4:30 p.m., and 
midnight. An abnormal test result, or failure to suppress. was 
defined by the presence of a cortisol level greater then or equal to ' 
5.0 1g/100 ml at one ог more of the four time points (4, 5). 
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Results 


There were no significant differences in age or sex 
distribution between the depressed adolescents and 
controls. The mean (+SE) age of 15+1 years in the 15 
depressed patients was not significantly different from 
that*of 16+2 in the 12 controls. There was no signifi- 
cant difference by t test between depressed patients 
and controls in cortisol levels at any of the three 
diurnal time points. Mean (+SE) serum cortisol levels 
in the depressed patients at 4:00 p.m., midnight, and 
8:00 a.m. were 12.1+1.6, 4.7+.9, and 15.7+2.0 u.g/100 
ml, respectively; in the controls they were 11.2+2.6, 
6.0+1.7, and 15.6+2.6 pg/100 ml, respectively. Seven 
of the 15 patients with depression and 7 of the 12 
controls had at least one elevated diurnal cortisol level 
before the DST. 

Of the 15 patients with major depression, 8 failed to 
suppress on the DST. Only | of the 12 controls failed 
to suppress. This increased proportion of adolescents 
with major depression failing to suppress on the DST 
compared with controls was statistically significant 
(p<.025, one-tailed, Fisher exact probability test [10]). 
Cf the 8 depressed patients who failed to suppress, 5 
had cortisol values greater than or equal to 5 др/100 ml 
at two or more of the postdexamethasone time points. 
If failure to suppress on the DST were used as a 
diagnostic marker for major unipolar depression in the 
patients studied here, the sensitivity would be 5396 and 
the specificity 92% (4). 

Mean (X SE) serum cortisol levels after dexametha- 
sone administration were as follows for the depressed 
patients: 4.6+ 1.7 ug/100 ml at 8:00 a.m., 2.5+.7 ug/ 
100 ml at noon, 5.4 1.7 pg/100 ml at 4:00 p.m., and 


3.15.6 pg/l00 ml at midnight. For the controls they . 


were 1.3+.2 џр/100 ml at 8:00 a.m., 1.2.1 ug/100 ml 
at noon, 1.1.1 pg/100 ml at 4:00 p.m., and 2.31.0 
i g/100 ml at midnight. Although mean cortisol levels 
were higher in the depressed patients at each postdex- 
amethasone time point, there was no significant differ- 
ence by t test between depressed patients and controls 
in cortisol levels at any of the four time points after 
dexamethasone administration. 

Elevation of diurnal cortisol levels was not signifi- 
cantly related to DST abnormalities. Of the 7 de- 
pressed patients with at least one elevated diurnal 
cortisol, 3 were nonsuppressors and 4 were suppres- 
sors on the DST. Of the 7 controls with at least one 
elevated diurnal cortisol, 1 was a nonsuppressor and 6 
were suppressors on the DST. 

7 Ten patients (6 nonsuppressors and 4 suppressors) 
met DSM-III criteria for major depression with melan- 
cholia. Of the 5 patients who were diagnosed as having 
major depression without melancholia, 2 were non- 
suppressors and 3 were suppressors. Thus, there was a 
statistically nonsignificant trend for an increased pro- 
portion of nonsuppressors in the depressed patients 
with melancholia, as has been reported in adults (4). 
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Discussion $ 

Because of certain neuroendocrine features unique 
to adolescents, such as the growth hormone produc- 
tion associated with normal growth, one must be very 
careful in generalizing from neuroendocrine abnormal- 
ities in ádults with a given illness to adolescents with 
the same or a similar illness. However, the results of 
this study suggest that the DST may be a biological 
marker for major depressive disorder in adolescents, 
as it is in adults. The 5396 of adolescents with major 
depression failing to suppress on the DST in this study 
is similar to the percentage of adults with major 
depression who fail to suppress on the DST (4, £). On 
the average, а l-mg dose of dexamethasone will be 
greater on а milligram-per-kilogram basis in adoles- 
cents than i ini tadults. However, the DST has been used 
in adults with both 1-mg and 2-mg doses of déxametha- 
sone and similar results have been obtained (4. The 
slightly higher milligram-per-kilogram dose in adoles- 
cents than in adults when 1 mg of dexamethasone ig 
administered would bias the results of the DST toward 
suppression and certainly could not explain the signifi- 
cant proportion of nonsuppression observed here in 
depressed adolescents. Elevation in baseline serum 
cortisol levels did not explain the differences between 
patients with major depression and controls on the 
DST. 

These neuroendocrine results are consistent with 
clinical reports suggesting that major depression in 
adolescents can be quite similar to major depression in 
adults (1-3).'Given the ambiguity often associated with 
making the diagnosis of major depression in adoles- 
cents, a biological test for major depression in this age 
group would be quite helpful. Further research needs 
to be carried out to define the prevalence of DST 
abnormalitiés in larger numbers of adolescents with 
major depression and other psychiatric problems, as 
well as to investigate the relationship in adolescents 
between nonsuppression on the DST and prognosis 
and response to antidepressant treatments. 
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BY JAY L. BOCK, M.D., PH.D., KENNETH C. CUMMINGS, M.D., AND PETER I. JATLOW, M.D. 





The authors measured serum levels of amoxapine and its 
active metabolites in a woman who experienced seizures, 
coma, and metabolic acidosis after attempting suicide with 
amoxapine. The syndrome resolved almost completely in 10 
дон, and'she had no noticeable sequelae. (Am J Psychia- 
try 139:1619—1620, 1982) 





After acute overdose with most tricyclic antidepres- 
sants, blood levels are usually in the range of a few 
hundred to 2000 ng/ml. and levels greater than 1000 ng/ 
ml are frequently associated with cardiac and CNS 
complications (1, 2). With newer antidepressant drugs 
such as amoxapine, there is limited experience with 
overdose, and the toxicity to be expected with unusu- 
ally high blood levels is not known. Published data 
concerning the older tricyclics may not be applicable 
to the newer drugs. A recent report (3) described two 
patients who suffered seizures, coma, severe metabol- 
ic acidosis, and protracted neurologic impairment fol- 
lowing amoxapine overdose. Concentrations of the 
parent compound in those two patients at the time of 
their admittance to a hospital were 648 ng/ml and 2509 
ng/ml, respectively. Because neither patient had been 
hypotensive and because permanent neurologic dam- 
age is uncommon with traditional tricyclics, it was 
speculated that high levels of amoxapine or its metabo- 
lites were directly responsible for the damage. Howev- 
er, transient cerebral ischemia could have occurred in 
either of those patients secondary to their seizures. 

We have measured serum levels of amoxapine and 
its active metabolites, 7-hydroxyamoxapine and 8- 
hydroxyamoxapine, in a woman who had attempted 
suicide with. amoxapine. Although she experienced 
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seizures, coma. and metabolic acidosis, the syndrome 
resolved almost completely in 10 hours, and there 
were no noticeable sequelae despite an initial total 
drug level of 3230 ng/ml. Serial drug measurements 
indicated rapid clearance of the amoxapine, although 
the level was still quite high bv the time the patient had 
substantially recovered. We are unaware of other data 
in the literature concerning serum levels of teth amox- 
apine and its active metabolites following acute over- 
dose. 


Case Report 


Ms. A, a healthy 36-year-old woman. had г long history of 
depression, including two prior suicide attemp:s; she was 
being treated with 100 mg/day of amoxapine. On the evening 
of her admission she was found by her parents in a lethargic 
state. Ms. А was reported to have hac a seizure during the 
ambulance ride to the hospital. Upon arrival she was unre- 
sponsive, but she was breathing spontaneously; her blood 
pressure was 92/60 mm Hg and her pulse, 12) beat/min. She 
exhibited flaccid paralysis with no deep-tendon reflexes, but 
her pupillary, corneal, and oculocephaliz reflexes were 
intact. Ms. A was given naloxone and dextrose, but she did 
not respond. An Ewald tube passed into the stomach for 
gastric lavage did not yield any pill fragments She then had a 
generalized motor seizure that resolved spontanzously. 

An ECG showed sinus tachycardia, an incomplete right 
bundle branch block, and nonspecific ST segment and T 
wave changes. The QRS duration was 100 msec. An arterial 
blood-gas measurement revealed the follawing pH, 6.91; 
pCO;, 30 mm Hg; and рО», 146 mm Hg (on 40% О»). Her 
serum sodium was 140 mEq/liter; potassium, 3.5 mEg/liter; 
chloride, 97 mEq/liter; and bicarbonate was less than 5 mEq/ 
liter (anion gap was greater than 38 mEq/liter). Her serum 
lactate level was 24 mEg/liter. 

An emergency toxicology screen of blood revealed no 


detectable amounts of barbiturates, benzociazepines,* giu-—77 


tethimide, methaqualone, or salicylates. Her blood ethanol 
level was 108 mg/dl, and methanol was absent. There Were 
no oxalate crystals in the urine. 

No medications were given to Ms. A except for sodium 
bicarbonate and electrolyte solutions administered intrave- 
nously and magnesium citrate and activated charcoal admin- 
istered through a nasogastric tube. She had another seizure 
90 min after her first seizure in the hospital; afterward, there 
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TABLE 1. Serum Levels of Amoxapine and its Metabolites After an 
-Acute Overdose in One Patient 





Ы 


Serum Level (ng/ml) 





Time After Arrival at 





7-Hydroxy- 8-Нуйгоху- 

Hospital (hours) Amoxapine amoxapine amoxapine 
0. 2300 110 820 
3 1150 60 860 
8 700 «50 630 





was a rapid improvement in her level of consciousness. Ten 
hours after her arrival, Ms. A was alert, and the tube was 
removed. She remembered having taken “ап antidepres- 
sant," but the emount taken could not be determined. Ms. 
A's serum electrolyte levels were now normal, and an ECG 
showed a QRS duration of 90 msec, with resolution of the 
partial bundie branch block and the nonspecific changes. 
Ms. A felt well 36 hours after her admission; she was judged 
not to be actively suicidal, and she insisted on leaving the 
hospital. An EEG 4 days later disclosed no focal abnormali- 
ties. | 

А urine sample, which had been collected upon Ms. A's 
arrival in the emergency room, was analyzed by thin-layer 
cnromatography and was strongly positive for amoxapine. 
Quantitative analysis of serum for amoxapine and its princi- 
pal metabolites, 7-hydroxyamoxapine and 8-hydroxyamoxa- 
pine, was performed by reversed-phase high-pressure liquid 
chromatography (table 1). 


Discussion 


A major concern with the use of tricyclic antidepres- 
sants is their potential for serious overdose in a 
population at risk for suicide attempts. Although most 
other tricyclics may cause seizures and coma with 
overdose, there are usually no permanent neurologic 
sequelae, and mortality is more related to cardiotoxic- 
ity (1, 2). Amoxapine overdose, in contrast, has not 
been associated with severe cardiotoxicity in this or 
other reported overdose cases (3, 4), although there 
have apparently been rare instances of arrhythmia 
during amoxapine therapy (5, 6). The recent case 
report by Goldberg and Spector (3) raised the prospect 
that high levels of amoxapine may inflict permanent 
neurologic damage The present case, however, dem- 
onstrates that serum levels well in excess of 2000 ng/ml 
are consistent with a benign outcome. The explanation 
for the poorer ou:come in the previously reported 
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cases is unclear, although the patients may have 
suffered cerebral ischemia during their prolonged sei- 
zures. It is also possible that the metabolites 8-hvdrox- 
yamoxapine or 7-hydroxyamoxapine, not measured in 
the previously reported cases (3), may have been 
present at exceedingly high levels and may be more 
neurotoxic than the parent compound. 

Our patient's clinical improvement was paralleled 
by a rapid drop in serum amoxapine levels. The initial 
5096 drop over 3 hours probably reflects hydraticn and 
distribution as well as clearance of the drug. The 
subsequent decline over 5 hours gives an estimated 
serum half-life of approximately 7 hours, wkich is 
close to the published value of 8 hours (7). At least in 
our patient, there was no indication that saturation of 
clearance mechanisms occurs at high amoxapine con- 
centrations. The ratio of amoxapine to its major me- 
tabolite, 8-hydroxyamoxapine, was greater than 1 in 
all three specimens, although it is generally less than .5 
during steady-state therapy. The metabolite/parent 
ratio may be useful in distinguishing acute from zHron« 
ic overdose, as has been suggested for other tricyclics 
(1). 

From the experience to date, we suggest that al- 
though the outcome of amoxapine overdose is unpre- 
dictable, major seizure episodes should be anticipated 
and may be more important than cardiotoxicitv. Ex- 
ceedingly high blood levels are compatible with a 
benign outcome. 
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The Dexamethasone Suppression Test in Patients with Borderline 


Personality Disorders 


BY PAUL H. SOLOFF, M.D., ANSELM GEORGE, M.D., AND R. SWAMI NATHAN, M.D. 








The dexamethasone suppression test (DST) was given to 19 
inpatients with borderline disorders. Despite promineni de- 
pressive symptoms in the sample, the DST results were 
positive in only 3 patients. This finding fails to ѕиррст a 
major role for endogenomorphic depression in borderline 
disorders. (Am J Psychiatry 139:1621—1623, 1982) 





The diagnostic place of depression in borderline 
disorders has long been a topic of controversy. Within 
the framework of DSM-III, the affective instability of 
the borderline patient is defined as an intrinsic part of 
the character disorder. This traditional perspective has 
been strongly contested by recent investigators (1) 
aho have related the patients’ depressive moods to 
concepts of dysthymia, cyclothymia, and hysteroid 
dysphoria, classifying the borderline disorders among 
the atypical affective disorders. Still others (2) have 
preferred a multiaxial concept in which the dysphoric 
presentations of the borderline syndrome are seen as 
the result of a combination of axis I depression, axis II 
character disorders, and a borderline adaptational 
level of functioning. At the heart of this controversy 
lies a challenge to the validity of the borderline diagno- 
sis. Two recent research innovations have allowed a 
more precise measure of this relationship: the develop- 
ment of a reliable, semistructured Diagnostic Inter- 
view for Borderlines (3) and the introduction of the 
dexamethasone suppression test (DST) for depression 
(4). In separate studies these methods have yielded 
contradictory findings on the relationship of depres- 
sion to borderline disorders. Carroll and associates (5) 
reported an abnormal DST response in 13 of 21 (62%) 
borderline inpatients defined clinically by the criteria 
of Gunderson and Spitzer and associates. А сопссті- 
tant diagnosis of probable or definite major depression 
was made in [3 patients (62%) according to the Sched- 
ule for Affective Disorders and Schizophrenia and the 
Research Diagnostic Criteria (RDC), with 10 patients 
meeting the criteria for definite (N=6) or probable 
(N=4) endogenous subtype. In contrast, Kroll and 
associates (6) found that only 3 of 21 (14.3%) border- 
line inpatients, defined by Gunderson’s Diagnostic 
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Interview for Borderlines, warranted a concomitant 
DSM-III diagnosis of affective disorder and only 3 of 
39 (7.7%) patients with DSM-III affectiv: disorder 
warranted an independent diagnosis of borderline dis- 
order by the Interview. 

To address this apparent discreparcy and further 
delineate the relationship between depression and 
borderline disorders, we applied both research innova- 
tions in a study of DST responses among borderline 
inpatients diagnosed according to the L'iagnostic Inter- 
view for Borderlines. 


Method 


This study was conducted on the special therapies urit of Western 
Psychiatric Institute and Clinic, where a primary focus of interest is 
character disorder, substance abuse, and atypical psychosis. Study 
subjects were recruited among patients admitted consecutively to 
the inpatient service. The diagnosis of borderlins personality disor- 
der was established by Gunderson's Diagnostic: Interview for Bor- 
derlines (scaled score =7). DSM-III criteria were u:ed to define 
unstable borderline and schizotypal subtypes of »atienzs. Exclusion 
criteria for chronicity and organicity were adoptzd from Gunderson 
and associates (7). 

Nineteen patients met the inclusion criteria and gzve informed 
consent, including 7 unstable borderline patients, 5 schizotypal 
patients, and 7 ‘‘mixed pattern’’ patients who met сгігегіа for both 
subtypes. Depression was assessed by 2 raters уло administered the 
Hamilton Rating Scale for Depression and the DST fillowing a 7- 
day medication-free period. Blood samples for p asma zortisol were 
obtained at 4:00 p.m. before an 11:00 p.m. dose of і mg of 
dexamethascne and at 8:00 a.m. апа 4:00 p.m. tie following day. А 
radioimmunoassay was used to determine cortisol l2vels. Dexa- 
methasone resistance (nonsuppression) was defned а: a postdexa- 
methasone plasma cortisol level greater than 4 mg/dl. 

To allow comparison with previous reports the oatients' his- 
tories, their responses to questions on the Diagrostic .nterview for 
Borderlines, and Hamilton scale interviews were ret-ospectively, 
independently, and blindly scored by 2 raters aczordina to the RDC 
for major depression and endogenous subtype. 


Results 


History and Hamilton scale interview da:a allowed 
interrater agreement on a definite diagnosis of major 
depression by RDC in 14 of the 19 patients (73.7%, 
к=.689), with an endogenous subtype in 7 patients 
(36.8%, к=.682). The mean (+SE) Hamilton scale 
scores were 20.6+1.7 for the first 17 tems and 
28.8+2.4 for the 24-item format. Despite tie marked 
prevalence of depressive symptoms, 16 of the 19 
borderline patients (84.2%) showed morma] suppres" 
sion on the DST (table 1). Three patieats (15.8%) had. 
abnormal DST responses. Nonsuppression was un- 
equivocally demonstrated in 1 schizotyral patient 
(4:00 p.m. cortisol level was 18.6 p.g/dl. 8:00 a.m. level 
was 21.8 g/dl, and 4:00 p.m. level vas 12.4 yg/dl), 
"]ate suppression" in a second schizotypal patient 
(4:00 p.m. level was 16.9 g/dl, 8:00 a.m. level was 
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TABLE 1. Postdexamethasone 4:00 p.m. Cortisol Levels in 19 
Borderline Patients 





+ Group Cortisol Level (u.g/dl)* 





Schizotypal 
Patient 1 2.6 
Patient 2 
Patient 3 1.0 
Patient 4 3.7 
Patient 5 

Unstable 
Patient 6 3. 
Patient 7 
Patient 8 
Patient 9 
Patient 10 
Patient 11 
Patient 12 

“Mixed”? 
Patient 13 
Patient 14 
Patient 15 
Patient 16 
Patient 17 
Patient 18 
Patient 19 


w, MEER. wmr... 
Uam мз л м боа Ф мл м 4 


io 





*Nonsuppresion defired as cortisol levels 74 p g/dl. 
PPatients met the criteria for both subtypes. 


12.1 g/dl, and 4:00 p.m. level was 5.3 pg/dl), and 
"early escape" in a third patient with mixed border- 
line and schizo:ypal features (4:00 p.m. level was 12.6 
u.g/dl, 8:00 a.m. level was .6 g/dl, and 4:00 p.m. level 
was 10.7 g/dl). All 3 nonsuppressors met the RDC for 
definite major depression; however, because 11 of 14 
patients with major depression showed normal sup- 
pression, this finding was not statistically significant 
(х°=1.80, Yates’ correction). Two nonsuppressors 
met the RDC for definite endogenous subtype and | 
for probable endogenous subtype; however. because 5 
patients with definite endogenous subtype showed 
normal suppression, this trend was also not significant 
(y?=2.79, Yates’ correction). It is noteworthy that all 7 
unstable ''affective" borderline patients showed nor- 
mal suppression, although 4 met the criteria for major 
depression (2 had an endogenous pattern). 


Discussion 


A relationship between depression and borderline 
disorders has been argued in terms of symptom mani- 
festation, family history, and response to medication. 
Akiskal (1) found that almost one-half of clinically 
defined borderline patients in a consecutive series met 
DSM-III criteria for affective disorders. The '*vexing 


eee . . . з a д 
problem of similarizy’’ between neurotic depressive 


and borderline patients was noted in systematic stud- 
ies using the Present State Examination (7), and anoth- 
er study (8) examined the similarity on the Hamilton 
scale between depressed patients diagnosed according 
to the RDC and borderline patients diagnosed accord- 
- ing to the Diagnostic Interview for Borderlines. 

Family studies strengthen the tie between the two 
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disorders without resolving the conflicting diagnostic 
perspectives. The prevalence of affective disordérs in 
the families of borderline patients (defined by Gunder- 
son and DSM-III criteria) has been estimated at 35.596 
for relatives of inpatient probands (9), 34% foresimilar- 
ly defined borderline outpatients (1), and 88% among 
the subset of impaired first- and second-degree rela- 
tives of borderline inpatients defined by Kernberg's 
psychostructural criteria (2). 

The favorable response of some borderline patients 
to tricyclic antidepressants, monoamine oxidase inhib- 
itors, and lithium carbonate has led some authors to 
support a relationship between the two disorders, 
especially for the pseudoneurotic, emotionally unsta- 
ble, and hysteroid dysphoric forms. 

Comparison among studies of depression in border- 
line disorders is complicated by important differences 
in clinical setting and patient referral, which may 
explain the paucity of depressive symptoms among 
borderline patients in one study and the prevalence of 
melancholia in another. In our acute setting, it is*the. 
affective instability of the borderline patient, coupled 
with impulsive, self-destructive behavior, that 
prompts hospital admission. Our study confirms the 
prominence of depressive symptoms in such typical 
borderline patients despite rigorous diagnoses ty the 
Diagnostic Interview for Borderlines. The use cf this 
interview clearly enhances diagnostic reliability. Be- 
cause the Interview has been shown to discriminate 
borderline from depressed patients, it also supports 
the validity of our findings. 

The DST provides a potentially important test of 
validation for diagnoses of endogenous depression; 
however, the sensitivity and specificity of the test 
remain controversial. The sensitivity has been report- 
ed as low as 3096 for endogenous depression diagr.osed 
by the RDC and as high as 67% for a clinical diagnosis 
of melancholia (10, 4). The corresponding specificity 
values are reported as 76.9% and 96%, respectively 
(10, 4). Thus, our finding of only 15.8% abnormal 
responders to the DST in a markedly dysphoric bor- 
derline population may be interpreted as further evi- 
dence for the low sensitivity of the DST. However, the 
marked contrast between our finding and Carroll’s 
report of 62% abnormal responders to the DST and an 
absence of abnormal responders to the DST among 
unstable (‘‘affective’’) borderline patients suggests 
that depressive symptoms in patients with borderline 
disorder may be more a part of the personality disor- 
der than a separable and superimposed endogencmor- 
phic depression. A larger sample is needed to ccntrol 
for the low sensitivity, while normal and melancholic 
control groups would address the possibility of false- 
positive DST results. Within these limits of inierpretae 
tion, we favor the view that the DST fails to support a 
major role for endogenomorphic depression in rigor- 
ously defined borderline patients. Further research is 
warranted to support our conclusions. 


|] 
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Progression of Olfactory Reference Syndrome to Mania: А Case Report 


BY MICHAEL DAVIDSON, M.D., AND SUKDEB MUKHERJEE, M.D. 


A woman with olfactory reference syndrome and stable 
monosympsomatic delusional halitosis developed a depres- 
sive syndrome. Her depression resolved with imipramine 
and was followed by a manic episode while she was not 
taking the drug; the mania responded to lithium treatment. 
(Am J Psychiatry 139:1623-1624, 1982) 


Olfactory reference syndrome has been mentioned 
in the literature as a classification and therapeutic 
problem (1, 2). It has been suggested (3) that the 
syndrome may be a subcategory of the broader catego- 
ry of monosymptomatic hypochondriacal psychosis. 
Patients with olfactory reference syndrome seek treat- 
ment because they have a fixed monosymptomatic 
delusion that they emit a bad odor. This belief, and the 
reaction it generates, dominates the patients’ lives and 
leads to secondary misinterpretations of environmen- 
tal events as being related to the bad odor. These 
patients do not meet the criteria for organic brain 
disorders, schizophrenia, or affective disorders, and 
their symptoms are not responsive to standard neuro- 
leptic treatment. The picture is further complicated by 
the variable long-term outcome of the syndrome. 
Although most patients are reported to remain stable 
over time (1, 4), the syndrome has been reported to 
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progress to schizophrenia (1, 3). To our knowledge 
there are no reports of patients with a longstanding 
stable olfactory reference syndrome developing a bi- 
polar disorder. We report such a case and discuss its 
clinical and therapeutic implications. 


Case Report 


Ms. A, a 28-year-old married woman witk no family 
history of psychiatric illness, was admitted to tae inpatient 
unit with complaints of depression and suicidal ideation as a 
result of her intractable ''halitcsis." She first noticed the 
halitosis 6 years before admission, shortly after discontinu- 
ing her birth control pills. In spite of her husoand's repeated 
assertions that she did not have bad breath, Ms. A consulted 
numerous physicians, eventually convincing an ear, nose, 
and throat specialist to perform a tonsillectomy and sinus 
drainage. These procedures did not alleviate her imagined 
halitosis. She continued to function at work anc at home in 
spite of the problem until 6 months before aer admission; at 
this time she started to become progressively depressed, 
socially withdrawn, and hopeless about her condition ever 
resolving. Ms. А was convinced that others were disturbed 
by her bad breath and that they would either turn their faces 
away or put up with it out of politeness. Finally, after three 
halfhearted suicide attempts, she sought psychiatric help for 
her depression. Upon admission she was found to have a 
depressed mood, lack of energy, middle inscmnia, poor 
appetite with recent weight loss, and suicidal ideation. Apart 


from her imagined halitosis, she showed no other psychetre-—— 


symptoms. Interviews with Ms. A's family znd other collat- 
eral relatives confirmed the fact that she was a well-oitga- 
nized and well-functioning individual until the development 
of her depression. During evaluation she expressed more 
concern about her halitosis than her depression, but she 
emphasized that the former was a medica. problem. There 
was no ev:dence of organic impairment. Dental and ear, 
nose, and throat consultants repgrted that Ms. A had no 
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abnormalities; sinus X-rays and an EEG were normal; and a 
*saliva culture showed no abnormal flora. We were unable to 
detect a bad odor upon smelling her breath. 

Ms. А was treated with a combination of 32 mg/day of 
perphenazine and 150 mg/day of maprotiline, but she showed 
no response. Subsequently, she was given 200 mg/day of 
imipramine; her depression disappeared in 2 weeks and the 
halitosis disappeared by the third week. She stopped her 
medication when she was discharged and was readmitted 4 
weeks later in ап acute manic state; she was in an expansive 
and irritable mcod and exhibited rapid pressured speech, 
racing thoughts, flight of ideas, decreased need for sleep, 
excessive energv, and grandiosity. She had no evidence of 
the olfactory reference syndrome or other psychotic symp- 
toms. Ms. А was given 1200 mg/day of lithium carbonate, 
and she recovered in 3 weeks (serum lithium levels, .8—1.0 
mEgqg/liter). She was discharged and took 900 mg/day of 
lithium as a maintenance dose; 3 months after her discharge 
she was euthymic and free of the olfactory reference syn- 
drome. 

Ms. A then dropped out of treatment and discontinued 
taking lithium; she returned after 7 weeks in a state of 
depression identical to the initial episode. The depression 
was again preceded by the halitosis for 2 weeks. Ms. A 
recovered completely while taking a combination of 200 mg/ 
day of imipramine (serum level, 180 ng/ml) and 900 mg/day 
of lithium carborate (serum level, .7-.9 mEg/liter). She again 
stopped her medication and was readmitted with a manic 
relapse that resolved when she took 1200 mg/day of lithium 
carbonate (serum level, .8-1.1 mEg/liter). The olfactory 
reference syndrome was not present during her manic re- 
lapse. She continues to receive lithium maintenance and is 
asymptomatic. 


Discussion 


Even though the literature has often referred to this 
syndrome as a delusional halitosis, it should be more 
correctly called a hallucinatory halitosis, as the patient 
claims to actually perceive the bad odor that others 
cannot detect. The delusional belief is secondary to 
this perception. The most comprehensive study of 
olfactory reference syndrome has been that by Pryse- 
Phillips (1), who differentiated this syndrome from 
olfactory hallucinations associated with schizophre- 
nia, depressive disorders, and temporal lobe epilepsy. 
The olfactory reference syndrome group was charac- 
terized by the following features: young age at onset 
(mean, 25.4 years); a predominance of male and single 
individuals; no prior history of psychiatric treatment; a 
search for medical solutions; preservation of an inte- 
grated personal and social life, albeit dominated by the 
syndrome; a strong contrite reaction; and the intrinsic 
nature of the abnormal perception. Depression, when 
present, is secondary to the olfactory reference syn- 
drome. Except for sex and marital status, our patient 
matches this characterization. 
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The bipolar putcome in our patient suggests that 
olfactory reference syndrome may well be a heteroge- 
neous group of disorders. The argument for progres- 
sion to schizophrenia is not very convincing. Of Pryse- 
Phillips’ 11 patients showing persistence ofethe syn- 
drome over 2 years, only 1 was described as 
developing a picture that ‘could have been schizo- 
phrenia’’ (1). In the recent report of two cases (3), one 
patient developed schizophrenic symptoms almost 
simultaneously with the olfactory reference syndrome. 
The other had a brief occurrence of the syndrome (4 
months’ duration) that resolved spontaneously and the 
patient then developed schizophrenia. Neither patient 
had a stable, longstanding monosymptomatic olfactory 
reference syndrome. In contrast, our patient suffered 
from an isolated olfactory reference syndrome for 
more than 5 years before developing an affective 
syndrome. 

There have been reports (4—6) of successful treat- 
ment of monosymptomatic psychoses with pimozide. 
Because this neuroleptic is unavailable in the Ufiited 
States, these patients may be treated with available 
neuroleptics—drugs to which they are unlikely to 
respond. We would recommend that the olfactory 
reference syndrome with affective symptomatology be 
treated with adequate doses of mood-stabilizing drugs 
as a first resort. It should be remembered that these 
patients may underemphasize their affective disorder 
and focus on the isolated psychotic symptom. 

Although this syndrome is not commonly seen, 
psychiatrists should be aware of it. Until the olfactory 
reference syndrome is further elucidated, we believe 
that the syndrome should be classified under the DSM- 


: HI category of atypical psychosis along with other 


variants of monosymptomatic psychoses rather than 
under the schizophrenic or paranoid disorders. The 
diagnosis should be reclassified to a more specific 
category if the patient experiences a change, as our 
patient did. 
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Renal Lithium Clearance as a Rapid and Accurate Predictor of Maintenance Dose 


BY KIM PETER NORMAN, M.D., KIMBERLIE L. CERRONE, M.S., M.B.A., AND VICTOR I. REUS, M.D. 





The authors describe a method for predicting maintenance 
lithium dose based on a 4-hour urine collection for lithium 
clearance. Urine collections are monitored by simultaneous 
measurement of creatinine clearance. (Am J Psychiatry 
139:1625-1626, 1982) 





A practical method of predicting lithium dose could 
shorten hospitalizations and identify patients at risk 
for developing lithium toxicity. In 17 trials with 15 
subjects we accurately predicted individual dose using 
a method based on a 4-hour urine collection for lithium 
clearance. We found that reliability of the urine collec- 
tion could be monitored by simultaneous measurement 
of creatinine clearance. 


Method 


The 15 subjects were inpatients who had been admitted consecu- 
tively for treatment of manic-depressive or schizoaffective illness. 
There were 8 men and 7 women. Ages ranged from 20 tó 62 years; 
the mean (+SD) was 35413 years. Nine subjects were taking 
medications other than lithium. Patient 10 was pregnant. 

Each subject received 600 mg of lithium carbonate. In most cases 
this served as a test dose but in 3 trials (patient 6 and the second 
trials of patients 4 and 7) constituted a scheduled therapeutic dose. 
Eight hours lazer the subject was asked to void completely and the 
urine was discarded. Over the next 4 hours all urine was collected, 
including that гот a complete void at the end of the collection. For 
patient 1 the urine collection was extended to 6 hours to facilitate 
compliance. A blood sample was drawn midway through the collec- 
tion period. The subjects were allowed to get out of bed whenever 
they wanted (1) and food and fluid intake were unrestricted during 
the urine collection. 

The blood and urine specimens were submitted for analysis of 
lithium, creatinine, and sodium concentrations by standard methods 
(2-4). Sodium concentrations were routinely obtained because 
lithium excretion is sensitive to sodium balance. In patient 4 this 
measurement enabled us to detect the presence of a lithium-induced 
sodium diuresis, which could have resulted in lithium toxicity. 

Lithium clearance (С, ;) is calculated using the formula UV/P, 
where U is the urinary concentration of lithium (mEq/liter), V is the 
volume of urine (liter/hour), and P is the serum lithium concentra- 
tion (mEq/liter). Maintenance dose (Оң) is predicted using the 
following formula: 


D,, (mg)=C,; (liter/hour) x therapeutic lithium level (mEg/liter) 
x24 hoursx1.25x(300 mg/8.1 mEq) 


The therapeutiz lithium level is selected by the physician іп accord- 
ance with clirical indications. The multiplication by 1.25 is an 





Received June 8, 1981; revised Jan. 25 and June 28, 1982; 
accepted Aug. 3, 1982. From the Department of Psychiatry, Langley 
Porter Psychiatric Institute, University of California, San Francis- 
co» Address reprint requests to Dr. Norman, Langley Porter Psychi- 
atric Institute, 401 Parnassus Ave., San Francisco, CA 94143. 

« The authors thank Neil Benowitz, M.D., and the nursing staff of 
Unit A for their contributions to this study. 

Copyright 9 1982 American Psychiatric Association 0002-653 Х/82/ 

12/1625/02/$00.50. 


adjustment necessary because the average serum lichium level 
during a 24-hour period in which a person is taking lithium in divided 
doses is known to be 2096-3096 higher than the standardized level 
obtained 12 hours after an isolated dose (5). The factzr 300/8.1 is 
derived from the fact that 300 mg of lithium carboaate yield 8.1 mEq 
of lithium. 

A minimum of 96 hours elapsed between the time litium therapy 
was started and the actual lithium level was obtzined in order to 
permit equilibration. Subsequent lithium levels remained constant 
during routine monitoring. 


Results 


The results encompass the entire normal range of 
lithium clearances (6). Table 1 includes ali cases in 
which a normal creatinine clearance (90-120 ml/1.73 
m? per min) was obtained. Actual serum lithium levels 
were predicted with an average error of +5.2% (range, 
— 1396 to 4-996). 

Five additional trials are not repor:ed in table 1 
because problems with the urine collection process 
were successfully detected by the concurrent determi- 
nation of creatinine clearance. When an abnormal 
creatinine clearance signals a faulty urine collection, 
we suggest repeating our procedure either immediately 
or 8 hours after the administration of another lithium 
dose. 


Discussion 


Cooper and Simpson (7) described a method for 
predicting dose based on a serum level obtained 24 
hours after a test dose. Their method requires a 24- 
hour delay in initiating therapy and cannot be used 
with patients currently taking lithiurn. Their method is 
further limited by the fact that it can only predict a 
level somewhere between .6 and 1.2 mEq/liter and 
thus deprives the clinician of both the precision and 
flexibility of our method. | 

Tyrer and associates (8) reported a .84 correlation 
between lithium clearance and subsequent dose. We 
feel that their method, which requires two blood 
samples and a 7-hour urine collection, is unnecessarily 
cumbersome. Also, they did not measure creatinine 
clearance or include any other monitor for detecting 
problems with the urine collection itself. 

Any method of predicting lithium dose is valid only 


so long as the factors that affect lithium excretion, 
Qa mp 


such as electrolyte balance, drug interactions, preg- 
nancy, and possibly shifts in the phase cf the manic- 
depressive illness itself (9), remain constant. We iden- 
tified a lithium-induced sodium diuresis in patient 4, 
which developed after 15 days of treatment and caused 
a compensatory decrease in lithium clearance (trial B). 
In the case of patient 7, haloperidol therapy {100 mg/ 
day) was stopped after lithium therapy was estab- 
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TABLE 1. Renal Clearances and Predicted and Actual Lithium Levels 
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Lithium Level (mEg/liter) 








Patient Lithium Clearance (liter/hour) Dose (mg/24 hours) Predicted Actual % Error 
1 1.29 1500 1.05 .99 ө —6 
2 1.50 2100 1.26 1.10 -13 
3. 2.00 2100 94 94 0 
4 

Trial A 1.26 1500 1.07 1.14 +6 

Trial B s .86 1200 1.26 1.37 +9 
5 $ 1.91 2100 .99 1.05 +6 
6 2.59 2100 73 68 =7 
7 

Trial А 1.15 1200 94 1.00 +6 

Trial B 1.56 1500 .87 88 +1 
8 1.38 1500 .98 .90 -8 
9 1.55 1800 1.05 1.03 -2 
10 221 2100 .86 84 -2 
11 1.59 1500 ‚85 .90 +6 
12 1.20 2100 1.58 1.48 —6 
13 45 1200 1.44. 1.37 -5 
I4 1.52 1800 1.07 1.05 -2 
15 1.18 900 .68 71 +4 





lished, and an increase in lithium clearance occurred 
coincident with this withdrawal (trial B). 

We found that our method could be easily imple- 
mented on a general clinical service. The degree of 
error is well within the margins of clinical safety and 
utility. If a faulty urine collection is detected by 
creatinine clearance monitoring, the process can be 
repeated. Because such errors are easily detected, this 
method can be used to safely and rapidly initiate 
therapy with all patients, including those at increased 
risk of developing lithium toxicity, such as the elderly 
and patients: taking diuretics. This method is not 
intended to take the place of routine monitoring of 
lithium levels. 
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Clonazepam Treatment of Chronic Schizophrenia: Negative Results in а 


Double-Blind, Placebo-Controlled Trial 


BY CRAIG N. KARSON, M.D., DANIEL R. WEINBERGER, M.D., LLEWELLYN BIGELOW, M.D., 
AND RICHARD JED WYATT, M.D. 





TABLE 1. Effect of Clonazepam on Behavioral Ratings of 9 Chronic 














Clonazepam, a potent benzodiazepine, failed to be of addi- Schizophrenic Patients vo 
tional therapeutic benefit to 13 chronic schizophrenic pa- 
tients already receiving neuroleptic medications. Moreover, Mean Brief Psychiatric Rating РА 
4 patients demonstrated violent behavior during the course Scale Scores 
of clonazepam treatment. (Am J Psychiatry 139:1627-1628, Initial Final S 
1982) Placebo Clonazepam Placebo Dignificance 
Syndrome Perioda Period: Periode Fe p 
{ : Е Thought 

Clonazepam is the most potent agonist of benzodi- disturbance — 1.81 1.83 1.91 10 90 
azepine and a-aminobutyric acid (GABA) receptors Withdrawal 2.02 1.97 2.09 63 445 
clinically available in the United States (1). It is an Paranoia 108 ae NC ae 

s ы 2 Anxiety 1.07 .87 1.20 2.92 10 

effective anticonvulsant and has been advocated 25 а Depression 1.28 1.18 133 5 49 
treatment for tardive dyskinesia (2). While testing the Activity .89 .80 .96 30 273 





tfficacy of this medication for chronic schizophrenic «Placebo periods each lasted 2 weeks; clorazepam was given a: the maximum 

patients with tardive dyskinesia, we noted a remerk- tolerated dose for 28 days. | | 

able psychological improvement їп a 21-year-old тап. "One-way repeated-measures analysis of variance. 

Clonazepam treatment was associated with a reduc- 

tion in assaultive behavior and incoherence of speech, ^^ Behavioral ratings (6) were done twice a day by treined nurs:ng 

which had continued during 18 months of hospitaliza- staff using a scaled modified version of the Brief Psychiatric Rat.ng 

tion despite intensive neuroleptic therapy. After dis- Scale (BPRS). The 26 items, scaled from 0 (absent) to 6 (severe), are 
2 Я arranged into six svndromes (table 1). 

charge the patient has continued to take clonazepam (3 

mg/day) and haloperidol (40 mg/day) and has lived at Results 

home for over 1 year. This observation, combined 

with recent reports suggesting a role for high-dose 

benzodiazepines (3), particularly diazepam (4), in the 

treatment of schizophrenia and the efficacy of loraze- 

pam in the treatment of acute psychosis (5), led us to 

attempt a therapeutic trial of clonazepam with schizo- 

phrenic patients. 


Method 


Nine patients completed the entire protocol. Table | 
shows that clonazepam had no significant efect on the 
symptoms of these patients. Except for th2 sedation 
associated with the maximum dose of cionazepam, the 
patients appeared alert and active throughout tae 
study. Four patients had aggressive behavior during 
the study and their cases follow. 


Case Reports 


Thirteen inpatients who met Research Diagnostic Criteria for Я ; : 
chronic schizophrenia (10 men, 3 women; age range-21—45 years) Case l. Mr. A, а 37-year-old man with a diagnosis of 
gave informed consent for a therapeutic trial of clonazepam. All chronic undifferentiated schizophrenia, had been continu- 


patients were stabilized on a constant dose of neuroleptics at least2 ously hospitalized for 3 years. He received fluphenazine 
weeks before the start of the trial; 10 patients received haloperidol hydrochloride (60 mg/day) and benztropine `4 mg/dzy) 
(daily dose range=20-60 mg/day), | patient received mesoridazine throughout the study. His clonazepam dose was established 


(600 mg/day), and 2 patients received fluphenazine hydrochlcride : К 
(40 and 80 mg/day). After an initial 2-week placebo period, the at 5 mg/day. Four days after the second placebo period 


patients began taking clonazepam, 1 mg/day h.s. The dose was began, Mr. A's threatening behavior was noted; 4 days later 
increased by 1 mg every 5th day until persistent untoward effects, he struck a female staff member. Two weeks after this 
usually sedation, appeared. The dose was then adjusted downward episode clonazepam treatment was restarted and the threat- 
to the maximum dose tolerated without side effects and continued ening behavior vanished, but it reappeared to a mild degree 
for 28 days. After the dose was tapered over 14 days, the patients „р clonazepam was again withdrawn. Mr. A had not 
again received an identical placebo for 2 weeks. The patients and E 7 x : 
: БАДР struck a staff member during the 3 years he had spent in the 
staff were blind to medication status. s 3 d A 
hospital before clonazepam treatment, including two nreth~ 
cation-free periods that each lasted longer than 7 weeks. 
n 
: : Case 2. Mr. B was a 30-year-old male chronic paranoid 
*Received May 7, 1982; revised July 19, 1982; accepted July 22, schizophrenic patient who was receiving haloper.dol (10 mg/ 
1982. From the Adult Psychiatry Branch, Division of Special Mental day). He struck a female patient during the zime his clonaze- 


» Health ResÉarch, Intramural Research Program, NIMH, Saint Eliz- | Ба dfi d 
abeths Hospital. Address reprint requests to Dr. Karson, NIMH pam dose was being tapered from 3 mg/day to 1 mg/day. 


Division of Special Mental Health Research, IR, Saint Elizabeths Before this episode, Mr. B had not been violent, even during 
Hospital, WAW Bldg., Washington, DC 20032. a 10-week drug-free period. А 
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Case 3. Mr. C, a 33-year-old man with paranoid schizo- 
phrenia, had just begun the clonazepam trial and his dose 
was still being increased. ‘He was receiving 4 mg/day of 
clonazepam, 60 mg/day of haloperidol, and 4 mg/day of 
benztropine when he unexpectedly grabbed a female patient 
and began banging her head against a steel door. Like the 
others, Mr. C had noi previously been violent, even during a 
6-week medication-free period. 


Case 4. Ms, D was a 28-year-old woman with chronic 
undifferentiated schizophrenia who superficially slashed her 
left wrist with a razor blade. She, too, was receiving an 
increasing clonazepam dose; she was taking 4 mg/day of 
clonazepam and 40 mg/day of fluphenazine hydrochloride. 
During a neurologic exam her speech was slurred and she 
had mild midposition nystagmus and a mild intention tremor. 
Ms. D had struck staf members on several occasions before 
clonazepam treatment and had slashed her wrists while in 
other hospitals. 


Discussion 


Contrary to our previous, uncontrolled observation, 
clonazepam provided no additional therapeutic benefit 
to chronic schizophrenic patients already receiving 
neuroleptic medications. Because clonazepam is a 
powerful GABA agonist (1) these findings do not 
support the hypothesis that there is a GABA deficien- 
cy in chronic schizophrenia. It is, however, possible 
that the concomitant neuroleptic treatment masked 
any beneficial effects of clonazepam, so caution is 
necessary in interpreting the therapeutic and neuro- 
chemical implications of these data. Of the 13 chronic 
schizophrenic patieats, 4 demonstrated aggressive be- 
havior during treatment with clonazepam. In 2 cases, 
the aggressive acts occurred during clonazepam with- 
drawal. In the other 2 cases aggression occurred 
during increases in the clonazepam dose. The first 2 
cases may represent aggravation of psychotic behavior 
by benzodiazepine withdrawal, whereas the latter 2 
cases may represent a different process or be coinci- 
dental (especially case 4). 

Clonazepam treatment has also been associated 
with aggression in children who receive the drug as an 
anticonvulsant (7). Moreover, at least two earlier 
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reports linked another benzodiazepine, diazepam, 
with violent behavior and ideation in schizophrenic 
patients. Feldman (8) reported increased ''hateful- 
ness” in schizophrenic patients treated with diazepam 
that often ended in aggressive acts. Gundlach and 
assoclates (9) reported that schizophrenic patients 
treated. with diazepam had increased suicidal and 
homicidal ideas, frequently requiring the discontinua- 
tion of diazepam. Other studies, including a recent 
negative report on high-dose diazepam (10), did not 
mention increased aggressiveness as a consequence of 
treating schizophrenic patients with benzodiazepines. 

Clonazepam does not appear to be effective in the 
treatment of chronic schizophrenic patients receiving 
neuroleptic therapy. Its potential for exacerbating 
aggressive behavior should be considered by physi- 
cians using this drug for similar populations. 
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Treatment of Bulimia with Monoamine Oxidase Inhibitors 


BY B. TIMOTHY WALSH, M.D., JONATHAN W. STEWART, M.D., LOUISE WRIGHT, R.N., WILMA HARRISON, M.D., 
STEVEN P. ROOSE, M.D., AND ALEXANDER H. GLASSMAN, M.D. 





The authors describe the cases of six patients with bulimia 
who also had symptoms of atypical depression and who 
responded dramatically to treatment with monoamine oxi- 
dase inhibitors. (Am J Psychiatry 139:1629—1630, 1982) 





Several observations suggest a link between eating 
disorders and major affective illness. Patients with 
anorexia nervosa are reported to exhibit depressed 
affect, to develop major depressive illness later in life, 
to have family histories of affective illness, and to 
respond to tricyclic antidepressants. Dysphoria is 
more prominent among patients with anorexia nervosa 
who, also experience episodic binge eating, known as 
*bulimia, than among anorectic patients who do not 
have bulimia (1, 2). Bulimia can also occur in patients 
who do not become underweight; disturbances of 
mood are also prominent in such patients (3, 4). 

Conversely, depressed patients commonly report 
alterations in appetite and eating behavior. Anorexia is 
а frequent symptom of endogenous depression, and 
increased appetite and weight gain may accompany 
nonendogenous depressions. Liebowitz and associates 
(5) suggested that the term ''atypical depression’ be 
used to describe patients who, when depressed, retain 
reactivity of mood to environmental events and expe- 
rience two or more of the following: increased appetite 
or weight gain, oversleeping, severe fatigue, and ex- 
treme sensitivity to personal rejection. Preliminary 
data (5) suggest that patients with atypical depression 
have a better response to phenelzine than to imipra- 
mine or placebo. 

The scant literature (3, 4) on the treatment of 
bulimia suggests that the standard approach of behav- 
ior modification and psychotherapy is often unsuc- 
cessful. Although the overeating associated with atypi- 
cal depression cannot automatically be equated with 
bulimia, the mood disturbance of some patients with 
bulimia seemed to us similar to that of patients with 
atypical depression. Hence, we wondered whether the 
treatment of bulimia with monoamine oxidase inhibi- 
tors (MAOIs) would be effective. 

Table 1 summarizes our results to date with six 
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bulimic women. All met DSM-III criteria for bulimia 
and the criteria of Liebowitz and associa:es (5) for 
atypical depression. All responded dramatically to 
treatment with MAOIs. We present the clinical course 
of patient 1 as an example. 


Case Report 


Ms. A was a 37-year-old divorced nurse who requested 
help for binge eating and self-induced vomiting. Her bulimia 
had begun 10 years earlier when she was experiencing 
considerable anxiety in her work and her marriage. She 
began to overeat secretly when she was upset and to induce 
vomiting after eating to avoid weight gain. The frequency of 
the bulimic episodes gradually increased so that in the 
preceding year she was binging and vamiting 3 or 4 times a 
day and spending up to $300 a week on food. Nevertheless, 
her weight remained between 45 kg and 57 kg, and she was 
satisfied with her weight of 54 kg at her height of 168 cm. Her 
menses were regular until 9 months before we saw her, when 
she became oligomenorrheic. She had been treated with 
psychotherapy for 6 years, with behavior therapy for 8 
months, and, intermittently, with small amounts of minor 
tranquilizers and tricyclic antidepressants ‘without signifi- 
cant benefit. Ms. A's score on the Eating Attitude Test (6). a 
self-rating scale developed to measure symptoms of anorexia 
nervosa, was 49; normal women score between 2 and 38, and 
patients with anorexia nervosa between 32 and 90. 

In addition to her eating disturbance, Ms. А described 
chronic mild depression beginning 15 years earlier. when she 
gave up her only child for adoption. She also had experi- 
enced multiple episodes of more severe depression that had 
lasted weeks to months. These episodes werz usually precip- 
itated by external events such as difficulties at work or in 
interpersonal relationships and were characterized by а 
depressed and irritable mood, moderate zrxiety, marked 
lethargy, diminished concentration, decreased social con- 
tact, increased sleep, and increased bulimia. Even during 
these episodes her mood lifted temporarily when she was 
working апо involved with other people. 

Ms. А was treated with phenelzine on an outpatient basis. 
After 3 weeks at a dose of 90 mg/day, she reported no longer 
feeling depressed and having lost the urge to binge and 
vomit. Her Eating Attitude Test score was 31. During 10 
months of phenelzine treatment she binged and vomited only 
3 times, felt consistently less depressed, and was less 
sensitive to others' reactions to her. For example, during 
this period she lost a job because of financial cutbacks, ' 
binged and vomited once, and withdrew from her friends for 
1 week. However, she then quickly resumed other activities 
and began to look for new work. This contrasts with 
previous situations, in which she had been incapacitated for 
several months and binged and vomited several times a dav. 
In spite of her obvious improvement, Ms. A has continued to 
have difficulty getting along with superiors and developing 
close personal relationships and has relatively few friends. 
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TABLE 1. Response of $ Women with Bulimia to Monoamine Oxidase Inhibitors (MAOIs) . 





Before MAOI Treatment 


After MAOI Treatment 








Eating Eating 
Duration Attitude Attitude 
Age of Bulimia Episode Test Episode * Test 
Patient (years) Treatment (years) Frequency Score’ MAOI Frequency Score? 
і 37 Individual psycho- 10 3-4/day 49 Pheneizine, 90 трі — «1/month 31 
therapy, behavior day 
modification 
2 28 Individual psycho- 3 3-5/day 69 Phenelzine, 60-90 I-2/month 14 
{һегару mg/day* 
3 21 Minimal psycho- 4 4/day 35 Phenelzine, 90 mg/ None 8 
therapy day 
4 34 Individual psycho- 15 3/day 77 Tranylcypromine, None* 33 
therapy 40 mg/day 
5 25 Group psychother- 7 3—4/4ау 69 Phenelzine, 60 mg/ None 22 
ару дау» 
6 24 Individual psycho- 7 2/week 63 Phenelzine, 60 mg/ None 32 
therapy _ day 





зА self-rating instrument designed to measure symptoms of anorexia nervosa; normal women score between 2 and 38, and patients with anorexia nervosa.score 


between 32 and 90 (6). 
*Treatment begun while pa'ient was іп the hospital. 
¢Patient relapsed after 1 month. 


Discussion 


АП six patients experienced a prompt improvement 
not only in mood but also in eating behavior, although 
one patient's remission lasted only 1 month. Rich (7) 
has also described the favorable response to MAOIs of 
a patient with bulimia. Although firm conclusions 
about the usefulness of any medication cannot be 
reached on the basis of six cases treated in an uncon- 
trolled fashion, the remission of symptoms in our 
cases after 3 to 15 yzars of illness suggests that MAOIs 
are effective in the treatment of patients with atypical 
depression and bulimia. It is even possible that the 
effect of MAOIs on bulimia is independent of their 
antidepressant activity and that nondepressed patients 
with bulimia might also benefit. 

Whether bulimia. and atypical depression are sepa- 
rate entities, both treatable by MAOIs, or two aspects 
of the same underlying disturbance is unclear. Wors- 
ening of the bulimia symptoms when our patients 
became more depressed and the simultaneous im- 
provement of both bulimia and mood with treatment 
suggest that in some patients the phenomena are 
closely related. Nevertheless, these two syndromes 
are not inseparable. Not all patients with atypical 
depression develop bulimia, and it is not clear that all 
patients with bulimia experience significant mood dis- 
turbance. 

Use of MAOIS requires strict adherence to a tyra- 
mine-free diet. With patients who have difficulty con- 
trolling their food intake, this is cause for concern. We 


carefully assessed each patient's ability to comply 
with the tyramine-free diet and emphasized the neces- 
sity of observing the dietary restrictions. It should be 
noted that during bulimic episodes most patients con- 
sume carbohydrates such as ice cream or cookies, not 
fermented protein products such as cheese, which are 
likely to contain large amounts of tyramine. Nonethe- 
less, it is reasonable to assume that bulimic patients 
will have more difficulty adhering to the tyramine-free 
diet than depressed patients without eating disorders. 
Dietary compliance must be assessed frequently and 
hospitalization may be necessary to assure the adher- 
ence of some patients. 
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ECT for Depression Caused by Lupus Cerebritis: А Case Report 


BY CARCLYN J. DOUGLAS, M.D., AND HAROLD I. SCHWARTZ, M.D. 





The authors describe the case of a 33-year-old woman who 
had an organic affective syndrome associated with docu- 
mented lupus cerebritis. The organic affective disorder did 
not respond to high-dose intravenous steroids but subse- 
quently responded to electroconvulsive therapy. (Am J Psy- 
chiatry 139:1631—1632, 1982) | 





A variety of psychiatric disorders occur in patients 
with systemic lupus erythematosus (1—7). These disor- 
ders may be caused by the underlying organic condi- 
tion, by a reaction to the illness, by the steroid 
treatment, or by a combination of these three factors. 
Clinically, it is often difficult to determine which 
factprs are predominantly contributing to the psychiat- 
тіс problems at any one time, and the appropriate 
method of treatment may accordingly be difficult to 
determine. In this paper, we report on a woman with 
well-documented systemic lupus erythematosus who 
developed a life-threatening affective syndrome in the 
absence of other clinical manifestations of lupus ery- 

, thematosus but whose laboratory findings strongly 
Suggested an underlying cerebritis. Most interesting, 
her organically based psychiatric disorder did not 
respond to high doses of steroids or to psychotropics 
but improved dramatically with ECT. 


Case Report 


Ms. А, a 33-year-old secretary, was admitted to our 
psychiatric service with a 2-month history of depressed 
mood, irritability, social withdrawal, delusions of reference, 
and guilty ruminations. Vegetative symptoms included a 2- 
week history of decreased appetite, a 2-kg weight loss, early 
and terminal insomnia, and an inability to concentrate. 
Formal testing of cognitive functions revealed no evidence 
of an organic mental syndrome at this time. Her medical 
status had been stable during the preceding 6 months, during 
which she had taken 20 mg of prednisone every other day. 
Lupus serologies 6 weeks before admission showed 2+ 
antinuclear antibodies and normal Farr and complement 
studies. 

Ms. A had had one previous psychiatric hospitalization, a 
year before this admission, which coincided with the docu- 
mented onset of her lupus erythematosus. She had been 
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admitted to the renal unit for fever, alopecia, arthralgias, 
erythema nodosum, malar rash, and glome-ulo-ephritis with 
active lupus serologies. Subsequently, while her steroid dose 
was being tapered rapidly, she developed bize-re and with- 
drawn behavior, paranoid delusions, and command auditory 
hallucinations. A lumbar puncture was norma. except for a 
slightly low glucose level. Ms. A's steroid zose was in- 
creased to its previous level, and she was -ransferred to the 
psychiatric service. Her symptoms resolved and did not 
recur with а more gradual tapering of the sterzid dose. Of 
note, Ms. A had had a similar psychotic depresz:on 12 years 
previouslv, after a stillbirth; the depression rescived without 
treatment after 6 months and did not recur wit- the birth of 
her two children. She had no family history c? psychiatric 
illness. 

At the time of this admission, physical ехагтіпайоп was 
unremarkable. Routine hematologic and biochemical studies 
were normal with the exception of a mild microzytic anemia 
and elevated sedimentation rate (55 mm/hour). 

Ms. A continued to receive maintenance sterzid treatment 
and was observed without being given psychotrapic medica- 
tions. On hospital day 4, she attempted suicidz by slashing 
her wrists and neck and admitted to commznd auditory 
hallucinations. She was started on treatment with imipra- 
mine, 200 mg/day, and trifluoperazine, 45 mgrday, but re- 
mained severely depressed, delusional, and suicidal. Serolo- 
gies indicated active lupus. Lumbar puncture revealed CSF 
pleocytosis (12 leukocyte/pl, 92% lymphocytes 5% neutro- 
phils, 3% monocytes), 44 mg/dl of glucose. anc 56 mg/dl of 
protein.. She was given high-dose intravenous steroid treat- 
ment for her lupus cerebritis on day 10. A: -his time she was 
mute with waxy flexibility and negativism and 21 psychctro- 
pic medications were stopped. After her presur-2d neurolep- 
tic-induced catatonia cleared, she demonstrated disorienta- 
tion to date; marked deficits in attention, ccncentration, and 
calculations; and impaired recent memory witi confabula- 
tion and perseveration. She received intravenzus methyl- 
prednisolone, 60—80 mg/day, for 4 weeks, and during this 
time her psychiatric symptoms waxed and waned. Each 
attempt to decrease the dose of methylprednisolone below 
60 mg/day was associated with an increase in her confusion 
and agitation. Because her severe orgénically based affective 
disorder kad not responded to psychotropic irugs or to 
steroid treatment, she was given electroconvukive therapy 
(ECT). 

Ms. A received 11 bilateral ECT sessions (18) V for .75 
sec) over the next month and had a gradual aad complete 
resolution of sleep and appetite disturbances, paranoid and 
somatic delusions, auditory hallucinations, suicidal ideation, 
and, ultimately, cognitive deficits. Her steroid dose was 
slowly tapered during her course of ECT, amd she «was 
discharged with a maintenance prednisone dose ef 5 mg/day. 


Discussion 


The successful use of ECT in this case suzgests that - 
this modality is an effective.treatment for affective 
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disorders associated with lupus cerebritis. Allen and - 


Pitts (8) described two patients with lupus who had 


- unipolar depression that was successfully treated with 


ECT. Guze (1) repor:ed on three patients with lupus 
and associated organic brain syndrome, affective dis- 
order, and schizophreniform psychosis who respond- 
ed to ECT. However, neither report mentioned CSF 
abnormalities suggestive of lupus cerebritis. Without 
this and other historical data, it is not clear if these 
patients were suffering from lupus cerebritis, a steroid 
reaction, or an independent affective syndrome, and 
thus it is difficult to interpret the patients’ response to 
ECT. 

It is possible that our patient had a major depressive 
disorder concurrent with systemic lupus erythemato- 
sus. Although we have no definitive diagnostic mea- 
sures for such cases, several factors lead us to think 
otherwise. Although her depression developed before 
the appearance of organic signs, her sedimentation 
rate was high when she was admitted and lupus 
serologies were positive, indicating the presence of 
active lupus. The presence of an abnormal CSF, the 
persistence of depressive and organic signs in tandem, 
and, especially, their remission together after ECT 
lead us ta believe that this was a case of an organic 
affective syndrome associated with lupus cer- 
ebritis. 

It should be noted that the patient’s response may 
have been related to the nonspecific efficacy of ECT in 
a variety of acute organic brain disorders rather than 
to the specific underlying organic etiology (lupus cere- 
britis) or to the clinical features of her psychiatric 
syndrome. Although the use of ECT for organic brain 
disorders remains controversial (9), a number of au- 
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thors, e.g., Dudley and Williams (10), have reported 
its efficacy for various conditions. 

We decided to use ECT in this case because of the 
severity of the patient's psychotic depression and 
persistent suicidal intent and because she fhiled to 
respond to a brief course of psychotropic medications. 
We recommend that ECT be considered for lupus 
patients with affective syndromes which fail to resolve 
with conventional high-dose steroid therapy and psy- 
chotropic medications or which require more immedi- 
ate intervention than such medication affords. 
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Reduction of Cholesterol Risk Factors by Lecithin in Patients with 


Alzheimer's Disease 


BY GEORGE VROULIS, PH.D., PH.D., ROBERT C. SMITH, M.D., PH.D., JOSEPH C. SCHOOLAR, PH.D., M.D., 
GOSTA DAHLEN, M.D., EDWARD KATZ, M.D., AND CHANDRA Н. MISRA, PH.D. 





Ten patients with Alzheimer's type dementia had significant- 
ly lower cholesterol risk ratios after 2-3 months of treatment 
with lecitain (5396 phosphatidylcholine). Total cholesterol 
and low-density lipoproteins had decreased significantly and 
the high-density lipoproteins had increased significantly. 
(Am J Psvchiatry 139:1633—1634, 1982) 





Recent interest in the use of dietary lecithin, as a 
precursor loading strategy to increase acetylcholine 
synthesis, in the investigation and treatment of memo- 
ry disorders and tardive dyskinesia has developed 
from a number of convergent lines of research. Admin- 
“istration of lecithin, a compound rich in phosphatidyl- 
choline, has been shown (1) to increase both plasma 
and brain choline levels. Other studies have shown 
that diets high in polyunsaturated fatty acids, such as 
lecithin-supplemented diets, can be used either as a 
standard preventive measure in cases of atherosclero- 
sis-prone patients with high cholesterol levels or as an 
adjunctive treatment to reduce the risk of coronary 
heart disease in patients with atherosclerosis (papers 
presented by H. Peeters, V. Blaton, B. Declercq, and 
D. Vandamine at the 4th International Symposium on 
Drugs Affecting Lipid Metabolism, Philadelphia, Sep- 
tember 1971). Soybean phosphatidylcholine, with its 
high polyunsaturated fatty acid (65% linoleic acid), is 
known (2) to lower blood lipids and to reduce the 
accumulation of cholesterolesters in the intima. In the 
present study, we have investigated the effects of 
lecithin on patients with Alzheimer's disease. Even 
though «he primary focus was on the effect of lecithin 
on memory and learning, we also collected data on its 
effect on the cholesterol factors associated with the 
risk of atherosclerosis. Preliminary results indicate 
that after 2-3 months of treatment with lecithin there is 
a significant reduction of atherosclerotic risk factors, 
expressed as the ratio of total cholesterol to high- 
density lipoprotein and the ratio of low-density lipo- 
protein to high-density lipoprotein. 
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Method 


To determine the effects of lecithin on memory aad learning in 
patients whose diagnostic workup was ccnsistent with dementia of 
Alzheimer's type, we studied 10 patients in a doubletlind, placebo- 
controlled, crossover design protocol. There were 6 vite men and 4 
white women, who were not taking hormones, and neir age range 
was 50-76 years. Ischemic heart disease and multi-infarct dementia 
were ruled out on the basis of medical history, ECG, and Hasczhin- 
ski's ischemic score. After a 2-week washout pericd, the patients 
were assigned randomly to a 5-month treatment мі lecithin (53% 
phosphatidylcholine), 35 g/day, or placebo, dispersed in a milk- 
shake or cookie preparation. At the end of the 5-mcn:h period, the 
patients were crossed over to the reciprocal conditiom. In addition to 
neuropsychological, neurological, and psychiatric ratings, we also 
checked blood chemistries at least once a month. Blood chemistries 
included, among other measures, plasma choline levels and plasma 
lipids. The plasma lipoprotein fac:ors measured were total choles- 
terol, high-density lipoprotein, low-density lipoprotzin, and very- 
low-density lipoprotein. We made all lipoprotein determinations 
(baseline, placebo, and active lecithin treatmen:) us.ng the Heparin 
manganese chloride spore method; this assay is уаѕей on the 
methods described by Albers and associates (3) and is the approved 
procedure of the Lipid Research Clinics Program as outlined by the 
National Institutes of Health (4). All patients fastez for 12 hours 
before blood samples were drawn. 

To evaluate whether high levels of circulating paosphatidylcho- 
line or lecithin interfere with the accurate measurement of lipopro- 
teins by means of the Heparin manganese chloride method, we also 
measured plasma samples from control subjects to which various 
concentrations of lecithin (0-250 mg/dl) had been azded. 


Results 


The effect of lecithin on memory and learning was 
equivocal (i.e., some people improved but there was 
no overall statistically significant effect), which is 
similar to the results of other recent studies (5). 
However, lecithin did significantly reduze the two 
cholesterol risk factors: the ratios of total cholesterol 
to high-density lipoprotein and of low-dezsity to high- 
density lipoprotein (table 1). These cholesterol risk 
factors have been shown to be ccrrelated with the 
development of atherosclerosis. The risk of athero- 
sclerotic heart disease and other vascular insufficien- 
cies increases with increasing levels of tctal cholester- 
ol and low-density lipoprotein and, conversely, de- 
creases with increasing levels of high-density 
lipoprotein. Thus, the higher the risk factors, the 
higher the risk of atherosclerctic disezse (6-9). As 
table 1 shows, our results indicate that there js a 
reduction of the risk factors after 2-5 months of 
treatment with lecithin, due to a significeat reduction 
of total cholesterol and low-density lipoprotein and a 
significant increase of high-density lipoprotein. 

The published normal lipid values (mean+SD milli- 
grams per decaliter) (10) for women (not taking hor- 
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TABLE 1. Effect of 2—3 Months of Lecithin Treatment on Plasma Lipids in 10 Patients with Alzheimer's Disease 





Plasma Lipid Values (mg/dl) 











Baseline or Placebo Lecithin Treatment Difference 

Lipid Mean SE Mean SE Mean SE | tà p 

Total cholesterol к 210.9 9.4 197.6 7.1 1333 54 2.60 .029 
High-densitv lipoprotein (x-lipoprotein) 69.4 4.5 79.0 2.9 -9.6 3.0 3.11 .023 
Low-density lipoprotein (B-lipoprotein)* 122.5 6.3 95.7 7.0 268 74 3.62  .007 
Very-low-density lipoprotein (pre-B-lipoprotein)^ 17.7 4.0 22.6 2.3 -4.8 3.0 1.59 151 
Total cholesterol/high-density lipoprotein 3.12 2 2.55 1 6 1 4.8)  .001 
Low-density lipoprotein/h gh-density lipoprotein? 1.84 1 1.34 1 5 1 3.12 .014 





aTwo-tailed paired t test. 
bN-9. 


mones) and men, respectively, in the age range of 50— 
75 years old are as follows: total cholesterol, 2282-35 
and 210-33; high-density lipoprotein, 60413 and 
42x12; low-density lipoprotein, 153430 and 145-20; 
and very-low-densitv lipoprotein, 17-13 and 21-15. 
Thus the mean values for men and women combined 
would be approximately 219 mg/dl for total cholester- 
o:, 55 for high-density lipoprotein, 149 for low-density 
lipoprotein, and 19 for very-low-density lipoprotein. 
Comparing these figures with the baseline values of 
our patients with serile dementia, Alzheimer's type 
(table 1), suggests that our patients had similar total 
cholesterol and very-low-density lipoprotein values 
but slightly higher high-density and slightly lower low- 
density lipoprotein values than normal. 

There were no significant differences in lipoprotein 
velues in the control samples to which various 
amounts of lecithin hed been added. 


Discussion 


Our results indicate that the significant reduction in 
cholesterol risk ratios was not likely to be due to 
technical artifacts in zhe assay procedures produced 
by high levels of circulating phosphatidylcholine. Such 
a substantial reduction in cholesterol risk factors, 
observed with lecithin treatment, is obviously impor- 
tant not only in terms of reducing the risk of myocardi- 
al infarction but also in terms of reducing the risk of 
major cerebrovascular accidents and multi-infarct de- 
mentias. Because 209€ of all dementias are attributed 
exclusively to vascular disorders and an additional 


1526 are attributed to a mixed combination ог Alze- 
heimer's disease and vascular insufficiencies, it is 
obvious that the potential use of lecithin as a preven- 
tive therapeutic agent in the area of vascular demen- 
tias merits further investigation. 
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NANCY C. ANDREASEN, M.D., EDITOR 


The books for this month are a holiday gift list: 
books to broaden the library and the mind, 
to provide pleasure and enjoyment, 
to give to oneself and to others. 


ART 





Seeing the Insane, by Sander L. Gilman. New York, John 
Wiley & Sons and Brunner/Mazel, 1982, 236 pp., $39.95. 


How do we learn to see? Sander Gilman begins his book 
by agking that question. Quoting Oscar Wilde, he suggests 
*hat quite often we learn to see, not by looking, but by 
having our perceptions shaped through the literature we 
read, the art we view, or perhaps more recently the movies 
that we see. Or, as Wilde said, '" Nature imitates art.” Stated 
less poetically, this point of view suggests that our percep- 
tions of reality are too often shaped by the stereotypes 
provided for us by our society. Too often we tend to accept 
them uncritically. 

Seeing the Insane is a visual history of the stereotypes that 
have shaped the perception of the mentally ill from medieval 
through modern times. The result is nearly as heartbreaking 
as a visual history of the Holocaust. In picture after picture, 
the book portrays centuries of intolerance for deviance, 
mindless cruelty, unthinking prejudice, and self-righteous 
abuse of the weak and ill. 

The bock contains a rich compendium of illustrations, a 
total of 237, all black and white (although some of the 
originals were done in color). Many illustrations are drawn 
from the work of great artists, such as Breughel, Direr, 
Blake, Van Gogh, Rubens, Raphael, and Goya. Medieval 
and Renaissance woodcuts and etchings portray such fam- 
ous motifs as the Ship of Fools, the Healing of the Pos- 
sessed, the Dance of Madmen, and the Flight of Witches. 
Iconograpay of melancholia is contrasted with that of mania. 
More modern illustrations include sketches, drawings, and 
photographs used to illustrate nineteenth- and early twenti- 
eth-century medical texts on psychopathology. 

This potpourri of illustrations is tied together with an 
explanatory text, which is the weakest part of the book. The 
organization is roughly chronological and provides a some- 
what loosely written history of psychiatry. Earlier chapters 
stress the iconography (or traditional symbolism) with which 
madness has been depicted, particularly in the medieval and 
Renaissance eras. Subsequent chapters portray the idea of 
Bedlam, the traditions of physiognomy and phrenology, the 
reform of the asylum in the nineteenth century, and the use 
of medical illustrations. 

Any psychiatrist who wants to understand the history and 

* traditions of the discipline, portrayed in the most vivid 
тапћег possible, will want to buy this book. It assembles the 
visual history of psychiatry in a richness that has not been 


perceived previously. Many psychiatrists are frustrated with 
the prejudice of the general public against the:r discipline 
and the patients whom they treat. This book illustrates that 
these prejudices are based on centuries of tradition that are 
inevitably difficult to overcome. The volume is a history of 
diseased minds, not just in the insane portrayed in the 
illustrations, but in the societies that perceived them with 
such hostility and prejudice. This history of disease offers 
few antidotes. One lovely quotation from an essay written by 
Charles Dickens, after he visited St. Luke's Hospital for the 
Insane during Christmas season of 1852, does offer such an 
antidote: 


To lighten the affliction of insanity by al human 
means, is not to restore the greatest of the Divine gifts; 
and those who devote themselves to the tesk do not 
pretend that it is. They find their sustainment and 
reward in the substitution of humanity for orutalitv, 
kindness for maltreatment, peace for raging fury: in the 
acquisition of love instead of hatred; and in сте knowl- 
edge that, from such treatment improvement, and hope 
of final restoration will come, if such hope be possible. 
It may be little to have abolished from mad-house all 
that 1s abolished, and to heve substituted all that is 
substituted. Nevertheless, reader, :f you can do a little 
in any good direction—do it. It will be much, some day. 
(quoted on page 150) 


N.C.A. 


LITERATURE 





Dad, by William Wharton. New York, Alfred A. Knopf, 1981, 
449 pp., $12.95. 


Dad is а remarkable novel, which in its subject matter and 
in its details, and in the way they are treated, shauld prove of 
unusual interest to psychiatrists. Because it is focused so 
much on Dad and Mom, a couple now in the:r 70s, it is 
tempting to suggest that it will have special appeal for those 
interested in geriatric psychiatry, but in truth it is a story of 
three generations, of the ties that bind them and of the forces 
that threaten to sunder them. Its themes аге universal. 

The narrator, an artist of 52, has been called back to 
California after his mother's serious myocardial infarction. 
Over several years Dad has sunk into senility and, with Mom 
now in the intensive care unit, caring for the two of them is 
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more than the narrator's sister can handle alone. Looking 

after Dad had been Mom's full-time occupation; now both 
.require full-time care. The narrator moves back into his 

parents' home to care first for Dad while Mom is hospital- 

ized, then for Mom when she returns home, and eventually 
. for both of them as they suffer a series of insults beyond their 
capacifies for coping. The narrator's son, a 19-year-old 
college dropout, and daughter are also on hand, providing a 
third generation fcr scrutiny. The events (repetitive, devas- 
tating, and occasionally wildly humorous) that surround 
Mom's and Dad's decline form the narrative trail of the 
book. 

It is not the story that is important here, though, but the 
people, their character and their relationships, intra- and 
intergenerational. Although the book is titled Dad, itis really 
Mom who is the central character. In Mom, Wharton (a 
pseudonym) has created a person who dwarfs every other 
character in the book. She is the sort of woman only a 
mother couid love. Demanding, whining, lying, angry, petu- 
lant, consumed by self-pity, critical, vituperative, incapable 
of being pleased, guilt-making, a master of the double bind— 
she bruises all whc are about her, then blames them because 
she has hurt herself in the doing. She is the ultimate shrew. 
No one should have her for wife or mother; she is too much 
to bear. But, as the author observes, she should never have 
had to be either wife or mother. She has always been too 
afraid of life, too insecure, too much in need. Being wife and 
mother are more tnan she can sustain. 

From the first, Dad has known her great needs—and has 
loved her despite or pertaps because of them. To protect her 
from dissolution, he has willingly become a nonentity; and 
we are provided a few hints about the sources of this freely 
given subordination. While Mom is hospitalized we discover 
that Dad is not really demented but, rather, is pseudode- 
mented. Under the tender care of his son and daughter, Dad 
begins to emerge as a person. With Mom out of the hospital, 
though, his every step forward must be taken over Mom's 
far-from-dead body. The outcome, of course, is never in 
doubt, no matter how much we may wish for him to succeed. 
Dad will never abdicate his role, that of sacrificial lamb, 
freely chosen so many years ago and reenacted in so many 
thousands of scenes over more than a half century. 

Thus the story is not only of Dad and Mom, but of their 
relationship, of their love, even if one hesitates to call it by 
that name. This is a sensitive and intimate account of two 
people growing olc toge:her in loving disharmony. As such, 
it can bear comparison with Paul Scott's Staying On (1), 
surely the best of that genre. We learn too of the fears and 
pains of middle life, of old hurts reopened, old loves rekin- 
dled, of the swift and startling discovery that both old and 
young are one's dependents, and that there is no longer 
anyone else to whom th2 middle-aged son-father can turn. 

In any book so concerned with the physical and mental 
vicissitudes of old age. it is inevitable that the medical 
professions should come in for a good deal of attention. In 
this, Wharton is evenhanded, and the physicians and nurses 
are believable, even if not always admirable and even if not 
drawn in great depth. The geriatric psychiatrist comes off 
perhaps best of all, a we.come change from the caricature of 
psychiatrists so often tendered. 

The novel is certainly not without its flaws. It is overly 
long and often repetitive, especially in the treatment of 
Mom, as though the writer had to squeeze every drop of gall 
from the sponge before wiping away the anger and letting the 
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love emerge. Too much happens to Dad, and the medical and 
psychiatric disasters that overtake him lack in medical 
verisimilitude. Even so, psychiatrists are not unused to 
encounters with disorders for which no satisfactory explana- 
tions can be found. The relationship between the,narrator 
and his son is pale and suffers in comparison to that with his 
parents, and the book might have been better had the 
narrative not extended to the third generation. 

Even so, this is a rare and fine book. The author brings the 
reader directly up against the realities of growing old and 
sick and disabled, and against the problems of having 
parents to whom this is happening. Despite this, he ends on 
an elegiac note, enumerating the tasks of growing old, totting 
up the few advantages against its disadvantages, looking at 
old age as something for which one must be prepared: 
"Somehow I’ve got to learn to grow old before I'm too old to 
learn. . . . Off in the distance is the ocean. A numbing calm 
envelops me. Somehow, I feel ready for it all." He even 
makes us believe this is something we might be able to do as 
well. 
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CHARLES E. WELLS, M.D. 
Nashville, Tenn, 


Healing Arts in Dialogue: Medicine and Literature, edited by 
Joanne Trautmann. Carbondale, Ш., Southern Illinois Uni- 
versity Press, 1981, 161 pp., $16.95. 


I liked this book. However, I had wanted to love it. 
Anyone who, in another life, once surveyed 250 novels for 
fictional suicides would want to love a book that promises to 
explore the interface of medicine with literature. So why did 
I finish it with a sense of disappointment? Stay tuned. 

For five weekends seven years ago, ten creative peovle—. 
poets, teachers of literature, physician-writers—gathered to 
discuss the interactions between medicine and literature. 
Through papers, letters, and dialogue this volume records 
their insights and syntheses; principally, however, it сЕгопі- 
cles their disagreements. Indeed, the book left me with the 
rather melancholy impression of an unbridgeable gulf be- 
tween the two disciplines. 

The rift doesn't develop along the expected professional 
lines. As early as page 3, William Ober, writer and clinical 
pathologist, questions the value of practicing medicine: ‘‘It’s 
not that big a deal—not much different from trying out a new 
recipe." Later, surgeon Richard Selzer asseverates, ‘‘Intu- 
ition is the most important thing I use . . . I don't think it's 
possible to separate science from intuition." The story 
Selzer presents is vigorously criticized by Ober for the 
implausibility of the denouement (a *'cancer'' is cured with 
holy water). 

The combatants’ papers evoke much discussion, some of 
which is printed verbatim. James Cowan, who specializes in 
interpreting the works of D.H. Lawrence, not surprisingly* 
writes about D.H. Lawrence (this paper, on the resurrection 
of the body, speaks to a select audience). Internist Ian 
Lawson advocates the responsible use of language, a [ea 
that should be heeded by all of us who would scribble. 
Denise Levertov's poem, composed ‘‘while you wait’’ dyr- 
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ing one session of the conference, and Elizabeth Sewell's 
discussion of magic and medicine are almost equally recon- 
dite. Harcld Gene Moss uses poetry as a vehicle to explore 
the tension between order and disorder in art: engrossing (no 
kidding). ` 

For me the real hero of these meetings is psychiatrist 
Nancy Andreasen, who, if not (as the book jacket burbles) 
the world's only M.D. with a Ph.D. in literature, is surely the 
brightest and most productive. Also the best scientist at the 
meeting, she offers trenchant, sometimes stinging observa- 


. tions that prick pretensions and deflate egos. In a paper that 


deserves wider publication she 1) disparages the romanticiz- 
ing of suffering, particularly suicide, 2) criticizes the embrac- 
ing of drugs, psychotherapy, and suicide as ‘‘a kind of entry 
into the new literary club," 3) succinctly espouses the 
medical model, and 4) recounts some of her Writer's Work- 
shop data on psychiatric illness. Data! My fact-starved 
palate savored the nourishing numbers as I read. This clear, 
unembellished essay fulfills much of the promise of these 
conferences, yet Trautmann, the editor, reduces the result- 
ing dialogue to but a single sentence. 
OK, so I liked the book for its erudition, for the several 
e good stories it told, for exposure to sometimes alien points of 
view. But I couldn't love that which promised more than it 
delivered. I wanted more written about psychiatric syn- 
dromes, more insight into the impact of mental illness on 
famous writers. (Yes, and more about suicide.) And in the 
end there remained the sorrowful conclusion that, despite 
their protestations to the contrary, the conferees hadn't 
really influenced each other much at all. Perhaps the lan- 
guage of poetry and literature is too idiomatic for scientists; 
physicians who unreservedly embrace the tradition of meta- 
phor risk rejecting the precision of their training. 
In describing her reverse journey from literature to psychi- 
atry, Nancy Andreasen notes that she did not flee that 
tradition: ‘‘It fled те.” 


JAMES К. Morrison, M.D. 
San Diego, Calif. 


HISTORY 





Medical Thinking: A Historical Preface, by Lester S. King, 
M.D. Princeton, N.J., Princeton University Press, 1982, 330 
pp., $19.50. 


The jacket of this interesting book tells us that its author 
was a pathologist for many years before becoming senior 
editor of the Journal of the American Medical Association 
(JAMA). His standing as a medical historian is reflected in 
his having been elected president of the American Associa- 
tion for the History of Medicine and in his having taught 
medical history at the University of Chicago. 

In the preface, Dr. King describes his book as an ‘‘apolo- 
gia pro vita теа? and “аќ the same time . . . a preface to 


medicine—my views on what medicine is all about." He . 


adds that ''it is the book I wish had been available to me 
some fifty-five years ago, when I first thought of studying 
medicine zs a career."' К 

BasicMly, the book is ап attempt to show that medical 
problems, medical thinking, and medical practice have main- 
tained an intellectual continuity through the centuries, de- 
spite scientific advances. The author takes great pains to 
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show that physicians have always been confrznted by the 
manifestations of illness, which they have tried to interpret, 
according to the best knowledge available at the time, in 
terms of underlying disease states and presumed etiology. 
He traces this basic theme through a discussion of ‘‘con- 
sumption’’; signs and symptoms; diagnosis; classification; 
disease and health; the clinical entity and the d:sease entity; 
when, where, and what the disease is; the causes of disease; 
reflections on bloodletting; what a fact is; the scientific 
method; and "scientific medicine.” 

The writing is easy to read, the thinking is clear and 
logical, the main argument of the book is persuasive, and the 
reader is left with a vivid sense of continuity in medical 
thinking and medical practice :hrough the ages. One criti- 
cism: the book could have been made shorter by a somewhat 
different arrangement of material, because the capter topics 
required some repetition of the major points. Cn the whole, 
this is a useful book that reminds us—if we need reminding— 
that we really are not smarter than our predecessors, only 
luckier to be able to take advantage of the work of so many 
who have preceded us. 


SAMUEL B. Guze, M.D. 
St. Louis, Mo. 


A Möbius Strip: Fin-de-Siécle Neuropsychiatry and Paul 
Möbius, by Francis Schiller. Berkeley. University of Califor- 
nia Press, 1982, 126 pp., $12.50. 


The “Möbius strip” represents a topological space creat- 
ed when two ends of a rectangular strip are glued together 
after being given а half-twist. It ‘‘exhibits interesting proper- 
ties, such as having only one side and remaining still in one 
piece when split down the middle” (Encyclopaedia Britian- 
ica). Dr. Schiller, a neurologist and medical historian, uses 
the strip symbolically to deal with two themes that inter- 
twine—the endlessly fascinating mind-body prozlem and the 
life of Paul Móbius, M.D., grandson of the mathematician, 
who invented the Möbius strip. 

Раш Möbius (1853-1907) studied theology first, then phi- 
losophy, and finally medicine. He lived in Leipzig, Germa- 
ny, one of the great cultural centers of Europe. His contribu- 
tions to psychiatry were many and often controversial. It 
was Mobius, for example, who suggested to Emil Kraepelin 
the dichotomy between endogenous and exogenous psycho- 
ses. He also gave direction to our understanding of thyrotox- 
icosis (then considered a neurosis), various neurological 
diseases, hysteria, and syphilis (Móbius coined the term 
‘‘metalues’’). A brilliant clinician and sharp critic, Möbius 
worked untiringly as an editor and as the author of many 
books, textbook chapters, and scientific papers Since these 
have not been translated, Dr. Schiller’s monogreph comes as 
a real eye-opener. 

Möbius believed in ‘‘monism,”’ a philosophy stemming 
from the biologist Ernst Haeckel, the chemist Wilhelm 
Ostwald, and other German-speaking scientists of the nine- 
teenth century. He was also strongly influenced, as’ was 
Sigmund Freud (who mentioned Möbius in his hysteria 
studies), by Gustav Fechner, the founder of psychophysics. 
Monism was expected to bridge the ‘‘gap,’’ as Möbius called 
it, between mind and body. (Monism has enjoyed minor . 
popularity in the United States since 1890, when Paul Carus, 
a recent immigrant, began publishing The Moniz‘, a quarter- 
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ly magazine devoted to questions of science.) A different 
‘philosophy, that of dualism, was chosen by Freud to handle 
what ле called the ‘tmysterious leap" from mind to body. 


Both Freud and Möbius contracted oropharyngeal carcino- : 


ma, but Móbius succumbed much earlier than Freud and 
produced no children or disciples to carry on his name and 
his psychiatric ideas. 

Móbius thought of the individual human mind as only one 
sector of a unitary mental realm belonging ultimately to all of 
civilization. Everything that could be brought to conscious- 
ness he called inner aspects of mind, and he felt that outer 
(i.e., unconscious) mental processes are part of a universal 
substance (somewhat akin to what Jung later called the 
collective unconscious), hence basically unfathomable and 
undecipherable. To delve into the unconscious posed for 
Móbius the danger of ''losing oneself in hypotheses for 
which we lack a basis because our knowledge is most 
insufficient regarding the motions of cerebral matter.” 

Móbius was a colorful and somewhat eccentric person. 
Unhappily married, he divorced his wife and lived with his 
mother; after her death he lived with a housekeeper and a 
poodle (whose behavior he described in detail in a book 
called Hopelessness of all Psychology). He experimented 
with hypnosis, electrotherapy, and, of course, his own brand 
of psychotherapy. A successful and popular physician. he 
collected Persian rugs and rare Japanese art objects. Himself 
no doubt something of a genius, Móbius became greatly 
interested in then-current theories of degeneration, and he 
wrote brilliant (and often quite lengthy) ‘‘pathographies”’ 
about Goethe, Nietzsche, Schopenhauer, Schumann, and 
other famous contributors to German culture. (Would the 
World Wars, Nazism, and Hitler have changed Möbius’ 
chauvinism, I wonder?) The end of his life was devoted to 
what Dr. Schiller aptly calls "Sex and... ,”’ i.e., investiga- 
tions of different erotic preferences and the laws and treat- 
ments for or against them. Móbius' swan song, a frivolous 
polemic titled ‘‘On the Physiological Feeblemindedness of 
the Female," incensed many of his readers and probably 
contributed to his eclipse. 

Dr. Schiller has done a first-rate job of rehabilitating this 
enormously productive psychiatrist and illuminating the 
historical context in which so many valuable contributions 
were made by his contemporaries, including Janet, Bleuler, 
Havelock Ellis, Pavlov, and, of course, Breuer and Freud, 
discussed in this book. 

A Möbius Strip can be recommended for anyone who is 
curious about our recent psychiatric ancestors. It is highly 
readable, concise, and often quite entertaining. 


PETER F. OSTWALD, M.D. 
San Francisco, Calif. 


Predicting the Past, by Dr. Humphry Osmond. New York, 
Macmillan Publishing Co., 1981, 222 pp., $11.95. 


If you doubt that the Muse is a demanding mistress, 
consider the case of Humphry Osmond. During the Jast 20 
years he has penned upwards of 10,000 memos on diverse 
subjects. These he sends to sundry friends and colleagues— 
15 or 20 at a whack, I gather from the photocopy of one such 


‚ missive. For those few of us not yet on Dr. Osmond’s 


mailing list, Predicting the Past collects 59 think pieces 
based on these memos. ' 


^, д” > 


Am J Psychiatry 139:12, Оесётре 1982 


The resulting cpllection of mini-essays (some are micro- 
essays) is about as coherent as a cupful of corn flakes. Dip 
in. Dr. Osmond will share his views on architecture (‘‘stands 
with both feet in a quagmire’’), Lincoln's plans for buying 
slaves from their owners after the Civil War ("a political 
gimmick’’), and Egypt’s Nasser ("He only wanted more 
respect from the West"). He likes diet therapy for school 
phobia and suggests it for anorexia nervosa, a prescription 
that some will find hard to swallow. He is against sugar, 
caffeine, sex-change surgery, capital punishment, Adolf Hit- 
ler, Richard Nixon, and Red Dye Number 2. 

Osmond's best pieces consider the transition from the 
patient role to the dying role and the physician's responsibil- 
ity thereto. He writes with feeling about the anguish suffered 
by families of schizophrenic patients; he laments the part 
psychiatrists sometimes play in assigning guilt for that which 
is an accident of birth. He himself blames analysts, and 
seldom loses the opportunity to drip some disdain in their 
direction. The most egregious example: Osmond asseverates 
that, had Freud become a lawyer instead of a psychiatrist, 
“по differences would have occurred. Life without psycho- 
analysis would be utterly the same!" A needless fatuity: 
Freud can be amply criticized without resorting to caluminy. 

Relentless prolixity breeds sophistry. Thus, in Osmond’s 
memos, elephants mourn their dead and the sick role was 
known to the Neanderthals. (Have you interviewed many 
Neanderthals lately? Or elephants?) Many depressions are 
due to masked schizophrenia; suicidologists' efforts at pre- 


vention have increased the suicide rate in young people. And ' 


so on and on. The longest chapter concerns ''the Jackie 
theory" of the John Kennedy assassination, i.e., that Os- 
wald's '*undisguised hatred of women” caused him to fire at 
Mrs. Kennedy that fateful November in Dallas. Strange that 
the principal proponents of this ingenious explanation re- 
main the author and Jerome Agel, who developed the theory 
and ‘‘produced”’ this book. 

Absent a few indefinite relative pronouns and the (mis)use 
of some obsolete words—‘‘nithing,”’ says my Webster's 
Third, should be applied to scalawags but not to schizo- 
phrenics—Osmond writes well off the top of his head. But it 
is off the top, and it reveals him as something less than the 
polymath he seems to imagine. His pronouncements lack 
substance, a meringue with insufficient pie beneath. 


JAMES К. Morrison, M.D. 
San Diego, Calif. 


Western Reserve's Experiment in Medical Education and Its 
Outcome, by Greer Williams. New York, Oxford University 
Press, 1980, 523 pp., $25.00. 


This book is a description and evaluation of the most 
famous American attempt since early in the century to 
change medical school learning and to introduce humanistic 
and psychological considerations into medical teaching as a 
whole. Whereas Flexner and Johns Hopkins recast medical 
education into what Flexner himself came to feel was an 
excessive compartmentalization of knowledge and depart- 
mentalization of disciplines, the Western Reservk experi- 
ment attempted to break up this structure and breathe hew 
life into what Flexner called an ‘‘exhausting and depressing 
uniformity" (1). The book is a remarkable description of the 


га 


Ат Y Psychiatry 139:12, December 1982 


personalities, politics, and organization and details of the 
curricula and a far from cheerful evaluation of the experi- 
ment's effect on students, other medical schools, and the 
continuing debate about how physicians should learn and be. 

What Jakes a revolution possible? A leader, Joseph 
Wearn, whose hero was the humanist-scientist Francis Pea- 
body, and a time, post-World-War-II America, retiring de- 
partment heads, a young faculty. Because this was a demo- 
cratic revclution, depending as much upon the charisma of 
the group Wearn selected as upon Wearn himself and upon 
give and take within the faculty and between students and 
faculty, it was a continuing revolution. This, among other 
things, frustrated scientific evaluation, but it was also a 
crucial part of the revolution itself. Administrative mecha- 
nisms were set up that required essentially the continuing 
reeducation of the faculty. In the common effort to make 
something new, teaching became temporarily more impor- 
tant than research and the old departmental demands re- 
ceded. There was a real throwing up for grabs, a real 
thinking together. It turned out that no one knew what 
anyone else had been teaching; the same piece of informa- 
tion might be presented six or eight times. Education, as 

¢Clefhenceau said of war and the generals, was plainly too 
important to be left to the professors. And if, after a while, 
the continuing revolution exhausted the human capacity for 
change and the ever-recurring institutional petrification be- 
gan to appear, still it had been a long, exciting revolution. 
Williams’ description could become the democratic revolu- 
tionary’s handbook. 

Williams was also the final author of psychiatry’s chief 
claim to another revolutionary handbook, Action for Mental 
Health (2). The two books have a third feature in common. 
Both are directed against monolithic, authoritarian struc- 
tures in which it is easy for the “е person” to get lost. 
Perhaps the Western Reserve figure Williams most admired 
and loved was Douglas Bond, psychiatrist to and of the 
Western Reserve faculty and Wearn's successor as dean. 
Bond did not want the psychological factors to get lost in the 
care of the patient; nor did he want them to be solely or even 
principally the domain of the psychiatrist. For these reasons 
the Western Reserve student first confronted not a cadaver 
but a pregnant woman and a family. None of the colossal 
efforts made to integrate departments and subjects fully 
succeeded, least of all the efforts to bring psychology and 
physiology together, but the concentration on crisis and 
family did. Even today the now Case Western Reserve 
institutions are leaders in teaching family medicine to stu- 
dents and residents. 

Bond complained, ‘е are asked to teach a variety of 
subjects which we believe are none of our business. We do a 
lot of teaching which might better be done by a department 
of tact апа politeness or a department of common sense. We 
are expected to tell the simplest kind of general principles 
about handling people." He complained, but he did just 
those things. He knew that common sense is not common, 
that knowledge of the ''facts of life” is strangely foreign to 
many in the medical profession, and that however much 
psychiatry tries to emulate the precision and power of 
medicine, it should not emulate its innocence. Once again, 
Western Reserve set an extraordinary example. 

Willis’ book makes another point that should both 
heaften and sober psychiatrists. When Wearn and Bond 
began, there was no psychiatric department at Western 
Reserve. Academic psychiatry was just starting its explosive 
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midcenturv growth. Today every medical sczoo! has а 
department of psychiatry and in many it is the second or 
third largest department. The sobering note is as strong. We 
have grown enormously, but our influence on the students 
and curriculum has by no means kept pace. 

Wearn, unlike Flexner, found no durablv persuasive mod- 
el of the medical curriculum. Considering what happened to 
much of Flexner's model, Wearn’s failure nay not be 
regretted. Moreover, Wearn may have found something 
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more important: ways to keep faculty interested in үе 


and teaching, a faculty remarkably "'together," not settle 
answers but continuing questions, a process not a schere. 
This has much to recommend it as a model of health and life 
as well. 
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LESTON L. Havens, M.D. 
Boston, Mass. 


Women's America: Refocusing the Past, edited by Linda K. 
Kerber and Jane DeHart Mathews. New York, Oxford 
University Press, 1982, 478 pp., $21.95. 


This scholarly anthology brings together a diverse collec- 
tion of outstanding articles on women's history from 1600 to 
the present. The editors provide a unified tFeory of how 
biology, economics, politics, and ideology havz interacted. 
Helpful headnotes and introductions explain the interrela- 
tionships between the various sections of th» book. Also 
included is an appendix of essential documents, which 
enhances our understanding of the legal historv of women in 
America. 

This book is appropriate for any reader :nterested in 
erudition about history, social roles, politics, and change. It 
is especially relevant for psychiatrists trainec before the 
1970s, when women's studies began to proliferate. The 
editors’ comments and selections assist in zroviding an 
understanding of the evolution of terms anc assumptions 
Americans apply to women, the notions they have about 
what is appropriate demeanor for women, and the ideas they 
have about the kind of roles and goals it is norraal for women 
to assume. 

Reviews of reproductive biology throughout history offer 
an informed perspective on current reproduc-ion/abortion 
controversies. First is Catherine M. Scholten's *'* ‘On the 
Importance of the Obstetrick Art’: Changing Customs of 
Childbirth in America, 1760—1825.'' This article illustrates 
the shift from the practice of midwives and female relatives 
attending births to the science of obstetrics. The conflict 
between social values and medical practice was striking in 
1760-1825. Etiquette and prudery in the lyiag-in chamber 
affected medical care so thet physicians were unable to 
examine their patients thoroughly. Supportive women were 
less available as midwives, and birth became increasingly 
private and embarrassing to both patient and physician. 


Continuing on this biologic framework is Janes C. Mohr's ` 


chapter, ‘‘Abortion in America.*’ He documents that until 
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1840 women were rarely censured by the community for 

-abortions if they had not felt fetal movement. Most abortion 
decisions were made as an attempt to limit fertility by 
couples conferring together. After 1840 the issue of abortion 
developed ideological overtones; an attack on this method 
resulted. The vigorous attack on abortion after 1840 may 
have been a response to the growing willingness of married 
women to attempt it. For this chapter, as throughout the 
book, the editors pose thoughtful and provocative questions 
about the issue addressed and how it reflects public attitudes 
toward women in society, allowing the readers to draw their 
own conclusions. 

Women's America reminds us that historians’ interpreta- 
tions are shaped by the cultural climate in which they write. 
Two illustrative essays reflecting these differences are Ray 
Ginger's 1958 work and Blanche Wiesen Cook's 1977 essay. 
In the earlier perspective, ‘Тһе Women at Hull House,” 
Ginger suggests that the pioneering women who founded 
Hull House settled for a less than optimal life style in their 
“‘career-cloistered”’ lives. Cook's essay, ‘Female Support 
Networks and Political Activism: Lilian Wald, Crystal 
Eastman, Emma Goldman,” presents a contrast to Ginger's. 
The women she describes achieved personal fulfillment with 
constant refueling by female support communities, including 
personal, passionate, end loyal women-to-women relation- 
ships. ‘‘In the past it has been a common practice to assume 
that feminists, spinsters, women-related women, and most 
women engaged in social reform were asexual, self-denving, 
and puritanical, sublimating their sexual passions iri their 
work. Even today the myth persists that women unattached 
to men are lonely, bitter and without community” (p. 293). 
Cook is persuasive in debunking this myth. 

History may be viewed not only from the perspective of 
public events and international relations but also from per- 
sonal example. Two of the bóok's contributions view lives of 
struggle that are especially poignant and inspirational. **So- 
journer Truth, ‘And a’n’t I à Woman?’ "' is an impassioned 
oratory by the black abolitionist, written down by Frances 
D. Gage, the chairperson of the women’s rights meeting in 
Akron, Ohio, in May 1851. Although this group of white 
women viewed Sojourner as a pariah before she spoke, their 
disapproval was quicklv swept away by her stirring words 
about the power and entitlement of all women. Mary 
McLeod Bethune, the daughter of slaves, was another 
indefatigable black woman, one of the most distinguished 
educators of her generation. In the brief account of "How 
the Bethune-Cookman College Campus Started,” the reader 
can grasp how one woman's courage, energy, and vision 
provided the foundation for a school that eventually became 
a four-year accredited college. 

This book alsc offers a more complete understanding of 
the way gender has affected all aspects of human life. “H the 
relationship between gender, the price of labor and techno- 
logical innovation has eluded us in the past it need not do so 
now. The situation of sewing-machine operators is but one 
area in which scholarship informed by the insights of con- 
temporary feminism has begun to capture a larger portion of 
historical reality” (p. 322). Ruth Schwartz Cowan's ‘Тһе 
‘Industrial Revolution’ in the Home: Household Technology 
and Social Change in the Twentieth Century’’ goes on to 
document these gender-economic relationships. 

Jane DeHart Mathews, in ‘‘The New Feminism and the 
Dynamics of Social Change," draws parallels from the 
suffragists’ struggles to today’s feminists and the attempt to 
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pass the Equal Rights Amendment. A continuatior. of this 
discussion is provided in Scott’s ‘‘One Half the People: The 
Fight for Women Suffrage." In 1917 the women of the 
National American Woman Suffrage Association were cer- 
tain that the militant tactics of the Women’s Party hurt the 
movement and slowed the progress of the amendment. But 
the militant tactics probably did more good than harm. 
Nervousness about what the radical women might do next 
encouraged both Congress and the President to make con- 
cessions and to embrace the more conservative suffragists as 
the lesser evil. ‘‘The sequence here, as elsewhere, illustrates 
the usefulness of a radical faction in a reform movement" (р. 
295). 

Did the women's movement in APA and the country as a 
whole not go far enough in its militant methods? Does any 
group promoting change have to overstate and dramatize its 
position in order to achieve its goal? These are just a sample 
of the questions posed by this anthology, which offers insight 
into the past and contemporary issues of women. In one 
valuable volume it illustrates and clarifies the unique journey 
women have had to make and must still continue. 


BRENDA CLORFENE SOLOMON, МФ. . 
Glencoe, Ill. 


BIOGRAPHY 


Mary Baker Eddy, by Julius Silberger, Jr. Boston, Little, 
Brown and Co., 1980, 274 pp., $12.50. 


It has been said that the cumulative issues of the Christian 
Science Journal are a textbook of psychosomatic medicine 
without equal. The reference is, of course, to the many 
scores of testimonials that have appeared in its pages from 
those who have recovered from physical illness follow:ng the 
ministrations of Christian Science practitioners. Faith heal- 
ers have always claimed remarkable cures, and it perhaps 
behooves scientific medicine, with a due measure of skepti- 
cal reserve, to examine those claims for what they can teach 
us of the subtle relations between psyche and soma. Among 
the faith-healing sects (and Christian Scientists would doubt- 
less repudiate the label) Christian Science holds a unique 
place; it has not only endured and prospered for more than a 
century but is today a thriving religious body with many 
loyal followers. It is not surprising, therefore, that its 
founder, Mary Baker Eddy, has been the object of persisting 
interest and the subject of numerous biographies. 

The various lives of Mrs. Eddy can hardly be said to be 
dispassionate. Some, especially those with the imprimatur of 
Mother Church, are mere hagiolatry; others have all the 
unsympathetic distortions of muckraking journalism. It is 
refreshing, therefore, to find Dr. Silberger approaching kis 
task with an open and enquiring mind. He does not hide the 
many, often unpleasant details of Mrs. Eddy's life and 
human relationships. As a physician he is understandably 
interested іп the symptoms of illness that played such a 
prominent role in her history. And as a psychiatrist he has a 
special concern with her psychological conflicts and motiva 
tions. Without resorting to obfuscating professional jargon, 
he presents the reader with a convincingly arguedexplana- 
tion of the genesis of her illness in her relations wit» her 
father and Phineas Quimby, the philosopher-clockmaker 
turned mesmerist, who.so devotedly struggled to help her 
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overcome her infirmities. He shows us the points of origin of 
many of Mrs. Eddy's doctrines in Quimby's teachings, 
which she adapted, not to say misappropriated, in Science 
and Health. And along with his portrayal of the querulous, 
litigious, crafty, and irrational dimensions of Mrs. Eddy's 
life, Dr. Silberger emphasizes equally her strengths and 
assets that enabled her to cast off an incapacitating neurotic 
illness to become the vigorous, active creator of a complex 
religious organization that continued to grow and thrive after 
her death. 

Mrs. Eddy emerges in this biography as neither Devil nor 
Saint but as a profoundly troubled yet human woman with 
deep inner resources that enabled her to overcome what in 
another person would have been insuperable psychological 
liabilities. From a reading of his account and analysis of her 
life, it would appear that as he came to know her, Dr. 
Silberger developed a real respect and admiration for his 
subject. As a consequence, though not blind to her many 
disagreeable aberrations, he presents her with a sympathetic 
veracity that brings her to life for the reader. No one could 
ask more of one's biographer. 
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Psychiatrist of America: The Life of Harry Stack Sullivan, by 
Helen Swick Perry. Cambridge, Belknap Press (Harvard 
University Press), 1982, 462 pp., $20.00. 


This splendid biography lifts the history of twentieth- 
century American psychiatry onto a new level of sophistica- 
tion. The author's professional association with Sullivan 
during the last three years of his life and her editing of his 
posthumous works lay behind the decades of work that went 
into this book. Psychiatrist of America is a thoroughly 
researched, beautifully written, elegantly organized scholar- 
ly achievement; at the same time it succeeds in documenting 
some of Sullivan's clinical wisdom. 

For all that Sullivan did to promote psychiatric research 
into schizophrenia, as well as his advocacy of the benefits of 
cooperation between psychiatrists and social scientists, he 
has not generally been given the credit due him. For in- 
stance, he notably helped upgrade psychiatric education in 
the United States. Part of this relative neglect can be traced 
to his being an outsider, an eclectic reformer who did not fit 
preconceived social roles. But his strength—not enough so- 
called learning to concede that his patients were incurable, 
as sophisticates then thought—also contributed to his insuf- 
ficient recognition: Sullivan's work has suffered from his 
lack of a consistent command of English. 

Helen Swick Perry has definitively placed Sullivan in his 
early years in Chenango County in upper New York State. 
His lonely beginnings helped him later understand what his 
patients felt they were up against. Although Helen Perry has 
been more open than most biographers usually are (about 
Sullivan's drinking, manipulativeness, and recklessness with 
money; how rough he could be on younger colleagues; and 
the mystery of his sexuality), she, like Sullivan, does not 
Quite appreciate how pain and suffering can feed creativity. 
She does report that she at times felt ‘‘appalled by the pattern 
that segined to emerge-—that only with deprivation and 
loneliness could anyone in America break with the emphasis 
on being conventionally successful." But she does not 
universalize her insight beyond America, nor talk enough 


a 


/ 


BOOK FORUM 1641 


about how tragedy enriched Sullivan. Whatever he believed, 
many in intellectual history have stoutly been coavinced that 
his values were inevitably “confused.” If Sullivan had been 
more accepting of himself, it might have led him to theories 
about human development and normality that would match 
the unconventionality of his own experience ar.d help others 
feel more at ease in defying conformist pressures. 


Whatever the inevitable drawbacks со Prschiatrist of 


America, its fascinating account of Sullivan's life deserves 
applause. He taught about ‘‘the crippling effects of poverty, 
restricting custom, limited schooling, accidents of geogra- 
phy, and the environing stereotypes.” We can now hope for 
biographies of Sullivan's friends, who, for the first time, 
come alive here in this book—Adolf Meyer, Edward Sapir, 
William А. White, W.I. Thomas, Ruth Benedict, Harold 
Lasswell, Erich Fromm, Clara Thompson, anc Karen Hor- 
ney, among others. 


PauL Roazen, PH.D. 
Toronte, Оп:.. Canada 


Custer and the Little Big Horn: A Psychobiographical Inqui- 
ry, by Charles K. Hofling, M.D. Detroit, Mich., Wayne 
State University Press, 1981, 113 pp.. $15.95. 


Little Big Horn: this small river, otherwise inconsequen- 
tial to history, is drenched with ink. The story of one 
afternoon's action upon its banks has become a companion 
epic to the themes of Le Morte d’Arthur and the Chanson de 
Roland. It contains the essential archetypal elements of an 
idealized leader, defeat by the Forces of Dezrkness, and 
Death transformed into the victory of the Hero. Charles 
Hofling unfolds а psychoanalyst's understand ng of the 
persistent fascination of this brief cavalry fight for military 
historians, fanciers, romantics, and horrified literary onlook-, 
ers. 

Across a century, the endless and ultimately unanswer- 
able questions about the stunning annihilation of an entire 
U.S. Cavalry command by the іпігапѕірепі western Sioux 
have been neatly balanced by ceaseless burrowings in ar- 
chives and by luxuriant speculations. Why focus upon this 
encounter rather than others of greater military import? Why 
not Shiloh or Chapultepec or Da Nang? First of all, the news 
of Custer’s wipeout burst upon the supremely confident 
nation on the eve of the centenary celebration of the 
Declaration of Independence. The country was prepared for 
festivities, not disaster. Second, the boisterous Democratic 
presidential convention was gathering that week, with mili- 
tary figures preeminent and with some suspicion that the 
western campaigns against the Indian nations were being 
pushed through to manipulate the popularity of particular 
candidates. Third, the incredible disaster following so scon 
upon the heels of the crescendo of Northern viczcries of the 
Civil War demanded explanations and culprits. Fourth, 
many of the urgent questions about how it could have 
happened seemed to find answers in the character, and 
behaviors of Custer himself. 

Custer seemed to some to have taken a headloag course, 
with increasing momentum, to his own doom. He was 
known to have been headstrong as a cadet. His disciplinary 


offenses, profuse as an undergraduate, continued during his , 


commissioned service. He survived each dashing counter- 
phobic escapade with yet moré golden laurels. His self- 
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aggrandizing postures were notable even in that age of 
cavalier gallants. He was the Prince Rupert of the North. His 
dangerous quarrel with President Grant, his repeated viola- 
tion of orders, and his contempt for stodgy control were 
notorious before he cut loose from General Terry, his 
superior, to ascend the valley of the Rosebud, making up 
rules, ignoring warnings, impatient of reconnaissance, and 
interpreting self-servingly the ambivalent phrases of his 
instructions. At the end he took worn-out troopers into a 
long, long charge over a series of steep ridges against a huge 
encampment of the ‘finest natural cavalry in the world," 
and he did not survive the afternoon. 

In 1967 Dr. Hofling published his study of Custer's 
childhood, character development, family, phenomenal mili- 
tary record, the years of service on the frontier, marriage to 
a woman who would make a lifelong career of idealizing him, 
his difficulties with subordinates and ambivalent attitudes to 
superiors, his alternat:ons between hyperconfident dash and 
guilt-shame-depressioa, the quality of his public behavior 
and professional judgment, his motivations, and the peculiar 
variations in his genius and his effectiveness (1). 

In this present book Dr. Hofling has put his earlier essay 
into national, politica., and military context. It is an excel- 
lent book, compelling and informative. For myself, I hope he 
will return to two relatively neglected themes, 1) the vicissi- 
tudes of glory as a motivation in war, and 2) Custer's 
purported presidentiz! ambitions. Concerning the first: it 
was, in Custer's time, the guiding enthusiasm for the soldier, 
the pathway to promotion and pay and immortality. It began 
to fade in the Spanish-American War and World Wars I and 
II, and Viet Nam put the final quietus to the pathological 
notion. There now seams to be a resurgence of glory in our 
military planning—for example, in a Science article, the 
statement, ‘‘Glory bcund pilots in the U.S. Air Force veer 
away from a simple technology that can save dollars and 
lives," which ‘‘offers little by way of career opportunity and 
nothing by way of battlefield promotion and glory” (2). One 
might also see the blusterings in any daily newspaper. 
Concerning the second theme, Mari Sandoz (3) raised issues 
that call for further 2xplication. Even before he attended 
West Point, Custer had political ambitions (3, p. 27). In 1866 
he traveled on Andrew Johnson's campaign train and was an 
adulated rear-piatform speaker. In Washington, D.C., for 
the Belknap hearings, he was feted and toasted by boosters 
and friends through the winter of 1875—1876. An exuberant 
mood permeated the luncheons and dinners, and he may 
have had reason to believe that a spectacular victory against 
the Sioux would carry him into the White House. Indeed, 
Sandoz quotes, from the Ree Narratives, promises made by 
Custer to Bloody Knife ‘‘when I am the Great Father.” This 
intoxicating idea may go far to explain his exaggeratedly 
narcissistic field: decisions. It deserves better documentation 
than we have so far. 
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This Section contains reactions to Journal articles, statements of opinion, brief research findings, short case reports, 
requests for information, etc. Letters should be submitted in duplicate, must be typed double spaced throughout, and should 
not contain more than 500 words and 5 references. Criticisms of published articles will be sent to the author(s) for response. 
Letters will be edited for clarity and conformance with Journal style. 


Moderate Drinking Versus Abstinence 


Sir: In “Follow-Up of Abstinent and Nonabstinent Alcoholics” 
by Edward Gottheil, M.D., Ph.D., and associates (May 1982 issue). 
I noted that references to Ewing and Rouse (1) were not included. 
This is a shortcoming, in my opinion. Ewing and Rouse found that 
the alcoholics they studied were unable to return to social drinking. 
and their final statement was 


Based on our experiences with these patients and a long-term 
follow-up, we have concluded that. in our hands at least, further 
attempts to inculcate controlled drinking by such methods are 
unjustified. Some of tFe optimistic claims that have been made by 
other workers may have been premature. It should be noted that 
no similar treatment program has yet reported a follow-up greater 
than 24 months' duration. 


Inclusion of this finding would have stimulated a better discussion 
by Dr. Gottheil and associates. 

Second, it has been my experience that alcoholics who have brain 
damage (cognitive dysfunction) are not able to return to social 
drinking—or once cognizive dysfunction occurs alcoholics lose their 
ability to drink socially. This critical distinction—the presence or 
absence of cognitive dysfunction—would add to the credibility of 
future articles. 
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Epwarp M. Scorr, PH.D. 
Portland, Ore. 


Sin: I would like to comment on the important article by Dr. 
Gottheil and associates, “Follow-Up of Abstinent and Nonabstinent 
Alcoholics.” One of the most clinically relevant issues is the 
difference in prognosis for relapse between moderate drinkers and 
abstainers. The article presents some data analysis related to this 
difference, but 1 believe more can be done. 

In table 4 of the article, Dr. Gottheil and associates presented 
findings about outcome after 1 year and showed that in two of the 
three studies they examined there were no statistically significant 
differences in relapse between abstainers and moderate drinkers. 

Table 5 presented 6-, 12-, and 24-month follow-up data for 171 
subjects from the Coatesville, Pa., VA Medical Center. The authors 
did not examine whether moderate drinkers relapsed at a higher rate 
than abstainers. I exam:ned whether this was so at 12 months and 24 
months. The chi-square was not statistically significant at either 12 
months 7.58, df=1) or 24 months (x?-.06, df— 1). 

In light of these findings, it is puzzling that the authors stated that 
abstinence is a more desirable treatment outcome. The only analysis 
which showed that abstainers did better than drinkers was in table 4, 
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where abstainers (category 1) were compared with al! drinkers and 
the former had a significantly lower rate of relapse in two of the 
three studies. However, that analysis is not particularly meaningful 
because the class of relapsed drinkers (category 1V) was included in 
the category of drinkers. е 

Given the limits of generalizability of these samples. an unbiased 
view of the data leads me to the conclusion that moderate drinking is 
not more likely to cause relapse than abstinence. As the authors 
pointed out, if abstaining is the only successful result of treatment. 
then these three treatment programs are not impressive; however, if 
moderate drinkers are included, then the success rates of 5346 to 
6796 are noteworthy. My only caveat to this is that, without an 
adequate experiment, the follow-up results cannot be attributed to 
the clinic's treatments. 


ARTHUR RIFKIN, M.D. 
New York, М.Ү. 


Dr. Gottheil Replies 


Sir: Although it is difficult to disagree with the substance of the 
comments made by Dr. Scott and Dr. Rifkin, it is interesting that 
they find different implications and have different concerns about 
the same set of data. 

Dr. Scott seems concerned that we may have viewed the out- 
comes for the moderate drinkers too optimistically. He refers to the 
paper by Ewing and Rouse in which they suggested that attempts to 
inculcate controlled drinking may be unjustified. We did not discuss 
their paper or their view because the studies we described did not 
include controlled drinking as a goal nor did they recommend it. We 
agree with Dr. Scott that it would be most unwise for individuals 
with cognitive impairment due to alcohol to continue ingesting 
alcohol, and we do not admit such individuals to the perticular 
Coatesville program that we described in our paper. Furthermore, 
we suggest that abstinence is the most desirable treatment cutcome 
for all of our patients and not only those with brain damage. 

Dr. Rifkin, in contrast to Dr. Scott, seems to feel that we may 
have been too conservative and pessimistic in view of the outcomes 
reported for the moderate drinkers, and he questions our interpreta- 
tion that abstinence is the most desirable outcome. He notes that, 
although abstainers did better than all drinkers combined in two of 
the three studies, when abstainers were compared with moderate 
drinkers there were no significant differences in two of the three 
studies. However, there was a significant difference in the third 
study. Because these are sensitive and controversial issues and the 
follow-up periods were relatively short, our inclination is to be 
cautious in our interpretations. 


lt is important to distinguish between abstinence as a \eatment А 


goal and abstinence as the criterion of treatment success. As а 
treatment goal, it is desirable because if one does not drink orte is 
unlikely to become drunk and suffer the consequences of drunken 
behavior. lf one does drink, however, the data indicate thay a 
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progressive dewnhill course is not inevitable. Complete and perma- 
nent abstinence as the only criterion of success is not reasonable or 
necessary and may have undesirable consequences (1). 
Unfortunately, we have not yet developed the ability to inculcate 
either abstinence or controlled drinking, and most of our patients 
achieve nefther. The majority, however, do better after treatment 
than before. As noted by Dr. Rifkin, if we insist on total abstinence 
as the criterion, program results are not impressive. If we are more 
modest and reasonable in judging our attempts to help our patients, 
as we are with depression or diabetes, for example, then respectable 
improvement rates of 60% are not uncommon. Alcoholism may then 
, be seen as a treatable illness rather than a revolving-door phenome- 
non, staff morale improves, patients become less fatalistic. better 
arguments can be made for funding purposes, and staff may be more 
easily attracted to the field. 
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a 
National Institute on Aging Pharmacology Program 


Sir: I would like to bring to the attention of the scientific research 
community the recent report of a workshop on gerontological 
pharmacology (1) and a National Institute on Aging Pharmacology 
Program announcement (2) based on the workshop’s recommenda- 
‘tions. The elderly have higher incidences of adverse drug side 
effects and of drug interactions than do young adults. Doses are 
determined, for the most part, in studies of young adults, and the 
elderly have different patterns of drug distribution. elimination. and 
responsiveness. Clinical and basic research are needed to investi- 
gate the mechanisms of age-related alterations in drug responsive- 
ness. The Naticnal Institute on Aging currently supports a Small 
Grant Program, which permits the addition of cohorts of elderly 
people to ongo:ng pharmacological studies. A Special Initiative 
Program is available for introductory research studies in gerontolog- 
ical pharmacology. The Animal Resources Branch of the National 
Institute on Aging also provides genetically defined young and old 
mice and rats for pilot studies. 
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GEORGE M. STEINBERG, PH.D. 
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Cortisol Suppression Index 


Sir: Carroll and associates (1) have attempted to standardize the 
dexamethasone suppression test (DST) to aid in the diagnosis and 
treatment of depression. Approximately 65% of the patients with 
major depressive illness escape cortisol suppression according to 
the Carroll criteria. However, the Carroll protocol involves an 11 
p.m. venipuncture, which is inconvenient and impractical in an 
outpatient setting. Omission of this 11 p.m. cortisol level determina- 
etion furthegdecreases the sensitivity of the test by 22%. 

In aa attempt to make the DST more practical for outpatient use, 
we have employed a cortisol suppression index (2), which is the 
ratio of a patient's baseline plasma cortisol concentration to the 
conegntration on the day after an 11 p.m. dose of dexamethasone 
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(predexamethasone plasma cortisol level/postdexamethasone plas- . 
ma cortisol level). Plasma cortisol levels must be determ:ned at the 
same time of day before and after dexamethasone administration. 

In a prospective study of 24 psychiatric inpatients, an 3 a.m. index 
of less than 2.0 detected 10 of the 15 patients (66%) with major 
depression. The mean (+SD) 8 a.m. index was 3.67+3.1 for tke 
patients with major depression and 8.8+5.02 for the 9 patients with 
other psychiatric diagnoses (p«.001). We are currently investigating 
the relative diagnostic utility of the 8 a.m. cortisol suppression 
index, 4 p.m. index, and Carroll criteria. 

The cortisol suppression index may be a useful ard practical 
interpretation of the DST, especially for depressed outpatients. 
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JEFFREY P. BERNSTEIN, M.D.. M.P.H. 
SAE Youn CuuNwc, M.D. 

KAROLE S.M. Avia, M.D. 

Albany. М.Ү. 


Dr. Carroll Replies 


Sin: Dr. Bernstein and colleagues are exploring the utility of a 
cortisol suppression index in the dexamethasone suppression test 
(DST) for depression. This is an interesting approach that deserves 
to be pursued empirically. When the DST was introduced `n clinical 
endocrinology for the diagnosis of Cushing's disease and Cushing's 
syndrome, a similar suppression index (or percentage suppression 
from baseline values) was proposed as a diagncstic criterion. 
However, my understanding these days is that an absolute »ostdex- 
amethasone value, rather than percentage suppression, is more 
commonly used as the criterion of response in the DST. 

Dr. Bernstein and associates’ preliminary results with th cortisol 
suppression index indicate a sensitivity of 6696 with a value of 4.0 at 
8 a.m. The specificity one can calculate from the daza is a»out 80%: 
the mean value minus ! standard deviation for the control index is 
3.8; assuming a normal distribution, then 85% of ccntrol subjects 
will have an index greater than 3.8. Of course, this specifizily could 
change markediy in either direction as the number cf control 
subjects studied increases above the 9 in Dr. Bernsiein and asso- 
ciates' study. The assessment of the index determined from 8 a.m. 
and 4 p.m. cortisol levels should be further encouraged because, as 
the authors poirt out, it might simplify the outpatiert DST proce- 
dure and so add to the clinical utility of the test. 


BERNARD J. CARROLL. M.D.. Ён.О. 
Aun Arbor, Mich. 


Response to Review of The Impossible Profession 


Sin: In his review of my book Psychoanalysis: The Iripossible 
Profession (May 1982 issue), Robert Michels, M.D.. fretted about a 
discrepancy between the New Yorker article on wh:ch the book is 
based and the book itself. He said that he was mystifiec by the 
reduction of the number of Aaron Green's patients 7rom :5 (in the 
article) to IO (in the book). The explanation (which perhaps only a 
psychoanalyst would not have arrived at unaided) is :hat an error in 
the first instance was corrected in the second. The e-ror ‘was 
discovered when a reader of the article pointed out an inconsistency 
between Aaron Green's statement in the seconc installmert that he 
had unfilled hours and my statement in the first instalimemt that he 
had 7 patients in analysis and 8 in therapy On checking the 
transcript of my interviews with Green, | realized that 1 (or a 
typesetter) had bestowed extra patients on him. Green, with his 
characteristic candor and disdain fos self-serving evasions, had 
claimed only 4 patients in analysis and 6 in therapy. 
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Michels also wrote of my meetings with Aaron Green that "she 
does not tell us whether she paid his regular fee.” In all probability, 
he was merely being unpleasant, but in case analysts are as ignorant 
about the profession of journalism as they like to think the public is 
ignorant about the profession of psychoanalysis, 1 must point out 
that journalists do not pay fees to the people they interview. When a 
journalist interviews a hairdresser he does not pay for a haircut and 
blow-dry; when he interviews a concert pianist he does not pay for 
an orchestra seat; and when he interviews an analyst he does not 
pay for therapy. Of the more than 40 analysts whom | interviewed in 
addition to Aaron Green. none was in any way confused over our 
respective roles. р 


JANET MALCOLM 
New York, N.Y. 


Dr. Michels Replies 


Sir: Ms. Malcolm seems to be unhappy with my review of her 
book. s 

In the review | made three points: first, that the book "provides 
an extraordinarily gocd account of the core of clinical psychoanal- 
ysis”: second, that there is ‘ta slight nastiness to her pen’’; and, 
third, that there are scme distortions and problems with her facts. 
Her letter comments oa and illustrates the second and third of these 
points. 

She states that I “fretted” about a discrepancy between two 
versions and that I saic I was “mystified.” 1 did not feel fretful and 1 
nowhere said that I was mystified. I did point out the discrepancy. 
acknowledged by Ms. Malcolm in her letter. and also pointed out 
that although the New Yorker is otherwise known for its concern 
with validity—it once corrected an erroneous assertion thet fresh 
fish was frozen—it hac not corrected’Ms. Malcolm's error. It would 
be helpful if Ms. Malcolm or the New Yorker identified other errors 
or alterations of fact of which they are aware. The problem is 
created in great part by the specific journalistic technique, quota- 
tions and staterrents that cannot be verified because the sources are 
anonymous or cisguised. 

I did not mean to suggest that Ms. Malcolm would have been 
inappropriate if she had paid Dr. Green for his time. My thought was 
that she was presenting him as typical, and for a psychiatrist with 
unfilled hours payment would have provided a plausible motive, 
making it more likely that he was typical. There were, of course. 
other motives sugges:ec by the book, but they did not seem typical. 

In the conclusion of my review I returned to my first point, stating 
that "the book is largely successful in portraying an image of the 
professional lives of psychoanalysts."' It is. but I remain troubled by 
the nastiness and uncertain of the facts. 


ROBERT MICHELS, M.D. 
New York, М.Ү. 


Thyroid-Stimulating Hormone and Depression 


Sir: We routinely cetermine the T4 and T, levels of all patients to 
be treated for depression at the Depression Evaluation Service. an 
outpatient clinic of the New York State Psychiatric Institute. 
Recently we encountered a depressed patient with a low T; level. 
On further evaluation of her thyroid status. repeat determinations of 
T; and T, levels were normal. but her thyroid-stimulating hormone 
(TSH) level was 18 «U/ml (normal-0-11). After she was treated 
with exogenous thyroid alone, her depression lifted. 

Betause of this experience, we wondered what would be the 
prevalence of hypothyroidism manifested only by an abnormally 
high TSH level in a population seeking treatment for depression. 
Therefore, we determined the TSH levels of 51 consecutively 
admitted patients in addition to T4 and T, levels. Of these 51 
. Patients, 1 had a slightly low T; level with normal Т; and TSH 

levels, and another had a slightly high TSH level (11.2 pUsml) with 
normal T, and T, levels. Thee Тї, Ty. and TSH levels of all other 


patients were norma . 
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In addition, we Wave performed the thyrotropin-releasing hor- 
mone (TRH) stimulation test on 53 depressed patients. The baseline 
TSH levels of all these patients were in the normal range. 

We conclude that an abnormal TSH level in the presence of 
normal Тз and T, levels is infrequent in a depressed outpatient 
population. The assay for TSH is relatively expensive; therefore, 
routine TSH determination does not appear to be cost effective and 
probably should be ordered only in the presence of evidence of 
abnormal thyroid function. Determination of baseline TSH level or 
TSH response to TRH might be useful for refractory patients, but 
this has not been demonstrated. 


JONATHAN W. STEWART, M.D. 
New York, N.Y. 


Psychiatric Status of Holocaust Survivors 


Sin: In their article “Impairment in Holocaust Survivors After 33 
Years: Data from an Unbiased Community Sample" (June 1982 
issue), William W. Eaton, Ph.D., and associates presented their 
clinical and epidemiologic findings with regard to 135 survivors of 
the Holocaust; all of them were "heads of households in a communi- 
ty (Montreal). It is difficult to comprehend how the authors called 


their study “ап unbiased community sample'' and in their closing А 


statement even called it an “unselected sample of Jews." 

Apart from the relatively small number of individuals—135 alto- 
gether—included in their exploratory work, it is noteworthy that 
these persons were Jewish heads of households selected from a 
much larger group of heads of households on the basis of their 
answering yes” to the question "Excluding service in the Allied 
Armed Forces, were you in Europe during World War 11?"' In other 
words, all of those who underwent exploration were definitely 
selected in this so-called unbiased sample: their selection was based 
on their being heads of households and answering "yes" to the 
mentioned question. No conclusion was drawn from their status as 
heads of households. That this status could not and cannot be 
attained by severely disturbed survivors is not stated in the report. 
Nevertheless, even among this well-selected group the likelihood of 
having ‘‘mild psychiatric symptoms” existed. 

Among these symptoms. psychological vulnerability and tenden- 
cies toward anxious expectancy of a potential increase in anti- 
Semitism were clearly noted. to wit, a fear of renewed persecution. 
In my view. such a persistent fear is hardly a "mild psychiatric 
symptom." 


WILLIAM G. NIEDERLAND, M.D. 
Englewood, NJ. 


Dr. Eaton and Associates Reply 


Sir: Our study design eliminated the major sources of sampling 
bias that existed in almost all previous studies of the long-term 
effects of the Nazi persecution. Respondents in those studies were 
drawn from survivors seeking reparations payments; those attend- 
ing psychiatric clinics, hospitals, or private practices; members of 
survivors’ associations: or survivors nominated by community 
leaders such as rabbis or by leaders of survivor groups. It would be 
difficult to establish that these groups are representative of the 
general population of survivors in terms of psychiatric status. Our 
population of Holocaust survivors was representative of the general 
population of Holocaust survivors who are household heads in 
Montreal because our sample was generated in a strict probabilistic 
manner from a complete universe of all Jewish households in 
Montreal. А 

The foundation of our analytic method was the comparison of 
survivors with controls, but it is not clear that Dr. Niederland 
understands the method because he appears to believe had 135 
persons altogether in our sample. There were 657 respondents, of 
whom 135 were survivors (European-born Ashkenazic respondents 
who had been in Europe during the war) and 133 were controls 
(European-born Ashkenazic respondents not in Europe during the 


” 


v 


Am ¥ Psychiatry 139:12, December 1982 


war). There were 389 respondents who were "пої relevant to the 
comparison because they were born outside Europe (the two largest 
remaining groups were born in Canada or north Africa). Compari- 
sons with these 389 other respondents would not have been informa- 
tive because of the possibility that place of birth would affect 
psychiatrie status independently of Holocaust experience. 

As described in our paper, we selected household heads as 
respondents. Dr. Niederland probably does not understand how 
"household head’’ was defined. We used this term in a sociodemo- 
graphic sense, following Canadian census definitions, to mean the 
primary adult ia a dwelling unit. It did not refer uniquelv to heads of 
intact families, as Dr. Niederland appears to assume. It included 

* people who did not establish families, as well as those who did not 
remain in families (i.e., the divorced or separated), living with or 
without children. Nonetheless, we agree that the differences we 
reported between survivors and controls would be increased to the 
extent that we missed severely disturbed survivors—for example, 
those who had been institutionalized since adolescence or earlier— 
provided the proportion of them exceeded the proportion in the 
control group who would be so handicapped. Thus, as we noted. our 
analysis was a conservative test of the relationship between survivor 
status and psychiatric impairment. 

We consider the Langner scale a measure of mild psychiatric 
impairment. Because it was the only measure we had we can make 
no statement based on empirical evidence about differences between 

survivors and controls in severe impairment, such as psychoses, 
organic disorders, or physical disabilities. 

Fear of renewed persecution may be a psychiatric symptom. as 
Dr. Niederland suggests, but it may also reflect a reasoned and 
accurate judgment concerning the future. Rather than attempting to 
predict the future, in our presentation we did not use fear of renewed 
persecution as 2 psychiatric symptom; we used it, instead, to inform 


“us about the possible cause of the symptoms reported on the. 


Langner scale. 

If Dr. Niederland's purpose was to indicate that we had mini- 
mized the impact of the Nazi persecution on survivors with respect 
to the variable cf perceived persecution, he might have underscored 
a different aspect of our data: the data concerning perceived change 
in anti-Semitism, the Langner scale scores, and the number of visits 
to the doctor in the previous 5 years. These data suggested that, as a 
result of their wartime experience, survivors no longer have access 
to the standard range of mechanisms for coping with stress. The data 
indicate an inverse relationship between the degree o? perceived 
external threat (zhange in anti-Semitism during the previous 5 years) 
and mild psychiatric symptoms for our control subjects but a direct 
relationship for survivors. One possible explanation for this relation- 
ship is that, within certain limits, the perception of external threat 
lowers the level of distress, as measured by the Langner scale, for 
the general population. For survivors this coping mechanism does 
not appear to be available. The data also indicate a direct relation- 
ship between mild psychiatric symptoms and number of visits to the 
doctor for our control subjects but no relationship for survivors. For 
the latter group the number of visits to the doctor remained at a 
relatively high level regardless of the degree to which thev perceived 
a change in anti-Semitism over the previous 5 years. 


WiLLIAM W. EATON, PH.D. 
JOHN J. SIGAL, PH.D. 
MORTON WEINFELD, PH.D. 
Rockville, Md. 


Patriotic Mania? 


Sin: In response to the letter by Malcolm P.I. Weller and Nazar 
Ameen, ‘Elvis Presley, Reactive Hypomania, and Koro” (July 1982 
issue), | am reporting a case of reactive mania that, for lack of a 
better term, I called "patriotic mania." 

е 

In 1959 I was a ward supervisor at the National Mental Hospital in 

„Сира. MrgA, a 73-year-old man in good physical condition, was 
admitged With an obvious manic disorder. In talking with the family I 
discovered a peculiar fact. Mr. А was from Oriente province (the 
most distant from Havana, the capital). His family of origin had 
peasant roots, and he had been a working man and in good physical 
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and mental health all of his life. He had a cvclothymic personality 
but was otherwise an average citizen, worker, aad family man; 
except for three episodes of mania. 

The first manic episode occurred in 1902. Cutan independence 
was declared on May 20. Flags, banners. publc celebrations, 
shooting into the air, and all kinds of excitement signaled the birth of 
the new republic. Mr. А went all the way from: his town in Oriente to 
Havana, did а lot of drinking and celebrating, got very agitated, and 
had a full-blown manic episode. It lasted a few weeks and slowed 
down for а few months, according to the family recollect.ons. 

The second episode was in 1933. On Aug. 12 the dicta-orship cf 
President Machado was toppled. The financial crisis and -he politi- 
cal conflict that preceded the event were intense, and the people 
took to the streets in wild celebration. Again flags, banners, 
shooting into the air, and excitement signaled the triumph of the 
revolution, and again Mr. A traveled from Oriente to Havana, 
drinking, sleeping little, and shouting in the streets. He entered 
another manic episode that lasted for some months. 

The third episode happened early in 1959 because ~he Batista 
regimen collapsed and the combatants from the mounta.ns and the 
cities organized a march into Havana in January. Flags. banners, 
great public excitement, celebrations, and shots in the air character- 
ized the new national mood. Mr. A repeated his previous pattern о? 
traveling from Oriente to Havana, drinking and being excited and 
agitated, and developing hypomania and mania. His symptoms 
completely fulfilled the criteria for the diagnosis: hyperactivity. 
restlessness, distractibility, garrulity, flight of ideas, grandiosity. 
almost no sleep, very impaired reality testing and judgment. irritabil- 
ity alternating with expansiveness. and bizarre behavior. | treatea 
him with neuroleptics, relative isolation, hypnotics, and supportive 
care, and he improved rather rapidly, with only one setback. One 
night (unknown to me) the head nurse brought a radio to the ward tc 
listen to a very long and heated speech by the new leeder. The nurse 
invited some patients to listen to it, too. The next morring Mr. A 
was once more very agitated; the setback lasted for about a week. 
The whole episode eventually resolved, and he returned to his town 
and his family. 


Rusen D. RumsBaut, M.D. 
Sugar Lara, Tex. 


Physical Assault During the Amytal Interview 


Sir: “Overview: Clinical Applications of the Amytal Interview in 
Psychiatric Emergency Settings" by J. Christopher Perry, M.D., 
M.P.H., and Douglas Jacobs, M.D. (May 1982 issue) wes a useful 
review of the Amytal interview. We would like to brirg to your 
attention a complication of this procedure that they did no: mention. 


Mr. A, a 44-vear-old unmarried clerk, had a 2-month history of 
persecutory delusions and a 3-day history of increasing agitation, 
bizarreness, religious preoccupation, and maintaining his arms in a 
form of a cross for long periods. On admission he had excessive 
psychomotor activity, labile affect, and delusions о? being 7ollowed 
and was incoherent. He was disoriented in time, and v:sual and 
auditory hallucinations were suspected. He had a constricted and 
inadequate personality but no prior psychotic symp:cms. À diagno- 
sis of acute paranoid state was made. Treatment with trifluopera- 
zine, 15 mg/day. resulted in disappearance of agitation, labile affect, 
delusions, and incoherence within 15 days, but Mr. A remained 
withdrawn and apathetic. Haloperido! did not produce further 
improvement. Because of an abnormal EEG (diffuse slow-wave 
activity) and questionable visual hallucinations, an organic etiology 
was considered and all medication discontinued. Mz. A's condition 
deteriorated over the next 3 months. He became more withdrawn 
and uncommunicative and neglected his personal hygiene, becoming 
resistive and occasionally aggressive when bathed. His affect be- 
came more blunted. He claimed to be dead. Later he became mute 
except for saying "I don't know” to persistent questioning; he 
appeared to resent being interviewed. He maintained imposed arm 
postures for 30 sec. Catatonic schizophrenia was suspected and a 
diagnostic Amy:al interview was performed. Initizlty Mr. A was 
passively compl'ant. After administration of 150 mg of amobarbital 
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sodium over 2-3 min he suddenly arose from the bed shouting, “1 
am not a person.” He a:tacked the interviewer, kicking his shins and 
groin, and tried to grab his throat. Four men were required to 
restrain him. 


Three factors might Fave alerted us to the possibility of assaultive 
behavior: 1) overactiv.ty and agitation at admission, 2) previous 
aggressive behavior, and 3) prior resentment of being interviewed 
and resistive behavior. Drs. Perry and Jacobs stated that paradoxi- 
cal excitement during the Amytal interview is very rare. There is 
little mention of this or of aggression in the recent literature (1—3), 
although Sargent and Slater (4) mentioned the need for physical 
restraint during ether zbreaction. Our experience and that of some 
of our colleagues is that excitement and aggression are uncommon 
but by no means rare complications of the Amytal interview. We 
suggest that the possibility of physical assault be kept in mind by the 
physician performing zhe Amytal interview, particularly with pa- 
tients who have the three features we have described, and that staff 
capable of restraining the patient be present in the room or immedi- 
ately available. 
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Distinguishing Pseudodementia From Dementia 


SiR: Even the title of the article by Thomas W. McAllister, M.D., 
and Trevor R.P. Price, M.D., "Severe Depressive Pseudodementia 
With and Without Lementia" (May 1982 issuel. connotes the 
immense difficulties .n clinically distinguishing pseudodementia 
from dementia. With their case presentations, the authors clearly 
showed that "'caricatured" symptoms of depression need not be 
present in a presumed depressive pseudodementia. They also had 
the courage to make the statement (supported by Charles C. Wells. 
M.D., in his editorial in the same issue) that neuropsychological 
testing will frequently mime the clinical presentation—that is, it will 
document obvicus cognitive impairment with little ability to further 
determine if it is fuactional or not. That leaves affective and 
behavioral history (as noted by Dr. Wells) and procedural studies 
(such as computerized tomography, EEG, spinal fluid studies) to 
attempt to clinically distinguish one from the other. 

Computerized tomography (1) and the EEG may be useful in 
determining the presence and degree of cortical atrophy (and are 
certainly indicated in any case to rule out other specifically treatable 
neurologic illness in the dementia workup). However, even if 
atrophy is demonstratzd, one is still left with the task of interpreting 
it clinically, which !s made difficult by the person's age and the 
inconsistent correlaticn between atrophy and cognitive impairment. 
Similarly, although tre spinal tap is indicated to rule out more 
clearly defined medical causes of dementia, I know of no CSF 
testing that is specific for or even suggestive of an Alzheimer's type 
or multi-infarct demer.tia. As for the presence of affective symptoms 
or history of affective disorder (and accompanying behavior consist- 
ent with affective history), I would like to note the foliowing cases, 
in which these. too, "ailed to differentiate organic from functional 
dementia. 

The first case is of a man in his early 60s who experienced 
personality changes and developing psychosis with an insidious 


* onset (over 6 months) on top of a profound intellectual deteriora- 


tion—all of which reversed approximately 6 weeks after antidepres- 
sant treatment was begun. The other case was of a man in his early 
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50s with a 2-3-week history of personality changes and obsessive 
behavior and profound memory deficits; he was unaware of these 
conditions, but he was noted to have a markedly constricted affect 
and an odd sort of detachment, which was felt to be strongly 
clinically suggestive of an occult organic process. He, too, showed 
resolution of confusion and intellectual deficits within several weeks 
of starting antidepressant therapy. Neither of these patients had a 
history of affective or other psychiatrically significant illness, and 
after recovery neither of them could identify with any confidence 
situational stressors that might have precipitated their illnesses. 

Perhaps it is a coincidence that these two cases turned up within 
the 6 months that I served on a VA psychiatry ward (certainly the 
most common setting within my residency for older, confused men 
with the provisional diagnosis of dementia to turn up). However, 1 
must strongly agree with Drs. McAllister and Price's final statement 
that in any dementia workup a therapeutic trial of antidepressants 
should be given. The unstated presumption, borne out by their own 
cases and consistent with those I have seen, is that pseudodementia 
is in fact often not distinguishable from dementia by any other 
means. 
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The Psychiatrist-Witness and Medical Practice 


Sir: Ben Bursten, M.D., is to be congratulated for his heroic 
attempt to bridge the gap between the legal and psychiatric views of 
insanity. His article ‘The Psychiatrist-Witness and Legal Guilt’ 
(June 1982 issue) clearly stated the problem. He short-circuited the 
dilemma that is produced by describing and explaining the same 
phenomena from incompatible frames of reference. Unfortunately. 
the social-forensic point of view and language cannot so easily be 
"'transduced"' into the language of medical psychology. 

Dr. Bursten missed the point. His argument seemed to provide a 
rationale for fundamentally divergent psychiatric practice. Claim- 
ants, litigants, plaintiffs, and defendants are not patients. Diagnosing 
for administrative purposes rather than therapeutic purposes is a 
perversion of medical practice, one that requires constant rational- 
ization. 

From a medical psychiatric (therapeutic) point of view, we must 
account for our actions to ourselves and to our most psychotically 
enraged patients. '*Robust common sense” should tell us to get out 
of the courtroom. 


Harvey D. Lomas, M.D. 
Cincinnati, Ohio 


Dr. Bursten Replies 


Sin: Dr. Lomas proceeds from an entirely different premise from 
that which I employ. He seems to feel that the therapeutic enterprise 
is the only legitimate one for psychiatrists. I disagree. Both points of 
view are defensible. 


Ben BURSTEN. M.D. 
Memphis, Tenn. 


The Short Report Й 


Sig: Thomas R. Garrick, M.D., and Nada L. Stotlas, M.D., , 


provided an excellent and quite extensive review in thelt agicle 
“Ном to Write a Psychiatric Consultation" (July 1982 issue). One 
very important aspect of the written consultation that they omitted 
is brevity. Although they stated that at times only the recommenda- 
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tions section of the report is all that the consultee reads, if the 
consultation is long and cumbersome this will surely be the case. 

I suggest thet the consultant keep in mind the vast "array of 
delicate and demanding questions’ posed by Drs. Garrick and 
Stotland but that he or she make no attempt to place all or even a 
majority of this information in the written consultation. Rather, the 
patient and the referring physician can be best served if a limited 
amount of useful information is successfully communicated. 


G. RICHARD SMITH, M.D. 
Little Rock, Ark. 


LSD or DOB? 


518: In “Mania Associated with LSD Ingestion’ (November 1981 
issue), C. Raymond Lake, M.D., Ph.D., and associates described a 
patient who experienced a typical manic episode 3 weeks after 
taking an oral dose (on a slip of blotter paper) of what he thought 
was LSD. Chemical confirmation of the substance ingested was 
impossible. Dr. Lake and associates believed that “the medium, 
cost, time until onset, duration of symptoms, and their characteris- 
tics strongly indicate" the agent taken was LSD or an LSD 
analogue. They also stated that because of high potency, allowing 
effectjve doses :n the microgram range, “LSD is the only drug of 
«buse dispensed on a slip of blotter paper.” This mistaken informa- 
tion may have weighed unduly in their virtual acceptance of the 
substance involved as LSD. May we suggest that an alternative 
possibility exists? 

Another hallucinogen is purveyed in blotter paper units. That 
agent is 4-bromo-2,5-dimethoxyamphetamine, known frequently in 
laboratory studies as DOB but also as bromo-DMA (1). According 
to 19 anonymous brief notations in the Drug Enforcement Adminis- 
tration bulletin Microgram (vols. VI-XIV, 1973-1981), since 1972 
DOB has repeatedly been found sold in blotter paper doses in the 
United States, New Zealand, Australia, the United Kingdom. West 
Germany, and Greece. Extractable drug averaged .93-2.8 mg per 
dosage unit for analyses from the United States. Delliou (1) found 
individual squares to contain 1.4—4.6 mg. In most sales of DOB on 
blotter paper, it was being misrepresented as LSD (caveat emptor!), 
to which it is unrelated chemically. 

A clinical study of DOB (2) found .2 mg to be the minimum 

detectable oral dose; the highest dose tried, 2.0 mg, produced 
"intellectual and emotional stimulation’’ and perceptual enhance- 
ment but not perceptual distortions or hallucinations. However, 
outside of clinical trials DOB reportedly causes not only hallucina- 
tions but also ‘‘disorientation often leading to panic state" (1). 
. LSD is rapidly absorbed after an oral dose and initial symptoms 
usually appear within a few minutes; visual illusions and perceptual 
distortions occur within the second or third hour (3). First percep- 
tion of drug action occurred as late as 2-4 hours after oral doses of 
DOB in 4 of 13 subjects (2). A pharmacokinetic study (4) showed 
that DOB (or a metabolite) began to concentrate in the brain only 3 
hours after an oral dose. DOB is said (1) to have a longer duration, 
12-24 hours, than LSD, 8—12 hours. Both of these characteristics of 
DOB match those of the drug ingested in Dr. Lake and associates' 
case—slow onset (3 hours) and a long recovery time (18—24 hours)— 
as well as or bet:er than do those of LSD. 

Thus, it appears that DOB could have been the psychotomimetic 
agent encountered by the patient described by Dr. Lake and 
associates. In view of this possibility, their description might better 
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have been of “mania associated with ingestion of a psychotomimetic, 
(or hallucinogenic) agent.” 
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Dr. Lake and Ms. Moriarty Reply 


Sir: It is possible that the drug ingested by our patiert, Mr. A, 
was not LSD but, rather, 4-bromo-2,5-dimethoxvamphetamine 
(DOB). We thank Dr. Davis for suggesting DOB as а possibie 
alternative, one thet we had not considered. However, we believe it 
is likely that Mr. A did, in fact, ingest LSD. 

The relevant issue is the frequency with waich DOB is sold as 
LSD in the United States. Some statistics are available from 
PharmChem Laboratories, a public service drug analysis laboratory 
that publishes information about street drugs (l:. Of 76 street 
samples of alleged LSD received by PharmChem in :980. 64 (84%) 
contained exclusively LSD. Only 4 of the 76 samples (5.2%) 
contained drugs other than LSD. 

If Mr. A had ingested DOB, it is uncertain whether the dose would 
have been poteat enough to cause the perceptual cistoctions de- 
scribed in our report. In the clinical tests described by SFulgin and 
associates, a dose of 2.0 mg of DOB caused no perceptual distortion 
in humans. According to Dr. Davis, U.S. street samples of DOB 
average .93-2.8 mg per dosage unit. Thus, the most potent dose Mr. 
A would be likely to have taken, 2.8 mg, is only .8 mg greater than a 
dose that caused no perceptual distortion in humans. Also, LSD (as 
well as DOB) fits the description of time until symptom onset in our 
case. Because DOB doses in the United States are relatively small 
and substitutes were apparently infrequently sold as LSD in the 
United States in 1980, it is probable that our patient inges:ed LSD. 

In conclusion, we feel that the evidence points to LSD a; the drug 
in question but fully agree that without z positive urire drug screen 
no positive identification can be made. That other potent hallucino- 
genic drugs can be distributed on blotter paper ıs important because 
treatment of overdose with amphetamine (or ar amphetamine 
analogue such as DOB) differs from that of LSD overdose. 
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Wells CF, Stuart IR (eds): Self-Destruc ive Behav- 
ior in Children and Adolescerts. Je, 838-840 

Wender PH, Klein DF: Mind, Mood and Medi- 
cine: A Guide to the New Biorsvchia ry. Jy, 957 

Wexler DB: Mental Health Law Major Issues. Ja, 
148-149 

Wharton W: Dad. De, 1635-1636 

Wheatley D (ed): Psychopharmacolog + of Sleep. 
No, 1509 

Wikler A: Opiate Dependence: Месһ: ліѕтѕ and 
Treatment. Se, 1208 

Williams б: Western Reserve s Experiment in 
Medical Education and Its Outcome De, 1638— 
1639 

Wortis J (ed): Mental Re:ardation and Develop- 
mental Disabilities: An Annuel Review, Vol. 
ХП. Je, 835-836 


Zales MR (ed): Eating, Sleeping, and Sexuality: 
Treatment of Disorders in Basic Life Functions. 
No, 1506-1508 

Zimring FE: The Changing Legal World of Adoles- 
cence. No, 1516-1518 

Borderline Personality Disarder 

aggression, suicide, and serotonin, relatanships to 
CSF amine metabolites. Brown, Je, 741—746 

borderline syndromes in childhood, «teria for 
diagnosis. Bemporad, My, 596-602 (kr to ed: 
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McDanal, Oc, 1377" 

£omparison of hospitelized and nonhospitalized 
borderline patients. Koenigsberg, Oc, 1292- 
1297 

dexamethasone suppression test in patients with 
borderline personality disorders. Soloff, De, 
1621-1623 

DSM-III, MMPI profile of. Snyder, Au, 1046-1048 

identifying depressive border of. Snyder, Je, 814— 
817* 

sexual histories and premenstrual affective syn- 
drome in psychiatric inpatients. Friedman, No, 
1484-1486 

Brain Disorders see alse Dementia 

abnormal immune response to brain tissue antigen 
in syndrome of aut:sm. Weizman, No, 1462- 
1465 

Behcet’s disease as psychiatric disorder, case re- 
port. Borson, Oc, 1348-1349 

cerebellar atrophy anc schizophrenia (Itr to ed). 
Koller, reply of Luchins, Je, 846-847 

cerebellar vermis dimensions on computerized 
tomographic scans o€ schizophrenic and bipolar 
patients. Lippmann, My. 667-668 

computerized axial temagraphy in young autistic 
children. Campbell, Ap, 510—512 

ECT for depression caused by lupus cerebritis, 
case report. Douglas, De, 1631-1632 

fluphenazine decanoate and tardive dyskinesia (Itr 
to ed). Schiff. reply of Csernansky, Jy, 969-970 

hemispheric asymmetries and schizophrenia. An- 
dreasen, Ap, 427-430 

nadolol use for cerebellar tremor (Itr to ed). Ed- 
wards, No, 1522 

neurological etiology of obsessive-compulsive dis- 
orders? (Itr to ed). Fitman, Ja, 139-140 

organic dysfunction in misidentification syn- 
dromes (ltr to ed). Malliaras, Ја, 139 

organic mental disorders in geriatric outpatient 
population. Maletta, Ap, 521—523 

response to gluten versus neuronal damage (ltr to 
ed). Dohan, Oc, 1376 

Schizophrenia and cerebral asymmetry detected 
by computed tomography. Luchins, Je, 753-757 

syndromes attnbuted to "minimal brain dysfunc- 
tion” in childhood. Rutter, Ја, 21-33 

ventricular enlargement in schizophrenia, defini- 
tion and prevalence. Andreasen, Мг, 292—296 

ventricular enlargemer:t in schizophrenia, relation- 
ship to positive and negative symptoms. An- 
dreasen, Mr, 297-302 

Brief Hospitalization 

acute admission ward as therapeutic community. 
Steiner, Jy, 897-901 

effect of length of inpatient treatment for chronic 
Schizophrenia. Cato1, Jy, 856-861 

toward definition and delivery of appropriate care 
(еби). Glick, Jy, 908-909 

British Journal of Psychiatry 

special subscription rate for (Itr to ed). Crammer, 
Je, 843 

Bulimia 

related to affective disorder by family history and 
response to dexamsthasone suppression test. 


Hudson, My, 685-587 (ltr to ed: Wolf, No, . 


1523-1524) 

treatment of, with moaoamine oxidase inhibitors. 
Walsh, De, 1629-1630 

Bupropion 

novel antidepressant, perceptual changes with. 
Becker, Se, 1200-1201 

Burns 

coping with pain, developmental approach to 
treatment of burned zhildren. Stoddard, Je, 736— 
740 . 

Bypass Surgery see Jejuno-Ileal Bypass 


€ 


Caffeine 
benzodiazepine use and (їг to ed). Procter, Ja, 132 


* Calcium 


acute hyperparathyrcidism in patient after initia- 
tion of lithium therzpy. Rothman, Mr, 362-363 


ь “es 


* 
(ltr to ed: Helms, Au, 1082) 
extrapyramidal side effects and (ltr to ed). El: 
Defrawi, Au, 1079 
glutethimide abuse (Itr to ed}. Sramek, Fe, 257. 


metabolism, lithium and (ltr to ed). Marel, reply of | 


Gammon, Fe, 255-256 

Calmodulin 

erythrocyte, in chronic schizophrenia. Schreiber, 
Ja, 106-108 

Cancer 

anorexia nervosa in patient with infiltrating tumor 
of hypothalamus. Weller, Je, 824—825 

diagnosis, communication of. to pediatric patients, 
impact on long-term adjustment. Slavin, Fe, 
179-183 (Itr to ed: Pfefferbaum, Je, 844-845; 
correction, Au, 1084) ` 

patient, adolescent, physician responses to ques- 
tionnaire on patient concerns and. Pfefferbaum, 
Mr, 348-351 

Cannabinoids see Marijuana 

Capgras Syndrome 

organic dysfunction in misidentification syn- 
dromes (ltr to ed). Malliaras, Ја, 139 

Carbamazepine 

lithium carbonate and, possibile synergistic action 
between, in treatment of three acutely manic 
patients. Lipinski, Jy, 948-949 

treatment of selected affectively disordered i inpa- 
tients. Folks, Ja, 115-117 

Carbohydrate Loads 

high, respiratory failure and, in depressed elderly 
patients (ltr to ed). Jenike, Jy. 968 

Carbon Dioxide see Respiratory Failure 

Cardiac Dysfunction see also Mitral Valve Prolapse 

cardiovascular and antidepressant effects of imip- 
ramine in treatment of secondary depression in 
patients with ischemic heart disease. Raskind, 
Se, 1114-1117 ` 

continued lithium treatment after myocardial in- 
farction (ltr to ed). Schwarcz, Fe, 255 

desipramine and premature ventricular contrac- 
tions (Itr to ed). Gorman, reply of Jones, Ja, 142 

effect of denial on cardiac health and psychological 
assessment. Dimsdale, No, 1477-1480 

heart failure during treatment of anorexia nervosa. 
Powers, Se, 1167—1170 

mitral valve prolapse and imipramine (Itr to ed). 
McNeil, reply of Gorman. Fe, 259-260 

trazodone overdose (Ит to ed). Lippmann, Oc, 
1373 

tricyclic antidepressants and саас patients with 
pacemakers. Alexopoulos, Ap, 519-520. 

Catechol O-Methyltransferase 

biochemical differences in children with conduct 
disorder socialized and undersocialized. Roge- 
ness, Mr, 307-311 

Cerebellar Atrophy see Brain Disorders. 

Change Mechanisms 

staff and inpatient perceptions of, in group psycho- 
therapy. Schaffer, Ja, 127—128 1 

Childhood Onset Pervasive Developmental Disorder 

misstatement of age group їг to ed). Geller, Ja, 
140 

Child Psychiatry 

as medical discipline, future of. Earls, Se, 1158— 
1161 

Children - 

admitted to inpatient community mental health 
center, major depressive disorder in. Kashani, 
My, 671-672; correction, Jy, 970 

anorexia nervosa in patient with infiltrating tumor 
of hypothalamus. Weller, Je, 824—825 

with attention deficit disorder and hyperactivity, 
platelet MAO in, pilot study. Shekim, Jy, 936- 
938 

borderline syndromes in childhood, critería for 
diagnosis. Bemporad, Mv, 596—602 (ltr to ed: 
McDanal, Oc, 1377) 

burned, developmental approach to treatment of, 
coping with pain. Stoddard, Je, 736—740 

cbanges in children's behavior after natural disas- 
ter. Burke, Аи, 1010-1014 

childhood schizophrenia, present but not account- 
ed for. Cantor, Je, 758—762 
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‚ communication of cancer diagnosis to pediatric 


patients, impact on long-term adjustment. Sla- 
vin, Fe, 179—183 (ltr to ed: Pfefferbaum, Је, 844— 
845; correction, Au, 1084) 

with conduct disorder socialized amd undersocial- 
ized, biochemical differences in. Rogeness, Mr, 
307—311 

of dialysis patients. Friedlander, Ја, 100—103 

does joint custody work? first look at outcome 
data of relitigation. Illfeld, Ja, 62-66 

effects of d-amphetamine on urinzry metabolites of 
dopamine and norepinephrine ir hyperactive 
boys. Shekim, Ap, 485—488 

eroticized by incest. Yates, Ap, 482-485 (Itr to ed: 
Tracy, Oc, 1378) 

future of child psychiatry as medical discipline. 
Earls, Se, 1158—1161 

hyperactive and autistic, alcoholic and schizo- 
phrenic adults and, minor physical anomalies in. 
Gualtieri, My, 640-643 

hypnosis for urinary retention (Itr to ed). Camp- 
bell, Au, 1082-1083 

indication for use of imipramine in attention deficit 
disorder. Cox, Au, 1059-1060 

mania responsive to lecithin in 13-year-old girl. 
Schreier, Ja, 108-110 

misstatement of age group (Itr to ed). Geller, Ja, 
140 

Native American. mental disorders among, gates 


and risk periods for entering treatment. Beiser, * 


Fe, 193-198 

prepubertal depressed, dexamethasone suppres- 
sion test in. Poznanski, Mr, 321—324 

prepubertal depressed, steady-s:ate plasma imip- 
ramine levels in. Weller, Ap, 506-508 

preschool, application of DSM-HI in epidemidiogi: 
cal study of. Earls, Fe, 242-243 

proximate effects of sexual abuse in childhood, 
report on 23 children. Adams-Tucxer, Ос, 1252~ 
1256 

suicide attempts in adolescents and. Garfinkel, 
Oc, 1257-1261 | 

syndromes attributed to "minimal brain dysfunc- 
tion"' in childhood. Rutter, Ja, 21—33 

unsuspected cause of bedtime fea-s (Ит to ed). 
Veith, Se, 1219` 

young autistic, computerized axial tomography in. 
Campbell, Au, 510-512 

Chinese Inpatients 

prevalence and characteristics of mania in, pro- 
spective study. Yan, Se, 1150-1153 

Chlordiazepoxide 

Limbitrol as new street drug (иг: 70 ed). Feinsilver, 
Oc, 1377-1378 

Chlorpromazine 

corneal and lenticular opacities ia mentally retard- 
ed young adults treated with thioridazine and. 
Gualtieri, Se, 1178-1180 

propranolol and, therapy, combined, adverse ef- 
fects of. Miller, Se, 1198-1199 

Choking see Dysphagia 

Cholesterol 

risk factors, reduction of, by lecithin in patients 
with Alzheimer's disease. Vroulis, De, 1633~ 
1634 

Choline see also Acetylcholine 

red blood cell, levels of, after discontinuation of 
lithium therapy. Domino, My, 681—682 


Christian Healing 


of mental illness, modern. Pavazza, Je, 728—735 

Chronic Illness 

chronic mental patients, quality of life issue. Leh- 
man, Oc, 1271-1276 

Cimetidine 

neurotoxicity, anticholinergic activity and (ltr to 
ed). Smitz. My, 704 

Classification see Diagnosis and Classification e 

Clomipramine 

possible development of serotonin syndrome in 
man. Insel, Jy, 954-955 > 

Clonazepam " 

treatment of chronic schizophreniz, negative re- 
sults in double-blind, placebo-controlled trial. 
Karson, De, 1627—1628 
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Clonidine 

hydrochloride. successful treatment of obsessive- 
compulsive*disarder with. Knesevich, Mr, 364— 
365 (ltr to ed: Ahsanuddin, Au, 1083) 

withdrawal, bsychosis associated with. Adler, Ja, 
110-112. * 

Clorgylind 

possible development of serotonin syndrome in 
man. Insel, Ту, 354-955 

Cluster Analysis 

classification of depression, traditional versus 
mathematical approaches. Andreasen, Ja, 45—52 

Cognitive Impairment 

coexistence of depression and, in geriatric outpa- 
tients. Reifler, My, 623-626 

dexamethasone suppression test in two patients 
with severe depressive pseudodementia. McAl- 
lister, Ap. 479—481 

effect of antipsvchotic medication on speed of 
information processing in schizophrenic pa- 
tients. Braff, Se, 1127-1130 

memory-learning impairments in progressive de- 
mentia and depression (Itr to ed). Weingartner. 
Ja, 135-136 - 

perceptual changes with bupropion, novel antide- 
pressant. Becker, Se, 1200—1201 

refinenients in diagnosis of dementia (edtl). Wells, 
My, 621-622 

severe depressive pseudodementia with and with- 
out dementia. McAllister, My, 626-629 (Itr to 
ed: Pearce, De. 1648) 

Cognitive Therapy 

comparison of effects of pharmacotherapy and. on 
hopelessness ard self-concept. Rush, Jy, 862- 
866 

Color Selection 

differentiating depression severity by, failure to 
replicate (Itr to 2d). De Leo, Je, 846 

Commitment, Civi 

assaultive behavicr, voluntary versus involuntary 
admission (ltr tc ed), Lakovics, reply of Tardiff, 
Je, 847 

short-term, violent patient and. Yesavage. Se, 
1145-1149 

Community Mental Health Centers 

acute admission ward as therapeutic community. 
Steiner, Jy, 897-901 

consumer evaluation of community mental health 
service, I, care delivery patterns. Lorefice, Oc. 
1331-1334 

dissemination of new behavior therapy programs 
to. Liberman. Fe. 224-226 

major depressive disorder in children admitted to 
inpatient community mental health center. Ka- 
shani, My, 671-672; correction, Jy, 970 

medical model and (ltr to ed). Brill, Ар, 536 . 

"other mental health workers" in (ltr to ed). 
Nitzberg; Janicak. reply of Berlin, Mr, 384-385 

problems of psychiatric practice in. Donovan, Ap. 
456-460 (ltrs tc ed: Atwood, Au, 1077; Edel- 
man, Se, 1215; Finkelstein, Se, 1215-1216; 
Wade, Se, 1216: Christ, Oc, 1378-1379) 

Community Psychiatry 

five-year experience of community outreach pro- 
gram for elderly. Reifler, Fe, 220—223 

Italy's revolutionary mental health law, assess- 
ment. Mosher, Fe, 199—203 

Medicaid cutbacks and block grants, crisis or 
opportunity for community mental health? 
Sharfstein, Ap, 466-470 

Competency 

to refuse treatment, dilemma of denial in assess- 
ment of. Roth, Jy, 910-913 

Compulsive Neurosis see Obsessive-Compulsive Dis- 
order 

Computerized Tomography 

computerized axial tomography in young autistic 
children. Campoell, Ap, 510—512 

schizgphrenia and cerebral asymmetry detected 
Uf computed tomography. Luchins, Je, 753-757 

Conduct Disorder 

socialized and undersocialized, biochemical differ- 
ences in children with. Rogeness, Mr, 307—311 


ЫШ 
• Consultation-Liaison Psychiatry 

difficulties in integration of psychological and 
medical practices. Brown, comment of Leigh, 
De. 1576-1587 

how to write psychiatric consultation. Garrick, Ту, 
849-855 (ltr to ed: Cohen, No, 1527; Smith. De, 
1648—1649) 

modest proposal for. in 1980s. Hales, Au, 1015- 
1021 

patients with psychogenic abdominal pain. six 
years’ observation in medical setting. Dross- 
man, De, 1549—1557 

Control Groups 

improper control group for adopted-away offspring 
(itr to ed). Huessy. Ja, 140 

Conversion Disorder see Hysteria 

Convulsions see Seizures E 

Corneal Opacities see Ophthalmology 

Corrections 

Appelbaum PS: Dyskinesia and unipolar depres- 
sion (ltr to ed) (139:140-141). Mr, 387 

Braun P, Kochansky С, Shapiro R, Greenberg S, 
Gudeman JE, Johnson S, Shore MF: Overview, 
deinstitutionalization of psychiatric patents, 
critical review of outcome studies (138:745). 
Му, 704 

Chodoff P: Hysteria and women (139:547). Au, 
1084 

Chouinard G, Annable L, Ross-Chouinard A Flu- 
phenazine enanthate and fluphenazine dezano- 
ate in treatment of schizophrenic outpat'ents. 
extrapyramidal symptoms and therapeutic effect 
(139:317). Je, 847-848 

Chouinard G, Bradwejn J: Reversible and irrevers- 
ible tardive dyskinesia, case report (139 361). 
Je. 848 

Cohen BM, Lipinski JF, Altesman RI: Lecithin in 
treatment of mania. double-blind, placebo-con- 
trolled trials (139:1163). No. 1528 

Davis KL, Hollister LE, Mathé AA, Davis ВМ. 
Rothpearl AB, Faull KF, Hsieh JYK. Barchas 
JD, Berger PA: Neuroendocrine and neuro- 
chemical measurements in depression (138: 
1555). Mr. 387 

Kashani JH, Cantwell DP, Shekim WO, Reid JC: 
Major depressive disorder in children admitted 
to inpatient community mental health center 
(139:672). Jy, 970 

Pfefferbaum B, Levenson P: Communicatior. with 
pediatric cancer patients (ltr to ed) (139:845). 
Au, 1084 

Plishka PC: bk rev, GP Sholevar. RM Benson, BJ 
Blinder (eds): Emotional Disorders in Ch:ldren 
and Adolescents: Medical and Psychological 
Approaches to Treatment (138:1525). Ja, :43 

Richardson MA, Craig TJ: Coexistence of parkin- 
sonism-like symptoms and tardive dysk nesia 
(139:342). Oc, 1382 

Rosen AM, Mukherjee S, Olarte S. Varía V, 
Cardenas C: Perception of tardive dyskinesia in 
outpatients receiving maintenance neuroleptics 
(139:373). Jy, 970 

Ross DR, Coffey CE, Ferren EL, Walker Л, 
Olanow CW: ''On-off" syndrome treated with 
lithium carbonate: case report (138:1627:. Fe, 
260 

Schwarcz б: Case report of inhibition of ejacula- 
tion and retrograde ejaculation as side effects of 
amoxapine (139:233). My, 704 

Unger RM: Program for late twentieth-century 
psychiatry (139:159). Ap, 541 

Cortisol see also Dexamethasone Suppression Test 

circadian rhythm, dexamethasone suppressicn test 
and, in primary degenerative dementia. Ras- 
kind, No, 1468-1471 

neuroendocrine risk factors of suicidal behavior. 
Ostroff, Oc, 1323-1325 

suppression index (Кг to ed). Bernstein, reply of 
Carroll, De, 1645 

Court Decisions see Forensic Psychiatry 

Creatine Phosphokinase 

levels, markedly elevated, after neuroleptic with- 
drawal. Malas, Fe, 231232 

levels, serum, in patients meeting St Louis re- 
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search diagnostic criteria for schizophrenia. 
Schubert, Ap, 491—493 . 

Creativity 

Janusian thinking end Nobel Prize laurea:es. Roth- 
enberg. Ja. 122-124 

Cultural Psychiatry 

adults’ recollection of their language deprivation 
as immigrant children. Marcos, My. 507-610 

another study of manic-depression among poor 
blacks (itr to edi. Freed, Ја, 41—142 

development and validat.on o7 Vietmamese-lan- 
guage depression rating scale. Kinzie, Oc. 1276- 
1281 

diagnoses of blacks with affective disorder {ltr to 
ed). Clayton, reply of Jones. Ал, 1032 

Elvis Presley, reactive hypomania, and koro (ltr to 
ed). Weller, Jy. 970 (Itr to ed: Rumbaut. De, 
1647) 

espiritismo and medical care (It- -o edi. Guevara- 
Ramos, Se. 1216 

mental disorders among Native American chil- 
dren, rates and risk periods for entering treat- 
ment. Beiser, Fe. 193-198 

physical and ethnic variables in dosage for Asians 
(Itr to ed). Ananth, reply of Binder, Ар, 539-540 

prevalence and characteristics of maniz in Chinese 
inpatients, prospective study. Yan. Se. 1150- 
1153 

Psychiatric Status Schedule for Asian Americans. 
Yamamoto, Se, 1181—1184 

psychiatric training issues, Puerto Rican perspec- 
tive. Arce, Ap, 461-465 

psychotherapy in Poland. Ale«sandr»wicz. Au. 
1051-1054 

racial and geographic differences n pszchopathol- 
ogy of schizophrenia. Adebimpe, Jy. 888-891 

Cyclothymic Disorder 

lithium prophylaxis of depressior in unipolar. bi- 
polar II, and cyclothym:c patients. Feselow. Je. 
741-152 
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Dangerousness see Violence 

Dantrolene 

ECT use for patient with maligraat hy»rthermia. 
Franks, Au. 1065-1066 

sodium, treatment of neurolepzic malignant syn- 
drome with, case report, Cocns, Jy. 544—945 

Death see also Bereavemert 

dying with friends, implications Zor psychothera- 
pist. Lewis, Mr. 261-266 

psychiatric autopsy (ltr to ed). Bendheim. reply of 
Rappeport, Oc. 1379 

Dehydroepiandrosterone 

affective disorders and (ltr to ed). Hansen. Mr. 
386-387 

Deinstitutionalization 

outcome of deinst:tutionalized patients (ltr to ed). 
Glick, reply of Braun, Je, 845-844 

Delinquency 

prospective study of. in 110 adolescert boys with 
attention deficit disorder and 83 normal adoles- 
cent boys. Satterfield, Je. 795—798 

psychomotor epilepsy and violence :n group ot 
incarcerated adolescent boys. Lew s. Jy. 882- 
887 

Delirium 

case of intermittent delirious т.ал!а. Swartz, Oc. 
1357-1358 

induced by poisoring with anticholinergic agents. 
Brizer, Oc, 1343-1344 

tricyclic-antidepressant-induced, »lasra drug con- 
centration and. Preskorn, Је. 822-823 

Delivery, Mental Health Services . 

alternative mental health services and psychiatry. 
Gordon, My, 653-656 

are we for mental health as well as against mental 
illness? significance fer psycaiatrv of global 
mental health coalition (edtl). Brody, De. 1588~ 
1589 

assessing patient satisfaction wich staze hospital 
and aftercare services Bene-Kociemba. My. 
660—662 
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case detection of abused elderly parents. Rath- 

+ bone-McCuan, Fe. 189-192 

CMHCSs and medical model (Itr to ed). Brill. Ap. 
536 

consumer evaluation of community mental health 
service, I. care delivery patterns. Lorefice, Oc, 
1331-1334 

difficulties in integration of psychological and 
medical practices. Brown. comment of Leigh, 
De, 1576-1587 

effect of length of inpatient treatment for chronic 
schizophrenia. Caton, Jy, 856-861 

federal employees’ experience as guide to cost of 
insuring psychiatric services in various states. 
Krizay, Jy. 866-871 (itr to ed: Huessy, No, 
1528) 

five-year exper.ence of community outreach pro- 
gram for elderly. Reifler, Fe, 220-223 

growtk of investor-owned psychiatric hospitals. 
Levenson, Jy, 902—907 

human ecology and mental illness. Wilkinson, Au. 
985-990 

integrating health and mental health services, his- 
torical obstacles and opportunities. Goldman, 
My, 616-620 

Italy's revolutionary mental health law, assess- 
ment. Mosher, Fe, 199-203 

Medicaid cutbacks and block grants. crisis or 
opportunity for community mental health? 
Sharfstein, Ap, 466-470 

Medicaid participation by psychiatrists in private 
practice. Mitchell, J2, 810-813 

modern Christian healing of mental illness. Fa- 
vazza. Je, 723-735 

modest proposal for consultation-liaison psychia- 
try in 1980s. Hales, Au, 1015-1021 

problems of psychiatric practice in community 
mental health centers. Donovan, Ap, 456-460 
(ltrs to ed: Atwood, Au, 1077; Edelman. Se, 
1215; Finkelstein, Se, 1215-1216; Wade, Se, 
1216; Christ, Oc, 1378-1379) 

psychiatric records, variations based on discipline 
and »atient characteristics, with implications for 
quality of care. Perlman, Se, 1154-1157 

relapse of psychiatric patients in foster care. Linn, 
Je, 778-783 

social networks and mental health. overview. 
Greenblatt, Au. 977-984 

toward definition and delivery of appropriate care 
(edtl). Glick. Jy. 908-909 

unduplicated counts of persons receiving psychiat- 
ric care in Monroe County, N.Y., in 1975. 
Golcberg, Mv, 637-539 

Delusions 

progression of olfactory reference syndrome to 
mania, case report. Davidson, De. 1623-1624 

when to confror.t facts of life. Rudden, Ју, 929-932 

Demeclocycline 

in prophylaxis of self-induced water intoxication. 
Nixon, Je, 823—830 (Itr to ed: McNeil, No, 1525) 

Dementia 

coexistence of cognitive impairment and depres- 
sion in geriatric outpatients. Reifler. My, 623- 
626 

dexamethasone suppression test in two patients 
with severe depressive pseudodementia. McAI- 
lister. Ap, 479-481 

does dexamethasone suppression test distinguish 
dementia from depression? Spar, Fe, 238—240 
(ltrs to ed: Nelson, Oc, 1376; Brown, Oc, 1376- 
1377) 

enhancement of memory processes in Alzheimer's 
disease with multiple-dose intravenous physo- 
stigmine. Davis, No. 1421—1424 

organia mental disorders in geriatric outpatient 
population. Maletta, Ap, 521—523 

overview of current concepts of Alzheimer's dis- 
ease. Schneck, Fe. 165-173 (Ит to ed: Goudsmit. 
Oc, 1380-1381) 

patients, behaviorally disturbed, efficacy of anti- 
psychotic medications in. Barnes, Se, 1170- 
1174 

primarv degenerative, dexamethasone suppres- 
sion test and cortisoi circadian rhythm in. Ras- 
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kind, Мо, 1468—1471 . 
primary degenerative, global deterioration scale 
for assessment of. Reisberg, Se, 1136-1139 

progressive, depression and. memory-learning im- 
pairments in (ltr to ed). Weingartner, Ja, 135— 
136 

pseudodementia in elderly woman with schizo- 
phrenia. Bienenfeld. Ja, 114—115 (Itr to ed: Fis- 
man, Je, 846) 

reduction of cholesterol risk factors by lecithin in 
patients with Alzheimer's disease. Vroulis, De, 
1633-1634 

refinements in diagnosis of (edtl). Wells, My, 621- 
622 

senile, '*F-2-deoxy-2-fiuoro-Dp-glucose as tracer in 
positron emission tomographic study of. Farkas, 
Mr, 352-353 

severe depressive pseudodementia with and with- 
out. McAllister, My, 626—629 (Itr to ed: Pearce, 
De, 1648) 

Denial 

effect of, on cardiac health and psychological 
assessment. Dimsdale, No, 1477-1480 

Depression, Diagnosis of see also Dexamethasone 
Suppression Test 

classification of depression, traditional versus 
mathematical approaches. Andreasen, Ja, 45-52 

coexistence of cognitive impairment and depres- 
sion in geriatric outpatierts. Reifler, My, 623- 
526 

definitions of depression, concordance and predic- 
tion of outcome. Brockington, Au, 1022-1027 

depressive symptoms and diagnosis of affective 
disorder in clinic population of low socioeco- 
nomic status. Wold, Jy, 916-918 

development and validation of Vietnamese-lan- 
auage depression rating scale. Kinzie, Oc, 1276- 
1281 

dexamethasone suppression test in depressed ado- 
lescents. Extein, De, 1617-1619 

dexamethasone suppression test in two patients 
with severe depressive pseudodementia. McAl- 
lister, Ap, 479—481 

differentiating Cepression severity by color selec- 
Чоп, failure to replicate (Itr to ed). De Leo, Je, 
346 

does dexamethasone suppression test distinguish 
dementia from depression? Spar, Fe, 238—240 
{ltrs to ed: Nelson, Oc, 1376; Brown, Oc, 1376- 
1377) 

"double depression," superimposition of acute 
depressive episodes on chronic depressive dis- 
orders. Keller, Ap, 438-442 

DSM-IlI melancholia and primary-secondary dis- 
tinction, comparison of concurrent validity by 
means of dexamethasone suppression test. Cor- 
yell, Ja, 120-122 

ECT and diabetes mellitus (ltr to ed). Jenike, Ja, 
136 

hysteroid dysphoria, unsuccessful attempt to dem- 
onstrate its syndromal validity. Spitzer, Oc, 
1286-1291 (Itr to ed: Klein, No, 1520-1521) 

identifying depressive border of borderline person- 
ality disorder. Snyder, Je, 814—817 

major depressive disorder in children admitted to 
inpatient community mental health center. Ka- 
shani, My, 671—672; correction, Jy, 970 

memory-learning impairments in progressive de- 
mentia and depression (ltr to ed). Weingartner, 
Ja, 135-136 

progression of olfactory reference syndrome to 
mania, case report. Davidson, De, 1623-1624 

propranolol and depression. Petrie, Ja, 92-94 (ltr 
to ed: Kalayam, Oc, 1374-1375) 

refinements in diagnosis of dementia (ейп). Wells, 
My, 621-622 

screening for depression in geriatric medical pa- 
tients. Okimoto, Je, 799—802 

severe depressive pseudodementia with and with- 
out dementia. McAllister, My, 626-629 (ltr to 
ed: Pearce, De, 1648) 

smoking and depression (ltr to ed). Flanagan, Ap, 
541 {ltr to ed: Cohen, Au, 1081—1082) 

toward a biochemical classification of depressive 


, 
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disorders, V, heterogeneity of unipolar depres- 
sions. Schatzberg, Ap, 471—475 

treatment of bulimia with monoanrin2 oxidase ìn- 
hibitors. Walsh, De, 1629-1630 

Depression, Research in x 

application of biological markers "in depression 
secondary to thyrotoxicosis. Kronfof Oc, 1319- 
1322 

dexamethasone suppression test in outpatients 
with primary affective disorder and healthy con- 
trol subjects. Amsterdam, Mr, 287-291 (itr to 
ed: Carroll, No, 1522—1523) 

dexamethasone suppression test in prepubertal 
depressed children. Poznanski, Mr, 321-324 

"double depression," superimposition of acute 
depressive episodes on chronic depressive dis- 
orders. Keller, Ap, 438—442 

DST during drug-induced switch from depression 
to mania (Itr to ed). Schaffer, Au, 1081 

dyskinesia and unipolar depression (ltr to ed). 
Appelbaum, Ja, 140—141: correction, Mr. 387 

effect of dexamethasone on plasma prolactin and 
cortisol levels in psychiatric patients. Meltzer, 
Je, 763-768 

gait patterns of depressed patients and normal 
subjects. Sloman, Ja, 94-97 | 

high carbohydrate loads and respiratory failure in 
depressed elderly patients (Itr to ed). Jenike, Jy, 
968 . 

lowa 500, affective disorder in relatives of manic 
and depressed patients. Winokur, Fe. 209-212 

loss-induced depression in adult macaque mon- 
key. Rasmussen, My, 679—681 

middle ear muscle activity during REM sleep in 
schizophrenic, schizoaffective, and depressed 
patients. Benson, No, 1474-1476 

neuroendocrine interrelationships in major depres- 
sive disorder. Targum. Mr. 282-285 

onset of depressive psychiatric crises and men- 
strual cycle. Abramowitz, Ap. 475-478 

posttreatment depression in alcohcl and drug 

. abuse population. Hatsukami. De, 1563-1566 

prevalence of affective disorder in sample of young 
men. Schuckit. Мо, 1431—1436 

prolactin secretion in affective disorders (Itr to ed). 
Mendlewicz, Mr. 385 

REM sleep and depression. common r eurobiologi- 
cal control mechanisms. McCarley, Му. 565- 
570 

serum thyrotropin response to thyrot-opin-releas- 
ing hormone in psychiatric patients. review, 
Loosen, Ap, 405-416 

sexual histories and premenstrual affective syn- 
drome in psychiatric inpatients. Friedman, No. 
1484-1486 

sleep deprivation and cortisol secreticn (Itr to ed). 
Arató. Ja. 135 

thyroid-stimulating hormone and depression (ltr to 
ed). Stewart, De, 1646 

toward biochemical classification of depressive 
disorders, V, heterogeneity of unipolar depres- 
sions. Schatzberg, Ap, 471-475 

toward biochemical classificaticn of depressive 
disorders, VI, platelet MAO activity and clinical 
symptoms in depressed patients. Gudeman. My, 
630-633 

true and pseudo cholinesterases in depression. 
Mathew, Ja, 125-127 

TSH and MHPG levels of depressed patients (Itr to 
ed). Gwirtsman, reply of Davis, Jy. 967-968 

variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Depression, Treatment of 

amoxapine-induced agitation among bipolar de- 
pressed patients (Itr to ed). Barton. Mr, 387 


cardiovascular and antidepressant effects of imip- e 


ramine in treatment of secondary d2pression in 
patients with ischemic heart disease. Raskind, 
Se, 1114-1117 a 
combining treatments for depression (ltr tO" d). 
Rothschild, No, 1521-1522 
comparison of effects of cognitive therapy and 
pharmacotherapy on hopelessness and self-con- 
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cept. Rush, Jy, 862-866 

controlled trial of zimelidine, 5-HT reuptake in- 
hibitor, for. Georgotas, Au, 1057-1058 

ECT for depression caused by lupus cerebritis, 
case report., Douglas, De, 1631—1632 

interactiongbetween antidepressants and perphe- 
nazine in psychiztric inpatients. Linnoila, Oc, 
1329-1331 

lithium prophylaxis of depression in unipolar, bi- 
polar II, and cyclothymic patients. Peselow, Je, 
7471-152 

lorazepam and desipramine serum concentration 
{ltr to ed). Rosenblatt, Ap, 536-537 

potentiation of anticepressant effects by L-triiodo- 
thyronine in tricyzlic nonresponders. Goodwin, 
Ja, 34-38 (ltrs to 2d: Kirsten, Jy, 966; Lipshitz, 
Jy, 966; Extein, Fy, 966-967) 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67—74 

recurrence of depression after discontinuation of 
long-term amitriptyline treatment. Bialos, Mr, 
325-329 

response of panic disorder and resistance of de- 
pression to imipramine. Nurnberg, Au, 1060- 
1062 

standard versus individual treatment for research 
subjects (Itr to ed). Overley, reply of Bellack, 
Jy, 968-969 

stea@y-state plasma imipramine levels in prepuber- 
tal depressed children. Weller, Ap, 506—508 

substitution of atenolol for propranolol in case of 
propranolol-related depression. McNeil, Se, 
1187-1188 

therapeutic use of tricyclic-induced switch in bipo- 
lar manic-depression. Waters, Fe, 245-246 


e trazodone in depressed outpatients. Rickels, Je, 


803-806 

use of loxapine to treat patient with psychotic 
depression. Goldschmidt, Jy, 946—947 

Dermatologic Side Effects 

maprotiline-induced acne (ltr to ed). Ponte, Ja, 141 

Desipramine : 

premature ventricular contractions and (ltr to ed). 
Gorman, reply of Jones, Ja, 142 

serum concentraticn, lorazepam and (Иг to ed). 
Rosenblatt, Ap, 536-537 

Dexamethasone Suppression Test 

in adolescents, preliminary report on. Robbins, Jy, 
942-943 

application of biological markers in depression 
secondary to thyrotoxicosis. Kronfol, Oc, 1319— 
1322 

bulimia related to affective disorder by family 
history and response to. Hudson, My, 685-687 
(Ит to ed: Wolf, No, 1523-1524) 

cortisol circadian rhythm and, in primary degener- 
ative dementia. Raskind, No, 1468—1471 

cortisol suppression index (ltr to ed). Bernstein, 
reply of Carroll, De, 1645 

in depressed adolescents. Extein, De, 1617-1619 

does dexamethasone suppression test distinguish 
dementia from depression? Spar, Fe, 238-240 
trs to ed: Nelson, Ос, 1376; Brown, Oc, 1376- 
1377) 

DSM-III melancholia and primary-secondary dis- 
tinction, comparison of concurrent validity by 
means of. Coryell, Ja, 120-122 

during drug-induced switch from depression to 
mania (Itr to ed). Schaffer, Au, 1081 

effect of dexamethasone on plasma prolactin and 
cortisol levels in psychiatric patients. Meltzer, 
Je, 763-768 

fluctuating postdexamethasone cortisol levels in 
patient with melancholia. Rothschild, Ja, 129— 
130 

neuroendocrine interrelationships in major depres- 

* sive disorder. Targum, Mr, 282-286 

in outpatients with primary affective disorder and 
healthy control subjects. Amsterdam, Mr, 287— 
29]ШЖт to ed: Carroll, No, 1522-1523) 

јл panic disorder and agoraphobia. Curtis, Au, 
1043-1046 

in patients with borderline personality disorders. 
Soloff, De, 1621-1623 


án prepubertal depressed children. Poznanski, Mr. 
321-324 

propranolol, psychoneuroendocrine changes, and 
depression (ltr to ed). Kalayam, Oc, 1374-1375 

for psychiatrically disturbed adolescents, prelimi- 
nary report on. Crumley, Au, 1062-1064 

results, abnormal, in chronic schizophrenic pa- 
tients. Dewan, No, 1501-1503 

sleep deprivation and cortisol secretion (Itr to ed). 
Arató, Ja, 135 

suicidal behavior and, lack of association (ltrs to 
ed). Coryell; Kronfol, Se, 1214-1215 

in two patients with severe depressive pseudcde- 
mentia. McAllister, Ap, 479—481 

variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39—44 

Diabetes 

mellitus, ECT and (ltr to ed). Jenike, Ja, 136 

Diagnosis and Classification see also DSM-III 

anorexia nervosa in patient with infiltrating tumor 
of hypothalamus. Weller, Je, 824-825 

are hysterical seizures more than hysteria? Re- 
search Diagnostic Criteria, DSM-/II, and psy- 
chometric analysis. Stewart, Jy, 926-929 

“atypical” clinical picture of adolescent mania. 
Ballenger, My, 602—606 (Itr to ed: Keitner, No. 
1527) 

Behcet's disease as psychiatric disorder. case re- 
port. Borson, Oc, 1348-1349 

borderline syndromes in childhood, criteria for 
diagnosis. Bemporad, My. 596-602 (Itr to ed: 
McDanal, Ос, 1377) 

changes in diagnosis from D$M-II to Research 
Diagnostic Criteria and DSM-III. Silverstein, 
Mr, 366-368 

childhood schizophrenia, present but not account- 
ed for. Cantor, Je, 758—762 

classification of depression, traditional versus 
mathematical approaches. Andreasen, Ja, 45-52 

comparison of hospitalized and nonhospital zed 
borderline patients. Foenigsberg, Oc, 1292- 
1297 

definition of ‘‘schizophreniform psychoses" {kr to 
ed). Langfeldt, My, 703 

definitions of depression, concordance and predic- 
tion of outcome. Brockington, Au, 1022-1027 

delirium induced by p :soning with anticholinergic 
agents. Brizer, Oc 343-1344 

diagnoses of blacks with affective disorder (Кг to 
ed). Clayton, reply of Jones, Au, 1082 

DSM-III melancholia and primary-secondary dis- 
tinction, comparison of concurrent validitv by 
means of dexamethasone suppression test. Cor- 
yell, Ja, 120-122 

DSM-HII as research tool. Treece, My, 577-533 

y-glutamyltransferase values in nonalcoholic 
drinking men. Schuckit, Fe, 227-228 

hysteroid dysphoria, unsuccessful attempt to dem- 
onstrate its syndromal validity. Spitzer, Oc, 
1286-1291 (itr to ed: Klein, No, 1520-1521) 

impact of DSM-H on clinical practice. Craig, Jy, 
922-925 

indication for use of imipramine in attention deficit 
disorder. Cox, Au, 1059—1060 

late-onset schizophrenia (Itr to ed). Essa, No, 1528 

mad or bad? some clinical considerations in misdi- 
agnosis of schizophrenia as antisocial personal- 
ity disorder. Travin, Oc, 1335-1338 

misstatement of age group (ltr to ed). Geller, Ja, 
140 

MMPI profile of DSM-III borderline personality 
disorder. Snyder, Au, 1046—1048 

neuro-ophthalmic systemic lupus erythematosus 
misdiagnosed as hysterical blindness. Stoude- 
mire, Se, 1194—1196 

organic mental disorders in geriatric outpatient 
population. Maletta, Ap, 521-523 

overview, narcissistic personality disorder. Akh- 
tar, Ja, 12-20 (Itrs to ed: Spruiell, Au, 1078; 
Hankoff, Au, 1078) 

predictive value of adjustment disorders, follow- 
up study. Andreasen, My, 584—590 

progression of olfactory reference syndrome to 
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mania, case герог:. Davidson, De, 1623-1624 

Psychiatric Status Schedule for Asian Americans? 
Yamamoto, Se, 1181—1184 

refinements in diagnosis of dementia (edil). Wells, 
My, 621-622 

reliability of axis П of DSM-II'. Mel sop, Oc, 
1360—1361 

reliability and validity of emotional blunting as 
criterion for diagnosis of schizophreriz. Boer- 
inga, Se, 1131-1135 

respiratory dyskinesia and dysarthria from pro- 
longed neuroleptic use, tzrdive dyskiresia? Fa- 
heem, Ap, 517-518 

study of DSM-III schizophreniform discrder. Fo- 
gelson, Oc, 1281—1285 

toward a biochemical class:fication of Cepressive 
disorders, V. heterogeneity of unipolar depres- 
sions. Schatzberg, Ap, 471-475 

treatment of bulimia with monoanine oxidase in- 
hibitors. Walsh, De, 1629-1630 

unintentional haloperidol abuse (tr to ed). Jack, 
Fe, 258 

Diagnosis, Differential 

coexistence of cognitive impairment anc depres- 
sion in geriatric outpatients. Reifler, My, 623- 
626 

dexamethasone suppression test in two patients 
with severe depressive pseudodementia. McAl- 
lister, Ар. 479—481 

does dexamethasone suppressior test cistinguish 
dementia from depression? Spar, Fe, 238-240 
(ltrs to ed: Nelson, Oc, 1376; Brown, Dz, 1376- 
1377) 

mad or bad? same clinical considerations in misdi- 
agnosis of schizophrenia as antisocial personal- 
ity disorder. Travin, Ос, 1335-1338 

memory-learning impairments in progressive de- 
mentia and depression (ltr to ed}. Weirgartner, 
Ja, 135—136 

narcissistic personality disorder, cverv.cw. Akh- 
tar, Ja, 12-20 (ltrs to ed: Spruiell, Aa, 1078; 
Hankoff, Au, 1078) 

pseudodementia in elderly woman wi:h schizo- 
phrenia. Bienenfeld. Ја, 114-115 (itr о ed: Fis- 
man. Је, 846) 

refinements in diagnosis of dementia (ес. Wells, 
My. 621-622 

"refractory" patients and loxapine, sch zophrenia 
or mania? (ltr to ed). Steele, reply of Ere- 
shefsky, My. 701—702 

severe depressive rseudodementia with and with- 
out dementia. McAllister, My, 626—529 (Itr to 
ed: Pearce, De, 1648) 

study of DSM-III schizophrenifcrm disorder, Fo- 
gelson, Ос, 1281-1285 

of tardive dyskinesia, more on (itr :o edi. Kramer, 
Ap, 539 

Dialysis see Hemodialysis 

Diazepam 

in schizophrenia, preliminary double-blind trial. 
Jimerson, Ap, 489-491 

unintentional haloperidol abuse (ltr to ed). Jack, 
Fe, 258 

Diazoxide 

in management of severe hypertznsion after elec- 
troconvulsive therapy. Kraus, Ap, 524—505 (Кг 
to ed: McNeil, No, 1522) 

Disaster 

natural, changes in children’s behavior after. 
Burke, Au, 1010-1014 

Discharge Against Medical Advice 

intervention to reduce rate of hospital discharges 
against medical advice. Targum. My. 657-659 

Disulfiram 

elimination characteristics of, in five alfoholic 
volunteers, preliminary stucy. Jeasen, De, 
1596-1598 

Divorce 

does joint custody work? first look at outcome 
data of relitigation. Ilfeld, Ja, 52-66 

effect of, on fathers, overview of literature. Ja- 

cobs, Oc, 1235-1241 

DOB E 

or LSD? (itr to ed). Davis, reply of Lake, De, 1649 
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Dopamine 


blockade, amoxapinc-induced. adverse reactions 
suggesting. Steelc. No. 1500-1501 

effects of d-am phetamine on urinary metabolites of 
norepinephrine and, in hyperactive boys. She- 
kim. Ap. 485-488 

markedly elevated creatine phosphokinase levels 
after neuroleptic withdrawal. Malas, Fe. 231- 
232. 

pharmacology of hallucinations induced by long- 
term drug therapy. Goetz, Ap, 494—497 

Dopamine B-Hydroxylase 

biochemical differences in children with conduct 
disorder socialized and undersocialized. Roge- 
ness. Mr. 307-311 

Dosage 

for Asians. physical and ethnic variables in (itr to 
ed). Ananth. reply of Binder, Ap. 539-540 

lithium dosing guide (Itr to ed). Cooper. reply of 
Muniz. Jy, 969 

renal lithium clearance as rapid and accurate pre- 
dictor of maintenance dose. Norman, De, 1625- 
1626 

Double-Blind Studies 

double-blind іг, dangez, untoward consequences of 
informed consent. Brownell, No, 1487-1489 

Doxepin 

case report of irritable bowel syndrome treated 
with. Gartrell. Oc. 1351-1353 

Dream Analysis 

dream of Irma's injection. structural analysis. 
Kuper, Oc. 1225-1234 

Driving Phobia 

in city of Houston, pilot study. Mathew, Au. 1049— 
1051 

haloperidol and pho3ias (ltr to ed). Bristol, Oc, 
1373-1374 

Drug Abuse 

alcohol and, population, posttreatment depression 
in. Hatsukarmi, De. 1563-1566 

chronic phencvclidine abuse and physical assault. 
Khajawall. De, 1604-1606 

delirium induced by poisoning with anticholinergic 
agents. Brizer. Oc. 1343-1344 

glutethimide abuse (ltr to ed). Sramek. Fe, 257 

Limbitrol as new street drug (Itr to ed). Feinsilver, 
Oc, 1377-1378 

LSD or DOB? iltr to ed). Davis. reply of Lake, De, 
1649 

persistence of urinary marijuana levels after super- 
vised abstinence. Dackis, Se, 1196—1198 

physostigmine and haloperidol treatment of acute 
phencyclidine intoxication. Castellani. Ap, 508— 
510 

prevalence of affective disorder in sample of young 
men. Schuckit, No, 1431—1436 

sadistic abuse of halcperidol (Itr to ed). Wedding- 
ton. Ja. 132—133 

unintentional haloperidol abuse (ltr to ed). Jack, 
Fe, 258 

Drug Discontinuation see Withdrawal 

Drug Interactions 

adverse effects of combined propranolol and chlor- 
promazine therapy. Miller, Se, 1198-1199 

clinical significance of interaction between lithium 
and neuromuscular blocker. Martin, Oc, 1326- 
1328 

interaction between antidepressants and perphe- 
nazine in psvchiatric inpatients. Linnoila, Oc, 
1329-1331 

lithium-hydrochlorothiazide interaction? (itr to 
ed). Helms, reply cf Rothman, Au, 1082 

lorazepam and desipramine serum concentration 
(itr to ed). Rosenblatt, Ap, 536—537 

plasma imipramine concentrations in patients re- 
ceiving concomitant fluphenazine decanoate. 
Siris, Ja, 104-106 

possible development of serotonin syndrome in 
man. Insel, Jy, 954-955 

possible synergistic action between carbamaze- 
pine and lithium carbonate in treatment of three 
acutely manic patients. Lipinski, Jy, 948-949 

potentiation of antidepressant effects by L-triiodo- 


thyronine ir. tricyclic nonresponders. Goodwins 
Ja, 34—38 (itrs to ed: Kirsten, Jy. 966: Lipshitz, 
Jy, 966; Extein, Jy, 966-967) 

questions about combined lithium and haloperidol 
treatment (ltrs to ed). Rudorfer: Reid. reply of 
Frankel, Ap. 537-538 

Drug Side Effects see also Drug Interactions; Extra- 
pyramidal Symptoms; Tardive Dyskinesia 

Drug Side Effects—Amphetamine 

confusional paranoid psychosis after withdrawal 
from sympathomimetic amines. two case re- 
ports. DeVeaugh-Geiss, Se, 1190-1191 

Drug Side Effects—Antidepressants 

adverse reactions suggesting amoxapine-induced 
dopamine blockade. Steele, No, 1500-1501 

amoxapine-incuced agitation among bipolar de- 
pressed patients (Ит to ed). Barton, Mr, 387 

case of amoxapine overdose. Bock. De. 1619-1620 

case report of inhibition of ejaculation and retro- 
grade ejaculation as side effects of amoxapine. 
Schwarcz, Fe, 233-234; correction, My. 704 (ltr 
to ed: Shen, Se, 1220-1221) 

case report of painful ejaculation as side effect of 
amoxapine. Kulik, Fe. 234—235 (ltr to ed: Shen, 
Se, 1220-1221) 

desipramine and premature ventricular contrac- 
tions (Itr to ed). Gorman, reply of Jones, Ja, 142 

DST during drug-induced switch from depression 
to mania (Itr to ed). Schaffer, Au, 1081 

dystonic reaction to amitriptyline (Itr to ed). Find- 
er, Se, 1220 

grand mal seizures induced by maprotiline. Holli- 
day, My, 673-674 

Limbitrol as new street drug (Itr to ed). Feinsilver, 
Oc. 1377-1378 

lithium prophylaxis of tricyclic-antidepressant-in- 
duced mania in bipolar patients. Jann. Му, 683- 
684 

maprotiline hydrochoride and convulsions, case 
report. Schwartz. Fe. 244-245 (ltrs to ed: Kim, 
Je, 845-846; Price, Au. 1080—1081) 

maprotiline-incuced acne (ltr to ed). Ponte, Ја, 141 

perceptual changes with bupropion, novel antide- 
pressant. Becker, Se, 1260-1201 

phenelzine treatment without switch to mania (ltr 
to ed). Keitner, Mr. 386 

primer on geriatric psychopharmacology. Salz- 
man. Ja, 67—74 

reversal by bethanechol of sexual dysfunction 
caused by anticholinergic antidepressants. 
Gross, Se, 1193—1194 

seizures associated with amoxapine (ltr to ed). 
Koval, Je, 845 

three cases of female anorgasmia associated with 
MAOIs. Lesko, Oc, 1353-1354 

trazodone overdose (ltr to ed). Lippmann, Oc, 
1373 

tricyclic-antidepressant-indvced delirium and plas- 
ma drug concentration. Preskorn, Je, 822-823 

tricyclic antidepressants and cardiac patients with 
pacemakers. Alexopoulos, Ap. 519—520 

Drug Side Effects—Antiparkinsonian Agents 

pharmacology of hallucinations induced by long- 
term drug therapy. Goetz, Ap, 494-497 

serum levels of anticholinergic drugs and impaired 
recent memory in chronic schizophrenic pa- 
tients. Tune, No, 1460-1462 

Drug Side Effects—Benzodiazepines 


clonazepam treatment of chronic schizophrenia, 


negative results in double-blind, placebo-con- 
trolled trial. Karson, De, 1627-1628 

Limbitrol as new street drug (Itr to ed). Feinsilver, 
Oc, 1377-1378 | 

ргипег on geriatric psychopharmacology. Salz- 
man, Ja, 67—74 

Drug Side Effects—Cimetidine 

cimetidine neurotoxicity and anticholinergic activ- 
ity (itr to ed). Smitz, My, 704 

Drug Side Effects —Clonidine 

psychosis associated with clonidine withdrawal. 
Adler, Ja, 110—112 

side effects of clonidine (Itr to ed). Ahsanuddin, 
Au, 1083 
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Drug Side Effects—Folic Acid 
psychiatric changes associated with excess of folic 
acid. Prakash, Se, 1192-1193. * 


Drug Side Effects—Lithium К 

acute hyperparathyroidism in patient after initia- 
tion of lithium therapy. Rothman, Mr, 362-363 
(Itr to ed: Helms, Au, 1082) 

lithium and kidney, review. Ramsey, Ap, 443-449 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67—74 

sialorrhea as side effect of lithium, case report. 
Donaldson, Oc, 1350-1351 


Drug Side Effects—Neuroleptics 

adverse effects of combined propranolol and chlor- 
promazine therapy. Miller, Se, 1193-1199 

corneal and lenticular opacities in mentally retard- 
ed young adults treated with thioridazine and 
chlorpromazine. Gualtieri, Se, 1178-1180 

effect of neuroleptic drugs on platelet monoamine 
oxidase in psychiatric patients. Meltzer, Oc, 
1242-1248 

effects of thioridazine and withdrawal dyskinesias 
on workshop performance of mentally retarded 
young adults. Breuning, No, 1447-1454 

efficacy and side effects of haloperidol in psychotic 
patients, oral versus intravenous administration. 
Móller, De, 1571-1575 

epistaxis in hypertensive patients taking thiorid- 
azine (Itr to ed). Idupuganti, Au, 1083-1084 

haloperidol and phobias (itr to ed). Bristol, Oc, 
1373-1374 

impotence associated with pimozide (ltr to ed). 
Ananth, Oc, 1374 

neuroleptic-associated dysphagia confirmed by 
esophageal manometry. Moss, Ap, 515-516 (ltr 
to ed: Craig, Au, 1083) 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67--74 

respiratory dyskinesia and dysarthria from pro- 
longed neuroleptic use, tardive dyskinesia? Fa- 
heem, Ap, 517—518 

retroperitoneal fibrosis and haloperidol (Itr to ed). 
Jeffries, No, 1524-1525 

unintentional haloperidol abuse (Иг to ed). Jack, 
Fe, 258 

urinary incontinence and neuroleptics (ltr to ed). 
Ambrosini, Ap, 539 

use of microphage migration inhibi-ion factor test 
to determine cause of delayed hypersensitivity 
reaction to haloperidol] syrup. Kaminer, No, 
1503—1504 

Drug Side Effects—Propranolol 

adverse effects of combined propranolol and chlor- 
promazine therapy. Miller, Se, 1198-1199 

desipramine and premature ventricular contrac- 
tions (Itr to ed). Gorman. reply of Jones, Ja, 142 

propranolol and depression. Petrie, Ja, 92-94 (ltr 
to ed: Kalayam, Oc, 1374-1375) 

propranolol, hallucinations, and sleep disturbance 
(itr to ed). Fleming, Ap, 540—541 

substitution of atenolol for propranolcl in case of 
propranolol-related depression. McNeil, Se, 
1187-1188 

Drug Side Effects —Sympathomimetic Drugs 

noradrenergic drugs and affective disorders (Иг to 
ed). Abensour, Ja, 142-143 

Drugs, Psychotropic 

combining treatments for depression (ltr to ed). 
Rothschild, No, 1521-1522 

National Institute оп Aging Pharmacology Pro- 
gram (ltr to ed). Steinberg, De, 1645 

psychotherapy and pharmacotherapy, toward inte- 
grative model. Karasu, Se, 1122-1113 

standard versus individual treatmert for research 
subjects (ltr to ed). Overley, reply of Bellack, 
Jy, 968-969 ° 

state hospital patients and their medication —do 
they know what they take? Geller, My, 611-615 

Dry Mouth “м, 

inhibition of salivary and lacrimal secretiog 
enkephalin analogue (Itr to ed). Sullivan, Mr, 
385-386 
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DSM-HI 

application “of, in epidemiological study of pre- 
schoo! children. Earls, Fe. 242-243 

diagnostic fprmulation, format for, experience 
with 1,1. сопѕесшіуе patients. Mezzich, My, 
591-596 

impact of. on clinical practice. Craig, Jy, 922-925 

melancholia and primary-secondary distinction, 
comparison of concurrent validity by means of 
dexamethasone suppression test. Coryell, Ja, 
120-122 

psychodynamic perspective on (itr to ed). Spitzer, 
reply of Frances, My. 702 

reliability of axis II of. Mellsop. Oc, 1360-1361 

as research tool. Treece, My, 577-583 

schizophreniform disorder, study of. Fogelson, 
Oc. 1281-1285 

Dynamic Psychiatry see also Organic-Dynamic Con- 
tinuum 

psychodynamic perspective on DSM-III (ltr to ed). 
Spitzer, reply of Frances. My, 702 

Dysarthria 

respiratory dyskinesia and, from prolonged neuro- 
leptic use, tardive dyskinesia? Faheem, Ap. 
317-518 

Dyskinesiz see also Tardive Dyskinesia 

effects of thioridazine and withdrawal dyskinesias 
on workshop performance of mentally retarded 
ybung adults. Breuning. No, 1447-1454 

oral. spontaneous, prevalence of, in elderly. 
Varga, Mr, 329-331 

respiratory, dysarthria and, from prolonged neuro- 
leptic use, tardive dyskinesia? Faheem, Ap. 
517-518 

unipolar depression and (ltr to ed). Appelbaum. Ja, 
140-141; correction, Mr. 387 

Dysphagia 

neuroleptic-associated, confirmed by esophageal 
manometry. Moss. Ap, 515—516 (Itr to ed: Craig. 
Au. 1083) 

Dystonia 

adverse reactions suggesting amoxapine-induced 
dopamine blockade. Steele, No, 1500-1501! 

dystonic reaction to amitriptyline (Itr to ed). Find- 
er, Se, 1220 

neuroleptic-associated dysphagia confirmed by 
esophageal manometry. Moss. Ap, 515—516 (ltr 
to ed: Craig, Au, 1083) 

unintentional haloperidol abuse (Кг to ed). Jack. 
Fe, 258 


Ecology, Human 
mental illness and. Wilkinson, Au, 985-990 
ECT see Electroconvulsive Therapy 
Editorials, Responses to 
"editorial" remarks (ltr to ed). Shapiro, reply of 
Benedek, Au, 1079-1080 
Education, Medical 
behaviora. science teaching in US medical 
schools. 1980 national survey. Blackwell, Oc. 
1304-1307 
conjoint psychiatry-internal medicine program, 
development of teaching and clinical model. 
Shemo, No, 1437-1442 
difficulties in integration of psychological and 
medical practices. Brown, comment of Leigh, 
De, 1575-1587 1 
effect of marital status on stress in medical school. 
Coombs, No, 1490-1493 
medical school factors and career choice of psy- 
chiatry. Sierles, Au, 1040-1042 
medical students’ evaluation of psychiatry, cross- 
country comparison. Yager, Au, 1003-1009 
psychiatry's contribution to medical ethics educa- 
tion. Sider, Ap, 498-501 
recruitment in psychiatry and (ей). Pardes, Au, 
1033-1035 
serjg®medical students’ perceptions of psychiatric 
e clerkship, Bashook, De, 1614-1616 
student definition of role models (Itr to ed). Blythe, 
My, 703 


* tracking, answer to psychiatry's recraitment prob- 

lem? Weintraub, Au, 1036-1039 

Education, Psychiatric 

assessing assessment, content and quality of psy- 
chiatry in-training examination. Strauss, Ja. 85— 
88 

conflict among psychiatric residents in response to 
pregnancy. Auchincloss, Је, 818-821 

conjoint psychiatry-internal medicine program, 
development of teaching and clinical model. 
Shemo, No, 1437—1442 

definition of psychiatrist. Langsley. Ja, 81-85 

learning dynamic psychotherapy, longitudinal 
study. Buckley, De, 1607-1610 

medical education and recruitment in psychiatry 
(edtl). Pardes, Au, 1033-1035 

organic-dynamic continuum in psychiatry. trends 
in attitudes among third-year residents. Coryell, 
Ja, 89-91 (Itr to ed: Casariego. Ос, 1381) 

prevalence and ramifications of psychopathology 
in psychiatric residents. overview. Campbell, 
No, 1405-1411 

psychiatric chief resident. does gender make a 
difference? Kessler, De, 1610-1613 

psychiatric training issues. Puerto Rican perspec- 
tive. Arce, Ap. 461-465 

residency training in psychiatric emergency room. 
Hillard, Fe. 236-238 

tracking. answer to psychiatry's recruitment prob- 
lem? Weintraub, Au, 1036-1039 

training psychotherapists to participate in psycho- 
therapy outcome studies. Weissman, No. 1442- 
1446 

training supervision as separate faculty role. 
Вогиз, Oc, 1339-1342 

Ego Functions 

empirical test of Vaillant's heirarchy of. Battista. 
Mr, 356-357 

Ejaculatory Side Effects 

case report of inhibition of ejaculation and retro- 
grade ejaculation as side effects of amoxapine. 
Schwarcz, Fe, 233-234; correction, My, 704 (Itr 
to ed: Shen, Se, 1220-1221) 

case report of painful ejaculation as side effect of 
amozapine. Kulik, Fe, 234-235 (Itr to ed: Shen, 
Se, 1220-1221) 

impotence associated with pimozide {ltr to ed). 
Ananth, Oc. 1374 

Elderly Patients see Geriatric Psychiatry 

Electroconvulsive Therapy 

clinical significance of interaction between lithium 
and neuromuscular blocker. Martin, Oc, 1326- 
1328 

for depression caused by lupus cerebritis, case 
report. Douglas. De, 1631-1632 

diabetes mellitus and (Ит to ed). Jenike. Ja. 136 

diazoxide in management of severe hypertension 
after. Kraus. Ap, 504-505 (ltr to ed: McNeil, 
Мо, 1522) А 

electroconvulsive treatment of psychotic self-inju- 
rious behavior in patient with severe mental 
retardation. Bates, Oc, 1355-1356 

memory and (ltr to ed). Squire, Se, 1221 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67—74 

and schizophrenia, uncited studies of (Itr to ed). 
King, reply of Salzman, Ap. 540 

use for patient with malignant hyperthermia. 
Franks, Au, 1065-1066 

Emergency Psychiatry 

overview, clinical applications of Amytal inter- 
view in psychiatric emergency se-tings. Perry, 
My, 552-559 (itr to ed: Pulman, De, 1647-1648) 

residency training in psychiatric emergency room. 
Hillard, Fe, 236—238 

Emotional Blunting 

reliability and validity of, as criterion for diagnosis 
of schizophrenia. Boeringa, Se, 1131—1135 

Enkephalin 

analogue, inhibition of salivary and lacrimal secre- 
tion by (Itr to ed). Sullivan, Mr, 385-386 

Enuresis 

urinary incontinence and neuroleptics (Ит to ed). 
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Ambros.ni, Ар, 539 

Enzymes see specific enzymes 

Epilepsy see also Seizures 

effects of meditation (Itr "о ed. Donaldson, reply 
of Shapiro, Se. 1217—1218 

psychomo:or. violence and, in zroup of incarcerat- 
ed adolescent boys. Lewis, Iy. 882-887 

Epinephrine 

neuroendocrine risk factors o^ suicidal behavior. 
Ostroff, Oc, 1323-1325 

Epistaxis 

in hypertensive patients taking thioridazine (Ит to 
ed). Idu»uganti, Au, 1C83-1034 

Espiritismo 

medical care and (г to ed). Guevara-Ramos, Se. 
1216 

Ethics 

medical, education, psychiatr?'s contribution to. 
Sider. Ap. 498-501 

of modality choice, family or irdividual therapy. 
Sider. No. 1455-1459 

Exercise 

strenuous, effect of. on se-um |.tkium level іп man. 
Jefferson, De, 1593-1595 

Exhibitionism 

familial, in Touretze’s syndrome. case of, success- 
fully treated with haloperidol. Comings, Jy. 
913-915 

Existential Psychiatry 

Existential: Psychotherapy, defending Freudian 
paradign? (Itr to ed). Zimmernan, Ja, 137 

External Contingency Management see Behavior 
Therapy 

Extrapyramidal Symptoms 

abrupt versus gradual withdrawal of antiparkin- 
sonians (ltr to ed), Weiner, reply of Manos, Fe, 
256-257 

adverse reactions suggesting amoxapine-induced 
dopamire blockade. Steele, No. 1500-1501 

calcium and extrapyramidal sice effects (itr to ed). 
El-Defrewi, Au. 1079 

coexistence of parkinsorism-M«e symptoms and 
tardive dyskinesia. Richardson. Mr, 241-343: 
correction, Oc. 1382 (ltr to ed: Goetz, No, 1526) 

effects of thioridazine anc with drawal dyskinesias 
on workshop performance cf mentally retarded 
young adults. Breuning, No 1447-1454 

efficacy of propranolol in patient with tardive 
dyskinesia and extrapyramidal syndrome. 
Chaudhry, My. 674—675 

fluphenazine enanthate and flu phenazine decano- 
ate in treatment of scaizorhrenic outpatients, 
therapeutic effect and. Chou nard, Mr. 312-318; 
correction. Је. 847-848 

physical and ethnic variables in dosage for Asians 
(itr to ed). Ananth. repl of Einder. Ap, 539-540 

questions about combined lithium and haloperidol 
treatment (ltrs to ed) 3udozer; Reid, reply of 
Frankel. Ap. 537-538 

urinary incontinerce and neurcleptics (ltr to ed). 
Ambros ni, Ap. 539 


Factitious Psychosis 

phenomenology, family һіѕісту, and long-term 
outcome of nine patien:s. Pope, No. 1430-1483 

Factor Analysis 

tardive dyskinesia and (ltr to ed). Hamer. reply of 
Rosen, Se, 1218-1216 

Families 

children of dialysis patients. F-tedlander, Ja, 100- 
103 

does joint custody work? first look at outcome 
data of relitigation. IlZeld, Je, 62-66 


effect of divorce oa fathers, overview of literature. | 


Jacobs, Oc, 1235-1241 

working family, researcher's view of health in 
household. Reiss, No, 1412-1420 

Family History see Genetizs 

Family Therapy . 

family or ingividual therapy, ethics of modality 
choice. Sider, No, 1455-1459 
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Fathers 

effect of divorce on, overview of literature. Ja- 
Cobs, Oc, 1235-1241 

Fear of Freedom 

psychological decompensatior or existentialist 
phenomenon? Gluzman, Ja, 57-61 

Feminism see Women 

Fluphenazine 

decanoate, concomitant, plasma imipramine con- 
centrations in patients receiving. Siris, Ja, 104— 
106 

decanoate, tardive dyskinesia and (ltr to ed). 
Schiff, reply of Csernansky, Jy, 969-970 

decanoate, tardive dyskinesia, haloperidol, 
(Itr to ed). Waddington, My, 703—704 

fluphenazine enanthate and fluphenazine decano- 
ate in treatment of schizophrenic outpatients, 
extrapyramidal symptoms and therapeutic ef- 
fect. Chouinard, Mr, 312-318; correction, Je, 
847-848 

Folate Deficiency 

lithium and glycine levels (ltr to ed). Prakash, 
reply of Deutsch, Ja, 132 

Folic Acid 

psychiatric changes associated with excess of. 
Prakash, Se, 1192-1193 

Follicle-Stimulating Hormone 

variability of hormonal respcnses to ‘series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Forced Silence 

neglected dimension of trauma. Lister, Jy, 872- 
876 

Forensic Psychiatry 

Boston State Hospital case, conflict of civil liber- 
ties and true liberalism. Schultz, Fe, 183-188 

detention and rearrest rates of persons found not 
guilty by reason of insanity and convicted fel- 
ons. Pasewark, Jy, 892—897 

differences between forensic ага general psychia- 
try. Rappeport, Mr, 331—33« (ltr to ed: Bend- 
heim, Oc, 1379) 

dilemma of denial in assessment of competency to 
refuse treatment. Roth, Jy, 510-913 

institutional realities behind cour: decisions (ltr to 
ed). Stone, reply of Perr, Ja, 131 

psychiatrist-witness and legal guilt. Bursten, Je, 
784—788 (Itr to ed: Lomas, De, 1648) 

Foster Care 

relapse of psychiatric patients ir. Linn, Je, 778- 
783 

Freedom 

fear of, psychological decompensation or existen- 
tialist phenomenon? Gluzman, Ja, 57-61 

Free Will 

conceptual frameworks and irs to ed). Hood; 
Kapit, reply of Furlong, Ja, :37-139 

Freud 

dream of Irma’s injection, 
Kuper, Oc, 1225-1234 


and 


scructural analysis. 


G 


GABA see y-Aminobutyric Acic 

Gait 

patterns, of depressed patients and normal sub- 
jects. Sloman, Ja, 94-97 

Galactorrhea-Amenorrhea Hype-prolactinemia Syn- 
drome 

current perspective of pseudocyssis. Cohen, Se, 
1140—1144 

Gastrointestinal Disorders 

case report of irritable bowel syndrome treated 
with doxepin. Gartrell, Oc, 1351-1353 

patients with psychogenic abdominal pain, six 
years' observation in medical setting. Dross- 
man, De, 1549—1557 

retroperitoneal fibrosis and haloperidol (Itr to ed). 
Jeffries, No, 1524-1525 

Gender see Sex Differences 

Genetics 

borderline children and chromoscme disorder? (Itr 
to ed). McDenal, reply of Bemporhd, Ос, 1377 
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case of familial exhibitionism in Tourette's ѕуп-• 


drome successfully treated with haloperidol. 
Comings, Jy, 913-915 

failure to find evidence of schizophrenia in first- 
degree relatives of schizophrenic probands. 
Pope, Je, 826-828 

familial and sporadic schizophrenia, symptomatic, 
prognostic, and EEG comparison. Kendler, De, 
1557-1562 

genetic contribution to agoraphobia? (ltr to ed). 
Rapp, Fe, 260 

genetic relationship between paranoid personality 
disorder and ‘‘schizophrenic spectrum" disor- 
ders. Kendler, Se, 1185-1185 

Iowa 500, affective disorder in relatives of manic 
and depressed patients. Winokur, Fe, 209-212 

transmissibility of Alzheimer's disease (Иг to ed). 
Goudsmit, Oc, 1380-1381 

Geography 

racial and geographic differences in psychopathol- 
ogy of schizophrenia. Adebimpe, Jy, 888-891 

Geriatric Psychiatry see also Dementia 

case detection of abused elderly parents. Rath- 
bone-McCuan, Fe, 189-192 

coexistence of cognitive impairment and depres- 
sion in geriatric outpatients. Reifler, My, 623-- 
626 

does dexamethasone suppression test distinguish 
dementia from depression? Spar, Fe, 238—240 
(ltrs to ed: Nelson, Oc, 1376; Brown, Ос, 1376~ 
1377) 

efficacy of antipsychotic medications in behavior- 
ally disturbed dementia patients. Barnes, Se, 
1170-1174 

five-year experience of community outreach pro- 
gram for elderly. Reifler, Fe, 220-223 

high carbohydrate loads and respiratory failure in 
depressed elderly patients (Ит to ed). Jenike, Jy, 
968 

late-onset schizophrenia (Itr to ed). Essa, No, 1528 

memory-learning impairments in progressive de- 
mentia and depression (Itr to ed). Weingartner, 
Ja, 135-136 

National Institute on Aging Pharmacology Pro- 
gram (Itr to ed). Steinberg, De, 1645 

organic mental disorders in geriatric outpatient 
population. Maletta, Ap, 521—523 

overview of current concepts of Alzheimer's dis- 
ease. Schneck, Fe. 165—173 (ltr to ed: Goudsmit, 
Oc, 1380-1381) 

prevalence of spontaneous oral dyskinesia in el- 
derly. Varga, Mr, 329-331 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67—74 

pseudodementia in elderly woman with schizo- 
phrenia. Bienenfeld, Ja, 114—115 (ltr to ed: Fis- 
man, Je, 846) 

refinements in diagnosis of dementia (edtl). Wells, 
My, 621-622 

screening for depression in geriatric medical pa- 
tients. Okimoto, Je, 799-802 

severe depressive pseudodementia with and with- 
out dementia. McAllister, My, 626-629 (Ит to 
ed: Pearce, De, 1648) 

visual effects of psychoactive short-chain neuro- 
peptide. Dornbush, Mr, 354-355 

Gilles de la Tourette Syndrome 

case of familial exhibitionism in Tourette's syn- 
drome successfulty treated with haloperidol. 
Comings, Jy, 913-915 

Global Deterioration Scale 

for assessment of primary degenerative dementia. 
Reisberg, Se, 1136—1139 

Gluten 

response to, versus neuronal damage (ltr to ed). 
Dohan, Oc, 1376 

y-Glutamyltransferase 

values, in nonalcoholic drinking men. Schuckit, 
Fe, 227-228 

Glutethimide 

abuse (Itr to ed). Sramek, Fe, 257 

Glycine 

levels, lithium and (itr to ed). Prakash, reply of 
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Deutsch, Ja, 132 

Gonadotropin-Releasing Hormone =» 

variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Grief see Bereavement 

Group Therapy 

critique of process-oriented approach to ward staff 
meetings. Abrams, Je, 769—773 

staff and inpatient perceptions of change mecha- 
nisms in group psychotherapy. Schaffer, Ja, 
127-128 

Growth Hormone see Human Growth Hormone 


H 


Hallucinations 

auditory, treated by radio headphones. Feder, Se, 
1188-1190 

induced by long-term drug therapy, pharmacology 
of. Goetz, Ap, 494—497 

propranolol, sleep disturbance, and (ltr to ed). 
Fleming, Ap, 540—541 

Haloperidol 

abuse, unintentional (Itr to ed). Jack, Fe, 258 . 

case of familial exhibitionism in Tourette's syn- 
drome successfully treated with. Comings, Jy, 
913-915 

combined lithium and, treatment, questions about 
(Itrs to ed). Rudorfer; Reid, reply of Frankel, 
Ap, 537-538 

efficacy and side effects of, in psychotic patients, 
oral versus intravenous administration. Móller, 
De, 1571-1575 

intensive treatment with, of treatment-resistant 
chronic schizophrenic patients. Hollister, No, 
1466-1468 

phobias and (itr to ed). Bristol, Oc, 1373-1374 

physostigmine and, treatment of acute phencycli- 
dine intoxication. Castellani, Ap, 508-510 

RBC and plasma levels of, clinical response and, 
in schizophrenia. Smith, Au, 1054—1056 

retroperitoneal fibrosis and (Itr to ed). Jeffries, No, 
1524-1525 

sadistic abuse of (Itr to ed). Weddington, Ja, 132- 


syrup, use of microphage migration inhibition fac- 
tor test to determine cause of delayed hypersen- 
sitivity reaction to. Kaminer, No, 1503-1504 

tardive dyskinesia, fluphenazine decanoate, and 
(itr to ed). Waddington, My, 703-704 

Health Maintenance Organizations 

Medicaid cutbacks and block grants, crisis or 
opportunity for community mental health? 
Sharfstein, Ap, 466—470 

Heart Failure see Cardiac Dysfunction 

Hemispheric Asymmetry see Lateralization, Cere- 
bral 

Hemodialysis 

children of dialysis patients. Friedlander, Ja, 100- 
103 

social adjustment of chronic dialysis patients: 
Kaplan De-Nour, Ja, 97—100 

Hispanics 

psychiatric training issues, Puerto Rican perspec- 
tive. Arce, Ар, 461—465 

History 

Alice James, Dr Charles Lioyd Tuckey, and hyp- 
notherapy (Ит to ed). Schneck, Au, 1079 

amendments to Presidential Papers (ltr to ed). 
Sedler, Ja, 136-137 

criticisms of psychopathological interpretation of 
witch hunts, review. Schoeneman, Au, 1028- 
1032 

Histrionic Personality Disorder see also Hysteria 

hysteria and women. Chodoff, My, 545—551; cor- 
rection, Au, 1084 

Holistic Medicine 

difficulties in integration of psychological and 
medical practices. Brown, comment of dish, 
De, 1576-1587 . 

Holocaust Survivors 

impairment in, after 33 years, data from unbiased 
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community sample. Eaton, Je. 773-777 (ltr to 
ed: Niederland, De, 1646) 

Homicide 

suicide and, in US prisons (ltr to ed). Lester, No, 
1527-1528 , 

Homovaniyic Acid 

aggression, suicide, and serotonin, relationships to 
CSF arrine metabolites. Brown, Je, 741-746 

effects of d-amphetamine on urinary metabolites of 
dopamine and norepinephrine in hyperactive 
boys. Snekim, Ap, 485—488 

Hormones see also specific hormones 

periodic psychosis of puberty, case report. Berlin, 
Ja, 119-120 

variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Hospitalization, Involuntary see Commitment, Civil 

Hospital Psychiatry 

acute admission ward as therapeutic community. 
Steiner, Jy, 897—901 

assaultive behavior among chronic inpatients. Tar- 
diff. Fe, 212-215 (Ит to ed: Lakovics, Је, 847) 

assessing patient satisfaction with state hospital 
and aftercare services. Bene-Kociemba, My. 
660—662 

critique of process-oriented approach to ward staff 
meetings. Abrams, Je, 769-773 

effe&t of length of inpatient treatment for chronic 


° schizophrenia. Caton, Jy, 856—861 
epidemiologic study of problems associated with 
violence among psychiatric inpatients. Craig. 
Oc. 1262-1266 
growth of investor-owned psychiatric hospitals. 
Levenscn, Ју, 902-907 
e institutional realities behind court decisions (ltr to 


ed). Stone, reply of Perr, Ja. 131 
interventicn to reduce rate of hospital discharges 
against medical advice. Targum, My, 657-659 
state hospital patients and their medication—do 
they knew what they take? Geller, My, 611—615 
sustaining treatment with hospitalized patient who 
refuses treatment. Geller, Ja, 112-113 
toward definition and delivery of appropriate care 
(edtl). Glick, Jy, 908-909 
Human Basic Protein see Immune Response 
Human Growth Hormone 
growth hormone levels and lithium ratios as pre- 
dictors of success of lithium therapy in schizo- 
phrenia. Hirschowitz, My, 646-649 
variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja. 39-44 
Hydrochlorothiazide 
lithium-hydrochiorothiazide interaction? (itr to 
ed). Helms, reply of Rothman, Au, 1082 
5-Hydroxyindoleacetic Acid 
aggression. suicide, and serotonin, relationships to 
CSF amine metabolites. Brown, Je, 741—746 
Hyperactivity see Attention Deficit Disorder with 
Hyperactivity 
Hypercalcemia see Calcium 
Hyperkinesis 
more on differential diagnosis of tardive dyskinesia 
(Itr to ed). Kramer, Ap, 539 
Hyperparathyroidism see Parathyroid Hormone 
Hypertension 
epistaxis in hypertensive patients taking thiorid- 
azine (Itr to ed). Idupuganti, Au, 1083-1084 
lithium ratio and, in manic-depressive patients. 
McCoy, Fe, 247-248 
severe, diazoxide in management of, after electro- 
convulsive therapy. Kraus, Ap, 504—505 (Кг to 
ed: McNeil, No, 1522) 
Hyperthermia 
malignant, ECT use for patient with. Franks, Au, 
* 1065-1066 
Hypnosis 
Alice James, Dr Charles Lloyd Tuckey, and hyp- 
nogpsrapy (itr to ed). Schneck, Au, 1079 
hypnotizability and psychopathology. Spiegel, Ap, 
431-437 ‘Itr to ed: Nakdimen, Oc, 1380) 
for urinary retention (Иг to ed). Campbell, Au, 


1082-1083 

Hypothalamic Tumor 

anorexia nervosa in patient with infiltrating tumor 
of hypothalamus. Weller, Је, 824—825 

Hysteria 

are hysterical seizures more than һуѕ:егіа? Re- 
search Diagnostic Criteria. DSM-III, and psy- 
chometric analysis. Stewart. Jy. 926-329 

neuro-ophthalmic systemic lupus erythematosus 
misdiagnosed as hysterical blindness. Stoude- 
mire, Se. 1194-1196 

women and. Chodoff, My, 545-551: correction, 
Ай, 1084 

Hysteroid Dysphoria 

unsuccessful attempt to demonstrate its syndromal 
validity. Spitzer, Oc, 1286—1291 (itr to ed: Klein, 
No, 1520-1521) 


Idiot Savants 

or special skills? (Itr to ed). Hill, Se. 1221 

Imipramine 

cardiovascular and antidepressant effects of. in 
treatment of secondary depression in patients 
with ischemic heart disease. Raskind, Se, 1114- 
1117 

concentrations. plasma, in patients receiving con- 
comitant fluphenazine decanoate. Siris, Ja. 104— 
106 

indication for use of, in attention deficit disorder. 
Cox. Au. 1059-1060 

inpatients receiving, relationship between plasma 
antidepressant levels and clinical sutcome for. 
Simpson, Mr, 358-360 

levels, steady-state plasma. in prepubertal de- 
pressed children. Weller, Ap. 506—508 

mitral valve prolapse and (Itr to ed). McNeil. reply 
of Gorman, Fe, 259-260 

response of panic disorder and resistance of de- 
pression to. Nurnberg, Au. 1060-1062 

Immune Response : 

to brain tissue antigen, abnormal. in syndrome of 
autism. Weizman, No, 1462-1465 

Impotence 

associated with pimozide (Itr to ed). Ananth. Oc, 
1374 

Incest 

children eroticized by. Yates, Ap. 4£2-485 (ltr to 
ed: Tracy. Oc. 1378) 

proximate effects of sexual abuse in childhood, 
report on 28 children, Adams-Tucker. Oc. 1252- 
1256 

taboo in popular literature (Itr to ed). Macklin, Ja, 
143 

Indians, American see Native Americans 

Information Processing 

effect of antipsychotic medication on speed of, in 
schizophrenic patients. Braff. Se. 1127—1130 

Informed Consent 

double-blind in danger, untoward consequences 
of, Brownell, No, 1487-1489 

Inpatients see Hospital Psychiatry 

Insanity Plea 

detention and rearrest rates of persons found not 
guilty by reason of insanity and convicted fel- 
ons. Pasewark, Jy, 892-897 

Insomnia 

sleep clinic treatment of (Ит to ed). Regestein, Oc. 
1379 

Institutions see Hospital Psychiatry 

Insulin Tolerance Test 

variability of hormonal responses -o series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Insurance 

federal employees' experience as guide to cost of 
insuring psychiatric services in various states. 
Krizay, Jy, 866-871 (ltr to ed: Huessy, No, 
1528) 

for mental disorders, reductions in, adverse selec- 
tion, moral hazard, and consumer demand. 
Sharfstein, No, 1425-1430 
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Intermittent Medication 

for stable schizophrenic cutparients. alternative to 
maintenance medicat on. Herz. Jy. 918-922 

In-Training Examination see Psychiatry Resident 
In-Trairing Examination 

Intravenous Drug Administratinn 

efficacy and side effects ої halcperidol in psychotic 
patients. oral versus intravenous administration. 
Móller, De, 1571-1575 . 

Investor-Owned Psychiatric Hcspitals 

growth of. Levenson. Ју. 902-907 

Involuntary Hospitalization see Commitment, Civil 

Irma Dream 

dream of Irma's injection, structural znalysis. 
Kuper, De. 1225-1234 

Irritable Bowel Syndrome 

treated with doxepin, cese report of, Gartrell. Oc, 
1351-1353 

Italy 

Italy's revolutionary mental Azalth law, assess- 
ment. Mosher, =e, 169-203 


J 


James, Alize 

Dr Charles Lloyd Tuckey. hypnotherapy. and (ltr 
to ed), Schneck, Au. 1079 

Janusian Thinking 

Nobel Prize laureates and. Rothenberg. Ja, 122- 
124 

Jejuno-Ileal Bypass 

surgery for superobesity. long-term outcome of, 
psychiatric assessment. Cascelnuovo-Tedesco. 
Oc, 1248-1252 

Jews 

impairment in Holocaust survivers after 33 years, 
data from unbiased community sample. Eaton. 
Је, 773-777 (ltr to ed: Niederland. De. 1646) 

Joint Custody 

does joint custody work? first look at cutcome 
data of relitigation. Ше d. Ја, 52-66 

Journals, Medical 

contributicn of устеп authors to psychiatric and 
other medical journals. 1951-1975. Rosenblatt. 
Mr, 334-338 

does anyone read old medical _ournals? Gordon, 
Fe, 259 

special subscription rate for British Jonrnal of 
Psychiatry (ltr to ed). Crammer, Je, 843 


K 


Kidney Dysfunction see Renal Dysfunction 

Klinefelter’s Syndrome 

borderline zhildren and chromcsome disorder? {itr 
to ed), McDanal, repl of Bem porad, Oc. 1377 

Koro 

Elvis Presley, reactive hypomania, and (Н: to ed). 
Weller, Jy. 970 (itr to ed: Rumbaut. De. 1647) 

KZ Syndrome 

evaluating prisoners of war (ltr to ed). Corcoran, 
Ја, 134—135 


L 


Labeling 

effects of, blind and norblinc -atings of social 
skills in schizophrenic and ronschizophrenic 
control subjects. Lindsay, Fe. 216-219 

Labor Camps see Political Prisoners 

Lacan, Jacques 

request for works on (ltr to ed]. Schulz-Keil, Au, 
1078-1079 

Lacrimal Secretion see Tears 

Language 


adults’ recollectior of their lar guage deprivation _ : 


as immig-ant chi'dren. Marcos My. 607-610 
development and validation cf Victnamese-lan- 
guage depression rating scale. Kinzie. Ос. 1276- 
1281 
of paranoia. Охтап.. Mr 275-282 Я 
of paranoia—meeting place of mental events and 
verbal constructs (ей). Lorenz. Mr. 319-320 
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Laryngeal-Pharyngeal Dystonia 

an.ntentional haloperidol abusz (ltr to ed). Jack. 
Te. 258 

Lateralization, Cerebral 

hemispheric asymmetries and schizophrenia. An- 
dreasen. Ap. 427—430 

sciizophrenia and cerebral asymmetry detected 
by computed tomography. Lichins. Je. 753-757 

Lead , 

levels. "nontoxic." mental retardation and. Da- 
vid. Je. 806-809 (ltr to ed: Ernhart. No. 1524) 

Lecithin 

mania respons:ve to, in 13-year-old girl. Schreier, 
Ja, 108-110 

reduction of cholesterol risk factors by. in patients 
with Alzheimer's disease. Vroulis. De, 1633- 
1634 

fo- tardive dyskinesia (Itr to ed). Wilbur, Oc, 1375 

in treatment of mania, double-blind, placebo-con- 
trolled trials. Cohen, Se, 1162—1164: correction. 
No, 1528 

Length of Treatment see Brief Hospitalization 

Lenticular Opacities see Ophthalmology 

Leukotomy 

modified, in treatment of intractable obsessional 
neurosis. Tippin, De. 1601— 603 

Light : 

bright artificial, treatment of manic-depressive pa- 
tient with seasonal mood cycle. Lewy. No. 
1496-1498 

Limbitrol 

as new street Crug (ltr to ed). Feinsilver, Oc. 1377- 
1378 

Lipoproteins see Cholesterol 

Lithium 

in aggressive behavior. Schiff. Oc. 1346-1348 

amino acids and (ltr to ed). Gacdnick. Ар, 538-539 

calcium metabolism and (ltr to ed). Marel, reply of 
Gammon, Fe, 255-256 

carbonate, carbamazepine anc, possible synergis- 
tic action between, in treatment of three acutely 
manic patients. Lipinski, Jy. 948-949 

clearance, renal, as rapid and zccurate predictor of 
maintenance dose. Norman De, 1625-1626 

chnical significance of interaction between neuro- 
muscular blocker and. Martin, Oc, 1326-1328 

combined haloperidol and. :reatment, questions 
about (ltrs to ed). Rudorfer: Reid, reply of 
Frankel, Ap. 537-538 

dosing guide (Itr to ed). Coorer, reply of Muniz, 
Jy, 969 

k:dney and, review. Ramsey. Ap, 443-449 

level. serum, effect of strenuous exercise on, in 
man. Jefferson. De, 1593-1595 

levels. glycine and (ltr to edi. Prakash. reply of 
Deutsch, Ja. 132 

levels, serum, stability of (Ит :о ed). Khandelwal, 
Oc. 1377 

primer on geriatric psychopharmacology. Salz- 
man, Ja, 67-74 

prophylaxis of depression in anipolar, bipolar Il, 
and cyclothymic patients. Feselow, Je, 747-752 

prophylaxis of tricyclic-art&depressant-induced 
mania in bipolar patients. Jann. My, 683-684 

ratio, hypertension and, in manic-depressive pa- 
tients. McCoy. Fe, 247-248 

ratios, growth hormone levels and, as predictors of 
success of lithium therapy in schizophrenia. 
Hirschowitz, My, 646-649 

s alorrhea as side effect of. case report. Donald- 
son. Oc. 1350-1351 

theophylline and, concurrent use of. in patient 
with chronic obstructive luag disease and bipo- 
lar disorder. Sierles, Ja, 117-118 

therapy, acute hyperparathyroidism in patient af- 
ter initiation of. Rothman, Mr, 362—363 (ltr to 
ed: Helms, Au, 1082) 

therapy, levels of red blood cell choline after 
discontinuation of. Domino, My. 681-682 

treatment, continued. after myocardial infarction 
(itr to ed). Schwarcz. Fe, 255 

treatment, MHPG excretion and, during premen- 
strual tension syndrome. case r€port. DeLeon- 


Jones, Jy. 950-952 » 

water intoxication and (ltr to ed). McNeil. reply of 
Nixon. No. 1525 

Lloyd Tuckey, Charles see James, Alice 

Lorazepam 

desipramine serum concentration and (ltr to ed). 
Rosenblatt, Ap, 536-537 

Loxapine 

efficacy of antipsychotic medications in behavior- 
ally disturbed dementia patients. Barnes, Se, 
1170-1174 

"refractory'"' patienis and, schizophrenia or ma- 
nia? {ltr to ed). Steele, reply of Ereshefsky. My. 
701-702 

successful treatment of obsessive-compulsive dis- 
order with. Rivers-Bulkeley, Oc, 1345—1346 

use of, to treat patient with psychotic depression. 
Goldschmidt, Jy, 946-947 

LSD А 

ог DOB? (Itr to ed). Davis. reply of аке, De, 1649 

Lupus Cerebritis 

ECT for depression caused by, case report. Doug- 
las. De. 1631-1632 

Lupus Erythematosus 

systemic. neuro-ophthalmic. misdiagnosed as hys- 
terical blindness. Stoudemire. Se, 1194-1196 

Luteinizing Hormone 

variability of hormonal responses to series of 
neuroendocrine challenges in cCepressed pa- 
tients. Winokur, Ja, 39-44 


M 


Malignant Hyperthermia 

ECT use for patient with. Franks, Au, 1065—1066 

Mania 

adolescent, "atypical" clinical picture of. Bal- 
lenger. My, 602-606 (Itr to ed: Keitner. No, 
1527) 

effectiveness of verapamil in treatment of manic 
patient. Dubovsky, Ap. 502-504 

Elvis Presley, reactive 3ypomania, and koro (ltr to 
ed). Weller, Jy, 970 (ltr to ed: Rumbaut, De, 
1647) 

intermittent delirious. case of. Swartz, Oc, 1357- 
1358 

Iowa 500. affective disorder in relatives of manic 
and depressed pazierts. Winokur, Fe, 209-212 

lecithin in treatment of, double-blind, placebo- 
controlled trials. Cohen, Se, 1162-1164; correc- 
tion, No. 1528 

LSD or DOB? (ltr ta ed). Davis, reply of Lake, De, 
1649 

noradrenergic drugs and affective disorders (Itr to 
ed). Abensour, Ја, 142-143 

possible drug differentiation of psychoses (ltr to 
ed). Gillman, Mr. 384 

possible synergistic action between carbamaze- 
pine and lithium carbonate in treatment of three 
acutely manic patients. Lipinski, Jy, 948-949 

prevalence and characteristics of, in Chinese inpa- 
tients, prospective study. Yan, Se, 1150-1153 

progression of olfactory reference syndrome to, 
case report. Davidson. De. 1623-1624 

"refractory" patients and loxapine, schizophrenia 
or mania? (ltr to ed). Steele, reply of Ere- 
shefsky. My, 701-702 

responsive to lecithin in 13-year-old girl, Schreier, 
Ja, 108-110 

tricyclic-antidepressant-induced, in bipolar pa- 
tients, lithium prophylaxis of. Jenn, My, 683- 
684 

Manic-Depression see Affective Disorders 

Manometry 

esophageal, neuroleptic-associated dysphagia con- 
firmed by. Moss, Ap, 515—516 (Itr to ed: Craig, 
Au, 1083) 

Maprotiline 

grand mal seizures induced by. Holliday, My, 673- 
674 


‘hydrochloride, convulsions and, case report. 


Schwartz, Fe, 244-245 (ltrs to ed: Kim, Je, 845- 
846; Price, Au, 1080-1081) 
-induced acne (Ит to ed). Ponte, Ја, 141 
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Marijuana 

levels, urinary, persistence of. after supervised 
abstinence. Dackis, Se, 1196-1198 

Marital Therapy 

family or individual therapy. ethiés of macality 
choice. Sider, No, 1455-1459 

Marriage 

effect of marital status on stress in medical school. 
Coombs, No, 1490-1493 

Medicaid 

cutbacks, block grants and. crisis or opportunity 
for community mental health? Sharfstein, Ap, 
466-470 

participation by psychiatrists in private practice. 
Mitchell. Je, 810-813 

Medical Model 

CMHCs and (Itr to ed). Brill, Ap, 536 

difficulties in integration of psychological and 
medical practices. Brown, comment of Leigh. 
De, 1576-1587 

program for late twentieth-century psychiatry. 
Unger, Fe, 155-164: correction, Ap, 541 

Medical Students see Education, Medical 

Meditation 

overview, clinical and physiological comparison 
of, with other self-control strategies. Skapiro, 
Mr, 267-274 (ltrs to ed: Switkes. Se, 1217; 
Donaldson, Se, 1217; Walsh. No. 1525-1526) 

Melancholia see also Depression « 


DSM-III, primary-secondary distinction and. zom- * 


parison of concurrent validity by means of dexa- 
methasone suppression test. Coryell, Ja. 120- 
122 

Melatonin 

bright artificial light treatment of manic-depressive 
patient with seasonal mood cycle. Lewy, 1496— 
1498 

Memory 

electroconvulsive therapy and (ltr to ed). Scuire, 
Se, 1221 

impaired recent, serum levels of anticholinergic 
drugs and, in chronic schizophrenic patients. 
Tune, No, 1460-1462 

-learning impairments in progressive dementia and 
depression (ltr to ed). Weingartner, Ja, 135-136 

primer on geriatric psychopharmacology. Salz- 
man. Ja, 67-74 

processes, enhancement of, in Alzheimer's dis- 
ease with multiple-dose intravenous physostig- 
mine. Davis, No. 1421-1424 

Men 

antipsychotic drug therapy and sexual dysfunction 
in. Mitchell, My, 633—637 

black. survey of psychotherapy with. Jones. Se. 
1174-1177 

effect of divorce on fathers, overview of lite-zture. 
Jacobs. Oc, 1235-1241 

overview, sex of therapist. Mogul, Ja, 1-11 

psychiatric chief resident, does gender meke a 
difference? Kessler, De, 1610—1613 

young, with alcoholic close relatives, study of. 
Schuckit, Je, 791—794 

young, prevalence of affective disorder in semple 
of. Schuckit. No, 1431—1436 

Menstrual Cycle 

MHPG excretion and lithium treatment during 
premenstrual tension syndrome, case report. 
DeLeon-Jones, Jy, 950-952 

onset of depressive psychiatric crises and. 
Abramowitz. Ap, 475-478 

periodic psychosis of puberty, case report. Berlin, 
Ja, 119-120 

sexual histories and premenstrual affective syn- 
drome in psychiatric inpatients. Friedman, No, 
1484—1486 

Mental Health Coalition 

global, significance for psychiatry of, are we fom 
mental health as well as against mental illness? 
(edt). Brody, De, 1588-1589 

Mental Health Services see Delivery, Mentajtealth 
Services ee 

Mental Health Workers see Nonpsychiatric Profes- 
sionals 
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Mental Retardation 

corneal and lenticular opacities in mentally retard- 
ed young adults treated with thioridazine and 
chlorpromazine. Gualtieri, Se, 1178-1180 

effects of thioridazine and withdrawal dyskinesias 
on workghop performance of mentally retarded 
young adults. Breuning, No, 1447-1454 

"idiot savants” or special skills? (ltr to ed). Hill, 
Se, 122: 

“nontoxic” lead levels and. David, Je, 806-809 
(Itr to ed: Ernhart, No, 1524) 

psychiatric disorders in mentally retarded, types, 
problems, and challenges. Eaton, Ос, 1297- 
1303 

severe, electroconvulsive treatment of psychotic 
self-injurious behavior in patient with. Bates, 
Oc, 1355-1356 

Metaphors 

mixed-up metaphor (ltr to ed). Sorvino, Fe, 259 

Metapsychiatry 

out-of-body experience, phenomenological typolo- 
gy based on questionnaire responses. Twemlow, 
Ap. 450—455 (ltr to ed: Comfort, Oc, 1379-1380) 

Methodology 

assessment of reliability in multicenter collabora- 
tive research with videotape approach. Andrea- 
sen, Jy, 876-882 

improper control group for adopted-away offspring 
(9 to ed). Huessy, Ja, 140 


* tardive dyskinesia and factor analysis (Кг to ed). 


Hamer, reply of Rosen, Se, 1218-1219 

3-Methoxy-4-hydroxyphenylglycol 

aggression, suicide, and serotonin, relationships to 
CSF am.ne metabolites. Brown, Je, 741-746 

effects of d-amphetamine on urinary metabolites of 
dopamine and norepinephrine in hyperactive 
boys. Skekim, Ap, 485—488 

excretion, lithium treatment and, during premen- 
strua] tension syndrome, case report. DeLeon- 
Jones, Jv, 950-952 

toward a biochemical classification of depressive 
disorders, V, heterogeneity of unipolar depres- 
sions. Schatzberg, Ap, 471-475 

TSH and, levels, of depressed patients (ltr to ed). 
Gwirtsman, reply of Davis, Jy, 967-968 

Middle Ear Muscle Activity 

during REM sleep in schizophrenic, schizoaffec- 
tive, and depressed patients. Benson, No, 1474- 
1476 

Migraine 

out-of-body experiences and (Itr to ed). Comfort, 
reply of Twemlow, 1379-1380 

Migration Inhibition Factor Test 

abnormal immune response to brain tissue РКТ 
in syndrome of autism. Weizman, No, 1462- 
1465 

mizrophage, use of, to determine cause of delayed 
hypersensitivity reaction to haloperidol syrup. 
Kaminer. No, 1503-1504 

Military Еаліу Syndrome 

more on (ltr to ed). LaGrone, reply of Morrison, 
Ja, 133-134 

Minimal Brain Dysfunction see also Attention Defi- 
cit Disorder with Hyperactivity 

syndromes attributed to ‘minimal brain dysfunc- 
tion” in childhood. Rutter, Ja, 21-33 

Minor Physical Anomalies 

in alcoholic and schizophrenic adults and hyperac- 
tive and autistic children. Gualtieri, My, 640— 
643 

Misidentification Syndromes see also Capgras Syn- 
drome 

organic dysfunction in (Itr to ed). Malliaras, Ja, 139 

Mitral Valve Prolapse 

desipramine and premature ventricular contrac- 
tions (Itr to ed). Gorman, reply of Jones, Ja, 142 

"imipramine and (itr to ed). McNeil, reply of Gor- 
man, Fe, 259—260 

panic disorder in patients with. Hartman, My, 
669,970 

MMPI 

profile of D.3M-III borderline personality disorder. 
Snyder, Au, 1046-1048 


overview. Akhtar, Ja, 


*Monkeys 

loss-induced depression in adult macaque mon- 
key. Rasmussen, My, 679—681 

Monoamine Oxidase 

activity, platelet, clinical symptoms and, in de- 
pressed patients, toward biochemical classifica- 
tion of depressive disorders, VI. Gudeman, My, 
630-633 

activity, platelet, schizophrenic prognosis and. 
Gruen, Fe, 240-241 

biochemical differences in children with conduct 
disorder socialized and undersocialized. Roge- 
ness, Mr, 307-311 

endogenous modulation of, in schizophrenic and 
normal humans. Becker, De, 1567-1570 

platelet, in children with attention deficit disorder 
and hyperactivity, pilot study. Shekim, Jy, 936— 
938 

platelet, in psychiatric patients, effect of neurolep- 
tic drugs on. Meltzer, Oc, 1242-1248 

Monoamine Oxidase Inhibitors see Antidepressants, 
Monoamine Oxidase Inhibitor 

Monroe County, N.Y. 

unduplicated counts of persons receiving psychiat- 
ric care in, in 1975. Goldberg, My, 637-639 

Mothers 

relinquishment and its maternal complications, 
preliminary study. Rynearson, Mr, 338-340 . 

Movement Disorders 

more on differential diagnosis of tardive dyskinesia 
(Itr to ed). Kramer, Ap, 539 

Murder see Homicide 


N 


Nadolol 

use for cerebellar tremor (itr to ed). Edwards, No, 
1522 

Narcissistic Personality Disorder 

12-20 (ltrs to 2d: Spruiell, 
Au, 1078: Hankoff, Au, 1078) 

Native Americans 

mental disorders among Native American chil- 
dren, rates and risk periods for entering treat- 
ment. Beiser, Fe, 193-198 

Neuroleptic Malignant Syndrome 

adverse reactions suggesting amoxapine-induced 
dopamine blockade. Steele, No, 1590-1501 

questions about combined lithium and haloperidol 
treatment (ltrs to ed). Rudorfer; Reid, reply of 
Frankel, Ap, 537-538 

treetment of, with dantrolene sodium, case report. 
Coons, Jy, 944—945 

Neuroleptics see also Extrapyramidal Symptoms; 
Tardive Dyskiriesia; specific drugs 

amoxapine, neuroleptic as well as antidepressant? 
Cohen, Se, 1165-1167 

antipsychotic drug therapy and sexual dysfunction 
in men. Mitchell, My, 633-637 

corneal and lenticular opacities in mentally retard- 
ed young adults treated with thioridazine and 
chlorpromazine. Gualtieri, Se, 1178-1180 

effect of antipsychotic medication cn speed of 
information processing in schizophrenic pa- 
tients. Braff, Se, 1127-1130 

effect of neuroleptic drugs on platelet monoamine 
oxidase in psychiatric patients. Meltzer, Oc, 
1242-1248 

efficacy of antipsychotic medications in behavior- 
ally disturbed dementia patients. Barnes, Se, 
1170-1174 

fluphenazine decanoate and tardive dyskinesia (Иг 
їс ed). Schiff, reply of Csernansky, Jy, 969-970 

intermittent medication for stable schizophrenic 
outpatients, alternative to maintenance medica- 
tion. Herz, Jy, 918-922 

markedly elevated creatine phosphokinase levels 
after neuroleptic withdrawal. Malas, Fe, 231— 
232 

neuroleptic-associated dysphagia coafirmed by 
esophageal manometry. Moss. Ap, 515-516 (itr 
to ed: Craig, Au, 1083) 

physical and ethnic variables in dosage for Asians 
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(ltr to ed). Ananth, reply of E3r.der, Ap, 339-540 

plasma imipramine concentratoms in patients re 
ceiving concomitant fluphemazine decanoate. 
Siris, Ja, 104—106 

primer on geriatric psychopEa-macology. 
man, Ja, 67—74 : 

questions about cambined lithiam and haloperidol 
treatment (Itrs to ed). Rudoster; Reid, reply of 
Frankel, Ap, 537—538 

respiratory dyskinesia and dyserthria frem pro- 
longed neuroleptic use, tardi.e dyskinesia? Fa- 
heem, Ap, 517-518 

subnormal CSF levels of neurctensin in subgroup 
of schizophrenic patients, rormalizaticn after 
neuroleptic treatment. Widerziv, Se, 1122-1126 

treatment of neuroleptic maligrznt syndrome with 
dantrolene sodium, case repat. Coons, Jy, 944— 
945 

urinary incontinence and (ltr ^o ed). Ambrosini, 
Ap, 539 

use of loxapine to treat райеж- with psychotic 
depression. Goldschmidt, Jy 946-947 

Neurological Dysfunction see Bræin Disorders 

Neuromuscular Blockers 

clinica! significance of interactie1 between lithium 
and neuromuscular blocker. Martin, Oc, 1326- 
1328 

Neuropsychological Impairment see Cognitive Im- 
pairment 

Neurotensin 

subnormal CSF levels of, in st group of schizo- 
phrenic patients, normalizaticm after neuroleptic 
treatment. Widerlóv, Se, 1123-1126 

Neurotransmitters see specific n- wotransmitters 

Nialamide 

response of phobic disorders wi 4 obsessive symp- 
toms to MAO inhibitors (ltr ts ed). Rihmer, Oc, 
1374 

Nobel Prize Laureates 

Janusiari thinking and. Rothent=rg, Ја, 122-124 

Nomenclature see Diagnosis and. "lassification 

Nonpsychiatric Professionals 

nonphysician professionals’ vies of psychiatrists 
(ltr to edi. Atwood, Au, 1077 

“other mental health worker ` in community 
mental health centers iltrs tc ed). Nitzberg; 
Janicak, ceply of Berlia, Mr, 284—385 

Norepinephrine 

effects of d-amphetamine on uritary metabolites of 
dopamine and, in hyperacti~= boys. Shekim, 
Ар, 485-488 

levels, plasma, high, in patients with major affec- 
tive disorder. Lake, Ос, 1315-7318 

neuroendocrine risk factors of suicidal behavior. 
Ostroff, Oc, 1323-1325 

noradrenergic drugs and affecti" 2 disorders (ltr to 
ed). Abensour, Ja, 142-143 . 

REM sleep and depression, comraon neurobiologi- 
cal control mechanisms. Me-arley, My, 565- 
570 

Nortriptyline 

interaction between antidepres ants and rerphe- 
nazine in psychiatric inpatiem:s. Linnoila, Oc, 
1329-1331 

Nose Bleeds see Epistaxis 

Nosology see Diagnosis and Clas::fication 

Nuclear War 

threat of (edtl). Griaspoon, Oc, 313-1314 


Salz- 


o 


Obesity 

double-blind in danger. untoward consequences of 
informed consent. Brownell, “о, 1487-1489 

long-term outcome of jejuno-ilezl bypass surgery 
for superobesity, psychiatric assessment. Cas- 
telnuovo-Tedesco, Ос, 1248- 252 

Obituaries 

Daniel Blain, MD. ScD, 
Braceland, Ap, 524—527 

Obsessive-Compulsive Disorder 

modified leukotomv in treatmen: of intractable 
obsessional peurcsis. Tippin, 22, 1601-1603 

neurological etiology of o»sessivz-compulsive dis- 


189£—1981 (in mem). 


“Р * 


^ 


1676 SUBJECT INDEX 


* 


orders? (ltr to ed). Pitman, Ja, 139-140 

response of phobic disorders wich obsessive symp- 
tums to МАО inhibitors (ltr to ed). Rihmer, Oc, 
1374 

successful treatment of, with clonidine hydrochlo- 
ride. Knesevich, Mr, 364-365 (ltr to ed: Ahsan- 
addin, Au, 1083) 

successful treatment of, with loxapine. Rivers- 
Eulkeley, Oc, 1345-1346 

Olfactory Reference Syndrome 

»rozression of, to mania, case report. Davidson, 
De, 1623-1624 

Dphthalmology 

zo-neal and lenticular opacities in mentally retard- 
ed young adults treated with thioridazine and 
chlorpromazine. Gualtieri, S2, 1178-1180 

ne:ro-ophthalmic systemic lupus erythematosus 
Tisdiagnosed as hysterical blindness. Stoude- 
mire, Se, 1194-1196 

visual effects of psychoactive short-chain neuro- 
zeptide. Dornbush, Mr, 354-355 

Op.ate Receptors 

inhibition of salivary and lac-imal secretion by 
znkephalin analogue (Itr ta ed). Sullivan, Mr, 
385—386 

Opiates, Endogenous 

cerebrospinal fluid opioid activity in anorexia ner- 
vosa. Kaye, My. 643-645 

Organic Brain Syndrome see Brain Disorders 

Organic-Dynamic Continuum 

in psychiatry, trends in attituces among third-year 
residents. Coryell, Ja, 89—91 (Itr to ed: Casarie- 
£o, Oc, 1381) 

Orgasm 

in 2roticized children (ltr to 2d). Tracy. reply of 
“Yates. Oc, 1378 

Orgasmic Dysfunction see Sexual Disorders 

O't-of-Body Experiences 

phenomenological typology tased on question- 
naire responses. Twemlow. Ap. 450-455 (itr to 
ed: Comfort, Oc, 1379-1380» 

Outcome see also Aftercare 

of deinstitutionalized patients (Itr to ed). Glick, 
reply of Braun. Je. 843-844 

Ortcome Study Methodology see Research 

Outpatients 

wich primary affective disorder. healthy control 
subjects and, dexamethasone suppression test 
n. Amsterdam, Mr. 287-291 (Кг to ed: Carroll, 
No, 1522-1323) 

Overdose 

amoxapine, case of. Bock. De, 1619-1620 

trezodone (Itr to ed). Lippmann, Oc. 1373 


P 


Pain 

chronic. external contingency management for. 
zritical review of evidence. Latimer, Oc. 1308- 
1312 

coping with, developmental ar proach to treatment 
of burned children. Stoddard, Je, 736-740 

psychogenic abdominal, patients with, six years” 
observation in medical setting. Drossman. De, 
1549-1557 

Pznic Disorder 

dzxamethasone suppression :est in agoraphobia 
and. Curtis. Au, 1043-1046 

m.tral valve prolapse and im pramine (ltr to ed). 
McNeil, reply of Gorman, =e, 259-260 

in patients with mitral valve prolapse. Hartman, 
My. 669-670 

response of. resistance of dep-ession and, to imip- 
ramine. Nurnberg. Au. 1062-1062 

Paradoxical Intention 

in treatment of chronic anorexia nervosa. Hsu, 
My. 650-653 

Paranoia 

confusional paranoid psychosis after withdrawal 
from sympathomimetic amines, two case re- 
ports. DeVeaugh-Geiss, Se. 1190-1191 

genetic relationship between »aranoid personality 
disorder and ‘schizophrenic spfctrum" disor- 
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ders. Kendler, Se, 1185-1186 . 

language of. Oxman, Mr, 275-282 

language of—meeting place of mental events and 
verbal constructs (201). Lorenz, Mr, 319-320 

Paraphilias 

pornographic imagery and prevalence of paraphi- 
lia. Dietz, No, 1493-1495 

Parathyroid Hormone 

acute hyperparathyroidism in patient after initia- 
tion of lithium therapy. Rothman, Mr, 362-363 
(Itr to ed: Helms, Au, 1082) 

Parents 

children of dialysis patients. Friedlander, Ja, 100— 
103 

does joint custody work? first look at outcome 
data of relitigation. Ilfeld, Ja, 62-66 

effect of divorce on fathers, overview of literature. 
Jacobs, Oc, 1235-1241 

Parkinsonian Symptoms see Extrapyramidal Symp- 
toms 

Parkinson's Disease 

pharmacology of hallucinations induced by long- 
term drug therapy. Goetz, Ap, 494-497 

Patients 

assessing patient salisfaction with state hospital 
and aftercare services. Bene-Kociemba, My, 
660—662 

consumer evaluatior. of community mental health 
service, I, care delivery patterns. Lorefice, Oc, 
1331-1334 

empirically derived rating scale for quantifying 
patient assets. Kass, Mr, 370—371 

perception of tardive dyskinesia in outpatients 
receiving maintenance neuroleptics. Rosen, Mr, 
372-373: correction. Jy, 970 (Ит to ed: Hamer, 
Se. 1218-1219) 

psychiatric. in foster care, relapse of. Linn, Je, 
778-783 

psychobiology research, controlled study of satis- 
faction among. Kalman, Mr, 344—347 

state hospital. their medication and—do they 
know what they take? Geller, My, 611-615 

sustaining treatment with hospitalized patient who 
refuses treatment. Geller, Ja, 112-113 

Peptides 

inhibition of salivary and lacrimal secretion by 
enkephalin analogue (ltr to ed). Sullivan, Mr, 
385-386 . 

visual effects of psychoactive short-chain neuro- 
peptide. Dornbush, Mr. 354-355 

Perceptual Changes see also Cognitive Dysfunction 

with bupropion, novel antidepressant. Becker, Se, 
1200-1201 

Periodic Psychosis of Puberty 

case report. Berlin. Ja, 119-120 

Perphenazine 

interaction between antidepressants and, in psy- 
chiatric inpatients. Linnoila, Oc, 1329-1331 

Personality Disorders see also specific diagnoses 

narcissistic personality disorder, overview. Akh- 
tar. Ja, 12-20 (ltrs to ed: Spruiell, Au, 1078: 
Hankoff, Au, 1078) 

genetic relationship be:ween paranoid personality 
disorder and ‘‘schizophrenic spectrum"' disor- 
ders. Kendler, Se, 1185-1186 

reliability of axis П of DSM-HI. Mellsop. Oc, 
1360—1361 

Pharmacotherapy sce Drugs, Psychotropic 

Phencyclidine 

abuse, chronic, physical assault and. Khajawall, 
De, 1604—1606 

intoxication, acute, physotigmine and haloperidol 
treatment of. Castellani, Ap, 508—510 

Phenelzine 

treatment without switch to mania (ltr to ed). 
Keitner, Mr, 386 

Phobias see also Agoraphobia 

driving phobia in city of Houston, pilot study. 
Mathew. Au, 1049-1051 

haloperidol and (itr to ed). Bristol, Oc, 1373-1374 

response of phobic disorders with obsessive symp- 
toms te MAO inhibitors (ltr to ed). Rihmer, Oc, 
1374 
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Phosphatidylcholine 

reduction of cholesterol risk factors by lecithin in 
patients with Alzheimer's disease, Vrculis, De, 
1633-1634 

Physical Шпеѕѕ and Impairment ste also Brain 
Disorders ; 

anorexia nervosa in patient with infiltrftiag tumor 
of hypothalamus. Weller, Je, 824—825 

application of biological markers in depression 
secondary to thyrotoxicosis. Kronfol, Ос, 1319- 
1322 

Behget's disease as psychiatric disorder, case re- 
port. Borson, Oc, 1348—1349 

case report of irritable bowel syndrome treated 
with doxepin. Gartrell, Oc, 1351-1353 

coping with pain, developmental approach to 
treatment of burned children. Stoddard. Je, 736- 
740 

ECT for depression caused by lupus cerebritis, 
case report. Douglas, De, 1631-1632 

effect of denial on cardiac health and psychological 
assessment, Dimsdale, No, 1477-1480 

long-term outcome of jejuno-ileal bypass surgery 
for superobesity, psychiatric assessmznt. Cas- 
telnuovo-Tedesco, Oc, 1248-1252 

minor physical anomalies in alcoholic and schizo- 
phrenic adults and hyperactive and autistic chil- 
dren. Gualtieri, My, 640—643 

patients with psychogenic abdominal paine six 
years' observation in medical setting. Dross- 
man, De, 1549-1557 

Physicians 

difficulties in integration of psychological and 
medical practices. Brown, comment of Leigh, 
De, 1576-1587 

Physostigmine 

haloperidol and, treatment of acute pher.cyclidine 
intoxication. Castellani, Ap, 508—510 

multiple-dose intravenous, enhancement of memo- 
ry processes in Alzheimer's disease wizh. Davis, 
No, 1421-1424 

Pimozide 

impotence associated with (ltr to ed). Ananth, Oc, 
1374 

Plasma Drug Levels see Blood Drug Levels 

Poland 

psychotherapy in. Aleksandrowicz, Au, 1051-1054 

Political Prisoners 

fear of freedom, psychological decompensation or 
existentialist phenomenon? Gluzman, Ja, 57-61 

Pornography 

pornographic imagery and prevalence о? paraphi- 
lia. Dietz, No, 1493-1495 

Positron Emission Tomography 

' F2-deoxy-2-fluoro-D-glucose as tracer in posi- 
tron emission tomographic study of senile de- 
mentia, Farkas, Mr, 352-353 

Posttraumatic Stress Disorder see also Stress 

among group of Viet Nam veterans, discriminant 
analysis of. Frye, Ja, 52-56 

assessment of Viet Nam veterans for, ir Veterans 
Administration disability claims. Atk nson, Se, 
1118-1121 

evaluating prisoners of war (Itr to ed). Corcoran, 
Ja, 134-135 

Prayers, Bedtime 

unsuspected cause of bedtime fears (Hr to ed). 
Veith, Se, 1219 

Pregnancy 

conflict among psychiatric residents in response 
to. Auchincloss, Je, 818-821 

current perspective of pseudocyesis. Cohen, Se, 
1140-1144 

Premature Ventricular Contractions see Cardiac 
Side Effects 

Premenstrual Symptoms see Menstrual Cycle 

Presley, Elvis 


Д 
reactive hypomania, Кого, апа (Itr to ed). Weller, 


Jy, 970 (Itr to ed: Rumbaut, De, 1647) 
Prisoners of War 
evaluating (Itr to ed). Corcoran, Ja, p my, HN 
Prison Psychiatry 
detention and rearrest rates of persons found not 
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guilty by reason of insanity and convicted fel- 
ons. Pasewark, Jy, 892-897 

sadistic abuse, of haloperidol (Itr to ed). Wedding- 
ton, Ja, 132-133 

suicide and homicide in US prisons (ltr to ed). 
Lester, No, 1527-1528 

Private H8spitals 

growth of investor-owned psychiatric hospitals. 
Levenson, Jy, 902—907 

Private Practice 

Medicaid participation by psychiatrists in. Mitch- 
ell, Je, 810-813 

Process-Oriented Approach 

to ward staff meetings, critique of. Abrams, Je, 
769-773 

Prolactin 

cortisol and, levels, plasma, in psychiatric pa- 
tients, effect of dexamethasone on. Meltzer, Je, 
763-768 

secretion, in affective disorders (ltr to ed). 
Mendlewicz, Mr, 385 

variability of hormonal responses to series of 
neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39-44 

Propranolol 

chlorpromazine and, therapy, combined, adverse 
effects of. Miller, Se, 1198-1199 

.depression and. Petrie, Ja, 92-94 (ltr to ed: Ka- 
layam, Oc, 1374-1375) 

desipramine and premature ventricular contrac- 
tions (Itr to ed). Gorman, reply of Jones, Ja, 142 

efficacy of, in patient with tardive dyskinesia and 
extrapyramidal syndrome. Chaudhry, My, 674— 
676 

hallucinations, sleep disturbance, and (ltr to ed). 
Fleming, Ap, 540—541 

substitution of atenolol for, in case of propranolol- 
related depression. McNeil, Se, 1187-1188 

Pseudocholinesterase 

true and pseudo cholinesterases in depression. 
Mathew, Ja, 125-127 

Pseudocyesis 

current perspective of. Cohen, Se, 1140-1144 

Pseudodementia 

in elderly woman with schizophrenia. Bienenfeld, 
Ja, 114—115 (Itr to ed: Fisman, Je, 846) 

severe depressive, dexamethasone suppression 
test in two patients with. McAllister, Ap, 479- 
481 

severe depressive, with and without dementia. 
McAllister, My, 626—629 (ltr to ed: Pearce, De, 
1648) 

Psychiatric Autopsy 

psychiatric autopsy (Itr to ed). Bendheim, reply of 
Rappeport, Oc, 1379 

Psychiatric Status Schedule 

for Asian Americans. Yamamoto, Se, 1181-1184 

Psychiatrists 

anniversary reactions in therapists. Granet, De, 
1599-1600 

CMHCs and medical model (Itr to ed). Brill, Ap, 
536 

definition of psychiatrist. Langsley, Ja, 81-85 

difficulties in integration of psychological and 
medical practices. Brown, comment of Leigh, 
De, 1576-1587 

nonphysician professionals’ view of (itr to ed). 
Atwood, Au, 1077 

"other mental health workers" in community 
mental health centers (ltrs to ed). Nitzberg; 
Janicak, reply of Berlin, Mr, 384—385 

student definition of role models (Ит to ed). Blythe, 
My, 703 

Psychiatrist- Witness 

legal guilt and. Bursten, Je, 784—788 (ltr to ed: 
Lomas, De, 1648) 

« Psychiatry 

alternative mental health services and. Gordon, 
My, 653-656 

difficulties in integration of psychological and 
méffical practices. Brown, comment of Leigh, 

* бе, 1576-1587 

medical students’ evaluation of, cross-country 


. comparison. Yager, Au, 1003—1009 

organic-dynamic continuum in, trends in attitudes 
among third-year residents. Coryell, Ja, 89-91 
(ltr to ed: Casariego, Oc, 1381) 

program for late twentieth-century psychiatry. 
Unger, Fe, 155—164; correction, Ap, 541 

psychiatry's contribution to medical ethics educa- 
tion. Sider, Ap, 498—501 

significance for, of global mental health coalition, 
are we for mental health as well as against 
mental illness? (edtl). Brody, De, 1588-1589 

Psychiatry, Recruitment Into see Recruitment 

Psychiatry Resident In-Training Examination 

assessing assessment, content and quality of psy- 
chiatry in-training examination. Strauss, Ja, 85- 
88 

Psychoanalysis 

anorexia nervosa, therapy and theory. Bruch, De, 
1531—1538 

dream of Irma's injection, structural! analysis. 
Kuper, Oc, 1225-1234 

questions about self psychology (ltr to ed). Clem- 
ents, Se, 1216-1217 

Psychological Model 

program for late twentieth-century psychiatry. 
Unger, Fe, 155-164; correction, Ap, 541 

Psychological Practices 

difficulties in integration of psychological and 
medical practices. Brown, commeat of Leigh, 
De, 1576-1587 

Psychologists 

"other mental health workers" in community 
mental health centers (ltrs to ed), Nitzberg; 
Janicak, reply of Berlin, Mr, 384—335 

Psychosis 

d-amphetamine-induced heterogeneous changes in 
psychotic behavior in schizophrenia. van Kam- 
men, Au, 991-997 

associated with clonidine withdrawal. Adler, Ja, 
110-112 

confusional paranoid, after withdrawal from sym- 
pathomimetic amines, two case reports. De- 
Veaugh-Geiss, Se, 1190—1191 

factitious, phenomenology, family history, and 
long-term outcome of nine patients. Pope. No, 
1480-1483 

periodic, of puberty, case report. Berlin, Ja, 119— 
120 

possible drug differentiation of psychoses (ltr to 
ed). Gillman, Mr, 384 

progression of olfactory reference syndrome to 
mania, case report. Davidson, De, 1623-1624 

psychiatric changes associated with excess of folic 
acid. Prakash, Se, 1192-1193 

use of loxapine to treat patient with psychotic 
depression. Goldschmidt, Jy, 946-947 

violent and suicidal behavior in psychotic adoles- 
cents. Inamdar, Jy, 932-935 

Psychosomatic Disorders see also Physical Шпеѕѕ 
and Impairment 

patients with psychogenic abdominal pain, six 
years’ observation in medical setting. Dross- 
man, De, 1549-1557 

Psychosurgery 

modified leukotomy in treatment of intractable 
obsessional neurosis. Tippin, De, 1601—1603 

Psychotherapy 

anniversary reactions in therapists. Granet, De, 
1599-1600 

anorexia nervosa, therapy and theory. Bruch, De, 
1531-1538 

with black men, survey of. Jones, Se, 1174—1177 

combining treatments for depression (ltr to ed). 
Rothschild, No, 1521-1522 

dying with friends, implications for psychothera- 
pist. Lewis, Mr, 261-266 

dynamic, learning, longitudinal study. Buckley, 
De, 1607-1610 

effectiveness of, problems of research on complex 
phenomena. Hine, Fe, 204-208 (ltr to ed: 
Shaner, Se, 1218) 

evaluating. London, Je, 709-717 

family or individual therapy, ethics of modality 
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choice. Sider, No, 1455-145€ 

outcome studies, training psycho-herapists to рат- 
ticipate in. Weissman, No, 1142-1446 

overview, sex of therapist. Mosul, Ја, 1-11 

pharmacotherapy and, toward irtegrative model. * 
Karasu, Se, 1102-1113 

in Poland. Aleksandrowicz, Au, 1051—1054 

proving efficacy of, to governrent, bureaucratic 
solution? (edtl). Karasu. Je, 729-790 

research evidence and reimbu sement decisions, 
Bambi meets Godzilla. Parlo T, Je, 718-727 

standard versus individual trea ment for researc} 
subjects (itr to ed). Overley reply of 
Jy, 968—969 

Puberty see Adolescence 

Puerto Ricans 

espiritismo and medical care (| 
Ramos, Se, 1216 

psychiatric training issues, Р 
tive. Arce, Ap. 461—465 
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Rabbit Syndrome 

more on differential diagnosis q 
(Itr to ed). Kramer, Ap, 536 

Race see also Asians; Blacks | 

racial and geographic differences in psychopathol- 
ogy of schizophrenia. Adebir-pe, Jy, 883-891 

Radio Headphones | 

auditory hallucinations treated by, Feder, Se, 
1188-1190 

Rape i 

victims, follow-up study of. Nielson, Oc, 1266- 
1270 Н 


“tardive dyskinesia 


Rapid Cycling П 

drug-induced, possible outcores and manage- 
ment. Oppenheim, Jy, 939-91] 

Rating Scales see Tests, Psychological 

Reactive Hvpomania 

Elvis Presley, koro, and (ltr to ed}. Weller, Jy, 970 
(ltr to ed: Rumbaut, Се. 164^: 

Records, Psychiatric 

variations based on disc.pline end patient zharac- 
teristics, with implications f»r quality of care. 
Perlman, Se, 1154—1157 

Recruitment 

medical school factors end carcer choice of psy- 
chiatry. Sierles, Au, 1040-1082 

in psychiatry, medical education and (edtl). 
Pardes, Au, 1033—1035 

tracking, answer ta psycaiatry': recruitment prob- 
lem? Weintraub, Au, 1036-[»39 

Rehabilitation see Aftercare 

Relapse 

of psychiatric patients .n fost:r care. Linn, Je, 
778—783 

Relatives see Genetics 

Relaxation Treatment 

side effects of. Jacobsen, Jy, 9:2-953 

Reliability 

assessment of, in multicenter collaborative re- 
search with videotape approach. Andreasen, Jy, 
876—882 

of axis II of DSM-III. Mellsop. Oc, 1360-136] 

Religion 

charismatic religious sects anc psychiatry, over- 
view. Galanter, De, 1539--15.8 

espiritismo and medical care (Fr to ed). Guevara- 
Ramos, Se, 121€ 

modern Christian healing of rental illness. Fa- 
vazza, Je, 728—735 

Relinquishment . 

relinquishment and its materaal complications, 
preliminary study. Ryaearsoa, Mr, 338—440 

REM Sleep see Sleep, REM 

Renal Dysfunction - 

lithium and kidney, review. Rarsey, Ар, 443—449 

Research 

on complex phenomena, prob-ems of, effective- 
ness of psychotherapy. Hine, Fe, 204-203 (Itr to , 
ed: Shaner, Se, 1218) 

double-blind ih darger, untowatd consequences of 
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mnilticenter collaborative, assessment of reliability 
in, with videotape approach. Andreasen, Jy, 
876-882 
* psychobiology, patients, controlled study of satis- 
faction among. Kalman, Mr. 344—347 
subjects, standard versus individual treatment for 
(ltr to ed). Overley, reply of Bellack, Jy, 968- 
969 
training psychotherapis:s to participate in psycho- 
therapy outcome studies. Weissman, No, 1442- 
1446 
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chief resident, does gender make a 
sler, De, 1610-1613 

it airong, in response to preg- 
85, Je, 818—821 

nce and ramifications of psy- 
overview. Campbell, No, 












psychiatife 
cifference? Кё 
psychiatric, confli 
nancy. Auchincl 
Sy CONO NC, prerai 
chopathology ini 
1405—1411 
third-year, trends їп attitudes among. organic- 
dynamic continuum in psychiatry. Coryell, Ja, 
88-91 (Itr to ed: Casariego, Oc, 1381) 
Respiratory Dysfunction 
high carbohydrate loads and respiratory failure in 
depressed elderly’ patients (Itr to ed). Jenike, Jy, 
968 
respiratory dyskinesia and dysarthria from pro- 
longed neuroleptic use. tardive dyskinesia? Fa- 
heem, Ар, 517-518 
Reiroperitoneal Fibrosis 
haloperidol and (ltr to ed). Jeffries, No, 1524-1525 
Right to Refuse Treatment 
Boston State Hospital case, conflict of civil liber- 
ties and true liberalism. Schultz, Fe, 183-188 
institutional realities behind ccurt decisions (ltr to 
ed). Stone, reply of Perr, Ja, 131 
sustaining treatment with hospitalized patient who 
refuses treatment. Geller, Ja, 112-113 
Role Models 
student definition of (ltr to ed). Blythe. My, 703 
Russia see Soviet Union 


Salbutamol 

noradrenergic drugs and affective disorders (Itr to 
ed). Abensour, Ja, 142-143 

Saliva 

inhibition of salivary and lacrimal secretion by 
enkephalin analogue (Itr to ed). Sullivan, Mr, 
385-386 

sialorrhea as side effect of lizhium. case report. 
Donaldson, Oc, 1350-1351 

Schizoaffective Disorder 

middle ear muscle activity during REM sleep in 
schizophrenic, schizoaffective, and depressed 
patients. Benson, Мо, 1474-1476 

Schizophrenia, Diagnosis of 

childhood schizophrenia. present but not account- 
ed for. Cantor. Je, 758-762 

definition of "schizoph-eniform »sychoses"' (Itr to 
ed). Langfeldt. My. 703 

effects of labeling. blind and nonblind ratings of 
social skills in schizophrenic and nonschizo- 
phrenic control subjects. Lincsay, Ее, 216-219 

failure to find evidence of schizophrenia in first- 
degree relatives of schizophrenic probands. 
Pope, Je, 826-828 

late-onset schizophrenia (ltr to ed). Essa, No, 1528 

mad or bad? some clinizal considerations in misdi- 
agnosis of schizophrenia as antisocial personal- 

S. ne ity disorder. Travin. Ос, 1335-1338 

possible drug differentiation of psychoses (ltr to 
ed). Gillman, Mr. 384 
pseudodementia in elderly woman with schizo- 
phrenia. Bienenfeld, Ja, 112—115 (Itr to ed: Fis- 
' man, Je. 846) 

"refractory" patients and loxapine, schizophrenia 
or mania? (ltr to єй). Steele, reply of Ere- 
shefsky. My, 701—702 

reliability and validity of emotional blunting as 


_ criterion for. Boeringa, Se. 113121135 
' 


study of DSM-III schizophreniform disorder. Fo- 
gelson, Oc, 1281-1285 

Schizophrenia, Research in 

abnormal dexamethasone suppression test results 
in chronic schizophrenic patients. Dewan, No, 
1501—1503 

blood S-adenosyl-L-methionine levels in psychiat- 
ric disorders. Cohen, Fe, 229-231 

cerebellar atrophy and schizophrenia (ltr to ed). 
Koller, reply of Luchins, Je, 846-847 

cerebellar vermis dimensions on computerized 
tomographic scans of schizophrenic and bipolar 
patients. Lippmann, My, 667-668 

effect of antipsychotic medication on speed of 
information processing in schizophrenic pa- 
tients. Braff, Se, 1127-1130 

effect of neuroleptic drugs on platelet monoamine 
oxidase in psychiatric patients. Meltzer, Oc, 
1242-1248 

endogenous modulation of monoamine oxidase in 
schizophrenic and normal humans. Becker, De, 
1567-1570 

erythrocyte calmodulin in chronic schizophrenia. 
Schreiber, Ja, 106-108 

familial and sporadic schizophrenia, symptomatic, 
prognostic, and EEG comparison. Kendler, De, 
1557-1562 

fluphenazine decanoate and tardive dyskinesia (Itr 
to ed). Schiff, reply of Csernansky, Jy, 969-970 

genetic relationship between paranoid personality 
disorder and ''schizophrenic spectrum" disor- 
ders. Kendler, Se. 1185-1186 

hemispheric asymmetries and schizophrenia. An- 
dreasen, Ap, 427-430 

markedly elevated creatine phosphokinase levels 
after neuroleptic withdrawal. Malas, Fe, 231- 
232 

middle ear muscle activity during REM sleep in 
schizophrenic, schizoaffective, and depressed 
patients. Benson, No, 1474-1476 

minor physical anomalies in alcoholic and schizo- 
phrenic adults and hyperactive and autistic chil- 
dren. Gualtieri, My, 540—643 

onset of depressive psychiatric crises and men- 
strual cycle. Abramowitz. Ap. 475-478 

platelet MAO activity and schizophrenic progno- 
sis. Gruen, Fe, 240-241 

racial and geographic differences in psychopathol- 
ogy of schizophrenia Adebimpe, Jy, 888-891 

schizophrenia and cerebral asymmetry detected 
by computed tomography. Luchins, Је, 753-757 

serum creatine phosphokinase levels in patients 
meeting St Louis research diagnostic criteria for 
schizophrenia. Schubert, Ap, 491-493 

serum levels of anticholinergic drugs and impaired 
recent memory in chronic schizophrenic pa- 
tients, Tune, No, 1460-1462 

sexual histories and premenstrual affective syn- 
drome in psychiatric inpatients. Friedman, No. 
1484—1486 

subnormal CSF levels of neurotensin in subgroup 
of schizophrenic patients, normalization after 
neuroleptic treatment. Widerlóv, Se, 1122—1126 

ventricular enlargement in schizophrenia, defini- 
tion and prevalence. Andreasen, Mr, 292-296 

ventricular enlargement in schizophrenia, relation- 
ship to positive and negative symptoms. An- 
dreasen. Mr, 297-302 

Schizophrenia, Treatment of 

d-amphetamine-induced heterogeneous changes in 
psychotic behavior in schizophrenia. van Kam- 
men. Au, 991—997 

clonazepam treatment of chronic schizophrenia, 
negative results in double-blind, placebo-con- 
trolled trial. Karson, De. 1627-1628 

diazepam in schizophrenia, preliminary double- 
blind trial. Jimerson. Ap, 489-491 

effect of length of inpatient treatment for chronic 
schizophrenia. Caton. Jy. 856-861 

growth hormone levels and lithium ratios as pre- 
dictors of success of lithium therapy in schizo- 
phrenia. Hirschowitz, My. 646-649 

intensive treatment with haloperidol of treatment- 
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resistant chronic schizophrenic patients. Hollis- 
ter, No, 1466-1468 

intermittent medication for stable schizophrenic 
outpatients, alternative to maintenance medica- 
tion. Herz, Jy, 918-922 . 

RBC and plasma levels of haloperidol and clinical 
response in schizophrenia. Smith, &u, 1054— 
1056 

response to gluten versus neuronal damage (itr to 
ed). Dohan. Oc, 1376 

toward definition and delivery of appropriate care 
(edt). Glick, Jy, 908-909 

uncited studies of ECT and schizophrenia (ltr to 
ed). King, reply of Salzman, Ap, 540 

Schizophreniform Disorder 

DSM-IH, study of. Fogelson, Oc, 1281--1285 

Schizophreniform Psychoses 

definition of (Itr to ed). Langfeldt, My, 703 

Scientific Method 

science and psychotherapy (ltr to ed). 
reply of Hine. Se, 1218 

Seizures see also Epilepsy 

are hysterical seizures more than hystcria? Re- 
search Diagnostic Criteria, DSM-III, and psy- 
chometric analysis. Stewart, Jy, 926-929 

associated with amoxapine (ltr to ed). Koval, Je, 
845 


Shaner, 


effects of meditation (Itr to ed). Donaldson, reply, 


of Shapiro, Se, 1217-1218 

grand mal, induced by maprotiline. Holliday, My, 
673-674 

maprotiline hydrochloride and convulsions, case 
report, Schwartz, Fe, 244—245 (Itrs to ed: Kim, 
Je, 845-846: Price, Au, 1080—1081) 

Self-Injurious Behavior 

psychotic, in patient with severe mental retarda- 
tion, electroconvulsive treatment of. Bates, Oc. 
1355-1356 

Seif Psychology 

questions about (Кг со ed). Clements, Se, 1216- 
1217 

Separation Anxiety Disorder 

indication for use of imipramine in attention deficit 
disorder. Cox, Au, 1059-1060 

Serotonin 

aggression, suicide, and, relationships to CSF 
amine metabolites. Brown, Je, 741—746 

biochemical differences in children witk conduct 
disorder socialized and undersocialized. Roge- 
ness, Mr. 307-311 

REM sleep and depression, common neurobiologi- 
cal control mechanisms. McCarley, My, 565- 
570 

serotoninergic agents in treatment of isolated sleep 
paralysis. Snyder, Se, 1202-1203 

syndrome, possible development of, in man. Insel, 
Jy, 954-955 

Serum Levels see Blood Drug Levels 

Sex Differences 

blood S-adenosyl-L-methionine levels in psychiat- 
ric disorders. Cohen, Fe, 229-231 

sex of therapist. overview. Mogul, Ja, 1—11 

psychiatric chief resident, does gender make a 
difference? Kessler, De. 1610—1613 

Sex Reassignment see Transsexualism 

Sex Role Ideology see Women 

Sexual Abuse 

in childhood, proximate effects of, report on 28 
children. Adams-Tacker, Oc. 1252-1256 

follow-up study of rape victims. Nadelson. Oc, 
1266-1270 

Sexual Disorders see also Paraphilias 

antipsychotic drug therapy and sexual dysfunction 
in men. Mitchell, My, 633-637 

case report of inhibition of ejaculation and retro- 
grade ejaculation as side effects of amoxapine. 
Schwarez, Fe, 233~234; correction, My, 704 (itr, 
to ed: Shen, Se, 1220-1221) 

case report of painful ejaculation as side effect of 
amoxapine. Kulik, Fe, 234—235 {ltr to ed: Shen, 
Se, 1220-1221) ~ 

children eroticized by incest. Yates, Ар, 482248% 
(itr to ed: Tracy, Oc, 1378) 
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impotence associated with pimozide (ltr to ed). 
Ananth, Oc, 1374 
reversal by bethanechol of sexuel dysfunction 


caused by anticholinergic antidepressants. 
Gross, Se, 193-1194 
three cases of*female anorgasmia associated with 
MAOIs. &.esko, Oc, 1353-1354 
Sexual Histories 
premenstrual affective syndrome and, in psychiat- 
ric inpatients. Friedman, No, 1484—1486 
Sialorrhea 
as side effect of lithium, case report. Donaldson, 
Oc, 1350-1351 
Side Effects see Drug Side Effects 
Sleep Deprivation 
cortisol secretion and (Itr to ed). Arató, Ja, 135 
Sleep Disorders 
center, effectiveness of, 9-month fcllow-up. Hauri, 
My, 663—666 (Itr to ed: Regestein, Oc, 1379) 
primer on geriatric psychopharmacology. Salz- 
man, Ja, 67-74 
propranolol, hallucinations, and sleep disturbance 
(Кг to ed). Fleming, Ap, 540-541 
serotoninergic agents in treatment of isolated sleep 
paralysis. Snyder, Se, 1202-1203 
Sleep, REM 
cholinergic regulation of mood and, potential mod- 
. el and marker of vulnerability to affective disor- 
Ы der, Sitaram, My, 571-576 
p depression and, common neurobiological control 
mechanisms. McCarley, My, 565—570 
middle ear muscle activity during, in schizophren- 
ic, schizoaffective, and depressed patients. Ben- 
son, No, 1474-1476 
sleep REM latency in hyperkinetic boys. Khan, 
Oc, 1358-1360 
** Smoking 
depression and (itr to ed). Flanagan, Ap. 541 (Itr to 
ed: Cohen, Au, 1081-1082) 
Social Skills 
blind and nonblind ratings of, in schizophrenic and 
nonschizophrenic control sub'ects, effects of 
labeling. Lindsay, Fe, 216-219 
standard versus individual treatment for research 
subjects (Itr to ed). Overley, reply of Bellack, 
Ју, 968-969 
Social Systems 
human ecology and mental illness. Wilkinson, Au. 
985-990 
social networks and mental health, overview. 
Greenblatt, Au, 977-984 
Social Workers 
"other mental health workers" in community 
mental health centers (ltrs to ed). Nitzberg: 
Janicak, reply of Berlin, Mr. 384-385 
Socioeconomic Status 
low. depressive symptoms and diagnosis of affec- 
tive disorder in clinic population of. Wold, Jy. 
916-918 


South Africa 
another study of manic-depression among poor 
blacks (Itr to ed). Freed, Ja, 141-142 
Soviet Union 
fear of freedom, psychological decompensation 
or existentialist phenomenon? Gluzman, Ја. 
57-61 
Speech see Language 
Staff Meetings 
ward. critique of process-oriented approach to. 
Abrams, Je, 769-773 
Stage Theories 
stage theory of (Itr to ed). Wikler, Je, 844 
State Hospitals see Hospital Psychiatry 
Stress see also Posttraumatic Stress Disorder 
changes in children's behavior after natural disas- 
ter. Burke, Au, 1010-1014 
forced silence, neglected dimension of trauma. 
* Lister, Jy, 872-876 
impairment in Holocaust survivors after 33 years, 
* data from unbiased community sample. Eaton. 
Je, 794771 (Кг to ed: Niederland, De, 1646) 
in"médical school, effect of marital status on. 
Coombs, No, 1490-1493 


Д 
ghreat of nuclear war (ейи). Grinspoon, Oc, 1313- 
1314 
Structural Analysis 
dream of Irma's injection. Kuper, Oc, 1225-1234 
Suicide 
adolescent, prediction of, population model. Ho- 
linger, Mr, 302-307 
aggression, serotonin, and, relationships to CSF 
amine metabolites. Brown, Je, 741—746 
attempts in children and adolescents. Garfinkel, 
Oc, 1257-1261 
homicide and, in US prisons (ltr to ed). Lester, 
No, 1527-1528 
neuroendocrine risk factors of suicidal behavior. 
Ostroff, Oc, 1323-1325 
suicidal behavior and DST, lack of association (ltrs 
to ed). Coryell; Kronfol, Se, 1214-1215 
violent and suicidal behavior in psychoiic adoles- 
cents. Inamdar, Jy, 932-935 
Surveys, Attitude see Attitude Surveys 
Swallowing see Dysphagia 
Sympathomimetic Amines see Amphetamine 
Synergism see Drug Interactions 
`T 
Tardive Dyskinesia 
coexistence of parkinsonism-like symptoms and. 
Richardson, Mr, 341-343; correction. Oc, 1382 
(Itr to ed: Goetz, No, 1526) 
dyskinesia and unipolar depression (ltr to ed). 
Appelbaum, Ja, 140-141; correction, Mr, 387 
extrapyramidal syndrome and, efficacy of pro- 
pranolol in patient with. Chaudhry, My. 674- 
676 ` 
fluphenazine decanoate and (ltr to ed). Schiff, 
reply of Csernansky, Jy, 969-970 
fluphenazine decanoate, haloperidol, and (itr to 
edi. Waddington, My, 703-704 
fluphenazine enanthate and fluphenazine decano- 
ate in treatment of schizophrenic cutpatients, 
extrapyramidal symptoms and therapeutic ef- 
fect. Chouinard, Mr, 312-318: correction, Je, 
847—848 
follow-up study on reversibility of. Wegner, Mr, 
368-369 
lecithin for (itr to ed). Wilbur, Oc, 1375 
more on differential diagnosis of (Itr to ed). Kra- 
mer, Ap, 539 
perception of. in outpatients receiving mainte- 
nance neuroleptics. Rosen, Mr, 372-373; correc- 
tion, Jy, 970 (Itr to ed: Hamer, Se, 1218-1219) 
prevalence of spontaneous oral dyskinesia in el- 
derly. Varga, Mr, 329-331 
respiratory dyskinesia and dysarthria from pro- 
longed neuroleptic use, tardive dyskinesia? Fa- 
heem, Ap, 517-518 
reversible and irreversible, case report. Chouin- 
ard. Mr. 360—362; correction, Je, 848 
swallowing, anticholinergics, and (ltr to ed). Craig, 
Au, 1083 
Tears 
inhibition of salivary and lacrimal secretion by 
enkephalin analogue (ltr to ed). Sullivan, Mr, 
385—386 
Tests, Psychological 
development and validation of Vietnamese-lan- 
guage depression rating scale. Kinzie, Oc, 1276- 
1281 
empirically derived rating scale for quantifying 
patient assets. Kass, Mr, 370—371 
global deterioration scale for assessment of pri- 
mary degenerative dementia. Reisberg. Se, 
1136-1139 
Psychiatric Status Schedule for Asian Americans. 
Yamamoto, Se, 1181-1184 
Theophylline 
lithium and, concurrent use of, in patient with 
chronic obstructive lung disease and bipolar 
disorder. Sierles, Ja, 117-118 
Therapeutic Community 
acute admission ward as. Steiner, Jy, 897-901 
Therapy see Psychotherapy 
Thiazide Diuretics see Hydrochlorothiazide 
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Thioridazine 

corneal and lenticular opac:tiss in mentally retard- 
ed young adults treatec with calorpromazine 
and. Gualtieri, Se, 1178-1130 

effects of withdrawal dyskinesias and, on work- 
shop performance of mentally ;2tarded ycung 
adults. Breuning, No, 1447-1452 

efficacy of antipsychotic medicaticrs in behavior- 
ally disturbed dementia patiens Barnes, Se. 
1170-1174 

epistaxis in hypertens.ve patients taking (ltr to ed). 
Idupuganti, Au, 1083-1054 

Thiothixene 

serum level monitoring of, in schizoohrenia, acute 
single-dose levels at fixed doses. Yesavage Fe, 
174-178 

Thyroid Disorders 

application of biological markers in depressioa 
secondary to thyrotoxicosis. Kranfol, Oc, 1319- 
1322 

thyroid-stimulating hormore and depression (ltr to 
ed). Stewart, De, 1646 

Thyroid-Stimulating Hormone 

depression and (itr ta ed). Stewart, De. 1646 

persistent elevation of, in women with bipolar 
affective disorder. O'Shanick, Ар, 513-514 

Thyrotropin-Releasing Hormone Stimulation Test 

neuroendocrine interrelationships in major depres- 
sive disorder. Targum, М-, 287-286 

serum thyrotropin response to thy rotropin-releas- 
ing hormone in psychiatric patients, review. 
Loosen, Ap, 405-416 

TSH and MHPG levels of depressed patients (ltr 10 
ed). Gwirtsman, reply of Davis Jy, 967-958 

variability of hormonal responses to series of 
neuroendocrine challenges im depressed pa- 
tients. Winokur, Ja, 39-44 

Toxicity 

case of amoxapine overdose. Bock De. 1619-1620 

cimetidine neurotox:city and anticholinergic activ- 
ity (Itr to ed). Sm.tz, My 704 

delirium induced by poisoning wt anticholinergic 
agents. Brizer, Oc, 1343-1344. 

mental retardation and "nontoxiz" lead levels. 
David, Je, 806-802 (Itr to ed: Ermhart. No. 1524) 

physostigmine and haloper dol trzatment of acute 
phencyclidine intoxication. Cestellani, Ар, 508— 
510 

plasma imipramine concentraticns in patients re- 
ceiving concomrant fluphenazine decanoate. 
Siris, Ja, 104—106 

questions about combined ithium and haloperidol 
treatment (ltrs to ed). Rador&r; Reid, reply of 
Frankel, Ap, 537-538 

trazodone overdose (ltr to ed.. Lippmana. Oc, 
1373 

tricyclic-antidepressant-incuced delirium and plas- 
ma drug concentvation. Preskorn, Je, 822-823 

Tracking 

answer to psyclratry's recra tment 
Weintraub, Au, 1036-1039 

Training Supervision 

as separate faculty role. Borus. Ос, 1339-1342 

Transsexualism 

sex reassignment surgery, hiscorical, biozthical, 
and theoretical issues. Lothstein, Ap, 417-426 

Trauma see also Stress 

neglected cimensicn of, ferced silence. Lister. Jy, 
872-876 

Trazodone 

in depressed outpztients. Rickels, Је, 803-80€ 

overdose (ltr to ed). Ілррпапк, Dc. 1373 

Tremors 

high alcoholism rate in patiens with essential 
tremor. Schroeder, No. 1471—1473 = 

nadolol use for cerebellar trenzr (Иг to ed). Ed- 
wards, No. [522 

Tricyclics see Antidepressants, l'ricyclic 

L-Triiodothyronine (Тз) 

potentiaticn of anridepr2ssant effects by. n tricy- 
clic nonresponders. Goodwin. Ја, 34-3% (ltrs to 
ed: Kirsten. Jy. 966; Lipsch tz. Jy, 966: Ex:ein. 
Jy. 966-967) * 
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variability of hormonal responses to series of 

< neuroendocrine challenges in depressed pa- 
tients. Winokur, Ja, 39—44 

L-Tryptophan 

in maintenance treatment of bipolar H manic- 
depressive illness. Вейтпап, No, 1498-1499 

serotoninergic agents in treatment of isolated sleep 
paralysis. Snyder, Se, 1202-1203 

TSH see Thyroid-Stimulating Hormone 

Tumors see Cancer 


U 


Urinary Incontinence see Enuresis 

Urinary Retention 

hypnosis for (ltr to ed). Cempbell, Au, 1082—1083 
Utilization see Delivery, Mental Health Services 
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Vaillant, George . 

empirical test of Vaillant's hierarchy of ego func- 
tions. Battista, Mr, 356-357 

Ventricular Enlargement ` 

computerized axial tomography in young autistic 
children, Campbell, Ap, 510—512 

in schizophrenia, definition and prevalence. An- 
dreasen, Mr, 292-296 

in schizophrenia, relationship to positive and nega- 
tive symptoms. Andreasen, Mr, 297-302 

Verapamil 

effectiveness of, in treatment of manic patient. 
Dubovsky, Ap, 502-504 

Videotape 

approach, assessment of rel-ability in multicenter 
collaborative research with. Andreasen, Jy, 
876—882 

Psychiatric Status Schedule for Asian Americans. 
Yamamoto, Se, 1181-1184 

Vietnamese Patients 

development and validation of Vietnamese-lan- 
guage depression rating scele. Kinzie, Oc, 1276~ 
1281 

Viet Nam War see Posttraumatic Stress Disorder 

Yiolence i 

aggression, suicide, and serotonin, relationships to 


CSF amine metabolites. Brown, Je, 741-746 . 

assaultive behavior among chronic inpatients. 
Tardiff, Fe, 212-215 (Itr to ed: Lakovics, Je, 
847) 

chronic phencyclidine abuse and physical assault. 
Khajawall, De, 1604—1606 

clonazepam treatment of chronic schizophrenia, 
negative results in double-blind, placebo-con- 
trolled trial. Karson, De, 1627-1628 

forced silence, neglected dimension of trauma. 
Lister, Jy, 872-876 ` 

lithium in aggressive behavior. Schiff, Ос, 1346- 
1348 

physical assault during Amytal interview (Кт to 
ed). Pulman, De, 1647-1648 

among psychiatric inpatients, epidemiologic study 
of problems associated with: Craig, Oc, 1262- 
1266 

psychomotor epilepsy and, in group of incarcerat- 
ed adolescent boys. Lewis, Ту, 882—887 

short-term civil commitment and violent patient. 
Yesavage, Se, 1145-1149 

suicide and homicide in US prisons (Иг to ed). 
Lester, No, 1527-1528 

violent and suicidal behavior in psychotic adoles- 
cents. Inamdar, Jy, 932-935 ` 

Vision 

visual effects of psychoactive short-chain neuro- 
peptide. Dornbush, Mr, 354—355 


Ww 


Water Intoxication 

self-induced, demeclocycline in prophylaxis of. 
Nixon, Je, 828-830 (Itr to ed: McNeil, No, 1525) 

Widows see Bereavement 

Witch Hunts 

criticisms of psychopathological interpretation of, 
review. Schoeneman, Au, 1028-1032 

Withdrawal 3 

of antiparkinsonians, abrupt versus gradual (Кг to 
ed). Weiner, reply of Manos, Fe, 256-257 

clonidine, psychosis associated with. Adler, Ja, 
110-112 р 

dyskinesias, effects of thioridazine and, оп work- 
shop performance of mentally retarded young 
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adults. Breuning, No, 1447-1454 

neuroleptic, markedly elevated creatine phospho- 
kinase levels after. Malas, Fe, 2312232 

recurrence of depression after discontinuation of 
long-term amitriptyline treatment. Bialos, Mr, 
325-329 . 

from sympathomimetic amines, confusional para- 
noid psychosis after, two case reports. De- 
Veaugh-Geiss, Se, 1190-1191 

Women 

authors, contribution of, to psychiatric and other 
medical journals, 1951-1975. Rosenblatt, Mr, 
334—338 . 

with bipolar affective disorder, persistent eleva- 
tion of thyroid-stimulating hormone in. O'Shan- 
ick, Ap, 513-514 

comments on feminist issues (itr to ed). Myers, 
reply of Leichner, Au, 1080 

"editorial" remarks (ltr to ed). Shapiro, reply of 
Benedek, Au, 1079—1080 

follow-up study of rape victims. Nadelson, Oc, 
1266-1270 

hysteria and. Chodoff, My, 545-551; correction, 
Au, 1084 

onset of depressive psychiatric crises and men- 
strual cycle. Abramowitz, Ар, 475-478 ` 

overview, sex of therapist. Mogul, Ja, 1—11 

periodic psychosis of puberty, case report. Berlin, 
Ja, 119-120 

psychiatric chief resident, does gender máke a 
difference? Kessler, De, 1610—1613 

sexual histories and premenstrual affective syn- 
drome in psychiatric inpatients. Friedman, No, 
1484—1486 

World Federation for Mental Health 

are we for mental health as well as against mental 
illness? significance for psychiatry of global 
mental health coalition (edtl). Brody, De, 1588— 
1589 


Z 


Zimelidine 

5-HT reuptake inhibitor, controlled trial of, for 
treatment of depression. Georgotas, Au, 1057— 
1058 


Changing Attitudes 
Toward the 
Chronically Mentally Ill 


A unique instructional program for psychiat- Participating Faculty 
ric educators. The vignettes are useful in er TN 

Б ar гоаисег on. tani 
residency training, grand rounds, апа соп Hugh James Lurie, M.D. Carolyn B. Fobinovstz, M D. 
tinuing medical education. This learning pro- Clinical Professor of Training Project Director 
gram is designed to stimulate discussion by Psychiatry and Behavioral EDPE Project — 
portraying stereotypic attitudes regarding к, усы. Deputy Menea КЕ 
treating the chronically mentally ill. The goal Me NM. Neue 
of the videotape is to foster attitude change Associatio1 
and improved patient care for the chronically 


mentally disabled. Production & Editorial 
Consultants 


CHANGING ATTITUDES TOWARD THE Mr AR AMAT 


CHRONICALLY MENTALLY ILL is a videotaped EDPE Staff 
learning program consisting of 12 vignettes and American Psychiatric 
a Discussion Leader's Guide. The learning pro- Association 
gram will help viewers to: 


e Identify feelings and values 


e Stimulate discussion regarding the chronically 


mentally ill CHANGING ATTITUDES TOWARD THE 

: f CHRONICALLY MENTALLY ILL: VIDEOTAPED 

+ Develop problem-solving solutions VIGNETTES FOR DISCUSSION consists of 
12 brief vignettes which succinctly fozus on 
the feelings of frustration and pessimism often 
found in the care of the chronically mentally 
disabled. The purpose of this learnirg program is 
to provide structured opportunities for trainees 
and teachers of psychiatry to discuss atti:udes, 
assumptions and frustrations experierced in 
‘treating the chronically mentally ill. The ozjective 
is to help viewers identify their assumptions 
about this population, and surface negative atti- 
tudes that interfere with good patient care as 
« Problem-solving approaches the first step to developing more constructive 

approaches. 


The Discussion Leader's Guide offers sugges- 
tions for using the vignettes in small group 
discussions, and in addition, includes a descrip- 
tion of the individual vignettes. 


Instructional Strategies Include: 


« Establishing learning objectives 


« Role-playing 


« Group exercises 

Educators will find this program useful as a tool 
The Bibliography includes excellent background to help identify and modify attitudes toward the 
references. chronically mentally ill held by trainees and staff. 


ORDER FORM 
Please send me ——— — copies of CHANGING ATTITUDES TOWARD THE CHRONICALLY MENTALLY ILL at $100 per 
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ENCLOSED IS THE TOTAL PAYMENT OF $ 
(Non-Erepaid orders will be invoiced with shipping/handling charges included.) 
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The Debate of the 1980's: 
Is Psychotherapy Effective? 


This provocative 260-page report 
examines the issues. 


PSYCHOTHERGPY 
RESEARCH 


Methodological and Efficacy Issues 


Psychotherapy Research combs 


all the major research reviews, accumulating compelling evidence 


that psychotherapy does work: `.. 


.the more recent and 


comprehensive reviews reveal that psychotherapy is effective for a 
variety of symptomatic and behavioral problems." Just published by 
the American Psychiatric Association, this is the latest volume to 
grapple with the issues surrounding proof that psychotherapy works. 


Contents: 

1 Probiems of Definition and 
Description 

2 Nature of Control Groups 

3 Issues in Selection and 
Assignment of Patients to 
Groups 

4 Research Designs for Psycho- 
therapy Evaluation 

5 Design Strategies: Issues 
Related to Selection and 
Interaction of Variables 

6 Process Research 

7 Pragmatic and Ethical Issues 

8 Assessment Issues 
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and Cost-Benefit 

10 Statistical Issues 

11 Issues of Effectiveness 

12 Outcome Research by 
Therapy Modality . 

13 Drug/Psychotherapy Out- 
come Research by Diagnosis 


| | рож 


E Send. /— 
-i (Paperback) #42-101-3, $15.00. 
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17 Problems and Alternatives 

18 Summary and Conclusions 
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Now have someone 
read this to you. 


Youare blind. A student. Facing four years of college. 
With about thirty-two textbooks to read. Plus fifty supplemental texts. 
How are you going to manage? 
With Recording for the Blind. Since 1951, weve helped over 53,000 blind. 
perceptually and physically handicapped students getthrough school. 
By sending them recordings of the books they need to read. Free. 
Recording for the Blind is non-profit, and supported by volunteers and 
contributions from people like you who can imagine what it's like to be blind. 
Your tax-deductible donation will help our students meet their 
educational goals. Wed all be grateful. 
If you wantto know more about us, write: 


= 
Recording for the Blind, Inc., 
an educational lifeline. 


Station E, 215 East 58th Street., New York, New York 10022, 
(212) 751-0860. А 
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Ceming eut ef depression 
in days, пої weeks Æ 
with fewer safety а 





A mare ramia anset of 
action than with 


amiiriptyline or imipramine 


ajor symptom improvement within 4-7 days has 
been common. In over 80% of responsive patients, 
improvement occurs within two weeks. | 


apid relief of anxiety 
or agitation associated 
ith depression 


Ne serieus @ardiotoyicity 
and a low incidence 
of anticholinergic effects 


Less than 1% incidence of hypertension, syn- 
Cope, or tachycardia was seen in 11 years of 
Clinical trials. This finding is generally supported 
by broader clinical experience. Anticnolinergic 
effects were infrequent: dry mouth (14%), 
constipation (12%), and blurred vision (7%). 
Antidepressants are not recommended for use 
during the acute recovery phase following myo- 
cardial infarction. Rarely. extrapyramidal side 
effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 

to treatment with amoxapine. 
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ANEW THERAPEUTIC STANDARD... 
70755 PARADIR 
*Data from National Prescription 
Audit, IMS America, Ltd. 








= 4moxapi 


іп days, not wee 


г ASENON” 
< Amor: 





MA Depot: MSN 6505-01-111-3195A 50 mg. — (10075) 

; NSH 0506-01-11-14 10 mg. —(160's) 

- DESCRIPTION ; | 
АСЕН amoxapine is an antidepressant of the dibenzaxazepine class. chemically distinct fram the dibenzazepines, dibenzocycio- 

cheptenes. and dibenzoxepines. 

- (tis designated chemically as 2-chloro-11-(1-piperazinyldibenz- [b, f] [1.4]oxazepine. The molecular weight is 313.8. The empirical 
formula i$ Gi zHigCIN30. gx 
г ASENDIN s supplied for oral administration as 50. mg. 180 mg. and 150 mg tablels 
; CLINICAL PHARMACOLOGY б EE 
ASENDIN is an antidepressant with a mild sedative component t its action. The mechanism of its clima! action i man is not wel 
understand. 4n animals, amoxapine reduced the uptake ef norepinephrine and serotonin and blocked the response af dopamine 
ni teceptors to dopamine. Amoxapine is not a monoamine oxidase inhibitor. 

E ABENDIN is absorbed rapidly and reaches peak blood ievels approximately 90 minutes after ingestion. It is almost completely metab- 
Оов. The main route of excretion is the kidney. /л vitrotests show that amoxapine binding to human serum is approximately 90% 
man; amoxagine serum concentration dectines with a half-life of eight hours. However. the major metabolite. S-nydraxyamoxap- 
(баб атоо half-life of 30 hours. Metabolites are excreted in the urine in conjugated form as glucuronides 
ica! studies have demonstrated that ASENDIN has a more rapid onset of action than either amitriptyline or imipramine The initial 
ical effect may occur within four to seven days and occurs within two weeks in over 80% of responders 
TWOICATIDNS AND USAGE 
SENDIR is indicated for the relief of symptams of depression in patients with neurotic or reactive depressive disorders as well as 
fidogenous and psychotic depressions. it is indicated fer depression accompanied by anxiety or agitation 
































HONS: 
is contraindicated in patients who have shown prior hypersensitwity to dibenzoxazepine compounds it shouid nat be given 
tly with monoamine oxidase inhibitors, Hyperpyretic crises. severe convulsions. and deaths have occurred in patients 
үс sere and moncamine oxidase inhibitors simultaneously. When it is desired to replace a monoamine Oxi- 
hibitor with ASENDIN. a minimum of 14 days should be allowed to elapse after the former is discontinued. ASENDIN shouid 
um cautiously with gradua! increase in dosage unti optimum response is achieved. The drug is not recommended for 


during tut recovery phase following myocardial infarction 
NINGS 


DN ti used with caution inpatients with ahistory of urinary retention, angle-closure glaucoma or increased intraocular 
ients with cardiovascular disorders should be watched closely Tricyclic antidepressant drugs. particularly when given in 
induce sinus tachycardia, changes in conduction time. and arrhythmias. Myocardial infarction and stroke have been 
with drugs of this class 

Should be used in treating patients witt: a history of convulsive disorder or those with overt or tent seizure 











ascribing the drug it should be borne in mund that the possibility of suicide is inherent in any severe depression. anc 
until a significant remission occurs: the drug skould be dispensed in the smallest suitable amount Manic depressive patients 
ay experience a shift to the manic phase. Schizophrenic patients may develop mereased symptoms of psychosis: patients with par- 
anoid symptomatology may have an hg Lh of such symptoms. This may require reduction of dosage or the addition of a mayor 
tranquilizer to the therapeutic regimen. Antidepressant drugs can cause skin rashes and/or “drug fever" in susceptibie individuals 
hese allergic reactions may: in rare cases, be Severe. “hey are more likely to occur during the first tew days of treatment. but may 
also occur later ASENDIN should be discontinued if rash and/or fever develop Amoxapine possesses a degree a! dopamine-biocking 
йү which may cause extrapyramidal symptoms in =< 1% of patients. Rarely. symptoms indicative of tardive dyskinesia have been 
portet. possibly related to treatment with amoxapine 
information for the patient: Patients should be warned ef the possibility of drowsiness that may impair performance of potentially 
hazatdous tasks such as driving an automobile or operating machinery. 
Drug interactions: See " Contravidications about concurrent usage of tricyciic antidepressants and monoamine oxidase inhibitors 
Paralytie eus may occur in patients taking tricyclic antidepressants in combination with anticholinergic drugs. ASENDIN may 
enviance the response to alcohol and the effects of barbeturates and other CNS depressants 
аш» Concurrent administration with electroshock therapy may increase the hazards associated with such 
cj; ШЕН. s 

“Carcinogenesis, impairment af fertility: a 21-month toxicity study at three dose levels in rats, pancreatic istet celi hyperplasia 
occurred with slightly increased incidence at doses 5-0 times the human dose. Pancreatic adenocarcinoma was detected in low inci- 
dence in the mid-dose group only, and may possibly have resulted from endocrine-mediated organ nyperfunctian. The significance of 
these findings to тал iS not known. f 
ratment of male rats with 5-10 times the human dose resulted in a slight decrease in the number of fertile matings. Female rats 
tedeiving oral doses within the therapeutic range displayed а reversible increase in estrous cycle length 


Pregnancy. ШҮ category C: Studies performed in mice. rats; and rabbits have demonstrated no evidence of teratogenic effect 
ASENDIN: оо was seen in rats and rabbits given ora! doses approximating the human dose. Fetotoxic effects 
(intrauterine death, stillbirth. decreased birth weight) were seen in animals studied at oral doses 3-10 times the human dose 
Decreased postriatal survival (between days 0-4) was demonstrated in the offspring of rats at 5-10 times the human dose. There ate 
adequate and well contralied studies in pregnant метеп. ASENDIN should be used during pregnancy оту if the potential benefit 
justifies the potential risk te the fetus... o 


Irging mothers: ASENDIN, like many other $ lemicsrugs: is excreted in human milk. Because effects of the drug on infants are 
Know: caution should be exercised when ASENDIN is administered to nursing women. 

фал use: Safety and effectiveness in chidren below the age of 16 have no! been established 

rse reactions reported in controlled studies in the United States are categorized with respect to incidence below. Following this is 


ing of réactions known to occur with other antidearessart drugs of this class but not reported to date with ASENDIN. 


INCIDENCE GREATER THAN 6.00000 з. е 

Te most frequent types of adverse reactions occurring with ASENDIN in controlled clinical trials were sedative and anticholinergic: 

these included trowsiness (14%), dry mouth (14%). nstipation (125), and blurred vision (7%) 

*:* Less frequently reported reactions were: MAU Ren 
ONS and Nevromuscular—anxiety, insomnia; re 
ataxia, alterations in EEG patterns. 
Aliergit-—ecema. со 

к Gastromiestinal—nausea. ©з : poU UE 
Üther— dizziness, headache, fatigue; weakness, excessive appetite, increased perspiration 
INCIDENCE LESS THAN 1% еи 
Antichofinergic—disturbances of accommodation, mydriasis, jed micturition, urinary retention, nasal stuffiness. 
Cardiovascular—hypotension, hypertension. syncope, tachycagiia. 





























llessness. nervousness, palpitations, tremors. contusion. excitement, nightmares. 











For relief of depression that often begins 8 


ks, with fewer safety concems ~ == 








== 








CNS and Neuromuscular — tingling. paresthesias of the extremities. tinnitus, disorientation, seizures, hypomania, numbness, 
coordination, disturbed concentration. extrapyramidal symptoms. including, rarely, tardive dyskinesia. 
Hematologic—leukopenia i Я à m d 
Gastrointestinal —epigastric distress, vomiting. flatulence, abdominal pain, peculiar teste, diarrhea. es EEG 
Endocrine— increased or decreased ‘ibido, impotence, menstrual irregulatity. breast enlargement an lactorrhea in the female. е 


Other—iacrimation, weight gain or loss, altered liver лїп; 
DRUG RELATIONSHIP UNKNOWN : 







Hematologic—thrombocytopenia. purpura 
Gastrointestinal—parotid swelling. 
Endocrine—change in blood glucose levels 
Other—pancreatitis. hepatitis. jaundice, urinary frequency, testicular swelling, anorexia, 
ADDITIONAL ACVERSE REACTIONS : a 

The following reactions have been reported with other antidepressant drugs, but not with ASENDIN. . 
Anticholinergc—sublingual adenitis. dilation of the urinary tract. 

CNS and Neuromuscular—delusions, syndrome of inappropriate ADH secretion. 

Hematologic—agranulocytosis. eosinophilia 




















Gastrointestinal—stomatitis, black tongue. E: : ow 
Endocrine— gynecomastia Н 

Other—alopecia : 
OVERDOSAGE $ ` 
Sigas and Symptoms 


initia! toxic man festations of ASENDIN overdosage typically are CNS effects: delirium. lethargy with diminished deep tendon 
reflexes. andor seizures Cardiovascular effects, when they occur, are usually limited to sinus tachycardia and transient i EKG 
changes. Serious hypotension. hypertension, or cardiac arrhythmias are rare. Respiratory acidosis may develop following repeated 
seizures. and metabolic acidosis has been reported po S ELS 

important pae D : 
Renal impairment may develop three to five days after substantial overdosage in patients who May appear otherwise гес 
guria. hematuria, and renal talure have been reported. Tubular necrosis and rhabdomyolysis. piedad: hg may also 
Such cases. Treatment is the same as that for non-drug-induced rena! dystunction. (ъа limited series of cases of renal tailu 
ing overdosage, 70% have recovered with appropriate treatment Кы Мс : 
in general, treatment of overdosage must be symptomatic and supportive. I (пе patient is conscious, induced eme s followed | 
gastric lavage with appropriate precautions to prevent pulmonary aspiration should be accomplished as soon a sbe Follow 

isani 














lavage. activated charcoal may be administered to reduce absorption, An adequate airway should be established 


and assisted ventilation instituted if necessary. Convulsions, should they occur, may respond to standard 












however, barbiturates may potentiate any respiratory depression. Specific treatment should be guided by the їп f 
whieh may suggest use of a particular pharmacologic agent. For example, the slow intravenous administration of physostig \ 
cylate has been reported fo reverse most of the serious cardiovascular and CNS effects of overdosage with tricyclic antidepressants, 
such as cardiac arrhythmias and convulsions. (Avoid rapid injection to reduce the possibility of physostigmine-ind convulsions 
Convulsions may also be treated with intravenous diazepam. Acidosis may be treated by cautious intravenous administration of А 
хобот bicarbonate И 
A patient who has ingested a toxic overdose of a tricyclic antidepressant may remain medically and psychiatrically unstable Tor sev- >: =.: 
eral days due tc sustained excessive drug levels. Unexpected cardiac deaths have occurred up 10 six days post-overdose with others: 
antidepressants. The QRS interval of the electrocardiogram appears a reliable ‘correlate of the severity of overdosage. If the QR$ 
interval exceeds 100 milliseconds anytime during the first 24 hours after overdose, cardiac function should be continually mofitored : - 

for ive or six days. (Proiongation of the ORS interval beyond 100 milliseconds has not been reported with ASENDIN over-dosage, 

and there have been no deaths due to primary cardiac toxicity.) : dus X 
The smallest estimated lethal overdose reported has been 2.6 grams. On the other hand. some patients have survived muct larger - 
overdoses. Age and physical condition of the patient, concomitant ingestion of other drugs, and especially the interval hetween du 
ingestion and initiation of emergency treatment. are important determining tactors in the probability of survival,” er 
DOSAGE AND ADMINISTRATION ni. os IBS. 
Effective dosage of ASENDIN may vary from one patient to another, Usual effective dosage is 200 mg to 300 mg daily. Three weeks 
constitutes an adequate period of trial providing dosage has reached 300 mg daily (or lower level of pe г af least two weeks. 

ff no response is seen at 300 mg. dosage may be increased, depending upon tolerance, up to 400 mg daily. spitalized patients, < 
who have been refractory to antidepressant therapy and who have no history of convulsive seizures may have dosage raised cays 
tiously up to 600 mg daily in divided doses. GU. ОКЕ 
ASENDIN may be given in a single daily dose. not to exceed 300 mg. preferably at bedtime: Ifthe total daily dosage exceeds 300 mg, 

it should be given in divided doses. А АТЫЛАТ 
initia! Dosage lor Adults: Usual starting dosage is 50 mg two or three times daily. Depending upon tolerance, dosage maybe: 

increased to 100 mg two or three times daily by the end of the first week: (Initial dosage of 300 mg daily may be given, but notabie 

sedation may occur in some patients during the first few days af therapy at this level.) Increases above 300 mg daily should be made: 

only if 300 mg daily has been ineffective фи {rial period of at least two weeks. When effective dosage is established, the drug. 

may be given in a single dose (aot to exceed 300 mg) at bedtime. GR B БЕ 
Elderly Patients: \n general, lower dosages are recommended for these patients. Recommended starting dosage of ASENDINIS = 
25mg two or three times балу. ff no intolerance is observed, dosage may be increased by the end of the first week to S0 mg twn or. 
three times daily. Although 100-150 mg daily a be adequate for many elderly patients, some may require higher dosage: Careful — 
increases up to 300 mg daily are indicated in such cases. ОИ E 
Once an effective dosage is established. ASENDIN may conveniently be given in a single bedtime dose, not to exceed 300 mg. E 
Maintenance: Recommended maittenarice dosage of ASENDIN is the lowest dose that will maintain remission. If symptoms teap- a 






























pear. dosage should be increased to the earlier level unti they are controlled. - i 
For maintenance therapy at dosages of 300 mg or less, a single dose at bedtime istecommended. : 


HOW SUPPLIED p ТОРОТ, 

ASENDIN Amoxapine Tabiets аге supplied as follows: = ИТ 

50 mg— Orange, heptagon s tablets, engraved on one side with LL above 50 and wi 
(Product No. NOC 0005-5390-23)— bottles of 100 ZA Rp one 
(Product No. NDC 0005-5380-31)— bottles of 500 - 

aan No. NDC nd ple Bose” 

mg—Blve, jon-shaped tablets. engraved on 

{Product МС Аара с ; : 
(Product Ne. NDC 0005-5391-60)--10 x 10 Unit Dose 2. Dom 

150 mg— Peach, hi -shaped tablets. engraved on one side with LL above 180 and with A18 on the other scored side. 
(Product No. NDC 0005-5392-38)—bottles 040 : ә 

Store at Controlled Room Temperature 15-3090 (60-860) ni © 


-EEDERLE LABORATORIES DIVISION 












15 on the othersored sde. 0 







side with LL above 100 and wih АТР on the other scored side. — 
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Alergic-- drug fever with skin rash. photasensitization, pruritus. тату лавси. American Cyanamid Company, Pearl River, N.Y. 10965 REV. 8/82 
a LEDERLE LABORATORIES · 
j P A Division cf American Cyanamid Company ; = 
042-282; ; x E s Wayne, New Jersey 07470 © 1982, Lederle Laboratories · 
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tm 5 Educational Develop ment for Psychiatric 
R 8 Educators i Project | | 
Се | 







a the second conference on- 


|. | IN PSYCHIATRIC 
EDUCATION 


January 27-28, 1983 


San Francisco 
Hilton and Tower Hotel 















-. Designed to increase awareness of current research — — 
on the psychology of women and resulting implications _ 2 
for psychiatric theory, training, and treatment. D 


Registration Fee: $100 ($65 residents) 
Deadline for Registration: December 21, 1982 | : 


For Further Information Contact: 


Jayne Kasarda or Barbara Lipkin 
Office of Education 
< American Psychiatric Association 
2 1400K Street, NW 
2 Washington, D.C. 20005 (202) 682. 6130 
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- VALIUM (iazepam/Rocho INTHE ., >; 
. FOREFRONT OF NEURORECEPTOR RESEARCH ^ 











Artist's concept of neurotransmitter 
being released into synaptic cleft and 
impinging on receptor sites 


Copyright © 1982 by Roche Products Inc. All rights reserved ` 
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Opening new investigative pathways 
_into where and how Valium (diazepam Roche) exerts 
jis ‘distinctive antianxiety action 


New discoveries in receptor research have Under especially intense investigations are the 
stimulated the search for endogenous brain sub- GABA receptors and the benzodiazepine binding 
stances that may be involved in the mediation of sites themselves—apparently constellations of 
Ev It has been further nd that these closely linked but not identical structures.® 
Substances may act as ligands that bind to- Future implications for improved therapy. 
the ипе or similar sites as do benzodiazepine mole- jn future work, Roche researchers and other scien- 
; cules’ — binding sites early identified with the use tists hope to identify and characterize various differ- 
от очат сө ential sites in the brain, which may result in more 
the ability of benzodiazepines to bind with the sites specifie agnosie ecl терн арыны 
appears to correlate with their clinical effects.?475 
Present investigations into clinical relevance 
of binding sites. Laboratories at Roche have 
conducted research to identify and isolate sub- 
stances that may prove to be endogenous ligands, 


. butno definitive identification has yet been made. 2:mg, Sg, 1D-mg scored'tableis 
, Researchers are also studying substances which - 
do not bind, but rather interact with the benzo- (у 
diazepine binding sites—most notably j 
gamma-aminobutyric acid (САВА)— Я 
and аге postulated to mediate certain diazepam/ Roche 


pharmacologic and clinical 


benzodiazepine effects,24912 THE RESEARCH AND CLINICAL LEADER 


A 
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Please see brief summary of product information 
and references on the following page. 
® 


(агер m/Roche) 


“Before prescribing, рїө‹ писе с consult complete product information, 
asummary of which 
indications: анан ен anxiety disorders, or short-term relief of 
ano of anxiety. Anxiety or tension associated with the siss of 

: life usually does not оне to өсте) with an anxiolytic. S 

-relief of acute agitation, tremor. delirium tremens and hallucinosis due ГАШ 
acut alcohol w i quera adjunctively m skeletal mance spasm due to 
reflex degit o local pathology; spasticity caused б! motor neuron 

disorde athetosis; stiff-man. ‘syndrome; convulsive pid (not as sole 


The effectiveness of Vallum in iong-term use, that is, more than 4 months, 
not been assessed by somone clinical studies. The physician should 
periodically reassess the usefulness of the drug: for the individual patient. 

‘Contraindicated: Known itivity to the drug. Children under 
6 months of age. Acute narrow angle glaucoma; may be used in patients 
ith open angle glaucoma who are receiving appropriate therapy. 
Warnings: Not of value in tic patients. Caution nagainst hazardous 
мы requiring compe ete mental alertness. When used acjunctively 
n convulsive disorders, possibility of increase in frequency and/or severity 
of grand mal seizures may require increased dosage of standard anticon- 
“vulsant medication; SES wih withdrawal may be associated with tempo- 
tary increase in frequency and/or severity of seizures. Advise inst simul- 
i ingestion of alcchol and other CNS 'essants, rawal 
“symptoms similar to those with barbiturates alcohol have been 
- Observed with abrupt discontinuation, usually limited to extended use and 
тропос folowing count d А опр discon пеи Ed borcociczepinas ofr c 
: ollowing o lazepines con- 
finuous use, generally at higher Sook levels, for at least several 
months. After extended ther aper dosage. Keep addiction- 
prone individuals under care! „бойоо bec because of their predisposi- 
Моп to habituation and 


ddr соге шү. pharmacol 
phenothiazines narcotics, bar 
"pressants may potentiate its action. Usual precautions indicated in 
ts severely depressed, or with latent depression, or with suicidal 
endencies. Observe usual precautions in impaired renal or tic func- 
imi to smallest effective amount in elderly and ilitated 
to preclude ataxia or oversedation 
clearance of Valium and certain other benzodiazepines can be 
ed in association with Tagamet (cimetidine) administration. The clini- 
i canco of this is unclear 
de geo Шопок, confusion; dipl ‚ hypotension, changes in 
по, jaundice, skin rash. ataxia, 
s in ја ое slurred 


ae 
oec as needed and 
non) у чүл oid initially, 
olerated ino for use under 6 months). 
escription 


ite; 5 mg, yel mg, 
Paks of "$m ovallobie i in trays of 10" Tel-E-Dose* packages of 100, ov avail- 
Е oon e of 4 reverse-numbered boxes of 25! and in boxes containing 
: ps 


"Supplied by Roche Products Inc., Manati, Puerto Rico 00701 


"Supplied by Roche Laboratories. Division of Hoffmann-La Roche inc., 
Nutley. New Jersey 0711 0. HORE 


989. Nov 1981. 9. Rickels К: J Clin Psy 5 4201 oe 240-24. Nov (98. 
10. Haefely WE: Br J Psychiatry 132241238. ‚ Sep 1978. 


ROCHE PRODUCTS INC. 
$ Manoti, Pygrto Rico 00301 
^ 


This publica upholds AP 

that the psychiatric profession itself сап 
best oversee standards. for | 

care. 


The manual outlines th 

function of the Peer Revie 

model screening criteria, and special prob: 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review as it 
lates to child psychiatry. 


categories; guidelines for the use of 

troconvulsive therapy; psychopharmaco 
logic screening; long-term inpatient treat 
ment; and inpatient treatment of adoles 


ORDER YOUR COPY NOW 


каш OO) py(s) of A MANU/ 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi 
tion, spiralbound. Publication #Р116- 1. 
$11.00 each. 


Please send me 


check or money order enclosed. Al or. 
ders totalling $35 or ug MUST. be pré: x 
paid. 


bill me (orders over. $35 only) A 


voices will include shipping 
dling charges. p 


NAME 















` Now Surmontil? (и mipramine maleate) has a big brother. 
<A new high strength 100 mg capsule. : 
~ Fora lot of depressed patients, 
at means one less capsule to take. 
t bedtime, after initial titration. 

few problems. 












ur patients don’t need 
ouble. 





‚ compliance 
Iromconvenience © >= 














hypomanic episodes may occur, especially in patients with cyclic- constipation, paralytic ileus: ucinary retention, delayed micturition. :: 
type disorders; Surmontil may have to be discontinued until the epi- dilation of the urinary tract. ү 
ONS jonteaindicated in cases of known hyper- sode is relieved and reinstituted. if required. at lower dosage. Limit Allergic—-Skin rash, petectiias, urticaria. itching. photosensitiza- 
rug. during the acute recovery period after concurrent administration of Surmontil and electroconvulsive ther- tion, edema of face and tongue. 





ion. The possibility of cross-sensitivity to other apy to those patients for whom it is essential. When possible, dis- Hematologic.—Bons-marrCw depression inctuding agranulocytosis, 
вр pounds should be kept in mind. Surmonti (trimi- Continue the drug for several days prior to elective surgery. The use eosinophilia; purpura; thrombocytopenia. Leukocyte anti differentia 
maleate) should not be given in conjunction with drugs of of alcoholic drinks during therapy may provoke exaggerated counts should be performed ів any pazient who developstfever and 
в monoamine oxidase inhibitor (MAOI) class. At least two weeks response, Potentiation of effects has been reported when tricyclic Sore throat during therapy; “he drug should be discantinved if there 
uld elapse between cessation cf therapy with an МАО! and insti- antidepressants were administered with sympathomimetic amines, evidence 3f pathologic neutroohil depression. =- mu 
tution of therapy with Surmontil (trimipramine maleate). local pp lathe local еши M epinephrine, atro- хрз hy нана anona, naadi A 
ee MU ENGINE ^ TT pine, of drugs with an anticholinergic effect. Drugs aving a para- tress, diarrhea, peculiar taste stomati 8, al ominal cramps, black. 
P инти ноз eie ав bert lied ed Misi sympathetic effect, including tricyclic antidepressants, may after tongue. Бб | 
not been established. Adults: Use extreme caution in givingthedrug 802С012107у response. Endocring—Gynecomastia ir the таё; breast enlargement and pal- 
to patient with evide ce of tà ntiovascular disease. Cautions Usage in pregnancy: Pregnancy Category C. Surmontit has shown actorrhea inthe female; increased оғ decreased libido: impotence; 
о pallets wiih evidence. i NE evidence of embryotoxicity and/or increased incidence of major testicular swelling; elevation бт depression of blood-sugar levels. 
advised in patients with: increased intraocular icio of anomalies in rats ог rabbits at doses 20 times the human dose. There  Other—Jaundice (simulating obstructive): altered tver ‘anction: 7 
MINE M, dor thy ange pacana, Polientes аге no adequate and well-controlled studies in pregnant women. Sur- — weight gein Gr loss; perspiration: изле; urinary Frequency: drow- 






























guanethidine or similar agents, Surmontii may block the pharmaco monti should be used during pregnancy oniy if the potential benefit siness, d'zziness, weakness and fatigue, headache; parotid swelling; 
m : | : à ; sur justifies the potential risk to the fetus. alopecia. 
E Ferne ener ло Cardinvascular—Hypotension, hypertension, tachycardia, palpita- Withdrawal Symptoms— Though nie indicative of addition. abrupt . 









; tion; myocardial infarction. arrhythmias, heart block, stroke; Cessation of treatment after prolonged therapy may produce nausea, 
«ether potentialy hazardous tasks. +: Paythistrie—Confusional states (especially in the elderly) with hallu- headache, and malaise. - . 
PRE NS: Because of an inherently serious suicide potential, Cinations, disorientation, delusions; anxiety, restlessness, agitation: SUPPLIED: 25 mgiti bottles of 100-anaque blue and yelibw cap- 
the@onhospitelized severly depressed patient should be given the insomnia and nightmares; hypomania: exacerbation of psychosis. 


Sules, 50 mg in Molties of 00 opaque Оше and orange capsules, 100 
smallest drug amount feasible. in schizophrenic patients, activation Neurologic —Numbness, tingling, paresthesias of extremities; mg in bottles of 100 opaqua tive andiwhite capsules. 
of the psychosis may occur and require reduction of dosage or the incoordination, ataxia, tremors: peripheral neuropathy; extrapyrami- G 
© 





addition of a major tranquilizer to the medication schedule. Manic or dal symptoms; seizures, alterations in EEG patterns; tinnitus, 


Anticholinergic— Dry mouth and, rarely, associated sublingual IVES LABORATCRIE RN 
CIES LABORATORIES 1982 С шт adenitis; blurred vision, disturbances of accommodation; mydriasis. 685 Third Avenue, New York ND зот v 











Navane (thiothixene ) has proved to bear significa 
benefit at each phase in rehabilitation of the patie 
with psychotic symptoms: from admission. through 
discharge, and beyond. 


a rapid return to the солин. S: 

Navane achieves rapid relief of acutely disruptive 
symptoms and facilitates early discharge for most 
patients.’ In excited, agitated psychotic patients, 
Navane has produced improvement Within an hou 
minimal symptomatology after three hours, and с@й 
paratively brief hospitalization for most patients. ч 


and continued long-term improvement 222 

On an outpatient basis, Navane exerts a signifi capii 
long-term beneficial effect on patient functioning, RE 
especially in the areas of social and vocational ч 
adjustment in the community. Initial improvement 
maintained with Navane and has been shown to f 
increase over time.' 


rarely compromised by adverse reactions... 
With Navane, effectiveness is rarely Conpromised = 
by oversedation or drowsiness.” YY potcpsive Crises 
and other cardiovascular reactions ‘aré-seldom 
reported. Anticholinergie' side c ебх siiclras dry 
mouth or constipation arc rare. df-extrapyramidal 
symptoms occur they aretistally readily controlled 
by dosage adjustments or antiparkinson-agemts, 


For a brief summary of Navane prescribing information; inelnding adverse reactións and 
please sec last page ox this advertisement. M 












BRIEF SUMMARY OF 
PRESCRIBING INFORMATION 
avane” (thiothixene) 
Capsules: 1 mg, 2 mg. 5 mg, Ю mg, 20 mg : 
(thiothixene hydrochloride) Concentrate: 5 mg/ml, . 
Intramuscular: 2 mg/ml, 5 mg/mi E 
ontraindications. Navane (thiothixene? is contraindicated in 
patients with circulatory collapse, comatose states, ntral nervous 
em depression due to any cause, and blood dy Navane 
intraindicated in individuals who have shown hypersens 
Ihe drag. It is not known whether there is a cross-sensitivity 
en the thioxanthenes and the phenothiazine derivatives, but 
possibility should be considered. 
Varnings. Usage in Pregnancy- Safe ase of Nuvane during 
алсу has not been established. Therefore, this drug should be 
ò pregnant patients only when, in the judgment of the 
ай, the expected benefits from the treatment exceed. the 
le risks to mother and fetus. Animal reproduction studies and 
ліса ехретіепсе to date have not demonstrated any teratogenic 
ffect 
г Тае animal reproduction studies with Navane, there was some 
decrease in conception rate and litter size, und am increase in 
resorption rate in rats and rabbits, changes which have been 
ilarly reported with other psychotropic agents, After repeated 
oral administration of Navane to rats (5 to i$ mg/kg/day), rabbits 
40 50 mg/kg/day), and monkeys {1 to 3 mg/kg/day) before and 
uritig gestation, no teratogenic effects were seen. (See Precau- 
tions.) 
ge in Children- The use of Navane in children under 12 
age is not recommended because safety and efficacy in the 
age group have not been established. 
true with many CNS drugs, Navane may impair the mental 
physical abilities required for the performance of poten- 
"Hazardous tasks such as driving a car or operating machinery. 
Н ally during the first few days of therapy. Therefore, the 
ient should be cautioned accordiagly, 
As in thé case of other CNS-acting drags, patients receiving 
(vane should be cautioned about, the possible additive effects 
ich may include hypotension) with CNS depressants and with 
hol. 
autions. An antiemetic effect was observed in animal studies 
h Nuvane; since this effect may also occur in man, it is possible 
i Navane may mask signs of overdosage of toxic drugs and may 
cuté conditions such as intestine) obstruction and brain tumor. 
n corisideration of the known capability of Navane and certain 
‘psychotropic drugs to precipitate convulsions, extreme 
ion should be used in patients with а history of convulsive 
ers. or those in a state of alcahol withdrawal since it may 
r the convulsive threshold. Although Navane potentiates the 
Sof the barbiturates, the dosage of the articonvulsant therapy 
егей concurrently. 
it as well as careful adjustment of the dosage is indicated 
ane is used in conjunction with other CNS depressants 
r than anticonvulsant drugs. 
Though exhibiting rather weak anticholinergic properties, 
Navane should be used with caution in patients who are known or 
ipected to have glaucoma, ot who might be exposed to extreme 
Hovare receiving atropine or related drugs. 
with caution in patients with cardiovascular disease. 
so, careful observation should be made for pigmentary 
popathy, and lenticular pigmentation (fine lenticular pigmenta- 
п has been noted in a small number of satients treated with 
Navune for prolonged periods). Blood dyscrasias (agranulocyto- 
pancytopenia, thrombocytopenic purpura), and liver damage 
adice, biliary stasis) have been reported with related drugs. 
‘Undue exposure to sunlight should be avoided, Photosensitive 
reactions have been reported in patients om Navane. 
uroleptic drugs elevate prolactin levels; the elevation persists 
during chronic administration. Tissae cultureexperiments indicate 
that approximately one-third of human breast cancers are prolactin 
dependent in vitro, a factor of potential importance if the prescrip- 
ion of these drugs is contemplated in a patient with a previously 
дей breast cancer, Although disturbances such as galactor- 
, amenorrhea, gynecomastia, and impotence have been re- 
|. the clinical significance of elevated. serum prolactin levels 
nown for most patients. An increase n mammary neoplasms 
been found in rodenis after chronic administration of neurolep- 
rugs. Neither clinical studies nor epidemiologic studies con- 
fo daie, however, have. shown Еп association between 






































































































































































































the available evidencé is considered too limited to be 
lusive at this time. 
Ñ intramuscular prep- 
cted well within the 
body of a relatively large muscle, The preferred sites are the upper 
puter ачай of the buttock (ie. gluteus maximus) and the 
nid-latera} thigh. 

The deltoid area should be used only if wellideveloped, such as in 
certain adults and older children, and then only with caution to 
avoid radial nerve injury. Intramuscular injections should-not be 
made into the lower and mid-thirds of the apper arm. As with all 
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inadvertent injection into a blood vessel. 
Adverse Reactions. Nore: Not all of the fo 
reactions have been reported with Navane thiothixfhe), However, 
since Navane has certain chemical and pharmacologic similarities 
to the phenothiazines, all of the known side effects and toxicity 
associated with phenothiazine thgepy shovld be borne in mind 
when Navane,is used. . : 
Cardiovascular.effetts: тсһу йа, hypatension, lightheaded 
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“should not bé used as a pres: 
. lowering of blood pressure may result. Nonspeci 


intramuscular injections, aspiration is necessary to help avoid - 


lowing adverse | 


асіне ot chronic, renders oral administration impractic: 


s». and syncope. In the event hypotension occurs, epinephrine: 
agent since. a paradoxical further 







have been observed in some patients receiving Navane. These 
changes are usually reversible and frequently disappear on contin- 
ued Navane therapy. The incidence of these changes is lower than 
that observed with some phenothiazines. The clinical significance 
of these changes is not known. 

CNS effects: Drowsiness, usually mild. may occur although it 
usually: subsides with continuation of Navane therapy. The inci- 
dence of sedation appears similar to that of the piperazine group of 
phenothiazines. but fess than that of certain aliphatic 
phenothiazines, Restlessness, agitation and insomnia have been 
noted with Navane (thiothixene), Seizures and paradoxical exacer- 
bation of psychotic symptoms have occurred with Navane infre- 
quently. 

Hyperreflexia has been reported in infants delivered from 
mothers having received structurally related drugs. 

In addition, phenothiazine derivatives have been associated with 
cerebral edema and cerebrospinal fluid abnormalities 

Extrapyramidal symptoms, such as pseudo-parkinsonism, aka- 
thisía, and dystonia have been reported. Management of these 
extrapyramidal symptoms depends upon the type and severity. 
Rapid relief of acute symptoms may require the use of an injectable 
antiparkinson agent. More slowly emerging symptoms may be 
managed by reducing the dosage of Navane and/or administering 
an oral antiparkinson agent. 

Persistent Tardive Dyskinesiu: As with all antipsychotic agents 
tardive dyskinesia may appear in some patients on long term 
therapy or may occur after drug therapy has been discontinued. The 
risk seems to be greater in elderly patients on high-dose therapy, 
especially females. The symptoms are persistent and in some 
patients appear to be irreversible. The syndrome is characterized 
by rhythmical involuntary movements of the tongue, face, mouth 
or jaw (c.g.. protrusion of tongue, puffing of checks, puckering of 
mouth, chewing movements), Sometimes these may be accompa- 
nied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia: 
untiparkinsonism agents usually do not alleviate the symptoms of 
this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear. 

Should it he neces: to reimstitute treatment. or increase the 
dosage of the agent, or switch to a different antipsychotic agent, the 
syndrome may he masked. 

It has been reported that fine. vermicular movements of the 
tongue may be an early sign of the syndrome and if the medication 
is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminasc and alkaline 
phosphatase. usually transient, have been infrequently observed in 
some patients. No clinically confirmed cases of jaundice attribut- 
able to Navane have been reported 

Hematologic effects: As is trug with certain other psychotropic 
drugs. leukopenia and leukocytosis, which are usually transient, 
can occur occasionally with Navane. Other antipsychotic drugs 
have been associated with agranulocytosis. cosinophilia. hemo- 
lytic anemia, thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity 
and rare cases of anaphylaxis huve been reported with Navane 
Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact der- 
matitis (in nursing personnel) have been reported with certain 
phenothiazines. 

Endocrine disorders: Lactation, moderate breast enlargement 
and amenorrhea have occurred in a small percentage of females 
receiving Navane. If persistent. this may necessitate a reduction in 
dosage or the discontinuation of therapy. Phenothiazines have been 
associated with false positive pregnancy tests. gynecomastia, 
hypoglycemia. hyperglycemia. and glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal conges- 
tion, constipation, increased sweating, increased salivation, and 
impotence have occurred infrequently with Navane therapy. 
Phenothiazines have been associated with miosis, mydriasis, and 
adynamic ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vom- 
iting. diarrhea. increase in appetite and weight, weakness or 
fatigue, polydipsia and peripheral edema. 

Although not reported with Nevane, evidence indicates there is a 
relationship between phenothiazine therapy and the occurrence. of 
a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in 
patients who have received certain phenothiazine derivatives. In 
some cases the cause of déath was apparently cardiac arrest or 
asphyxia due to failure of the cough reflex. In others. the cause 
could not be determined nor could it be established that death was 
due to phenothiazine administration. 

and Administration. Dosage of Navane should be indi- 
vidually adjusted depending on the chronicity and severity of the 
condition. In general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient 
response. 

Some patien:s have been successfully maintained on once-a-day 
Navane therapy. 

Usage in children under 12 years of age is not recommended 
because safe conditions for its use have not been established. 

Navane Intramuscular Solution: Navane For lajection— Where 
more rapid control and treatment of acute behavior is desirable, the 
intramuscular form of Navane may be indicated. It is alsoof benefit 
where the very nature of the patient's symptomatology, whether 
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ene hydrochloride) 
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For treatment of acute symptomatology or in payeffs unable or 
unwilling to take oral medication, the usual dose is 4 mg of Navane 
Intramuscular administered 2 14.4. times daily. Dosage may be 
increased or decreased depending. on response, Most patients are 
controlled on 4 total daily dosage of 16 10 20-mg. The maximum 
recommended dosage is 30 mg/day. An oral form should sapplant 
the injectable form ay soon as possible, It may be necessary to 
adjust the dosage when changing from the intramuscular to oral 
dosage farms, Dosage recommendations für Navane (hiothixene! 
Capsules and Concentrate appear in the following paragraphs 
Navane Capsules; Navane Concentrate ty milder conditions, 
an initial dose of 2- mig three times daily. If. ted, a subsequent 
i eneffectivé. o 
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increase to 60. mg/da 1 otal dai 


a total daily dose of 60. 









produce dysphagia and respiratory difficulty in severe overdosage, 
Ifhypotension occurs; the standard measures for managing zircula- 
tory shock should be used (1. V. fluids and/or vüsoconstrictors). 

If a vasoconstrictor is needed, levarterenol-und phenylephrine * 
are the most suitable drugs. Other pressor agents, incluging 
epinephrine, are not recommended, since phenothiazine deriva: 
tives may reverse the usual pressor action of these agents and c: E 
further lowering of blood pressure: : 

If CNS depression is present, recom 
amphetamine, dextrodmphetamine. 
zoate. Stimulants that may cause i 
pentylenetetrazol) should bé avoide 
may be treated with antiparkinson dru; 

There are no data on the use of peri 
they are known to be of litte value in phen 
How Supplied. Navane (thiothixene) is available as capsule 
containing 1 mg,2 mg, 5 mg, and 10 mg of thiothixene itybottles ‚ 
of 100, 1,000, and unit-dose pack of 100410 x 10's). Navangisatse d 
available as capsules containing 20: mg of tfr ein bottles of 
100, 500, and unit-dose pack of 100 (10 x 10" E 

Navane (thiothixene hydrochloride: 
120 ml (4 oz.) bottles with an accompany 
2 mg, 3 mg. 4 mg. 5 mg, 6 mg. 8 mà 
oz.) bottles with an accompanyin 
3 mg. 4 mg, and 5 mg, Each mi containsthiothixene 
equivalent to 5 mg of thiothixene. Contains alcohol, 
v/v (small loss unavoidable)... ; on ; 

Navane (thiothixene hydrochloride) Intramuscular solution is. 
available ina 2 ml amber glass viat in pack $40 к 
contains thiothixene hydrochloride equivalent to 
ene, dextrose 5% w/v, benzyl alcohol 0. / 
gallate 0.02% м.ү. г т 

Navane (thiothixene hydrochloride} intrar dajection 
is available in amber glass vials in. packages of. 10 vials: When 
reconstituted with 2.2 ml of Sterile Water for Injection, each ml 





























































room temperature before discarding. 
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STATISTICAL 


RDERS (THIRD EDITION) 


~ANNOUNCI 


the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
ary 1980), is the first major revision of the Andrew E. Skodol, MD 
enclature in 12 years. Now, its long-awaited companion Miriam Gibbon, MSW 


Book, brings the diagnostic concepts of pn : 
gh 214 case vignettes of real patients, representing Janet B.W. Williams, MSW 


poyebopathology seen in clinical practice. The І 
can facilitate the learning of the new concepts А = 
ОЙУ: п DSM-IH, be helpful in лои for Samirani; TABLE ОР CONTENTS includes: 
knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders ín Adults 
ent settings, and stimulate discussions about treatment Chapter 2; Mental Disorders ia Child dA 
Chapter 3: Cases for Multiaxial Evaluation 
Chapter 4: Diagnostic Dilemmas E 
Chapter 5: Cases for Testing 
Chapter 6: Historical Cases 


: Appendix: DSM-IH Decision Trees 
isorders that should be considered Index of Diagnoses and Technical Terms 


7 jostic uncertainty when it exists DSM-Il Classification 


Р ase send me HU copies of DSM-III Case Book (casebound), Publication #P050-5. $29.95 
copies of DSM-III Case Book (paperback), Publication #P051-3. $16.00 
i copies DSM-III (casebound), Publication #P041-6. $29.95 
copies DSM-III (paperback), Publication #Р042-4. < $23.95 
à Lx Id copies Quick Reference to the Diagnostic Criteria; Publication #P043-2. $12.00 
- DSM-III Sets (casebound and Quick Reference to the Diagnostic Criteria), Publication #P044-0, $36.95 i 
“LL DSM-IM Classification Ахеѕ 1 and !I—Categories and Codes (Single sheet reference chart), Publication 
#Р402-0. Single copies: $1.50; Units of 50 copies: $20.00. à І 


Bulk discount 10-24 copies; 10% discount per publication number; 25-99 copies, 15% discount per publication number; й 
100 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-HI Set. : 


ENCLOSED IS A TOTAL PAYMENT ОЕ $ 


(All domestic orders amounting to $35.00 ог less must be accompanied by payment. Non-prepaid orders fover $35.00) will be in- 
voiced with shipping/handling charges included.) | 
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MAIL ТО; American Psychiatric Press, inc., Р.О, Box 19343, Washington, D.C. 20036 
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ective both in relieving patientsufferingandindearing = 
- symptoms of thought disorder’; it may also avoid or reduce the , 
ospitalization. Low-dose, less-sedating drugs such as HALDOL 

1 because they are less likely to produce sudden hypotension* 

nt or troublesome anticholinergic effects?’ Extrapyramidal 
h depend upon individual sensitivity and can occur 
roleptics, can be controlled with antiparkinson medication or 
On 


of acute psychosis with intramuscular HALDOL haloperidol 















provement often occurs in 2-3 hours; initial response may beseen 
-60 minutes. Careful observation of patient response is essential. —— 









) OL can be given as often as every hour at any usual IM site, | 
ausing local irritation. Patients typically require to 4 injections of 5 mg 
ainute intervals. 










OL offers the widest dosage range to meet wide individual variations 
nts needs. 


itchover from IM HALDOL to oral forms on a 1:1 basis smooths the 
to maintenance therapy. 









Right at the start — right for the long term 


(haloperndob - 


tablets/concentrate/injection 






4 
icture posed by professi s.” Transient and orthostatic hypotension rarely occur, * Marked sedation is rare; some instances of drowsiness have been reported. 
Persistent extrapyramids equire discontinuation of the drug. 2 Please turn page for brief summary of prescribinginformation..- 











HALDOL® concentrate 
(haloperidol) 
tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 

pean and better patient 
acceptability. 2 mg per ml 
haloperidol (аз the lactate). 
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HALDOĽ 


е нара relief of core 
psychotic symptoms 


Effective for both initial 
and maintenance therapy 








e Safe and effective at the ‚ 
widest possible. dosage range* 


*See Brief Summary otPrescribing < 
Information below tor 
contraindications, warnings, - 
precautions and adverse reactions. 








brand of 
HALOPERIDOL i 
CONCENTRATE 
L HALDOL® tablets © * 
Clu dinalis (haloperidol) 
in 6 different игерш kx 

HALDOL® (haloperidol) convenience in individ ing 
sterile injection + Pre-filled Syringe кын osage. jis 






for rapid control (often within pe р. 
ш кше а agitated patients. 5 m 
haloperidol (as the lactate) with] 1.8 mg 
оа and 0.2 ту 

ropylparaben per ml, an penie acid 
krs paben pear to 3.03.6 
















raindications: Severe, toxic CNS depression or comatose states from any cause. 

ypersen му to the drug, Parkinson's disease. 

| in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
| been established; use oniy if benefit clearly justifies potential hazards. Infants 





Use With Lithium: Patierts receiving lithium plus haloperidol shouid be monitored 
‘early evidence of neurological toxicity and treatment discontinued promptly if such 


General: &ronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial:sherapy should be instituted if dehydration, hemocon- 
intratian or reduced pulmonary ventilation occurs, especially in the elderly, Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
rugs; although not with haloperidol. Mental and/or physical abilities required for hazardous 
5К5 Of-driving may be impaired. Alcohol should be avoided due to possible additive effects 
hypotension, 
Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
ind paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
iory of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
iterference occurred with the effects cf one anticoagulant (phenindione). Cencomitant anti- 
nisor medication, if required, may have to be continued after HALDOL is discontinuec 
ause of different excretion rates; if both are discontinued simultaneously, extrapyramida' 
hptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
parkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
fain: cyclic disorders, there may be a rapid mood swing to depression. Severe neurctox- 
may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
DOL- Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
istration. Tissue culture experiments indicate that approximately one-third of human 
Cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
ction of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as ые amenorrhea, gynecomastia. and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
nts. An increase in mammary neoplasms has been found in rodents after chronic admin- 
“istrayon of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date! ег, have shown an association between chronic administration of these drugs and 
mam tumorigenesis: the available evidence is considered too limited to be conclusive at 
M this time. 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
“остуро reactions (including bronchial asthma) in certain susceptible individuals, espe- 
in those who have aspirin hypersensitivity. 
Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrarni- 
al) reactions have been reported frequently, often during the first few days of treatment. Gen- 
‘erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restiessness. dystonia. 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
qyently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively iow doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 











. drug may have to be discontinued in such cages. 






















kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the: 


Withdrawal Émergept Y, Neuroiggical Signs: Abrupt discontinuation of Shorter antipeyenote 


HALDOC 


TABLETS 
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mg Lmg 2mg иом 20 mg 





therapy is generally uneventtul. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. Ih certain cases these are indistincuishable 
from "Persistent Tardive Dyskinesia’’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further. evidence is available 
HALDOL should be gradually withdrawn: 


Persistent Tardive Dyskinesia: As with ай antipsychotic agents HALDOL. has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching. to a different 
antipsychotic agent. : 

Other CNS Effects: insomnia, restlessness, anxiety, euphoria, agitation, drowsiness. depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and. catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic: 5 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 

Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair, Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido; hyperglycemia, hypoglycemia and hyponatremia: 

G Effects: Апогехіа, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and mend Autonomic Reactions: Dry mouth, blurred vision, urinary reterition and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may-occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 

IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 тї) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. PMCN 9? , 


References: 1. Donlon PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapid 
neuroleptization method with injectable haloperidol. Am J Psychiatry 136(3):273- -278, р 
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acute psychosis. JAMA 229(14):1884-1889, 1974. 







à ARVIEW STATE HOSPITAL 
PSYCHIATRISTS 


oe Pennsylvania's Beautiful Pocono Mountains 

А ctNenging psychiatric career in a state forensic men- | Skiing-Hiking-Hunting-Fishing-Golf- 
tal healtm facility. Responsible for the evaluatior and treat- 
ment of court committed mentally Ш patients who have Been 
charged with or convicted of a crime: Farview has a staffor 500, 


e А challenging career for a uniquely qualified administrator. . 
and a patient census of 225. 


3 Management of a Forensic Mental Hospital with a-staff of 500 
Completion of a three year residérioy or waining program and patient census of 225. F. arview provides maximum security 
in psychiatry which meets the certification requirements of psychiatric services for the Cemmonwealth’s mental health 
ше American Board of Psychiatry and Neurology or the system. 

American. Osteopathie Board of Neurology апа Psychiatry; as 
well as possession of a license to practice medicine in Pennsyi- 
vania are the minimutn requirements. 


Salary ranges from $45,075 to $51,482 commensurate 
with experience. . Bonusés ‘Thay. inerease.salary to exceed 
$60,000. Additional income opportunities are available through $37,966 to $48,000 

| on-call and overtime pay . (Psychiatrist-—$51,000 to $66,000) 


e equivalent to 35% -addi- Excellent state benefits package equivalent to 3565. addition. | 
shing and other recreation salary, Tudor style house available on grounds, country living 

rio Mountains nearby. Two and 2 1/2 hours from New York City and Philadelphia. ү 
rk Clty and Philadelphia. 


Experience in administration of Forensic Menta! Health 
grams and/or hospital administration qualifies you for 
consideration: 


Starting Salary 


Call or write today: 


on, MD. SCOTT H. NELSON, M.D. 
Я tary fo r Mental Health Deputy Secretary for Mental Healt 
nt of Public Welfare Department of Pablic Welfare 
| Box 2675 Р.О. Box 2675 


i DA К Harrisburg, РА 17105 
Pennsylvania 17105 (717) 783-8067 


AN EQUAL OPPORTUNITY AFFIRMATIVE ACTION EMPLOYER 


M TEXAS, MISSOUR 
PSYCHIATRIST OKLAHOMA 
= = VIRGINIA 
The University of Massachusetts Medical TENNESSEE | 


Center, through its Psychiatric Regional agg 
Resource Unit in Northampton, has a posi LOUISI ANA 
tion for a board- eligible or board-certified 
psychiatrist. Full time faculty practice and 
teach at a public sector ip ранен mae : 
. atric facility and at community- based rura i; DI ; . 
ог urban programs (varied possibilities are Child-adolescent and adult © 
available). Our multi disciplinary team р пуаїе practices. Group Or 
stimulates interaction with peers, profes x | 
sional development and research, Salary solo. Excellent private 
and fringe benefits are excellent. ; dy] : 
Northampton and Amherst are college p sychiatric hospitals. 
town communities in western Massachusetts. 
Send curriculum vitae and three letters of | 
reference to: David Myerson, M.D., . 
Acting Chairman, Department o Please send C.V. and lifestyle 
Psychiatry, University of Massachusetts ; 
Ы ‘Medical Center, 55 Lake Avenue North, preferences to: 
á | *\ Worcester, MAO1605. The University of W. Sanford Smith 
| Vertssachusett Medical Center is an Professional Practice Management 
Equal Opportunity Employer. | 1102 Kingwood Drive 
Е | .Kingwood, TX 77339. 








"The Young Adult Chronic Patient: Collected Ar- 
icles From H&CP. Hospital © Community Psychiatry 
has contributed to a better understanding of the 
characteristics and needs of the rapidly expanding 
population of young adult chronic patients through 
a number of articles published in its pages. Now the 
. H&CP Service has compiled these important articles 
nto a 37-page booklet that serves as a useful resource 
.. document for professionals who plan and provide ser- 
vices for this challenging group. Contributors include 
-c Leona Bachrach, Ph.D., Richard Lamb, M.D., and 
© Bert Pepper, M.D. With commentaries by John Tal- 
|o c bott, M.D., and James Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. 


Please send me the following: 
uoo. copy(ies) of The Young Adult Chronic — _ 


| Two Important H&CP Service Publications’ 
to Help You in Your Work К 



















Rights о the Mentally Disabled: Statements and 
Standards. Major statements and standards on pa- 
tients’ rights issued by courts, legislatures, and na- 
tional organizations are brought together for the first 
time in this 40-page booklet published by APA’s Hos- 
pital & Community Psychiatry Service. Included are 
the American Hospital Association’s patient’s bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 











Patient; Collected Articles From HGCP Name 
LL. сору(іеѕ) of Rights of the Mentally Dis- 
“abled: Statements and Standards 


*These publications have 











Each booklet is $5 per copy; $3.50 for orders 
of 5 or more. Discount applies to all orders 
of 5 or more copies, including a combina- 
tion of titles. 


been sent free of charge 
to institutions, agencies, 
and individuals with 

membership in the Hos- 








[1 My check or money order for |... is City 

enclosed. (Payable to the American 

Psychiatric Association) 

Please bill me. (For orders over $35 only. 

All orders of $35 эт less must be prepaid.) 

[1 Please send me information on how I can 
join the Hospital & Community Psy- 
chiatry Service. 













MAIL TO: 





| 


Service 





Hospital & Community Psychiatry 
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1400 K Street, N.W. 
Washington, D.C. 20005 
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vice, check the box in the - 











ANTICHOLINERGICS 








CAPSS [ANVIANTADINE HCI) 


In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
| (akinesia, rigidity and tremor) caused by the major 
0 neuroleptic agents. 
à. — .  — These same studies confirm that SYMMETREL is 
me | . comparable to Artane? (trihexyphenidyl НСІ) and 
Cogentin? (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 
. Efficacy. With less incidence of troublesome atropine- 
like side effects. And, therefore, more potential for 
patient compliance. "Data on file. Endo Laboratories, Ic... 


CHEMICALLY DISTINCT THERAPY 
| FOR EPS 


SYMMETREL is a DuPont registered U.S. trademark. 00] р і NT 
Please see brief summary of prescribing information. ев LM 




























[AMANTADINE HCI} 


2 RIEF SUMMARY OF PRESCRIBING INFORMATION 

"INDICATIONS. Parkinson's Disease/Syndrome and Drug-induced Extrapyramidal Reac: 
tions: SYMMETREL is indicated in the treatment of idiopathic Parkinson's disease (Рагаі- 
ysis Agitans), postencephalitic parkinsonism, drug-induced extrapyramidal reactions, and 
"osympromatic parkinsonism which may follow injury to the nervous system by carbon mon- 












irassociation with cerebral arteriosclerosis. In the treatment of Parkinson's disease. 

SYMMETREL is less effective than levodopa. ()-3-(3.4:difiydroxyphenyl)-L-alanine, and its 

efficacy in comparison with the anticholinergic antiparkinson drugs has not yet been estab- 

shed. Although anticholinergic type side effects have been noted with SYMMETREL when 
Sed in patients with drug-induced extrapyramidal reactions, there is a lower incidence of 
ace side effects than that observed with anticholinergic antiparkinson drugs 
IAINDICATIONS. SYMMETREL is contraindicated in patients with known hypersen- 
{һе drug. 
INGS. Patients with a history of epilepsy ог other "seizures" should be observed 
or possible increased seizure activity | y А 
xs with a history of congestive heart failure or peripheral edema shouid be followed 
рее are patents who developed congéstive heart failure while receiving 
REL . x fx 
is with Parkinson's disease improving on SYMMETREL should resume normal 
ies gradually and cautiously, consistent with other medical Considerations, such as 

4 ince of osteoporosis or phlebothrombosis. 

‘Patients receiving SYMMETREL who note central nervous system effects or blurring of 

sion sHould be cautioned against driving or working in situations where alertness is 

portant, 

PRECAUTIONS, SYMMETREL (amantadine hydrochlonde) shouid not be discontinued 
tiy since a few patients with Parkinson's disease experienced a parkinsonian crisis, 
sudden marked clinica! deterioration, when this medication was suddenly stopped. 

е dose of anticholinergic drugs or of SYMMETREL shouid be reduced it atropine-like 

Hects appear when these drugs are used concurrently. 

‘The dose of SYMMETREL may need caretul adjustment in patients with renal impair- 

ierit; congestive heart failure. peripheral edema, or orthostatic hypotension Since 

MMETREL is not metabolized and is mainly excreted in the urine, it may accumulate 

ien rerial function is inadequate. 

bid be exercised when administering SYMMETREL to patients with hver dis- 
history of recurrent eczematoid rash, or to patients with psychosis or severe psy- 
sis not controlled by chemotherapeutic agents Careful observation is required 

MMETREL is administered concurrently with central nervous system stimulants 

Чо. erm studies in animals have been performed to evaluate the carcinogenic 
porerntial of SYMMETREL. The mutagenic potential of the drug has not yet been determined 
xperimental systems 

'regnancy Category C: SYMMETREL (amantadine hydrochloride) has been shown to 

-embryotoxic and teratogenic in rats at 50 mg/kg/day. about 12 times the recommenced 

dose: but not at 37 mg/kg/day Embryotoxic and teratogenic drug effects were rot 

bits which received up to 25 times the recommended human dose. There are no 
equate and well-contralled studies in pregnant women 

'MMETREL should be used during pregnancy only if the potential benefit justifies the 

у il risk to the embryo or the fetus 

Nursing Mothers: SYMMETREL is excreted in human milk. Caution should be exercised 
when SYMMETREL is administered го a nursing woman 

Use: The safety and efficacy of SYMMETREL in newborn infants. and infants 

м ће age of 1 year have not been established 

ERSE REACTIONS, The most frequently occurring serious adverse reactions аге: 

ession: congestive heart failure, orthostatic hypotensive episodes. psychosis. and un- 

tention. Rarely convulsions, leukopenia. and neutropenia have been reported 
Other adverse reactions of a less serious nature which have been observed are the folh 
wing hallucinations. confusion, anxiety and irritability; anorexia, nausea. and constipa- 
ich: ataxia and dizziness (lightheadedness). hiveda reticularis and peripheral edema 
reactions observed less frequentiy аге the following: vomiting: dry mouth: head- 
lyspnea: fatigue. insomnia. and a sense of weakness. infrequently. skin rash, slurred 
d visual disturbances have been observed. Rarely eczematoid dermatitis and 
iytic episodes have been reported 
OSAGE AND ADMINISTRATION. Adult Dosage for Parkinsonism: The usual dose of 

SYMMETHEL (amantadine hydrochioride) is 100 mg twice a day when used alone 

SYM EL has an onset of action usually within 48 hours. 

The initial dose of SYMMETREL is 100 mg daily tor patients with serious associated medi- 

catilinesses or who are receiving high doses of other antiparkinson drugs. After one to sev- 

weeks at 100 mg once daily the dose may be increased to 100 mg twice daily. if 
jessany 

Jccasionally patients whose responses are not optimal with SYMMETREL at 200 mg 

iy may benefit from an increase up to 400 mg daily in divided doses. However. such 

tients should be supervised closely by their physicians 

Patients initially denving benefit from SYMMETREL not uncommonly experience a fall-off 

ectiveness after a lew months. Benefit may be regained by increasing the dose to 

mg daily. Alternatively temporary discontinuation of SYMMETREL for several weeks. 
wed by reinitiation of the drug. may result in regaining benefit in some patients. A deci- 



























































































































































luce additional benefit 
When SYMMETREL and levodopa are initiated concurrently, the patient can exhibit rapid 
herapeulic benetits. SYMMETREL should be held constant at 100 mg daily or twice daily 
while the daily dose of levodopa is gradually increased to optimal benefit. 
When SYMMETRE. is added to optimal well-tolerated doses of levodopa: additional 
efit may result, including smoothing out the fluctuations m improvemen: which some- 
nes occur in patients on 'evodopa alone. Patients who require a reduction in their usual 
ise of levodopa because of deveiopment of side effects may possibly regain lost benefit 

the addition of SYMMETREL P 

for Drug-induced Extrapyramidal Reactions: Adult: The usuat dose of 

> SYMMETREL (amantadine hydrochloride) is 100 mg twice a day. Occasionally patients 
whose responses are not optimal with SYMMETREL at 200 mg daily may benefit from an 
"increase up to 300 mg daily in divided doses 6043-10BSP 
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Capsules manufactured by R.P Scherer-North America, St. Petersburg. Florida 33702 
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oxide intoxication. it is indicated in those elderly patients believed to develop parkinsonism - 
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A PSYCHIATRIC GLOSS/ 
Fifth Edition 


Order your copy of the fifth edition о 
А PSYCHIATRIC GLOSSARY now 


The Glóssarj has been revised a 
updated by a Subcommittee of A 
Joint Commission on Public Afairs 
contains current terminology in р 
chiatry and incorporates the. Tevis 
nomenclature of DSM In. | 


A useful, easy-to-use source of i 
mation for | 
—physicians and lawyers 
—social workers, psychologists, a 
nurses | 
—writers and editors 


—teachers and students 


Numerous new entries, a series 
tables, and a list of abbreviations u 
in the mental health field are inclu 
Why not order one or more copies 
A PSYCHIATRIC GLOSSARY now 


Please send me — copies oa PSYCHIATRIC GLOSSAR!’ 
5th edition, paperback. Publication #P005-X. < ~ 
$5.95 ; 


11 check or money order enclosed. й orders totalling $35: 
MUST be prepaid. 


/ 
Ci bill me (orders over $35 ONLY). All nvoices will include sh p 
and handling charges. у : 


NAME: НИЕ oa EXEC EM 


ADDRESS NN c у „уй 


ZIP CODE 
Send coupon tof American Psychiatric Press, Inc. 


Р.О. Box 19343 
Washington, B.C. 29036 














Clinical Study Results: 


LOXITA NE’ ЖОЛУГУ УУ Г: 
PROVED EFFECTIVE IN 
PREVIOUSLY REFRACTORY PATIENTS 





WHY МОТ START WITH LOXITANE FOR 
ALLYOUR PATIENTS? 


Proof: 67%"“very good" 

to “fairly good" response 
in treatment-resistant 
patients’ 

In a study group of 27 severely ill 
chronic schizophrenic patients 
refractory to previous neuroleptic 
therapy, 18 showed “very good” 
to “fairly good” response to 
LOXITANE® IM Loxapine Hydro- 
Chloride. Results were judged 
“fair” in8 other cases. Therapy was 
‚ continued with oral LOXITANE at 

the same dosage with no loss 
оѓейсасу. 


Loxitane 
LOXAPINE €225 
SUCCINATE / 
HYDROCHLORIDE 


Only 7% side effects 
dropout in two-year study’ 
Of 31 chronic schizophrenic 
patients studied, only two were 
taken off LOXITANE® Loxapine 
Succinate due to drug-related 
side effects.” 


Rapid symptom response 

in hours *...antipsychotic 
action was seen...asearlyas - 
410 8 hours in [some] studies...” 
In a study of acute schizophrenic 
patients, those completing the 
trial“ ..were nearly 
asymptomatic” 

at Week 3.^ 


See LOXITANE brief summary on next page for indications, warnings, precaution 













































Capsules: 5 mg, 10 mg, 
25mg, 50mg 


rief Summary 
LOXITANE* Loxapine Succinate Capsules 
LOXITANE* C Loxapine Hydrochloride Oral Concentrate 
LOXITANE* IM Loxapine Hydrochloride 
INDICATIONS: Manitestaticns of schizophrenia. 
CONTRAINDICATIONS: Comatose or severe drug-induced depressed 
'states (alcohol, barbiturates, narcotics, etc.); hypersensitivity to the 
drug. 
WARNINGS: Safe use during pregnancy, lactation or in women of child- 
bearing potential has not been established: weigh potential benefits 
against possible hazards. Not recommended for use in children under 
6. May impair menta! and/cr physical abilities especially during early 
егару; warn ambulatory patients about activities requiring alertness, 
about concomitant use of alcohol and other CNS depressants. Not rec- 
“ommended for managemen: of behavioral complications in mentally 
retarded patients. 
PRECAUTIONS: Use with extreme caution in patients with a history of 
ivulsive disorders; seizures have been reported in epileptic patients 
receiving antipsychotic dose levels or even maintenance therapy. Use > 
with caution in patients with cardiovascular disease or in those with 
glaucoma or a tendency to urinary retention particularly мћеп:оп con- 
comitant anticholinergic medication. Loxapine has an antiemetic effect 
in animals which might occur in man masking signs of overdosage of 
toxic drugs and obscuring intestinal obstruction or brain tumor. Since 
póssible ocular toxicity cannot be excluded, observe carefully for 
pigmentary retinopathy and lenticular pigmentation. Slightly higher 
incidence of extrapyramidal effects possible following IM administration. 


Neuroleptic drugs elevate prolactin levels; elevation persists during 
chronic administration, Tissue culture experiments indicate that approxi- 
mately one-third of human breast cancers are prolactin dependent in 
vitro; a factor of potential importance if prescription of these drugs is 
contemplated in a patient with а previously detected breast cancer. 
Although disturbances suck as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinical significance 

af elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date have shown an association 
between chronic administration of these drugs and mammary tumori- 
genesis; the available evidence is considered too limited to be 
conciusive at this time. 


ADVERSE REACTIONS: CNS effects, other than extrapyramidal, intre- 
quent. Mild drowsiness may occur at beginning of therapy or upon 
dosage increase, usually subsides with continued therapy. Sedation, 
dizziness, faintness, staggering gait, muscle twitching, weakness and 
confusional states have been reported. Extrapyramidal reactions often 
occur early in treatment, manifested by Parkinson-like symptoms e 
(tremor, rigidity, excessive salivation, masked facies, akathisia); control- 
lable by dosage reduction or by antiparkinson drugs at usua! dosages. 
Dystonic and dyskinetic reactions, while less frequently occurring, may 
be more severe, requiring dosage reduction or temporary withdrawal 
plus appropriate counteractive drugs. Persistent Tardive Dyskinesia may 
appear during prolonged therapy or following discontinuance, the risk 
greater in the elderly, especiatly females, on high dosage. Symptoms, 
persistent and in some patients apparently irreversible, are charac- 
terized by rhythmical involuntary movement of the tongue, face, mouth 
and jaw sometimes accompanied by involuntary movement of extremi- 
ties. Since there is no known effective treatment, discontinue all 
antipsychotic drugs if symptoms appear. Reinstitution of treatment, 
increased dosage or switching to another agent may mask syndrome. 
The syndrome may not develop if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular Effects: 
Tachycardia, hypotension, hypertension, fightheadedness and syncope. 
ECG changes, not known to be related to loxapine use, have been 
reported. Skin: Dermatitis, edema of face, pruritus, seborrhea. Possible 
photosensitivity and/or phototoxicity: skin rashes of unknown etiology 
seen in a few patients during hot summer months. Anticholinergic: Dry 
mouth, nasal congestion, constipation, blurred vision (more likely to 
occur with concomitant use of antiparkinson agents). Gastrointestinal: 
Nausea and vomiting have been reported in some patients. Hepato- 
cellular injury (i.e. SGOT/SGPT elevation) has been reported in associ- 
ation with loxapine administration. Other: Weight gain or loss, dyspnea, 
ptosis, hyperpyrexia, flushed facies, headache, paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity of unknown etiology. 


References: 1. Deniker P. Loo H, Cottereau MJ: Parenteral loxapine in 
severely disturbed schizophrenic patients. J Clin Psych 41:23-26, 1980. 

2. Simpson GM. Branchey MH, Lee JH, et al: A two year trial of loxapine suc- 
cinate n chronic psychotic patients. Dis Nervous System 37:305-307, 1976. 
3. DePaulo JR, Jr, Ayd ЕЈ, Jr: Loxapine: Fifteen years of clinical experience. 
Psychosoniatícs, in press. 4. Sharma T: Rapid response to loxapine in 

acute schizophrenia. Curr Ther Res 25:366-370, 1979. 
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fyoureconcernedabout — : 
tanquilizer rebound symptoms, ` 
onsider the built-in Е 


tapering effect of Tranxene 
clorazepate 


© 
dipotassium 







Clinical experts have observed that rapid 
elimination of an antianxiety agent can pre- 
cipitate anxiety-like rebound symptoms.'? 


These rebound symptoms (e.g. jitteriness, 

anxiety, insomnia, apprehension) are similar 

to those for which the patient was originally 

being treated. | 
onn 

Discontinuation of Tranxene, a long-acting 

benzodiazepine, does not produce sudden 

drop-off in serum levels.?* In contrast to 

short-acting agents like lorazepam or al- 

prazolam, Tranxene levels taper smoothly 

and gradually at termination of therapy. 


INDICATIONS — For management of anxiety disorders or 
Aort-term relief of symptoms of anxiety: for symptomatic 
ef of acute alcohol withdrawal: for adjunctive therapy in 
tial seizures. 

Anxiety or tension associated with stress of everyday life 
*sually does not require treatment with an anxiolytic. 
ffectiveness in long-term management of anxiety (over 4 
yenths) not assessed by systematic clinical studies. The 
ysician should periodically reassess usefulness for each 
ient. 


BONTRAINDICATIONS — Known hypersensitivity to the 
g. Acute narrow angle glaucoma. 


ANINGS — Not recommended for use in depressive 
hroses or psychotic reactions. Caution patient against 
'ardous occupations requiring mental alertness. such as 
erating dangerous machinery including motor vehicles. 
vise against simultaneous use of other CNS depressants. 
caution patients that effects of alcoho! may be increased. 
Т recommended for patients under 9. Nervousness. 
[отлїа, irritability. diarrhea, muscle aches. and memory 
hairment have followed abrupt withdrawal from long-term 
osage. Withdrawal symptoms were reported after 

pt discontinuance of benzodiazepines taken continuously 
therapeutic levels for several months. Use caution in 




























patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
not give to nursing mothers 


PRECAUTIONS — Observe usual precautions in бергеѕѕ:оп 
accompanying anxiety. or in patients with suicida! tendency. 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated 


ADVERSE REACTIONS — Drowsiness. dizziness. various 
g.i. complaints, nervousness. blurred vision. dry mouth. 
headache. mental confusion. insomnia, transient skin 
rashes, fatigue. ataxia, genitourinary complaints. irritability, 
diplopia, depression. slurred speech. abnormal liver anc kid- 
ney function tests. decreased hematocrit. decreased systolic 
blood pressure. 


INTERACTIONS — Potertiation may occur with ethyl alco- 
hol, hypnotics. barbiturates. narcotics. phenothiazines. MAO 


inhibitors, other antidepressants. In bioavarability studies 
with normal subjects. concurrent admnistration of antacids 
at therapeutic levels did not significantly influance bioavati- 
ability of TRANXENE 

OVERDOSAGE — Take general measues as fer any CNS 
depressant. 

SUPPLIED — TRANXENE 3.75. 7.5. and 15 mg capsules and 


scored tablets. TRANXENE-SD Half Strength 11.25 and 
TRANXENE-SD 22.5 mg single dose tablets 


REFERENCES — 1. O'Brien CP: Proceedings o! Symposium, 
Problem Avoidance wh Benzociazepine Therapy, Monograph 





Abbott Pharmaceuticals, inc: .. 
North Chicago, IL 60064 
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Tranxene is available as 3.75, 7.5, 15 mg 
capsules, scored tablets; 11.25, 22.5 mg 
single-dose tablets. For brief summary 

- please see an adjacent page. 
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